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1.0 INTRODUCTION

This document was prepared under Task 8, Prepare the Comprehensive Risk Assessment (CRA)
Work Plan, of the Final Work Plan for the Development of the Remedial Investigation/
Feasibility Study (RI/FS) (DOE 2002a), and describes the scope, activities, and methodology for
the Draft CRA. The Draft CRA is referred to hereafter as the CRA. The purpose of the CRA is
to assess human health and ecological risks' posed by chemicals, metals, and radionuclides
remaining at the Rocky Flats Environmental Technology Site (RFETS or Site) following
accelerated actions. The CRA will support the Draft RUFS Detailed Analysis of Alternatives,

- Proposed Plan, and Corrective Action Decision/Record of Decision (CAD/ROD) for the Site.

The activities associated with Task 8 of the RI/FS Final Work Plan have evolved since
publication of the document. Task 8 identifies 10 items that were to be presented in this
document:

I. Data quality objectives (DQOs);
2. . Site conceptual model (SCM), iﬁc]uding exposure scenarios, exposure pathways, and receptors;
3. Final list of contaminants of concern (COCs) following statistical evaluation and preliminary
screening; )
Reasonably foreseeable anticipated land use and use restrictions for the Site;

Background concentrations for COCs;

COC physical and chemical characteristics;

4

5

6. Established detection himits for COCs;

7

8. Methods for conducting the exposure assessment, toxicity assessment, and risk characterization;
9

Fate and transport models used to predict exposure point concentrations (EPCs); and
10. Preliminary remediation goals (PRGs) for surface soil, sediments, and groundwater from a human

health and ecological perspective.

Items 1, 2,4, 8, and 10 are developed in this document. Items 3, 5, and 7 will be completed
using methods discussed herein and reported in the CRA. Item 6 was discussed in the separate
Industrial Area (IA) and Buffer Zone (BZ) Sampling and Analysis Plans (SAPs) (DOE 2001,
2002b) and is also included in the combined IA and BZ SAP (IABZSAP) (DOE 2004a). Item 9
is discussed below in general and will be presented in depth in a separate groundwater modeling
report. For Ttem 10, human health PRGs that have not been included in the Rocky Flats Cleanup
- Agreement (RFCA) will be referred to as “screening-level PRGs” to distinguish them from those
that have been reviewed for inclusion in RFCA. These PRGs have been developed specifically
for the CRA and will not be added to RFCA. Human health screening-level PRGs are presented
in this document (Appendix A). Ecological screening levels (ESLs) have been developed in

| . sae : : N . BN H y

In this document, the term “risk” will be used to refer to the combined “lifetime excess cancer risk” for humans
and noncarcinogenic health effects assessed using the hazard index (HI) for humans, and the calculated HQ for
ccological receptors.
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place of ecological PRGs and are presented in Appendix B. Regulatory contact records that
document refinements to the CRA Methodology are included as Appendix C.

1.1 Comprehensive Risk Assessment Scope

Scope: The CRA will quantify and report risks posed by residual
contamination at the Site to human and ecological receptors after

accelerated actions.

RFCA adopted an accelerated action cleanup approach to expedite remedial work and maximize
early risk reduction at the Site, as described in RFCA paragraph 79 (DOE et al. 1996). The CRA
will be conducted in a progressive approach as accelerated actions are completed and data on the
nature and extent of contamination are collected during the Sitewide RI/FS effort. After
accelerated actions, the need for further actions, if any, will be analyzed in the Draft RI/FS,
hereafter referred to as the RI/FS. Risks to human and ecological receptors posed by residual
contamination at the Site will be quantified and evaluated in the CRA. The CRA will be
included in the RI/FS Report. ‘

This document presents the Final CRA Work Plan and Methodology, hereafter referred to as the
CRA Methodology. This CRA Methodology presents the approach to be used in the CRA
including the SCM, exposure scenarios, exposure factors, toxicity assumptions, and risk
characterization methodology. The CRA Methodology is a major revision to and supersedes the
previously circulated Draft Methodology (DOE 2000). This revision was required due to the
change of the reasonably anticipated future use of RFETS as a wildlife refuge as designated by
the Rocky Flats National Wildlife Refuge Act of 2001. After completion of cleanup and closure
RFETS will become a National Wildlife Refuge in accordance with the Rocky Flats National
Wildlife Refuge Act of 2001, PL 107-107, 16 U.S.C. § 668dd note (Refuge Act).This
designation means it is unlikely that RFETS will be used for limited industrial, unrestricted open
space, or on-site residential uses, and the associated exposure scenarios are no longer included in
the current Methodology. The CRA is based on the assumption that the future land use for the
Site will-be a wildlife refuge, as designated by the Act.

’

The CRA will assess all areas within the RFETS boundary. For Operable Unit (OU) 3, Offsite
Areas, a risk assessment was performed (DOE 1996a) and a CAD/ROD was issued (DOE 1997).
The OU 3 risk assessment will be reviewed and summarized in the CRA. However, OU 3 will
not be reassessed unless the on-site assessment indicates circumstances that could alter the
conclusions of the earlier OU 3 assessment. Information that will be evaluated in this regard
includes surface water and air monitoring data collected at the Site boundary, and new soil and
surface water data collected during accelerated actions. Areas to be addressed within the RFETS

boundary include areas containing existing or former OU designations. While CAD/RODs have

been issued for some of these OUs (OUs 1, 11, 15, and 16), these areas are included to enable
characterization of risk within each designated exposure unit (EU) and aquatic exposure unit
(AEU) for the entire Site.
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1.2 Technical Approach

The primary tasks required to complete the CRA, and their interrelationships, are detailed in this
section. A generalized flow of the process is shown on Figure 1.17 Primary tasks included in
this document are: -

. Generate the SCMs for both human health and ecological assessments with all defined
exposure pathways, receptors, and scenarios;

. Identify exposure factors;

. Develop EUs and AEUs;

. Update human health PRGs and develop human health screening levels for the CRA; and
. Develop ESLs for the CRA.

The human health risk assessment (HHRA) and ecological risk assessment (ERA) will be
conducted in parallel. The CRA will assess human health and ecological risks from residual
contamination using all available data including historical samples, monitoring data, and
characterization and post-cleanup confirmation sampling results.:

2.0 HUMAN HEALTH SITE CONCEPTUAL MODEL

Action: Develop an SCM of receptors, exposure scenarios, and exposure

| pathways to guide the CRA process.

The reasonably anticipated future land use for RFETS is a wildlife refuge. The U.S. Department
of Energy (DOE) will be responsible for stewardship activities, such as monitoring and
maintenance, within those areas associated with a Comprehensive Environmental Response,
Compensation, and Liability Act (CERCLA) remedy, as appropriate. Refuge workers are
assumed to be present on site for most of the year and engaged in refuge maintenance and
ecological work activities. A Comprehensive Conservation Plan is under development by the
U.S. Fish and Wildlife Service (USFWS) (draft dated February 2004; anticipated completion of
final in December 2004), in consultation with the Stakeholders. Specific refuge activities will be
determined by this plan.

An exposure pathway describes a specific environmental route by which an individual receptor
could be exposed to contaminants present at or originating from a site. After the primary
source(s) and release mechanisms are identified for the site, the resulting secondary sources and
secondary release mechanisms are identified and described. Subsequent sources and release
mechanisms are identified until the exposure pathways for each contaminant are fully delineated.
A complete exposure pathway includes five elements: source, mechanism of release, transport
medium, exposure point, and intake route. If any of these elements are missing, the pathway is
incomplete.
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Figure 1.1 CRA Process
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Exposure pathways and exposure routes in the SCM have been categorized as significant (S),
insignificant (I), or incomplete (IC) using best professional judgment in consultation with the
U.S. Environmental Protection Agency (EPA), Colorado Department of Public Health and
Environment (CDPHE), and USFWS. All such judgment will be supported by an analysis of the
available evidence. The rationale and justification for the classification of all exposure pathways
will be included in the CRA Report. Significant and insignificant exposure pathways are
complete exposure pathways. Significant exposure pathways contribute the major portion of risk

. ordose. An insignificant pathway is complete but will not contribute significantly to the total

risk or dose. An incomplete exposure pathway is missing one or more of the five elements
necessary for a complete exposure pathway. With an incomplete pathway, there will be no
exposure, and the pathway will not contribute any risk or dose. All significant exposure
pathways will be quantitatively assessed at RFETS, while insignificant and incomplete exposune
pathways will be qualitatively addressed.

The comprehensive human health SCM, including all potentially viable exposure scenarios and
pathways, is presented on Figure 2.1. Receptors in the SCM are described in detail below.
Exposure factors for each significant pathway are presented in Section 4.0.

2.1 Receptors

The Rocky Flats National Wildlife Refuge Act (2001) establishes a wildlife refuge as the future
land use of the Site. Two types of receptors are associated with the wildlife refuge land use: the
wildlife refuge worker (WRW) and the wildlife refuge visitor (WRV). These scenarios are
evaluated in the SCM and will be assessed in the CRA. It is assumed that the WRW is exposed
to outdoor contaminants for an average of one-half the workday. Current planning by USFWS
does not include year-round offices or an on-site visitor center. A seasonally staffed visitor
contact station may be built on the western side of the Site (USFWS 2004). If an office/visitor
center was built on site, there could be exposures to contaminants transported into the building
for an average of one-half the workday for the WRW. This potential exposure for the WRW will
be assessed in each EU. The WRV will have very limited exposures to indoor contaminants.
Primary exposures will be to outdoor contaminants. Therefore, indoor exposures will not be
assessed for the WRV.

Risks to an off-site resident were assessed in the OU 3 Resource Conservation and Recovery Act
(RCRA) Facility Investigation/Remedial Investigation (RFI/RI) performed in 1996 (DOE
1996a). Monitoring at the Site boundaries since completion of the RFI/RI indicates there have
been no releases from the Site that would alter the conclusions of the 1996 assessment. Unless
the on-site assessment indicates circumstances that could alter the conclusions of the 1996 OU 3
assessment, risks to the off-site resident will not be assessed. Current risks to an off-site receptor
due to air transport are assessed in the annual National Emission Standards for Hazardous Air
Pollutants Report for Radionuclides and the Annual Dose Assessment Report. The on-site
resident will not be assessed because residential use is not a reasonably anticipated land use.

Ecological receptors have been identified and will be assessed in appropriate habitats as
discussed in Section 7.0. The key ecological receptors have been selected to adequately
represent the local ecological community and quantify the range of potential impacts.

N
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Figure 2.1 Human Health Site Conceptual Model
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Deposition Deer/Grazing Animals Oral (IC) Oral (1)
Plant Uptake Vegetation Ingestion Deer/Grazing Animals Oral (IC) Oral (I)
Surface Soil Oral (S) Oral (S)
(0 t0 0.5 foot)* Dermal (S") Dermal (5°)
Subsurface Soil (0.5 to Oral (S) Oral (IC)
8 feet) Dermal (S") Dermal (IC)
Direct Contact Subsurface Soil Oral (IC) Oral (IC)
(Below 8 feet) Dermal (IC) Dermal (IC)
. a Oral (S) Oral (8"
Sediment Dermal (S") Dermal (S")
T Oral (IC) Oral (IC)
Building Rubble Dermal (IC) Dermal (IC)

Radioactive Decay

Surface Soil

External Irradiation (S)

External Irradiation (S)

Subsurface Soil

External Irradiation (I)

External Irradiation (I)

Sediment

External Irradiation (S)

External Irradiation (I)

Building Rubble

External Irradiation (I)

External Irradiation (I)

a. Surface soil and sediments to a depth of 0.5 foot will be combined for the exposure

asscssment.

b. Dermal exposures will be assessed for organic COCs only.
UHSU - upper hydrostratigraphic unit
LHSU ~ lower hydrostratigraphic unit

Key to Exposure Pathways:

S - Significant
I - Insignificant
IC - Incomplete
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2.2 Human Health Exposure Scenarios

The following exposure scenarios define the exposure pathways and assumptions for the
WRW and WRV. Insignificant and incomplete exposure pathways are also defined and
discussed. Justification for the classifications of exposure pathways will be included in the
CRA. If preliminary calculations or information suggest that a pathway is significant, the
classification will be changed.

2.2.1 Wildlife Refuge Worker Exposure Scenario

The WRW scenario for the CRA (Section 4.1.2) is consistent with the WRW scenario used
for development of RFETS radionuclide soil action levels (RSALs) (EPA et al. 2002). The
CRA assumes that the WRW will spend 50 percent of his or her work-time outdoors on the
Site and the remaining 50 percent of their work day will be spent in an indoor office. The
WRW will conduct fieldwork on Site that will result in exposure to surface soil, subsurface
soil, sediment, and surface water.

Monitoring, maintenance, and other long-term stewardship activities to implement and
evaluate the continuing protectiveness of the comprehensive final remedy will occur on Site.
The exposure parameters and pathways associated with these activities are contained within
the WRW scenario. It is assumed that exposures due to monitoring, maintenance, and other
stewardship activities will be less than that for the WRW scenario. This is because
environmental workers will conduct work in accordance with appropriate Site Health and
Safety Plans (as Site workers do currently) and appropriate protective equipment will be
used. Consequently, these individuals will not be exposed to contaminants at any higher
concentrations than those to which the WRW is exposed, and the exposure frequency will be
low. Therefore, the WRW scenario provides an upper bound for risks due to these activities,
and a specific “stewardship receptor” will not be assessed in the CRA.

Complete Exposure Pathways for the Wildlife Refuge Worker

Potentially complete exposure pathways from which exposures are expected for the WRW
include: '

. Ingestion of and dermal exposures to surface soil/sediments, subsurface soil, and
surface water;
. Inhalation of volatiles and particulates; and

. External exposure to beta and gamma radiation from radionuclides present in soil,
subsurface soil, sediments, and building rubble.

Complete and Significant Exposure Pathways for the Wildlife Refuge Worker

The exposure pathways for the WRW that are expected to be both complete and have the
possibility of contributing significantly to risk are:

. Inhalation of surface soil, sediments, and subsurface soil particulates;

. Ingestion of surface soil and subsurface soil/sediments;

. Dermal exposure to surface soil/sediments and subsurface soil; and

. External irradiation exposure from surface soil, sediments, and subsurface soil.
7
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Complete but Insighiﬁcant Exposure Pathways for the Wildlife Refuge Worker

Best professional judgment has been used to designate exposure pathways that are considered
complete, but are not anticipated to contribute significantly to Site risks to the WRW. This is
generally due to a variety of factors that lead to low intakes. The rationale and justification
for the classification of all exposure pathways will be included in the CRA Report. The
following pathways are considered insignificant: ' '

e Ingestion of surface water;

. Dermal exposure to surface water;
. - Inhalation of volatiles from groundwater;

. Inhalation of volatiles from surface soil and subsurface soil; and

. External trradiation exposuré from subsurface soil and building rubble.

Incqmplete Exposure Pathways for the Wildlife Refuge Worker

Best professional judgment has been used to designate exposure pathways that are considered
incomplete. Incomplete pathways imply that exposures are not anticipated and consequently
will not contribute to Site risks to the WRW. The rationale and justification for the
classification of all exposure pathways will be included in the CRA Report. The followmg
pathways are considered incomplete:

. Ingestion of fish and/or deer/grazing animals from the Site;
e Ingestion of groundwater;

- ' Ingestion of homegrown produce; and

. Ingestion of building rubble.

2.2.2 Wildlife Refuge Visitor Exposure Scenario

- The WRV scenario is based on the open space scenario used in the RSAL Report (EPA et al.

2002). The WRYV includes both a child and adult who visit the Site 100 days/year for 2.5
hours/day, for a total of 250 hours/year. The remaining time is spent off site. Outdoor
recreational activities will primarily be on and near.established hiking trails. Hunting may be
allowed on a very limited basis, possibly by lottery. It is assumed that this receptor may be
exposed to residual contaminants. It is also assumed that the WRV will not conduct
activities resulting in significant exposure to subsurface soil and surface water.

Complete Exposure Pathways for the Wildlife Refuge Visitor

Potentially complete exposure pathways from which exposures are expected for the WRV
include: .

. Ingestion of and dermal exposures to surface soil/sediments, qubsmhce soil, and
surface water;

. Ingestion of deer and/or grazing animals;

. Inhalation of volatiles and particulates; and

. External exposure to beta and gamma radiation from radionuclides present in soil
p o p ’
subsurface soil, sediments, and building rubble.

8
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Complete and Significant Exposure Pathways for the Wildlife Refuge Visitor
The exposure pathways for the WRYV that are considered both complete and have the
possibility of contributing significantly to risk are:

. Inhalation of surface soil/sediment particulates; |

. Ingestion of surface soil/sediments;

. Dermal exposure to surface soil/sediments; and

. External irradiation exposure from surface soil/sediments.

Complete but Insignificant Exposure Pathways for the Wildlife Refugé Visitor

Best professional judgment has been used to designate exposure pathways that are considered
complete, but are not anticipated to contribute significantly to Site risks to the WRV. An
insignificant designation i$ generally due to a variety of factors that lead to low intakes. The
rationale and justification for the classification of all exposure pathways will be included in
the CRA Report. The following pathways are considered insignificant for the WRV:

. Ingestion of surface water;

. Dermal exposure to surface water;

. Ingestion of deer and/or grazing animals;

. Inhalation of outdoor air volatiles from surface water and groundwater;

. Inhalation of outdoor air volatiles from surface and subsurface soil;

. Inhalation of indoor air on Site; and

. External irradiation exposure from subsurface soil and building rubble.

Incomplete Exposure Pathways for the Wildlife Refuge Visitor

Best professional judgment has been used to designate exposure pathways that are considered
incomplete. The rationale and justification for the classification of all exposure pathways
will be included in the CRA Report. The following pathways are not anticipated to result in
exposures, will not contribute to Site risks, and are considered incomplete for the WRV:

. Ingestion of groundwater; and

. Ingestion of building rubble.
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3.0 DATA COLLECTION AND EVALUATION

Actions: Identify data needs and data sources, assemble data, and

evaluate data quality and adequacy.

Data evaluation and aggregation will be performed on an EU, AEU, and Sitewide basis for
the HHRA and ERA. The EUs are defined in Section 4.2 and the AEUs are defined in
Section 7.0. The data evaluation and aggregation methods are described below. The DQO
process specifies project decisions and techniques necessary to generate quality data and
make associated conclusions (EPA 2000a). The DQO process will be used to:

. Define stated objectives;
. Define appropriate data collection methods;
e Establish necessary data types; '

. Conduct data aggregation; and

o~

. Specify acceptable levels of data quantity and quality necessary to support the risk
assessment process. '

Nature and extent data that have been collected historically at RFETS, and also progressively
during RI/FS investigations and accelerated actions, will be identified and assembled. All
environmental data for the Site are collected under agency-approved SAPs and standardized
contract-required analytical procedures. Verification and Data Quality Assessment (DQA)
procedures will be used to verify the quality and comparability of collected data.

Accelerated actions are currently being conducted for specific areas of contamination based
on comparison of data to human health action levels (ALs). An accelerated action evaluation
for ecological receptors will be performed as part of the CRA process. Confirmation samples
are collected following accelerated actions. Data that are no longer relevant due to

accelerated actions will be designated and replaced with the confirmation sampling data in

order to reflect the current concentrations following accelerated actions. COCs will be
identified to support the comprehensive HHRA and ERA. Risks will be quantified,
evaluated, and summarized for receptors by exposure scenarios and pathways for established
EUs (as defined in Sections 4.2 and 7.0), and Sitewide (as defined in Section 7.0).

Site data will be used to evaluate residual contamination and determine contaminant
distributions. Exposure parameters, such as inhalation and ingestion rate, exposure
frequency, and exposure duration, have been determined for identified Site-specific
receptors. Toxicity data will be collected to identify or derive dose limits to human and
ecological receptors. Physical and chemical parameters for all viable COCs will also be
collected, as necessary, to support a complete toxicity assessment, assessment of impacts to
receptors, and determination of environmental fate and transport mechanisms, as required by
the CRA. Radiological data for pertinent radionuclides, including plutonium-239,
americtum-241, uranium-235, and uranium-238; will be collected to determine Site-specific
doses. Ecological data, such as historical ecological, biological, and habitat information that

10
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have been collected for the Site, will be compiled and used to support assumptions for habitat
usage, ecological exposures, and risk characterization for the ERA. The underlying
principles for establishing the DQOs for the human health and ecological assessments are
generally similar; however, Site use by humans versus ecological receptors and data needs
differ. Therefore, the human health and ecological DQO processes are presented separately.
DQOs specific to the ERA process are provided in Section 7.0.

31 Human Health Risk Assessment Data Quality Objectives

The CRA follows the EPA DQO process to ensure that the type, quantity, and quality of
environmental data used in decision making are appropriate for the intended purpose (EPA
2000a). The DQO process consists of seven steps that specify project decisions, the data
quality required to support those decisions, specific data types needed, data collection
requirements, and analytical techniques necessary to generate the specified data quality.
During the first six steps of the DQO process, the planning team develops decision
performance criteria (that is, DQOs) for the data collection design: All decision rules need to
be considered, as appropriate. The final step of the process involves developing the data
collection design based on the DQOs. - :

3.1.1 Step 1: State the Problem

Risks from exposure to residual contaminants present in environmental media at RFETS
must be quantified to determine whether endstate long-term land use is protective and within
the range of acceptable risk. The nature and extent of COCs must be adequately determined
to quantify human health and ecological risks at RFETS. Sufficient data must be available to
the risk assessor to define the EPC, which is an estimate of the long-term concentration to

- which a receptor is exposed. The EPC incorporates the spatial and temporal variability of

contaminant concentrations, and reflects the random and long-term access of the receptor to
the exposure area.

I'he problem is:
“The long-term average exposure of human receptors to contaminants in all media in
)

an EU must be estimated for the CRA.”

3.1.2 Step 2: Identify the Decision
The primary decision is:

“Are risks to receptors at RFETS following exposure to residual contamination
acceptable based on the reasonably anticipated future land use?”

Resolution and documentation of the following key secondary decisions will be required to
ensure completion of the CRA. Each of these is discussed in the following sections of this
document. ‘

. Has a methodology been developed to adequately assess human health risks?
. Has a methodology been developed to adequately identify COCs?
«  Isthe CRA SCM adequate to define all viable exposure scenarios, exposure

‘pathways, and receptors based on the reasonably anticipated future land use?

11
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. Have all EUs been adequately defined and established?

. Have the nature and extent of inorganic, brganic, and radionuclide analytes within
EUs been identified with adequate confidence, based on evaluation of Site process
knowledge and analytical data?

. Have sufficient samples been collected to adequately estimate the long-term average
exposure of receptors to contaminants in all media in an EU?

3.1.3 Step 3: Identify the Inputs to the Decision

Available Site historical information, sampling data, and the CRA Methodology and
requirements will be used to determine adequate sampling locations and densities for EUs.

The CRA DQA methodology (Section 3.1.5) will be applied to all data used in the CRA.

The DQA procedures generally follow the federal guidelines in EPA’s Guidance for Data
Usability in Risk Assessment, Parts A and B (EPA 1992a, 1992b). Data will be screened
through the COC selection process as described in Section 4.4. All data will also be screened
using professional judgment to ensure they meet risk assessment needs. The rationale and
justification will be documented in the CRA Report. All selected COCs will be used to
calculate risks to receptors.

3.1.4 Step 4: Define the Study Boundaries

Study boundaries are used to define the spatial and temporal boundaries for data collection in
support of the decision to quantify risk to receptors. Environmental media analyte data will
be assessed for surface soil and sediments to a depth of 6 inches, and for subsurface soil from
6 inches to 8 feet. Existing environmental media data will be used when possible and
additional sampling will be conducted if determined to be necessary. Sufficient samples will

“be collected to statistically evaluate the data, identify COCs, and quantify risk to receptors.

These results will be used in the CRA.

The assessment will be confined to the area within the RFETS boundary unless the on-site
assessment indicates circumstances that could alter the conclusions of the assessment
performed earlier for OU 3, Offsite Areas (DOE 1996a).

Functional EUs for the WRW and WRYV receptors have been established based on

watersheds, known patterns of contamination, and expected activity patterns. Known

Individual Hazardous Substance Sites (IHSSs), Potential Areas of Concern (PACs), and '
Under Building Contamination (UBC) Sites of special interest will be included in the EU
assessments. Analyte data will be aggregated at the EU level to quantify risk to human
receplors.

Statistical evaluation of environmental data may include standard descriptive calculations;
precision, accuracy, representativness, completeness, and comparability (PARCC) parameter
analyses; distribution testing; population testing of Site data relative to background;
nonparametric tests; and probabilistic resampling techniques, such as Bootstrapping and
power calculations.
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3.1.5 Step 5: Identify the Data Adequacy Decision Rules

This section presents the decision rules to determine data adequacy for both the human health
and ecological risk assessment portions of the CRA. The nature and extent of organics,
inorganics, and radionuclides must be determined with sufficient certainty to permit adequate
quantification of statistically determined EPCs, and quantification of risk to receptors.-
Sufficient samples must be collected to adequately estimate the long-term average exposure
of receptors to contaminants in all media in an EU. Adequate characterization will ensure
that EPCs are representative of the areas to be assessed. The placement of samples Sitewide
will be assessed to ensure that sources of contamination are well characterized and that the
adequacy of the EPCs can be determined. Data adequacy criteria must, therefore, be met or
additional sampling and analysis will have to be performed.

Data Adequacy Assessment

The following decision rules will be used to determine whether analyte data are adequate to
support statistical, exposure, and risk calculations for the CRA.

e If one or more metal and radionuclide surface soil sample 1s available per 30-acre block
outside of source areas, data will be considered sufficient. If not, one composite sample
will be collected in each 30-acre area, as described in the Buffer Zone Sampling
Addendum (DOE 2004).

e Data adequacy for all other analyte groups and media will be determined through the
consultative process with the agencies. All decision criteria, sampling decisions, and
supporting data will be included in the data adequacy report (DAR) for the CRA. Final
sampling locations will be determined through the consultative process with the
regulatory agencies.

PARCC Pararneter Assessment

Data quality and adequacy will also be assessed using a standard PARCC parameter analysis
(EPA 2000b) for all data in each environmental media as described below.

Precision

For nonradiological contaminants, if the relative percent difference (RPD) between the target
and duplicate, at concentrations five times the reporting limit (RL), is less than 35 percent for
solids and 20 percent for liquids, the overall precision of the contaminant concentration is
adequate. Otherwise, the magnitude of the imprecision must be addressed in the CRA and/or
additional samples may be required (EPA 2000b).

For radiological contaminants, if the duplicate error ratio (DER) is less than 1.96, the overall
precision of the contaminant concentration is adequate. Otherwise, the magnitude of the
imprecision must be addressed in the CRA and/or additional samples may be required (EPA
2000b).
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Accuracy

If overall accuracy for the SW-846 (EPA 1994) and alpha-spectroscopy methods comply
with the National Basic Ordering Agreement (BOA) Implementation Requirements (K-H
2003), as verified through formal verification and validation (V&V) (EPA 2000b) of the
results, then the results may be used in the CRA without qualification. Otherwise, the
magnitude of the inaccuracy(s) must be addressed in the CRA and/or additional samples may
be required. '

Representativeness

Prerequisites to the decision criteria include an adequate number of valid sample results as
stipulated in the Completeness section, and sample acquisition and analysis under an
approved Quality Program as follows:

. If sampling locations are spatially distributed such that contaminant randomness and
bias considerations are addressed, based on the site-specific history, then sample
results are representative. Otherwise, the results must be qualified and/or additional
samples collected.

. If samples were analyzed by the SW-846 or alpha-spectroscopy methods and results
were documented accordingly, as quality records according to approved procedures .
and guidelines, the sample results are representative of contaminant concentrations.
Otherwise, results of the CRA must be qualified and/or additional samples collected.

Completeness

Completeness will be evaluated using the following determination:

. If at least one sample for metals and radionuclides exists in each 30-acre block across
the Site, the sampling is adequate.

«  If samples were collected to spatially define the distribution of an analyte in an EU,
the number of samples is adequate. Otherwise, additional samples may be collected.

Comparability

Sample collection and analysis methods will be reviewed for.comparability. Similarities and
differences between the sample collection and analysis methods will be documented.
Decisions on comparability will be made in consultation with the regulatory agencies. If
chemical and radiological results are comparable within the aggregated CRA data set based
on defined matrices and standardized units of measure (for example, picocuries per gram
[pCi/g] and milligrams per kilogram [mg/kg]), the data are adequate for use in the CRA.
Otherwise, the results must be converted or normalized, the CRA qualified, and/or additional
samples collected (EPA 2000b).

3.1.6 Step 6: Specify Tolerable Limits on Decision Errors

Sources of uncertainties in the risk assessments will be identified, minimized, and
documented in the CRA. This may include use of upper-bound numbers or ranges of values,
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as applicable, for various parameters considered; concentration term estlmates, contaminant
transport; data distribution assumptions; and EU use assumptions.

Where alpha and beta errors are applicable in statistical hypothesis testing, these errors will
also be documented. Alpha error will not exceed 10 percent in sample power calculations,
whereas beta error will not exceed 20 percent in sample power calculations.

3.1.7 Step 7: Optimize the Design

Based on the iterative nature of the DQO process, any decision that is not consistent with
project goals will result in a reinitiation of the DQO process. If determination of the nature
and extent of analytes is found to be inadequate, further sampling will be initiated. If
sampling power is determined to be inadequate for any given scenario and set of analyte data,
more samples will be collected and the sampling power will be recalculated.

40 HUMAN HEALTH EXPOSURE ASSESSMENT

Actions: Identify potential land use and exposed populations; dévelop
the SCM, exposure factors for each pathway, and EUs for data

aggregation; identify COCs; determine whether transport modeling is
“necessary; estimate COC EPCs; and quantify intake to receptors.

The CRA human health exposure assessment will quantitatively and qualitatively evaluate
contact between human receptors and COCs. The exposure assessment will estimate the total
dose or intake for a receptor in an EU for a particular land use and exposure scenario. The
calculated dose is then combined with chemical-specific dose-response data to estimate risk
(EPA 1992¢). The exposure assessment methods for the HHRA are described in detail in the
following sections. ¢

4.1 Exposure Factors

This section presents the exposure factors for the HHRA.

4.1.1 Exposure Pathway Assessment

Exposure pathways (that is, the courses a contaminant takes from the source to a receptor)
are shown in the SCM (Figure 2.1). In the model, exposure pathways are designated as
incomplete (IC), complete and 51gmf1cant (S), or complete and insignificant (I) as defined
previously.

Direct contact with surface soil, subsurface soil (to 8 feet in depth), and sediments; the
inhalation of airborne contaminants; and exposure to penetrating radiation are the primary
exposure pathways of concern. Contact with subsurface soil is considered for the WRW, but
is limited both spatially and temporally (Section 4.5). Ingestion of and dermal contact with
surface water and volatilization of contaminants are considered insignificant pathways.
Ingestion of or dermal contact with groundwater are considered incomplete and will not be
assessed. Ingestion of or dermal contact with groundwater that daylights at seeps or,streams
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are considered to be insignificant pathways. Ingestion of animal tissue is incomplete for the
WRW, but is considered complete but insignificant for the WRYV due to the fact that hunting,
if any, will be limited. All other exposure pathways are considered incomplete and will not
be addressed, including ingestion of groundwater and/or fish.

Inhalation Pathway

The inhalation pathway will be assessed for resuspension of airborne contaminants present in
surface soil transported to human and ecological receptors. The receptors will be assessed
for this exposure pathway using the contaminant concentration in the soil and the mass
loading variable developed for the RSALs (EPA et al. 2002). Increased resuspension and
exposures due to fires are also accounted for the WRW and WRYV in the mass loading factor
as calculated by the RSALs Workgroup. . The potential volatilization of contaminants from
soil and shallow groundwater to receptor locations is considered an insignificant pathway.
Volatilization into office space will be evaluated for WRW offices outside the ICA.

Ingestion Pathway

The ingestion pathway will be assessed for direct ingestion of contaminants present in
surface soil and sediments and the WRW and WRYV receptors. Direct ingestion of surface
water will be assessed for the WRW, but not the WRYV receptor. Exposure to contaminants
in groundwater in the upper hydrostratigraphic unit (UHSU) transported to surface water is
currently considered complete, but insignificant. An assessment will be performed on
surface water data and results of modeling the transport of groundwater contaminants to
surface water and reported in the CRA.

Runoff from contaminated soil to nearby surface water could also result in direct ingestion of
contaminated surface water and contribute to possible contamination of aquatic species.
However, direct ingestion of contaminated fish collected from the area is considered an
insignificant and incomplete pathway, and will not be assessed. Ingestion of deep aquifer
(LHSU) groundwater will not be assessed as a viable exposure pathway. Collection of meat
from hunting activities and subsequent ingestion is also considered insignificant and will not
be assessed.

Dermal Exposure Pathway

Dermal exposure due to contact with contaminated soil and sediments will be assessed for
the WRW and WRYV receptors. Dermal exposure to surface water will not be assessed for
either receptor.

External Irradiation Exposure Pathway

External irradiation exposure will be assessed for both receptors to determine impacts to
human receptors resulting from exposure to external penetrating radiation emanating from
radionuclides present in contaminated environmental media.
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4.1.2 Wildlife Refuge Worker Scenario Exposure Factors

The exposure factors for the WRW are presented in Table 4.1. Factors were taken from the
RSALs Task 3 Report (EPA et al. 2002) where available. Dermal exposures were not
included in the RSALs. The sediment and subsurface pathways also were not assessed in the

RSALSs Report.

Table 4.1 CRA Exposure Factors for the On-Site WRW Receptor

~ Exposure Factor Abbreviation . _Unit Value Source
Chemical concentration in medium Cs mg/kg or pCi/g | chemical-specific
IAdult body weight Bwa kg 70 EPA 1991
Surface soil/sediment exposure frequency Efwss day/yr 230 EPA et al. 2002
Surface-sqbsurface soil/sediment Efwsub day/yr 20 DOE 2003a
exposure frequency
[Exposure duration Edw yr 18.7 EPA et al. 2002
[Exposure time Etw hr/day 8 EPA et al. 2002
[Exposure time fraction, outdoor Eto_w - 0.5 EPA et al. 2002
Exposure time fraction, indoor Eti_w -- 0.5 EPA et al. 2002
lAveraging time — noncarcinogenic Atnc day 6,826 Calculated
Averaging time — carcinogenic | Atc day 25,550 Calculated
Soil/sediment ingestion rate Trwss mg/day 100 EPA et al. 2002
Skin-soil adherence factor Afw mg/cm’-event 0.117° EPA 2001b
Event frequency Evw events/day R EPA 2001b
Skin surface area (exposed) Saw cm? 3,300° EPA 2001b
Soil dermal absorption fraction ABS - chemical-specific EPA 2001b .
[nhalation rate Iraw m’/hr 1.3 EPA et al. 2002
Dilution factor, indoor inhalation Dfi -- 0.7 EPA etal. 2002
~ Mass loading, (PM10) for inhalation MLF kg/m3 6.7E-08° EPA etal. 2002
IArea correction factor ACF - 0.9 EPA et al. 2002
Gamma shielding factor (1-Se) outdoor GSFo - | EPA et al. 2002
Gamma shielding factor (1-Se) GSFi -- 0.4 EPA et al. 2002
Gamma exposure factor (annual) surface
ooil = (Efwes / 365 day/y(r) ) Te_A - 0.63 Calculated
Gamma exposure factor (annual
subsurfaceioil = (Efwsui)/ 365 )day/yr) Te_As B 0.05 Calculated
Gamma exposure factor (daily) outdoor =
(Etw x Eto. w hi/day / 2 hr/dygy) Te_Do - 0.167 Caleulaed
Gamma exposure factor (daily) indoor = .
[ hifday /34 befdayy (daily) Te_Di - 0.167 Calculated
Conversion factor | CFl kg/mg 0.000001
Conversion factor 2 CF2 g/kg 1,000
Conversion factor 3 CF3 g/mg 0.001

a. The skin soil adherence factor is the geometric mean for farmers. This value is reccommended by CDPHE for

use in the WRW PRGs.

b. The skin surface area value is the EPA default for commercial/industrial exposures and is the average of the
50" percentile for men and women >18 years old wearing a short-sleeved shirt, long pants, and shoes. The
value was recommended by CDPHE for use in the WRW PRGs.

© ¢. The mass loading value is the 95" percentile of the estimated mass loading distribution estimated in the
RSALs Task 3 Report (EPA et al. 2002).
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4.1.3 Wildlife Refuge Visitor Scenario Exposure Factors

Current plans for the wildlife refuge include public uses similar to open space usage
previously developed for RFETS, with trails for wildlife observation, hiking, and biking

(USFWS 2004). The exposure time and duration factors for the WRYV receptor, presented in

Table 4.2, are based on a survey conducted by Jefferson County of open space users
(Jefferson County 1996). The values were first used in the open space PRG calculations for

the Site and were adapted for the RSALs Report.

Table 4.2 CRA Exposure Factors for the WRYV Receptor

Exposure Factor _ Abbreviation Unit Value. Source’ .

Concentration in medium Cs mg/kg or pCi/g | chemical-specific
IAdult body weight Bwa kg 70 EPA 1991

" IChild body weight " BWc kg 15 EPA 1991
Exposure frequency Efv day/yr 100 EPA etaal.

2002

Exposure duration-adult Edav yr 24 EPA 1991
Exposure duration-child Edcv yr 6 EPA 1991
IExposure duration-total Edt yr 30 EPA 1991
[Exposure time Etv hr/day 25 El;AOOezlbal‘
IAdult averaging time — noncarcinogenic Atancv day 8,760 Calculated
Child averaging time — noncarcinogenic Atcnev day 2,190 Calculated
[Total averaging time — noncarcinogenic Atnc day 10,950 Calculated
lAveraging time — carcinogenic Atc day 25,550 EPA 1991
IAdult soil ingestion rate SIRav mg/day 50 EPA et al. 2002
Child soil ingestion rate SIRcv mg/day 100 . EPA et al. 2002
{\g@-ndjuged soi! ingestion rate for non- 'SlRagea.v mg-yr/kg-day 57 Caleulated
radionuclides ‘ 4
Agf.:-adjuged soil ingestion rate for SIRagav_r mg/day 60 Calculated
radionuclides
IAdult skin-soil adherence factor Afav mg/cmz-evenl 0.07° EPA 2001b
Child skin-soil adherence factor Afcv mg/cm*-event 0.2° EPA 2001b
Event frequency . Evv events/day 1 EPA 2001b
IAdult skin-surface area (exposed) Saav cm? 5700° EPA 2001b
Child skin-surface area (exposed) Sacv cm? 2800° "EPA 2001b
gigfveraged surface area/adherence SFESagav mg-yr/kg-event 361 EPA 2001b
Dermal absorption fraction ABS -- chemical-specific | EPA 2001b
Outdoor inhalation rate — adult . Irov m’/hr 24 EPA et al. 2002
Outdoor inhalation rate —~ child Ircov m*/hr 1.6 EPA et al. 2002
Age-averaged inhalation factor (non- Iragav m-yr/kg-day 37 EPA et al. 2002
radionuclides)
Age-averaged inhalation rate Iragav_r mhr 22 EPA et al. 2002
(radtonuclides)
Mass loading, (PM10) for inhalation MLF kg/m® 6.7 E-08¢ EPA etal. 2002
lArea correction factor ‘ ACF 0.9 EPA et al. 2002
Gamma shielding factor (1-Se) outdoor GSFo -- | EPA eral. 2002
C};g;l?li;/,;?;)sune facton (zmnule‘) = (Efv 'll‘c_Av B 03 Calculated
Gamma exposure factor (datly) = (Etv Te_Dv - 0.1 Calculated
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. ’ Exposure Factor | Abbreviation Unit Value Source
hr/day / 24 hr/day)
Conversion factor | CF1 kg/mg 0.000001
Conversion factor 2 - CF2 © glkg 1,000
Conversion factor 3 CF3 g/mg 0.00t

a. Valueis the 95" percentile of visitation frequency for open space users (Jefferson County 1996).
" b. Value is the 50" percentile of time spent for open space users (Jefferson County 1996).

¢.  The adult skin-soil adherence factor is the EPA residential default and the SO percentile for gardeners.
This is the value recommended by CDPHE for use in the WRW PRGs. .

d. The child skin-soil adherence factor is the EPA residential default and the 95" percentile for children
playing in wet soil. This is the value recommended by CDPHE for use in the open space user PRGs.

e. The adult skin-surface area value is the EPA default for residential exposures and the average of the 50"
percentile for males and females >18 years old wearing short-sleeved shirts, shorts, and shoes. The value
was recommended by CDPHE for use in the WRW PRGs.

f.  The child skin-surface area value is the EPA default for residential exposures and the average of the 50"
percentile for males and females from <1 to <6 years old wearing short-sleeved shirts, shorts, and no shoes.
The value was recommended by CDPHE for use in the WRW PRGs.

g The mass loading value is the 95" percentile of the estimated mass loading distribution estimated in the
RSALs Task 3 Report (EPA et al. 2002).

4.2  Functional Exposure Units

Risk assessments evaluate the long-term threats to human health and the environment. An
EU is the area over which long-term risks to the chosen receptors are assessed. The EU is an
embodiment of the exposure scenario and its size varies with the land use and receptor

. activities. Recreational or open space EUs are generally large, depend on the recreational
activities envisioned for the site, and represent the area over which a receptor ranges during
recreational activities. The activities of a WRW are even more extensive and varied, and the |
area over which the worker will be exposed during a career is quite large.

4.2.1 Exposure Unit Development

Human health risks and health hazards will be assessed in two ways at RFETS:
1. An on-site WRW will be assessed based on exposure to COCs selected for each EU.

2. An on-site WRV will be assessed based on cprsure to COCs selected for each EU. The
same EUs will be used for the WRYV as for the WRW assessment.

The EUs for the WRW and WRYV are illustrated on Figure 4.1a. AEUs were developed for,
the ERA. The AEUs are presented on Figure 4.1b and described in Section 7.0. As stated
above, sources of contamination will be determined using Site data to assess the spatial and
temporal distribution of all classes of contaminants. This information will be used to support
the selection of COCs. Primary areas of contamination will be identified and depicted on
Site maps. Data sufficiency will be assessed.

The RFETS EUs integrate the above factors and also:
. Consider Site contaminant release patterns and distinct areas of contamination;
. . Aggregate data on a watershed basis;

«  Support future land use planning;

'5\
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. Facilitate assessment of risk in functional areas; and
. Comply with RECA/CERCLA requirements.

The RFETS EUs represent long-term activity areas in which the WRW and WRYV will be
exposed to residual contamination. The importance and relationship of the above items to
long-term risks are discussed below. |

Contaminant Release Patterns

Contaminant release patterns and known sources were incorporated in the delineation of the
RFETS EUs, as shown on Figures 4.2 and 4.3. The objective is to assess areas with similar
types of contamination on a collective basis. For example:

. The IA EU has the most IHSSs, PACs, and UBC Sites and was the area most affected
by industrial activities at the Site.

. The Wind Blown Area EU includes surface soil affected by the 903 Pad release that
is characterized by elevated plutonium and americium activities.

0 The Upper Walnut Drainage EU includes the A- and B-Series ponds, which have
elevated levels of radionuclides in sediments.

. The No Name Gulch Drainage EU encompésses the Present Landfill and
downgradient areas.

. The Lower Walnut Drainage EU stream sediments are affected by surface water
flows from the ponds and erosion from the Wind Blown Area.

. The Woman Drainage EU is affected by the 903 Pad, the Original Landfill, and other
IHSSs and PACs.

. The remaining four EUs are not significantly affected by releases from the Site.

Watersheds

The EUs were designed on a watershed basis. This was done to account for similar long-
term fate and transport processes for residual contaminants in soil and sediments. The major
surface transport process for persistent contaminants in surface soil is overland flow and
transport of eroded soil in surface water. The EUs represent distinct areas affected by the
potential transport of residual contamination from well-defined sources and activity areas for
the WRW and WRY receptors based on similar landscapes and habitats.

Future Land Use Plénning

The EUs were designed to support future land use planning by assessing risks for areas
aggregated by similar geography, ecology, and expected usage. This will enable planners
and managers to use the results of the CRA to determine areas of the Site to target for more
intensive recreational development or other uses, such as ranger offices or a visitor center for
the refuge.

20
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Assessment of Functional Areas

The EUs are representative of functional areas of expected activity for the WRW or WRV
receptors. The areas of the EUs vary from 390 to 735 acres, as shown.in Table 4.3. Time-
weighted functional activity areas for refuge personnel were calculated using survey data
collected for the Rocky Mountain Arsenal (RMA) risk assessment (Table 4.4). The areas
were calculated using the estimated time spent in each area size class, using the following

formula:
H

Time-Weighted Area = 2i_ ; 1, ; (t/t, * A;) (Equation 4-1)
Where ‘ :
ti = the time spent in the ith area size class by workers
t, = the total time spent in all area size classes by workers
A = the ith area (midpoint or maximum of size range)

As the comparison of Tables 4.3 with 4.4 shows, the resulting time-weighted functional
activity areas for WRW, in general, are in the same size range as those designated for
RFETS. The designated EUs (Figure 4.1) are also indicative of different functional areas.
Activities performed in the drainages will vary from those performed in the upland areas due
to variation in topography, vegetation, and habitat. The assessment of risks in the EUs will
result in a complete assessment of the risks from residual contamination at the Site.

Table 4.3 RFETS EU Areas

EU , Area:(acres)
Industrial Area 428
Upper Woman Drainage 524
Lower Woman Drainage 448
Southwest Buffer Zone Area 476
Southeast Buffer Zone Area 579
Wind Blown Area 715
Upper Walnut Drainage 403
Lower Walnut Drainage 390
No Name Gulch Drainage 425
Inter-Drainage 596
Rock Creek Drainage 735
West Arca 468
25
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Table 4.4 Time-Weighted Average Activity Areas for WRWs
| Small | Medium | Large | o9
Time-Weighted Average Activity " Areas Areas Areas Weichted:
Areas for Refuge Workers® 0-10 10500 500:6000 g e
‘ (Acres) (Acres) (Acres) EU Size
(Acres)
Midpoint Size of Area 5 255 3,251 3,511
Max Size of Area 10 500 6,000 6,510
o M}delnt Time-Weighted 9 126 332 460
All Workers Area
Max Time-Weighted Area 4 248 613 865
Midpoint Time-Weighted .
Workers Spending > 50 % Areap ' 1.9 132 319 453
Time Outdoors Max Time-Weighted Arca 38 260 589 |. 852
Workers Spending >30% Mideinl Time-Weighted 2 133 425 560
Time Qutdoors On Site Area
100% of Time Max Time-Weighted Area 3 261 784 1048
Midpoint Time-Wei hted
All Workers Spending Are;) & 1.8 132 421 555
>30% Time Outdoors Max Time-Weighted Area 35 260 777 1,040

a. Calculated from original survey data from: Table B.2-14 (RMA IEA/RC Appendix B, 8/93) (reported times at
middle and higher activities, outdoors) and from Table B.2 att 2-1,2,3,4,5.& 6 (RMA IEA/RC Appendlx B,
2/15/94) (reported times doing specific tasks).

Survey was performed by Shell for the Army’s Baseline Risk Assessment for the RMA. WRWS from Malheur,
Oregon (M), Minnesota Valley, MN (MV) and Crab Orchard, IL (CO) WRWs were included in the survey.

Carl Spreng and Diane Niedzwiecki of CDPHE then exercised professional judgment to decide land area for each
task.

Compliance with RFCA/CERCLA Requirements

Under CERCLA, it must be shown that risks for expected land uses at the Site fall within the
acceptable range of 1 x 10 to 1 x 10 cancer risks and below a hazard index (HI) of 1 for
noncarcinogenic effects. The assessments for the EUs will present a comprehensive
evaluation of long-term risks to the designated receptors across the Site. These results will
provide estimates of residual risks from the Site following accelerated actions.

4.2.2 Exposure Units for the Wildlife Refuge Worker

As discussed above, EUs for the WRW, shown on Figure 4.1, incorporate information on
contaminant releases and watershed and drainage features, and are based on anticipated
activity patterns. These EUs form the basis for the assessment of risks to the anticipated
major receptor in the CRA, recognize distinct areas of contamination, and support land use
planning.
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The assessments for the EUs represent the risks a worker will encounter in discharging his or
her duties across the'Site. The nature of the work involves movement over the entire Site.
Therefore, relatively small EUs do not represent true estimates of long-term risks to the
worker. However, due to the nature of the distribution of residual contamination across the
Site, some areas represent a greater risk to the worker. The EU assessments address this
concern by representing functional areas in which the WRW will randomly contact the areas
of greater risk. The EU assessments will provide a realistic evaluation of long-term risks at
the Site. ‘

The HHRA flow for each EU is given below. The flow for the ERA is provided in Section
7.0. '

I. The areas of the EUs are set forth in this Methodology.

2. All surface soil, sediment, subsurface soil, and surface water sampling locations will
be included for each EU for the WRW scenario.

3. A DQA will be performed on the samples in each EU to ensure that the data within
each are of sufficient quantity and quality to perform a risk assessment.

4. The COC selection process will be applied to surface soil, sediments, and subsurface
soil to a depth of 8 feet, the estimated depth of potential disturbance.

5. Soil below 8 feet in depth will be qﬁalitatively evaluated.

6. Data will be aggregated by EU and risks will be characterized.

4.2.3 Exposure Units for the Wildlife Refuge Visitor

The refuge visitor is envisioned as participating in a variety of activities at the wildlife
refuge. The visitor may be under the guidance and oversight of a WRW. Therefore, the
same EUs will be applied to assess risks to the WRYV as for the WRW.

The risk assessment flow for each WRV EU is given below:
I The EUs are set forth in this Methodology.

2. All surface soil and sediment sampling locations in each EU will be included for the
WRYV scenario.

3. Surface soil and sediments will be combined for the COC selection process.

4. A DQA will be performed on the samples in each EU to ensure that the data within
each are of sufficient quantity and quality to perform a risk assessment. '

5. Data will be aggregated by EU and risks will be characterized.

4.3 Data Aggregation for Risk Assessment

Analytical results from sampling and contaminant concentrations estimated from transport
modeling that meet the DQO and DQA requirements will be used to estimate human health
risks on an EU basis (Section 4.2). The types of data aggregation to be performed for the
HHRA are outlined in Table 4.5. Data for surface soil, subsurface soil, and sediments will be
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aggregated on an EU basis to estimate exposure-concentrations and intakes to perform the
CRA. ' '

Table 4.5 Data Aggregation for the CRA

Exposure Scenario | . Media Data Aggregated by EU?
Surface Soil and Sediment ‘ Yes
WRW
Subsurface Soil Yes
Surface Soil and Sediment ' Yes
WRV
‘ Subsurface Soil No

" 4.4 - Human Health Contaminant of Concern Identification and Selection

COCs will be selected for each media and identified on an EU basis. The COC selection
process is specific to the CRA and differs somewhat from that used in the determination of
accelerated actions due to human health concerns. COCs will be determined for each
individual EU because historical use of chemicals varied across the Site. The COC lists will
be developed using the WRW PRGs developed for the CRA (Appendix A). Screening-level

PRGs have been developed specifically for the CRA for WRW exposure to surface soil,

subsurface soil, inhalation of volatiles in indoor air, and ingestion of surface water. The
screening-level PRGs are documented in Appendix A. The WRW COCs will also be used
for the WRYV scenario. :

4.4.1 Selection of Human Health Contaminants of Concern

The selection of COCs will follow the process outlined on Figure 4.4. The process will be
applied to each EU. Environmental media that will be included in the COC selection process
are surface soil, sediments, subsurface soil, surface water, and groundwater.

4.4.2 Data Quality Assessment

The DQA will be conducted to assess the quality of reported data as described in Section
3.1.5. Data will be assessed on a Sitewide and EU basis, as appropriate, for the risk
assessment to be performed. Outliers will also be assessed using standard statistical testing
and eliminated, if appropriate. "

4.4.3 Data Aggregation

The data will be aggregated by area (that is, Sitewide and EU), media (for example, surface
soil), and analyte prior to initiation of the DQA and COC screening processes. A value of
one-half the reported value will be used for all U-qualified (nondetects) inorganic and
organic data (EPA 1989). This does not apply to radionuclides, for which reported values
will be used in all cases. A summary presentation of the data will include:
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Figure 4.4 Human Health CRA COC Selection Process
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. Chemical name;

. Chemical Abstract Service (CAS) number;

. Chemical-specific, contract-required quantitation limit (CRQL);
. Reported detection limit;

. Number of samples;

. Frequency of detection;

- Minimum detected concentration;

. Maximum detected concentration;

. Arithmetic mean concentration; and

. Standard deviation.

4.4.4 Elimination of Essential Nutrients/Major Cations and Anions

Intakes calculated based on maximum concentrations of essential nutrients in soil and
sediment samples that have no toxicity values will be compared to daily reference intakes
(DRIs) and upper limit daily nutrient intakes (ULs) in accordance with EPA guidance (1989).
All essential nutrients that fall within the range of recommended or maximum daily intakes
(NAS 2000, 2002) will be eliminated from further consideration in the CRA.

Nitrate, nitrite, ammonium, and fluoride have oral toxicological factors and will be assessed
in the surface water screen. Nitrate will also be assessed 1n soil, due to its presence in
groundwater. Sulfide, bicarbonate, bromide, carbonate, chloride, orthophosphate, and sulfate
have no toxicological factors and will be eliminated from assessments in soil and sediments.

4.4.5 Preliminary Remediation Goals Screen

~All remaining potential contalhinants of concern (PCOCs) will be screened against the

screening-level WRW PRGs presented in Apgendix A for the appropriate media using a
hazard quotient (HQ) of 0.1 or risk of 1 x 10™. All PCOCs with maximum values and upper
confidence limits on the means (UCLs) below the WRW PRGs will be eliminated for an EU.
The UCL calculations are described in Section 4.4.7. The PRG ratios for each PCOC will be
presented in tables.

4. 4 6 Detection Frequency Filter

Compoundq detected at a frequency of 5 percent or greater will be carried through the CcocC
selection process. Compounds detected at less than 5 percent frequency are not conmdeled
characteristic of Site contamination and the potential for exposure is low.

All analytes with'less than 5 percent detection frequency will be compared with 30 times the
Site PRGs as a health-protective precaution documented in the IABZSAP) (DOE 2004a)
(referred to as 3 times the action level). If the maximum detected value of an infrequently
detected contaminant (less than 5 percent) exceeds the screening value, it will be carried
through the COC screening process.
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4.4.7 Data Distribution Testing

Data distribution testing will be performed for all PCOC:s retained following the PRG and
frequency screens to aid in deciding the statistical test to use for comparisons to background
and calculation of the EPCs. Testing will be conducted following EPA guidance (EPA
2002a) and EPA QA/G-9 methods (EPA 2000b), using the ProUCL (Version 3.0) computer
program (Singh et al. 2004) developed for EPA’s Office of Research and Development.
ProUCL tests to determine whether data sets have normal, lognormal, or gamma distributions
and then computes a conservative and stable upper confidence level (UCL) of the population
mean. The statistical tests used in ProUCL for determining these data distributions are:

. Shapiro-Wilk W-Test (n < 50);

. Lilliefors Test (n > 50; note: can be used for n < 50 also);

. Anderson-Darling Test for gamma distribution (n < 2,500);

. Kolmogorov-Smirnov Test for gamma diétribution (n <2,500); and

. Q-Q Plots, which are also available for normal, lognormal, or gamma distributions.

The software computes statistics for the three distributions and recommends the appropriate
distribution to represent the data set. The software also computes distributions to a minimum
sample size of four. Distributions for all data sets will be determined as recommended in the
ProUCL Handbook (Singh et al. 2004). The ProUCL recommendation will be used in all
cases. Program printouts of results will be presented in the CRA Report. The assigned
distribution will then be used to determine the appropriate test for background comparisons
and estimate an appropriate UCL of the mean at a 95 percent level (95UCL) concentration.

4.4.8 Background Analysis

Following the determination of data distributions, inorganic and radionuclide PCOCs will be
compared statistically to background data sets to determine whether the PCOCs are present at
concentrations above background.

The background comparison is used to distinguish between contamination associated with
Site activities and nonanthropogenic (naturally occurring) background conditions. The
Geochemical Characterization of Background Surface Soils: Background Soils
Characterization Program, Final Report (DOE 1995a) will be used for the surface soil
background data. The Background Geochemical Characterization Report (BGCR) (DOE
1993) will be used for the remaining media types. Background comparisons will be
performed in accordance with current EPA guidance (2002b).

For subsurface soil, stream sediment, and stream surface water, the CRA -will use most of the
BGCR sample locations. Based on the consultative process with the agencies, data for three
downstream sampling locations will be removed from the BGCR background data set;
SWO004/SEDO022 and SWI108/SEDO021 in the Rock Creck drainage, and
SWO041/SEDO041/SEDO17 in the Woman Creek drainage (Figure 4.5). Because only sediment
and surface water data for streams, and not seeps, are used for background data, SEDO1S,
SEDO19, and SW131 in the Antelope Springs area of the Woman Creek drainage were also
removed because these sampling locations are associated with seeps.
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For all remaining BGCR background sampling locations, all BGCR data will be used as well =
as all data collected through 2004 at these locations (applicable to surface water and sediment
sampling).

.In determining COCs and Ecological Contaminants of Potential Concern (ECOPCs), EU and

AEU data will be statistically compared to the appropriate background data set to determine
if the analytes are at concentrations within background levels in the EU/AEU. Before
performing the statistical comparison, background data for locations within an EU/AEU will
be removed from the EU/AEU data set, as appropriate.

" The statistical test chosen for a particular PCOC depends on the distributions of the PCOC

and background data. Either parametric or nonparametric tests can be used, although neither
works well with small data sets of less than 25 samples (EPA 2002b). The Wilcoxon (also
known as Mann-Whitney) Rank Sum Test is useful when Site and background data have
different assigned distributions or are both nonparametric (that is, neither normally nor
lognormally distributed). If Site and background data have the same normal or lognormal
distributions, a Student’s t-test can be used to compare PCOCs to background. Lognormal
data are log-transformed prior to conducting a standard t-test. Evaluation of 95 percent

confidence intervals for Site and background data can also be useful. Overlap of 95 percent

confidence intervals indicates the Site data are within the range of natural background.

If concentrations for a particu]ér PCOC are found to be significantly greater (alpha = 0.1,
when applicable) than background levels, the PCOC will be retained for further _
consideration. Following the background comparison, p_rofession’al Judgment will be applied,

‘as described in the next section.

4.4.9 - Professional Judgment

Professional judgment is also used to include or exclude a PCOC from the final COC list. A
PCOC that has been previously eliminated may be included because of a preponderance of
historical data suggesting the chemical may have been released in significant quantities to the
environment. Professional judgment can also be applied to develop a weight-of-evidence
argument to exclude a PCOC based on data assessment, or spatial, temporal, or pattern-
recognition concepts. All such decisions will be documented in the CRA Report.

Data assessment includes an evaluation-of laboratory and validation qualifiers. Spatial
analysis requires that concentrations of each PCOC be plotted on a map; assessment of the
plotted data should indicate their presence (or absence) or any spatial or temporal trends in
concentration, and assist in delimiting hot spots. :

Temporal analysis is particularly relevant for groundwater data, where repeated sampling at a
well offers the opportunity to evaluate changes in analyte concentrations over time. Time- -
series plots are used for this evaluation. Temporal analysis of data for sediments or other
geologic materials is less useful and may not even be applicable.

Pattern recognition includes:
. Interelement correlations;

. Similarities in geochemical behavior;
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. Correlations between elemental concentrations and certain parameters such as total
suspended solids (TSS), the negative logarithm of the hydrogen ion activity (pH),
reduction-oxidation potential (standard reduction potential [volts] [Eh] or negative
logarithm of the electron activity [Pe], where Eh=0.059 Pe), clay content, organic
content, cation-exchange capacity, and so forth; and

. Other recognizable patterns in elemental behavior.

- Professional judgment will be applied on a case-by-case basis. All such judgment will be

supported by a thorough analysis of the available evidence. Documentation, including maps,
figures, and references supporting the professional judgment, will be presented.

4.4.10 Presentation of Contaminants of Concern

The COC selection process will be documented in tables, such as Table 4.6, which will
summarize the data for each analyte chosen as a COC in each medium.

Table 4.6 Rationale for Selecting COCs

Detection | Concentration
Frequency > 30X the
(%) PRG?

PRG
Ratio

~ Background | Professional

) ~§ v)
Analyte Comparison Judgment coc2

4.5 Pathway Significance Evaluations

N

Two pathways for the WRW are currently considered to.-have insignificant contributions to
risk: ’

1. Ingestion of contaminants transported from groundwater to surface water; and
2. Inhalation of contaminants volatilizing from groundwater and soil outside the ICA.

Evaluations will be completed to ensure that the designation as insignificant is appropriate.
The evaluations are described below.

4.5.1 Groundwater-to-Surface Water Pathway

In the WRW scenario, the worker 1s potentially exposed to contaminants in surface water by
ingestion while working. This pathway is currently considered insignificant. If contaminants
known to be present in groundwater are transported to surface water in sufficient
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concentrations, this pathway could become a significant contributor to risk. The results of
groundwater transport modeling will address this issue. Groundwater modeling for the Site

"is being conducted for a variety of purposes, one of which is to support the CRA. The

objective of the transport modeling in support of the CRA is to simulate transport of
contaminants from groundwater to surface water, and estimate future exposure
concentrations in surface water for potential on-site receptors. A subsurface water transport
model is under development to estimate surface water concentrations for the analytes
selected by a screening procedure, using surface water PRGs developed for WRW (Appendix
A) and ecological receptor (DOE et al. 1996 [as modified]) exposures to surface water.

The estimated and/or observed concentrations at select surface water locations will be
subjected to the COC selection process in the CRA. Results will be used to estimate
potential human health or ecological effects from surface water concentrations resulting from
the transport of contaminants currently in groundwater. The transport model will be
calibrated using available information on contaminant sources, current contaminant
distributions, and historical concentrations over time. DQOs for the modeling effort will -
accompany its documentation.

4.5.2 Groundwater/Subsurface Soil-to-Air Pathway

In the WRW scenario, the worker is potentially exposed to contaminants in groundwater that
volatilize and are transported through the soil and released to the atmosphere, where they can
be inhaled by the worker. Exposure to volatilized contaminants can occur indoors or
outdoors. These pathways are both currently considered insignificant. The indoor route is
considered a greater contributor to risk due to inhibited air exchange in buildings. If
contaminants known to be present in groundwater are transported to the soil surface and then
to the atmosphere in sufficient concentrations, the indoor pathway could become a significant
contributor to risk: The groundwater/subsurface soil air pathway for volatiles will be
assessed u§ing the PRGs presented in Appendix A.

4.6  Exposure Point Concentrations and Intakes

The EPC of a human health COC in a sampled medium is often quantified using the 95SUCL
of the arithmetic mean (EPA 1989). This approach ignores any sampling bias toward areas
of known or suspected contamination and treats the data as if they were randomly collected.
At RFETS, the majority of the sampling effort has targeted IHSSs, PACs and other areas
with suspected releases. This unequal sampling density is not compatible with the problem
statement in Section 3.1.1, which states that long-term average exposures in an EU must be
estimated. In areas with biased sampling the arithmetic mean is a worst-case or upper-bound
estimate of risk. Therefore, a three-tiered approach, as presented below, will be used to

calculate EPCs for the HHRA. In the first tier, EPCs will be calculated without correcting
for sampling bias, but the subsequent evaluations will use Geospatial techniques that can be
used to correct for such bias.

Tier I: Mean Concentrations - The arithmetic mean is a statistically robust estimator, even
when normality assumptions are not met (Gilbert 1987). The 95UCL is a conservative
estimate of the average concentration to which receptors would be exposed over time in an
exposure area. If the maximum detected COC value is below the 95UCL, the maximum
concentration is used as the EPC. When data distributions are demonstrated to be lognormal,
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~ an arithmetic mean and 95UCL will be calculated using log-transformed data. When

distributions are found to be neither normal nor lognormal, a nonparametric 95UCL will be
calculated (EPA 2002b).

Tier 2: Area Averaging - The geospatial technique of area averaging will also be used to
provide a more realistic estimate of health risks and hazards. This approach is simple and
easy to implement and will very likely yield much more realistic estimates of the true mean,
and it is expected that 95UCLs generated in this way will minimize the risk of Type I errors.

The Tier 2 approach will be implemented in four steps for the HHRA:
1. A 30-acre grid will be randomly laid over the Site or EU.

2. The mean value will be calculated for each 30-acre cell, using all relevant samples from
within the cell. For nondetects, one-half the reported result will be used as a proxy value
for calculating the mean. '

3. The grid means will be used to calculate the best estimate of the mean for the EU as an
area-weighted average. If no sample occurs in a grid cell, then that cell is not used in the
calculation and its area is taken out of the total area of the EU for the area weighting of
the mean.

4. The uncertaihty around the best estimate of the mean will be estimated using the same
method as for Tier 1. The 95UCL of the EU area-weighted mean will be used as the
EPC. :

Tier 3: Kriging — This geostatistical method, developed for the mining industry, is a more
robust and statistically valid approach for estimating values and uncertainty around key
statistics (mean, 90th percentile) than area averaging. Kriging can accurately account for the
uneven spatial distribution of samples. However, various parameters developed for a specific
application are subject-to debate among experts. Therefore, this approach will be
implemented only as needed after an initial analysis using Tiers 1 and 2.

4.6.1 Exposure Point Concentration Calculation

The one-sided 95UCL will be calculated using the ProUCL software. When a data set is
determined to be parametrically distributed (norma_l, lognormal, or gamma), the program uses
.one of five parametric computation methods for estimating the UCL:

1. Student’s-t UCL (normal distribution);
2. Land’s-H UCL (lognormal distribution);

3. Chebyshev inequality-based UCL (using minimum variance and unbiased estimates of
parameters of a lognormal distribution),

4. Approximate gamma UCL using the chi-square approximation (gamma distribution); and
5. Adjusted gamma UCL (adjusted for level of significance).

ProUCL includes 10 methods for computation of UCLs when a data set is determined to have
a nonparametric distribution. The program recommends the appropriate UCL to choose
“based on the characteristics of the data set. The available methods include:
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1. Central limit theorem-based UCL,
Modified-t statistic-based UCL;

Adjusted central limit theorem-based UCL (adjusted for skewhess);

Pl

Chebyshev inequality-based UCL (Llsing the sample mean and sample standard
deviation);

5. Jackknife method-based UCL;

6. Standard bootstrap-based UCL,;

7. Percentile-based UCL,;

8. Bias-corrected accelerated bootstrap-based UCL;
9. Bootstrap-t-based UCL; and o

10. Hall’s bootstrap-based UCL.

EPCs will be estimated at human receptor locations for all pertinent environmental media,
including surface and subsurface soil and sediment. The physical, chemical, and
hydrogeologic characteristics of the Site must therefore be adequately understood. Steady-
state conditions will be assumed for EPCs based on direct environmental monitoring data or
modeling, if appropriate. Effects of dilution, dispersion, source-term depletion, erosion,
biodegradation, and sorption on quantification of the EPCs will be addressed in the
uncertainty section of the CRA. EPCs will be estimated to predict long-term averages and
Impacts to receptors.

4.6.2 Intake Calculations

Intake by receptors will be quantified for each selected COC, exposure pathway, and
exposure scenario. Exposure factors reported in Section 4.1 will be used in the CRA. Intake
in units of mg/kg per day will be calculated for all receptors exposed to ingestion, dermal,
and inhalation pathways using the general formulas below. Radiological intake in units of
picocuries (pCi) will be assessed using the standard EPA formulas. External radionuclide
exposure is calculated in units of years per picocurie per gram (yr/pCi/g).

The equations for calculating intakes for the WRW and WRYV are provided in Tables 4.7 and
4.8, respectively. The abbreviations and specific values used for the exposure factors are
defined in Tables 4.1 and 4.2.

Intakes are averaged over different time periods for carcinogenic and noncarcinogenic
chemicals. For carcinogens, intakes are calculated by averaging the total cumulative dose
during the exposure period over a lifetime, yielding a “lifetime average daily intake” (EPA
1989). For noncarcinogenic chemicals, intakes are calculated by averaging over the period
of exposure to yield an average daily intake. Different averaging times are used for
carcinogens and noncarcinogens because their effects occur by different mechanisms. The
approach for carcinogens is based on the hypothesis that a high dose received over a short
period of time is equivalent to a corresponding low dose spread over a lifetime. The intake
of a carcinogen is averaged over a 70-year lifetime regardless of exposure duration.

37



6’0

Final Comprehensive Risk Assessment Work Plan and Methodology September 2005
' Revision 1

For calculation of radionuclide intakes from soil, the exposure concentration is expressed in
picocuries per gram (pCi/g), “and the expression is not divided by body weight or averaging
time. The resulting intake for radionuclides is expressed in pCi.

Table 4.7 Intake Equations for the WRW

Wildlife Refuge Worker”

Surface Soil and Sediment Intake Equations

Intake Equations for WRW Ingestion

Nonradionuclide Intake (mcr/kfy -day) = (Cs x Irwss x Efwss x Edw x CF1)
(Bwa x [Atc or Atnc]”)

Radlonucllde Intake (pCi) = Cs x Irwss x Efwss x Edw x CF3

Intake Equation for WRW Dermal Contact

Nonradionuclide Intake (mg/kg-day) = (Cs x Efwss x Edw x Evw x Saw x Afw x ABS X CFl)
. (Bwa x [Alc or Amc] )

Intake:Equitions for WRW Outdoor Inhalation of Suspended Particulates

Nonradionuclide Intake (mg/kg-day) = (Cs x Iraw x Efwss x Edw x Etw x Eto w x MLF)
(Bwa x [Atc or Alnc]b)

Radionuclide Intake (pCi) = Cs x Iraw x Efwss x Edw x Etw x Eto_w x MLF x CF2

Intake Equations for WRW Indoor Inhalation of Suspended Particulates

Nonradionuclide Intake (mg/kg-day) = (Cs x Iraw x Efwss x Edw x Eww x Eti w x Dfi x MLF)
(Bwa x [Atc or Atnc]b)

Radionuclide Intake (pCi) = Cs x Iraw x Efwss x Edw x Etw x Eti_w x Dfi x MLF x CF2

Exposure Equation for WRW Qutdoor External Radiation

Radionuclide Exposure (yr-pCi/g) = Cs x Te_A x Te_Do x Edw x ACF x GSFo

Exposure Equation for WRW Indoor External Radia‘lvion

Radionuclide Exposure (yr-pCi/g) = Cs x Te_A x Te_Di x Edw x ACF x GSFi

Subsurface Soil Intake Equations

Intake Equations for WRW Ingestion

Nonradlonucllde Intake (mg/kg-day) = (Cs x Irwss x Efwsub x Edw x CF1)
(Bwa x [Atc or Atnc] )

Radionuclide Intake (pCi) = Cs x Irwss x Efwsub x Edw x CF3

Intake Equation for WRW Dermal Contact

Nonladlonucllde Intake (mg/kg day) = (Cs x Efwsub x Edw x Evw x Saw x Afw x ABS xCFD
(Bwa x [Atc or Alnc] )

Intake Equations for WRW OQutdoor Inhalation of Suspended Particulates

Nonradionuclide Intake (mg/kg-day) = (Cs x Iraw x Efwsub x Edw x Etw x Eto w x MLF)
: (Bwa x [Atc or Atnc]’)

Radionuclide Intake (pCi) = Cs x Iraw x Efwsub x Edw x Etw x Eto_w x MLF x CF2

Exposure Equation for WRW Outdoor External Radiation

Radionuclide Exposure (yr-pCi/g) = Cs x Te_As x Te_Do x Edw x ACF x GSFo

a. Definitions of abbreviations can be found.in Table 4.1. ‘
b. Carcinogenic or noncarcinogenic averaging times (Atc and Atng, respectively) are used in equations,

- depending on whether carcinogenic or noncarcinogenic intakes are being calculated.
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Table 4.8 Intake Equations for the WRV

Wildlife: Refuge Visitor”

Intake Equations for WRV Ingestion of Soil

Nonradionuclide Intake (mg/kg-day) = (Cs x SIRageav x Efv x CF])
[Atc or Atnc)®

Radionuclide Intake (pCi) = Cs x SIRagav_r x Efv x Edt x CF3 units

Intake Equation for WRV Dermal Contact.with Soil

Nonradionuclide Intake (mg/kg-day) = (Cs x Efv x Evv x SFSagav x ABS x CF1)
[Atc or Atnc]®

Intake Equations for WRV'Inhalalion of Surface Soil -

Nonradionuclide Intake (mg/kg-day) = (Cs x Iragav x Efv x MLF)
[Atc or Alnc]

Radionuclide Intake (pCi) = Cs x Iragav_r x Efv x (Edav + Edcv) x Etv x MLF x CF2

Exposure Equation for WRV External Radiation from Surface Soil

Radionuclide Intake (ys-pCi/g) = Cs x Te_Av x Te_Dv x ACF x GSFo x (Edav + Edcv)

a. Definitions of abbreviations can be found in Table 4.2.
b. Carcinogenic or noncarcinogenic averaging times (Atc and Atnc, respectively) are used in equations,
depending on whether carcinogenic or noncarcinogenic intakes are being calculated.

5.0 HUMAN HEALTH TOXICITY ASSESSMENT

| Actions: Determine toxicity values and modes of action and endpoints for PCOCs.

1

Toxicity values are used to characterize risk, while toxicity profiles summarize toxicological
information for radioactive and nonradioactive COCs. Toxicity information is summarized
for two categories of potential effects: noncarcinogenic and carcinogenic. These two
categories have slightly differing methodologies for estimating potential health risks
associated with exposures to carcinogens and noncarcinogens.

In general, toxicity profiles are obtained from EPA’s Integrated Risk Information System
(IRIS) (EPA 2004a). IRIS contains only those toxicity values that have been verified and
undergone extensive peer review by EPA’s Reference Dose or Carcinogenic Risk
Assessment Verification Endeavor (CRAVE) Workgroups. The IRIS database is updated
monthly and supersedes all other sources of toxicity information.

The CRA generally uses the recommended hierarchy of toxicological sources of information
recommended by EPA (EPA 2003a). The lccommended toxicity value hierarchy is as
follows:

. Tier | — EPA’s IRIS (EPA 2004a)

. Tier 2 — EPA’s Provisional Peer Reviewed Toxicity Values (PPRTVs) — The Office
of Research and Development/National Center for Environmental Assessment
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(NCEA)/Superfund Health Risk Technical Support Center (STSC) develops PPRTVs
on a chemical-specific basis when requested by EPA’s Superfund program.

. Tier 3 — Other Toxicity Values — Tier 3 includes additional EPA and non-EPA
sources of toxicity information. Priority is given to those sources of information that
are the most current, the basis for which is transparent and publicly available, and
which have been peer reviewed. Consensus will be sought on all toxicity values used
in the CRA.

Secondary sources of information will be used qualitatively in the HHRA. EPA
toxicologists, both regional and national, may also serve as information sources. All
information sources will be documented in the toxicity assessment. In general, the toxicity
factors used for the Site PRGs will be used in the CRA, unless updates become available.

51 Identification of Toxicity Values for Carcinogenic Effects

Potential carcinogenic risks will be expressed as an estimated probability that an individual
might develop cancer from lifetime exposure. This probability is based on projected intakes
and chemical-specific dose-response data called “cancer slope factors (CSFs).” CSFs and the
estimated daily intake of a compound, averaged over a lifetime, are used to estimate the
incremental risk that an individual exposed to that compound may develop cancer. There are
two classes of potential carcinogens: chemical carcinogens and radionuclides.

5.1.1 Chemical Carcinogens

Evidence of chemical carcinogenicity originates primarily from two sources: lifetime studies
with laboratory animals and human (epidemiological) studies. Animal data from laboratory
experiments represent the primary basis for the extrapolation for most chemical carcinogens.
Experimental results are extrapolated across species (that 1s, from laboratory animals to
humans); from high-dose regions (that is, levels to which laboratory animals are exposed) to
low-dose regions (that is, levels to which humans are likely to be exposed in the
environment); and across routes of administration (for example, inhalation versus ingestion).

EPA estimates human cancer risks associated with exposure to chemical carcinogens on an
administered-dose basis. It is assumed a small number of molecular events can evoke
changes in a single cell that can lead to uncontrolled cellular proliferation and tumor
induction. This mechanism for carcinogenesis means there is theoretically no level of
exposure to a given chemical carcinogen that does not pose a small, but finite, probability of
generating a carcinogenic response.

The CSFs are estimated using the linearized multistage model. The basis of this model is
that multiple events may be needed to yield tumor induction (Crump et al. 1977) reflecting
the biological variability in tumor frequencies observed in animal and human studies. The
dose-response relationship predicted by this model at low doses is essentially linear. The
CSFs calculated for nonradiological carcinogens using the multistage model represent the
95UCL of the probability of a carcinogenic response. Consequently, risk estimates based on
these CSFs are conservative estimates representing upper-bound estimates of risk.

Uncertainties in the toxicity assessment for chemical carcinogens are dealt with by
classifying each chemical into one of several groups, according to the EPA-defined, weight-
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of-evidence (WOE) from epidemiological studies and animal studies. These groups are
listed in Table 5.1.

Table 5.1 Carcinogen Groups

Weight-of-
Evidence Description
Group _
A Human carcinogen (sufficient evidence of carcinogenicity in humans)
B 1 Probable human carcinogen (sufficient evidence of carcinogenicity in animals, limited
evidence of carcinogenicity in humans)
B2 Probable human carcinogen (sufficient evidence of carcinogenicity in animals with
: inadequate or lack of evidence in humans)
Possible human carcinogen (limited evidence of carcinogenicity in animals and
inadequate or lack of human data)
Not classifiable as to human carcinogenicity (inadequate or no evidence)
E Evidence of noncarcinogenicity in humans (no evidence of carcinogenicity in adequate
studies)

The oral and inhalation CSFs for the COCs will be compiled in a table. Table 5.2 presents the
current CSFs used for calculation of the PRGs. The WOE designations and target organs are
also included. These values will be used in the CRA risk characterization. A similar table of
values will be included in the CRA for COCs.

5.1.2 Radionuclides

A series of federal guidance documents have been issued by EPA for the purpose of
providing federal and state agencies with technical information to assist their implementation
of radiation protection programs. The Health Effects Assessment Summary Tables (HEAST)
for Radionuclides (EPA 2001a) provides numerical factors, called “risk coefficients,” for
estimating risks to health from exposure to radionuclides. This federal guidance will be used
to calculate risk from radionuclides. It applies state-of-the-art methods and models that take
into account age and gender dependence on intake, metabolism, dosimetry, radiogenic risk,
and competing causes of death in estimating the risks to health from internal or external
exposure to radionuclides.

A morbidity risk coefficient is provided for a given radionuclide and exposure mode. This
coefficient is an estimate of the average total risk of experiencing a radiogenic cancer,
regardless of whether the cancer is fatal. The risk coefficient associated with morbidity will
be used to characterize human health risks. Current values used are shown in Table 5.3.
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Table 5.2 Nonradiological Cancer Slope Factors, Weight of Evidence and Target Organs
Analyte List Nt(l:rﬁlfer ()S:zzinbg:::::? Source [8::?‘1,1‘::1? Source S}:;: I:?":xlcot'(;-1 Source ‘gf:g:r:coef Target Organ/Cancer Source
(mg/kg-day) (m'/pg) (mg/kg-day)
Acenaphthene 83-32-9 -
Acenuphtihylene 208-96-8 D |
Acctone 67-64-1
Acrolein 107-02-8
Acrylonitrile 107-13-1 5.40E-01 1 6.80E-05 I 2.38E-0! I Bl . Brain, spinal cord, stomach, lungs I
Alachlor 15972-60-8 8.00E-02 H
Aldicarb 116-06-3 D I
Aldicarb sulfone 1646-88-4
7 Aldicarb sulfoxide 1646-87-3
Aldrin 309-00-2 1.70E+01 I 4.90E-03 1 1.72E+01 1 ‘B2 Liver 1
Aluminum 7429-90-5
Ammonium (as ammonia) 7664-41-7
Anthracene 120-12-7 D NC I
Antimony 7440-36-0
Aroclor 1016 12674-11-2 2.00E+00 la 1.00E-04 la 4.00E-0! fa B2 Liver 1
Aroclor 1221 11104-28-2 2.00E+00 la 1.00E-04 la 4.00E-01 la B2 Liver 1
Aroclor 1232 11141-16-5 2.00E+00 la 1.00E-04 la 4.00E-01 la B2 Liver I
Aroclor 1242 53469-21-9 2.00E+00 la {.00E-04 la 4.00E-01 la B2 Liver 1
Aroclor 1248 12672-29-6 2.00E+00 la |.00E-04 la 4.00E-01 la B2 Liver 1
Aroclor 1254 11097-69-1 2.00E+00 la 1.00E-04 la 4.00E-01 la B2 Liver I
Aroclor 1260 11096-82-5 2.00E+00 la 1.00E-04 Ia 4.00E-01 la B2 Liver I
Arscnic 7440-38-2 1.50E+00 | 4.30E-03 1 1.51E+01 1 A Skin, lungs I
Aunzine 1912-24-9 2.20E-01 H - D NC R
Barium 7440-39-3 D NC 1
Benzene | - 71-43-2 5.50E-02 | 7.80E-06 I 2.73E-02 1 A Leukemia I
Benzidine 92-87-5 2.30E+02 6.70E-02 I 2.35E+02 1 A Bladder cancer
Benzo(a)anthracene 56-55-3 7.30E-01 p : B2 Tumors A
Benzo{a)pyrene 50-32-8 7.30E+00 | 3.10E-01 P B2 Tumors A
Benzo(b)ttuoranthene 205-99-2 7.30E-01 P B2 Lungs, skin |
Benzo(g.hi)perviene 191-24-2 D 1
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Table 5.2 Nonradiological Cancer Slope Factors, Weight of Evidence and Target Organs
Analyte List Nfr‘::er %:zginlg:sz:? Source . ll[;:?;:lllt:;)l? Source S:(l::: ll:::cotzf; Source ‘g::g:r:;f Target Organ/Cancer Source
. {mg/kg-day) (m/pg) (mg/kg-day)
Benzo(k)fluoranthene 207-08-9 7.30E-02 P B2 Lungs, skin I
Bcnzoic Acid (at pH 7) 65-85-0 D NC I
Bcnz&l Alcohol 100-51-6
Beryllium 7440-41-7 2.40E-03 1 8.;10E+00 1 Bl Lungs 1
bis(2-chloroethyl)ether 111-44-4 1.10E+00 I 3.30E-04 1 1.16E+00 1 B2. Liver 1
bis(2-chloroisopropyl)ether 108-60-1 7.00E-02 H 1.00E-05 H 3.50E-02 D Liver R
bis(2-ethylhexyl)phthalate 117-81-7 1.40E-02 1 1.40E-0?: P B2 Liver ]
Boron 7440-42-8
Bromodichloromethane 75-27-4 6.20E-02 1 B2 Liver, kidneys, and intestines 'R
Bromoform 75-25-2 7.9E-03 1 1.10E-06 | 3.85E-03 I B2 Intestines |
Bromomethane (methyl bromide) 74-83-9 D NC I
2-Butanone (methyl ethyl ketone) 78-93-3 D NC 1
Butylbenzylphthalate 85-68-7 C Leukemia 1
Cadmium (fo'od) 7440-43-9 1.80E-03 I 6.30E+00 1 Bl  Lung, trachea, bronchus I
Cadmium (water) 7440-43-9 1.80E-03 I 6.30E+00 | Bl Lung, trachea, bronchus 1
Carbazole 86-74-8 2.00E-02 H D NC R
Carbofuran 1563-66-2 -
Carbon disul{ide 75-15-0
Carbon tetrachloride 56-23-5 1.30E-0I | 1.50E-05 I 5.25E-02 1 B2 Liver |
Chlordane-alpha 5103-71-9 3.50E-01 - Ib 1.00E-04 b 3.50E-0I Ib B2 Liver 1
Chlordane-beta 5103-74-2 3.50E-01 b 1.00E-04 Ib 3.50E-01 Ib B2 Liver 1
Chlordane-gamma 12789-03-6 3.50E-01 Ib 1.00E-04 Ib 3.50E-0l ‘Ib B2 Liver 1
4-Chloroaniline 106-47-8 ~
Chlorobenzence 108-90-7 D NC 1
Chloroethane (ethyl chloride) 75-00-3 2.90E-03 P D NC R
Chioroform 67-66-3 2.30E-05 1 8.05E-02 I B2 Liver |
Chloromethane (methyl chloride) 74-87-3 D NC I
4-Chloro-3-methvlphenol 59-50-7
2-Chloronaphthalene 91-58-7
2-Chlorophenol 95-57-8
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Table 5.2 Nonradiological Cancer Slope Factors, Weight of Evidence and Target Organs
. CAS Oral/Ingestion Inh.alat'ion- qualation Weiéht of _
Analyte List Number Slope Facto: Source Umg Risk | Seurce Slope Factos‘I Source Evidence ‘Target Organ/Cancer Source
(mg/kg-day) (m'/pg) (mg/kg-day)
Chlorpyrifos 2921-88-2
Chromium 111 16065-83-1 D NC 1
Chromium VI 18540-29-9 1.20E-02 1 4.20E+01 1 Ai, Do Lung 1
Chrysenc 318019 7.30E-03 P B2 Skin, blood l
Cobalt 7440-48-4 9.80E+00 P B2 Induction of tumors R
Copper 7440-50-8 . D NC 1
Cyanide 57-12-5 D NC I
Cyclohexane 110-82-7 .
7 44-DDD 72-54-8 2.40E-01 I B2 Lung, liver, and thyroid I
{ 44-DDE 72-55-9 3.40E-01 | B2 Liver and thyroid I
4.4-DDT 50-29-3 3.40E-01 1 9.70E-05 1 3.40E-01 I B2 Liver |
Dalapon 75-99-0 '
Demeton 8065-48-3
Dibenzo(a,h)anthracene 53-70-3 7.30E+00 P B2 DNA damage/gene mutation 1
Dibenzofuran 132-64-9 D NC 1
Dibromochloromethane 124-48-1 8.40E-02 I C Liver I
i.2-Dibromo-3-chloropropane 96-12-8 1.40E+00 H 2.40E-03 H
Dicainba 1918-00-9 ]
1.2-Dichlorobenzene (o0-) 95-50-1 D NC |
1.3-Dichlorobenzene 541-73-1 D NC I
1,4-Dichlorobenzene (p-) 106-46-7 2 40E-02 H 2.20E-02 P B2 Liver R
3.3-Dichlorobenzidine 91-94-1 4.50E-01 | B2 Mammaries I
Dichlorodifluoromethane 75-71-8
1;1-Dichloroethane . 75-34-3 C Mammaries/Hemangiosarcomas I
1,2-Dichloroethanc 107-06-2 9.10E-02 | 2.60E-05 I 9.10E-02 I " B2 Hemangiosarcomas I
1.1-Dichloroethene 75-35-4 C 1
I.2-Dichloroethene (total) 540-59-0
2.4-Dichlorophenol 120-83-2
I')iéhloroplwnox_\'acelic acid (2,4-D) 94-75-7
4-(2.4-Dichlorophenoxy) butyric acid (2,4- 94-82-6
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Table 5.2 Nonradiological Cancer Slope Factors, Weight of Evidence and Target Organs
Analyte List Nl(ljr:Ser (;:zginﬁg:z::)(;:l Source II[J‘::?;‘;;;)I? Source S:(r::: l;:cot';: Source \[’;’:iig:l‘:;f Target. Organ/Cancer Source
(mg/kg-day) (m'/ug) (mg/kg-day)
DB)
1.2-Dichloropropane - 78-87-5 6.80E-02 H Liver and mammary glands A
1,3-Dichloropropene 542—75—6 1.00E-01 I 4.00E-06 I 1.40E-02 1 B2 Bladder I
cis- 1.3-Dichloropropene 10061-01-5 {.00E-0} Ic 4.00E-06 Ic 1.40E-02 Ic B2 ._Bladder 1
trans-1.3-Dichloropropene 10061-02-6 1.00E-01 Ie 4.00E-06 Ic 1.40E-02 Ic B2 Bladder 1
Dieldrin 60-57-1 1.60E+01 1 4.60E-03 1 1.61E+01 I B2 Liver I
Diethyl ether 60-29-7 '
Di(2-ethylhexybadipate 103-23-1 1.20E-03 I C Liver 1
Diethylphthalate 84-66-2 D NC I
Dimethoate 60-51-5
2;4-Dilllc[ll‘,'lpl1611ol 105-67-9
Dimethylphthalate 131-11-3 D NC 1
Di-n-butyiphthalate 84-74-2 D NC 1
4,6-Dinitro-2-methylphenol (4,6-dinitro-o-
cresol) 534-52-1
2,4-Dinitrophenol 51-28-5
2,4-Dinitrotoluene | 121-14-2
2,6-Dinitrotoluene 606-20-2 B2 Liver and mammaries I
Di-n-octylphthalate 117-84-0
Dinoseb 88-85-7 D NC I
1.4-Dioxane 123-91-1 1.10E-02 I B2 Nasal, liver, and gall bladder I
Dioxin (2.3.7.8-TCDD) 1746-01-6 1.S0E+05 H 1.S0E+05 H B2 Liver I
1.2-Diphenylhydrazine 122-66-7 8.00E-01 I 2.20E-04 i 7A‘7OE-OI I B2 Liver 1
Diguat 85-00-7
Endosulfan | 959-98-8
Endosulfan 11 33213-65-9
Endosulfan sulfate 1031-07-8
Endosulfan (technical) 115-29-7
Endrin (technical) 72-20-8 D NC 1
Endrin aldehyde 7421-93-4

‘45



N
o<

Final Comprehensive Risk Assessment Work Plan and Methodology

September 2005

Revision 1

Table 5.2 Nonradiological Cancer Slope Factors, Weight of Evidence and Target Organs

) CAS Oral/Ingestion lnh.alat.ion Inhalation Weight of
Analyte List Slope Factor | Source | Unit Risk | Source | Slope Factor Source . Target Organ/Cancer Source
4 Number (mg/kg-day)” (m¥ug) (mg/kg-day)" Evidence
Endrin ketone 53494-70-5 )
Ethyl acetate 141-78-6
Ethylbenzene 100-41-4 D NC I
Ethylene dibromide [1.2-Dibromoethane]) 106-93-4 8.50E+01 I 2.20E-04 1 7.70E-0t | B2 Induction of tumors 1
Fluoranthene 206-44-0 D NC 1
Fluorene 86-73-7 D NC 1
Fluoride (as fluorine) 7782-41-4
Glyphosate 1071-83-6 D NC i
Guthion 86-50-0
Heptachior 76-44-8 4.50E+00 I 1.30E-03 I 4.55E+00 1 B2 Liver I
Heptachlor epoxide 1024-57-3 9.10E+00 I 2.60E-03 I 9.10E+00 [ B2 Liver 1
Hexachlorobenzene 118-74-1 1.60E+00 1 4.60E-04 I 1.61E+00 i B2 Liver, thyroid and kidneys I
Hexachlorobutadiene 87-68-3 7.80E-02 | 2.20E-05 | 7.70E-02 | C Kidneys |
Hexachlorocvelohexane. alpha 319-84-6 6.30E+00 I '1.80E-03 [ 6.30E+00 | B2 Liver 1
Hexachlorocyclohexane, beta 319-85-7 1.80E+00 1 5.30E-04 I 1.86E+00 I C Liver 1
Hexachlorocyclohexane, delta 319-86-8 D NC i
Hexachlorocyclohexane, gamma (Lindane) 58-89-9 1.30E+00 H B2 Liver R
chuchlérocvclohexane (technical) 608-73-1 1.80E+00 I 5.10E-04 I 1.79E+00 i B2 Liver 1
Hexachlorocyclopentadiene 77-47-4 E NOE I
Hexachlorodibenzo-p-dioxin (mix) 34465-46-8 6.20E-03 If 1.30E+06 if 4.55E+03 If
1.2,3.6,7.8-Hexachlorodibenzo-p-dioxin 57653-85-7 6.20E-03 If 1.30E+06 If - 4.55E+03 If B2 Liver )
1,2.3,7.8,9-Hexachlorodibenzo-p-dioxin 19408-74-3 6.20E-03 If 1.30E+06 If 4.55E+03 If B2 Liver I
Hexachloroethane 67-72-1 1.40E-02 | 4.00E-06 I 1.40E-02 1 C Liver I
Indeno(1.2.3-cd)pyrene 193-39-5 7.30E-01 P ‘ B2 Induction of tumors [
ron 7439-89-6
Isobutyl alchohol 78-83-1
Isophorone 78-59-1 9.50E-04 | C Preputary gland I
Isopropylbenzene (cumene) 98-82-8 1.10E-01 D ' 0
Lead 7439-92-1 B2 Kidneys 1
Ljilhium 7439-93-2
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Table 5.2 Nonradiological Cancer Slope Factors, Weight of Evidence and Target Organs

. CAS Oral/Inggstion Inh.alat.ion Inhalation Weight of
Analyte List Number Slope Facto: Source Um§ Risk | Source | Slope If‘actoi Source Evidence Target Organ/Cancer Source
(mg/kg-day) (m'/ug) (mg/kg:day)
Munganese (food) 7439-96-5 D NC 1
Mercury 7439-97-6 D NC |
Methoxychlor 72-43-5 - . D NC 1
2-Methyl-4-chlorophenox yacetic acid (MCPA) 94-74-6
2-(2-Methyl-4-chlorophenoxy) propionic acid
(MCPP) 93-65-2
Methylene chioride (dichloromethane) 75-09-2 7.50E-03 I 4.70E-07 | 1.65E-03 1 B2 Liver 1
Methyl methacrylate 80-62-6 E NOE 1
2-Methylnaphthatene 91-57-6
4-Methyl-2-pentanone (inethyl isobutyl
ketone) 108-10-1
2-Methylphenol (o-cresol) 95-48-7 C Skin and gene toxicity 1
4-Methylphenol (p-cresol) 106-44-5 : : C Skin and gene toxicity I
Methyl tert-butyl ether 1634-04-4 4.0E-03 0
Mirex 2385-85-5
Molybdenum 7439-98-7
Naphthalene 91-20-3 C Lungs 1
Nickel (soluble) 7440-02-0
Nitrate 14797-55-8
Nitrite . 14797-65-0
2-Nitroaniline . 88-74-4
4-Nitroanaline 100-01-6- 2.0E-02 P C Liver OR
Nitrobenzene 98-95-3 D NC 1
2-Nitrophenol 88-75-5 ]
4-Nitrophenol 100-02-7
N-Nitroso-di-n-butylamine 924-16-3 5.40E+00 1 1.60E-03 1 5.60E+00 [ B2 Induction of tumors I
N-Nitrosodiethylamine 55-18-5 1.50E+02 1 4.30E-02 1 1.51E+02 | B2 Induction of tumors 1
N-Nitrosodimethviamine 62-75-9 5.10E+01 | 1.40E-02 1 4.90E+01 1 B2 Induction of tumors 1
N-Nitrosodiphenylamine 86-30-6 4.90E-03 1 - B2 Bladder |
N-Nitrosodi-N-propylamine 621-64-7 7.00E+00 [ ] B2 Induction of tumors |
N-Nitosopyrrolidine 930-55-2 2.10E+00 1 6.10E-04 1 2.14E+00 I B2 Induction of tumors I
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Table 5.2 Nonradiological Cancer Slope Factors, Weight of Evidence and Target Organs

) CAS Oral/Ingestion Inh.alat.ion Inhalation Weight of
Analyte List Number Slope Factor | Source | Unit Risk | Source Slope Factor Source Evidence Target Organ/Cancer Source
.| (mg/kg-day)’ (mYpg) (mg/kg-day)* :

p-Nirotoluene - 99-99-0 1.70E-02 P '

Qctahydro-1,3.5,7-tetranitro-1,3.5.7-

tetrazocine (HMX) 2691-41-0
] Oxamyl (vydate) 23135-22-0

’ Adrenal/thyroid glands, and

Parathion 56-38-2 C pancreas 1
Pentachlorobenzene » 608-93-5 D NC 1
Pentachlorophenol 87-86-5 1.20E-01 1 B2 Induction of tumors I
Phc‘.nnnlhrené 85-01-8 D I
Phenol ' 108-95-2 D . i
Picloram 1918-02-1

Pyrene 129-00-0 D NC N
Selenium ’ 7782-49-2 D NC I
Silver 7440-22-4 D NC 1
Simazine 122-34-9 1.20E-01 H C Mammary OR
Strontium 7440-24-6

Styrene 100-42-5

Sulfide - 18496-25-8

1,2 4.5-Tetrachlorobenzene 95-94-3 )

1.1,1.2-Tewrachloroethane 630-20-6 2.60E-02 I 2.60E-02 { C Liver i

i.1,2,2-Tetrachloroethane 79-34-5 2.00E-01 | 5.80E-05 | 2.03E-01 1 C Liver 1
Tetrachloroethene 127-18-4 5.40E-0l 0 2.00E-02 o B2 = Non-Hodgkin's lymphoma R
2,3.4.6-Tewrachlorophenol 58-90-2

‘Thallium 7440-28-0 -

Tin 7440-31-5

Titanium 7440-32-6 . .

Toluene 108-88-3 D NC )|
Toxaphene 8001-35-2 1.10E+00 I 3.20E-04 1 1.12E+00 I B2 Liver and thyroid gland )
1.2 4-Trichlorobenzene 120-82-1 - ) D NC I
1.1,1-Trichloroethane 71-55-6 - . D NC ) 1

48




6v

(00T vda) an[eA [euoisioid VADN-VAE = d
[unys TiLpeIal/xo0)/A03 [uio stel/ Ay ‘eleptispy A1101xX0 ] ‘Aloeioqu feuoneN 23pUNe0 = 3O
103}J2 2QTAIISqO ON = JJON
D[QRLISST]I 10U $1934H = DN
"21001 [e30 Aq AND1UF0UIDIED UBWNY O} ST 9|(ULJISSE[d JON = (]
2IN01 [21o Ag UDSOUIIIED UBLUN = 4
A0S opoapsie mmm// Ay aseqeiep autjuo A1isiday] 9sTasi(] PUT SAOUEISQNS JIXO| JOJ AOURSY = v
Payo Jou 321008 (24007 Vdd) SOU € U0I32Y VdT = O LSVEH JO STyl WOY UMEIPIIM = M AICWAY LSVAH = V (eL661 VdF) LSYIH =H (tp00T VdT) SI¥I =1
'SDQD 0 oumamos VYD) J0J Pasn aq {[Im San{eA IS Yilm paleinofed sHd JHAAD £q Papuatiuedal sanja = q
"SUONEILISST[I JOUSPIAT JO 1YT19p JO SUONIULIP I0J |'C 2|qE] S =T
ISOION
: N a ] 9-09-0vbL . Uz
9-Ly-S6 8UBIAX -0
£-3€-801 AUy
T19-LLLOET auadx-d-u
€-Tt-901 - auapdx-d
- L-0T-0£¢ 1 (1£101) UBIAX
[ JMWANSAS v I ¢0-d80°¢ I 90-408'8 |- I 00+305°1 P-10-6L APUOIYD [AULA
- +-60-801 211007 JAUlA
Z'Z9‘0Vﬂ wnipeue A
1-19-0¥tL ) (1S 21qn}os) wintuean
1 12ppelg B 1 20-900°€ 96811 SUANOONULL-GF'T
' o 1-€1-9L AUEYIDOIONJLN - Z | -0I0IYI =T "]
O sons adnjnpy 4 d 00+300°T $-81-96 auedosdoioau-£ T
I ] : a. i 1-2L56 prov swondoidlxouaydosojyniry
1 FLIENES] d I 20-360'1 1 90-401'¢ T = G 7-90-88 jouaydolo(ysu[-9'¢'g
' 75656 [ouaydololyou [ -¢yZ
] 7-69-SL QUTLIAWOION[JOIO[YILI |,
d 1981 KIRlj1q pue J9AT] d 10900 ¢ d 109007 9-10-6L 2U2U12010[4d1I |
d 161 Aeliq pue 1aar] Id £0-900°9 Id 0-901°1 9-10-6L SUIYIR0IOYILLL,
1 pue[s pioJAy pue JaaT] 0 I ¢0-309°S 1 S0-309't I ¢0-30L°S $-00-6L SUCYIROIOIYIU L -T' ']
anog _1aduenmediQ 1adie] NUIPIAY 22an0g§ 'QE)A;?; Jgjtliﬂol]ug) 21nog n(sili;/;:z)n 21n0§ lig;il;s;;'(/lgol;js) PquIny ‘ 1511 BAeuy
Jodm uoneeyuy uoyereyu] uonsaduyerQ §VO
suedi() 1931e ], pue RUIPIAY JO I3AN ‘sI03dey ado]S 13due)) [edt30[0IpeIUON 7°C dqe],
[ Uo1S143Y . .
€007 42quia1dag , ' {3oj0poi12 § pup UD]J YIOp, TURWISSISSY YS1Y 2AISUIYIIAUIOT) JUt L)




September 2005
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Table 5.2 Nonradiological Cancer Slope Factors, Weight of Evidence and Target Organs

. CAS Oral/Ingestion lnh.alat.ion Inhalation Weight of
Analyte List Number Slope Facto'rl Source Umg Risk { Source | Slope Facto:;I Source Evidence Target Organ/Cancer Source
(mg/kg-day) (mr/pg) (mg/kg-day) :
Pl = 1992 NCEA values recommended by EPA Region 8. ' {
R = International Agency for the Research of Cancer (IARC) Monographs Database, http://monographs.iarc.fr.
la = Values given are for PCBs.
Ib = Values given are for Chlordane (CAS no. 12789-03—6).‘
lc = Values given are for I.3-Dichloropropene (CAS no. 542-75-6).
Id= Value is for Endosulfan (technical)
le. Endrin was used as a surrogaie.
if. Hexachlorodibenzo-p-dioxin - mixture (CAS 19408-74-3) was used as a surrogate,
Table 5.3 Radiological Toxicity Constants
. N Age-Adjusted” Soil Adult (age 18-65)°Soil . Inhalation Slope | "External e
Analvte List CAS Number Df))sl;a:nl:;fli;j;;)" fhgg_estior‘ll Ora‘le.l(.)pc 1hgést(iogrx QraIS)l(.)pe S\lz?):ee;:lc]tg()e:t(lr‘)igk(])l) ré:) o Factor P eF actoilop
Factor (risk/pCi) Factor (risk/pCi) ” LT . (risk/pCi) (risk/yr/pCi)
Am-241 14596-10-2 2.17E-10 9.1E-11 1.04E-10 2.81E-08 2.76E-08
Cs-1374D 10045-97-3 4.33E-11 3.04E-11 1.I9E-11 2.55E-06
Np-237 013994-20-2 1.46E-10 6.18E-11 1.77E-08 5.36E-08
Pu-236 015411-92-4 1.74E-10 747E-11 2.28E-08 1.19E-10
Pu-238 013981-16-3 2.72E-10 1.31E-10 3.36E-08 7.22E-11
Pu-23y 15117-48-3 2.76E-10 1.21E-10 1.35E-10 3.33E-08 2.00E-10
Pu-240 14119-33-6 2.77E-10 1.2{E-10 1.35E-10 3.33E-08 6.98E-11 )
Ra-226 13982-63-3 7.29E-10 3.85E-10 1.15E-08 2.29E-08
Ra-228+D 15262-20-1 2.29E-09 1.04E-09 5.23E-09 4.53E-06
Sr-89 14158-27-1 3.47E-11 1.28E-11 2.34E-11 7.19E-09
Sr-90+D 10098-97-2 9.53E-11 7.4E-11 1.13E-10 1.96E-08
Tritium 10028-17-8 9.25E-14 5.07E-14 5.62E-14 -
U-233 13968-55-3 3.00E-03 1.6E-10 7.18E-11 1.16E-08 9.82E-10
U-234 13966-29-5 3.00E-03 1.58E-10 5.11E-11 7.07E-11 1.14E-08 2.52E-10
U-235 15117-96-1 3.00E-03 1.57E-10 4.92E-11 6.96E-11 1.01E-08 5.18E-07
U-238 7440-61-1 3.00E-03 1.43E-10 4.66E-11 ‘6.4E-11 9.32E-09 4.99E-11

a = Values from IRIS (EPA 2004a)
b = Values from HEAST for Radionuclides (EPA 2001a)
¢ = Values Derived for RSALS (EPA et al. 2002)
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5.2 Identification of Toxicity Valixgs for Noncarcinogenic Effects

Potential noncarcinogenic effects will be evaluated in the risk characterization by comparing
daily intakes (calculated in the exposure assessment) with chronic reference doses (RfDs)
developed by EPA. A chronic RfD is an estimate (with uncertainty spanning perhaps an
order of magnitude) of the daily exposure that can be incurred during a lifetime without an
appreciable risk of a noncarcinogenic effect being incurred in human populations, including
sensitive subgroups (EPA 1989). The RfD is based on the assumption that thresholds exist
for noncarcinogenic toxic effects (for example, liver or kidney damage). Adverse effects are
not expected to occur with chronic daily intakes below the RfD value.

Convefsely, if chronic daily intakes exceed this threshold level, there is a potential that some
adverse noncarcinogenic health effects might be observed in exposed individuals.

Table 5.4 lists the current values us_ed for calculation of PRGs. The observed effects are also
listed. These values will be used in the CRA hazard characterization. A similar table of
values will be included in the CRA for COCs. :

5.3 Dermal Exposure to Chemicals

Because intake from dermal contact is estimated as an absorbed dose, EPA recommends
using oral toxicity factors, adjusted if possible by a gastrointestinal absorption fraction, to
evaluate toxic effects from dermal contact with potentially contaminated media (EPA 1989,
1992c, 2001b). The oral toxicity factor relates the toxic response to an administered intake
dose of contaminant, which may be only partially absorbed by the body. When specific
gastrointestinal absorption rates are not available, gastrointestinal absorption is assumed to be
100 percent and the unadjusted oral toxicity factor is used to assess the response to dermal
absorption. Adjustments will be made to the oral toxicity factors in Tables 5.2 and 5.3 for
assessing dermal exposures in the CRA. The values for the adjusted factors and the rationale
will be presented in the CRA.

5.4 Identification of Radionuclide Dose Conversion Factors

Dose coefficients will be delineated according to federal guidance (EPA 1988, 1993). Dose
coefficients will be tabulated for the committed effective dose equivalent to tissues of the
body per unit activity of inhaled or ingested radionuclides. The guidelines were derived to be
consistent with current federal radiation protection guidance. The guidelines are intended to
serve as the basis for setting upper bounds on the inhalation and ingestion of, and submersion
in, radioactive materials in the workplace. The guidance also includes tables of exposure-to-
dose conversion factors for general use in assessing average individual committed doses in
any population adequately characterized by “Reference Man” (ICRP 1975).
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Analyte List

CAS Number

6.00E-02

Accnaphthene 83-32-9 1.30E-01 Liver toxicity |
Acenaphthylene 208-96-8 1.30E-01 - Liver toxicity [
Acelone 67-64-1 9.00E-01 1.00E-01 ' Kidney toxicity 1
Acrolein 107-02-8 5.00E-04 2.00E-05 I 5.71E-06 I 1.00E-01 Decreased survival 1
Acrvlonitrile 107-13-1 1.00E-03 2.00E-03 I 5.71E-04 1 1.00E-01 Nasal respiratory epithelium; mucous secreting cells l
Alachlor 15972-60-8 1.00E-02 t.00E-0I Blood I
Aldicarb 116-06-3 1.00E-03 1.00E-0! ACheiand acetylcholinesterase inhibition 1
Aldicarb sulfone 1646-88-4 1.00E-03 1.00E-0l Brain ChE inhibition I
Aldicarb sulfoxide 1646-87-3 1.00E-01

Aldrin 309-00-2 3.00E-05 i 1.00E-01 Liver toxicity I
Aluminum 7429-90-5 1.OOE+00 350E-03 | p | 1.00E03 | P Bone A
Amimonium (as ammonia) 76064-41-7 1.00E-01 I 2.86E-02 . Increase of rhinitis and pneumonia with respiratory lesions I
Anlhraccnc 120-12-7 3.00E-01 1.30E-0l No observed effects |
Antimony 7440-36-0 4.00E-04 Longevity, blood glucose, and cholesterol 1
Aroclor 1016 12674-11-2 7.00E-05 1.40E-01 Reduced binl;weights I
Aroclor 1221 11104-28-2 1.40E-01

Aroclor 1232 11141-16-5 1.40E-01

Aroclor 1242 53469-21-9 1 40E-01

Aroclor 1248 12672-29-6 1.40E-0!

Aroclor 1254 11097-69-1 2.00E-05 1.40E-01 Eyes, finger and toe nails; decreased antibodies I
Aroclor 1260 11096-82-5 1.40E-0!

Arsenic 7440-38-2 3.00E-04 3.0QE-02 Hyperpigmentation, keratosis and vascular comblications I
Atrazine 1912-24-9 3.50E-02 1.00E-01 Decreased body weight, cardiac toxicity 1
Barium 7440-39-3 7.00E-02 5.00E-04 A 143E-04 | A Increased kidney weight. I
Benzene 71-43-2 4.00E-03 3.00E-02 | 8.57E-03 | Decreased lymphocyte count 1
Benzidine 92-87-5 3.00E-03 1.00E-0l

Bcn?:o(a)anlhracenc 56-55-3 1.30E-01
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Abnalbyle List CAS Number ‘j ’j\ ) =
Benzo(a)pyrene 50-32-8 . . 1.30E-01
Benzo(b)fluoranthene . 205-99-2 1.30E-01
Benzo(g.h,i)perylene 191-24-2 1.30E-01 -
Benzo(k)luoranthene 207-08-9 1.30E-01
Benzoic Acid (at pH 7) 65-85-0 4.00E+00 ] . 1.00E-01 No adverse effects observed I
Benzyl Alcohol 100-51-6 3.00E-0i H | 1.00E-01 ‘ Stomach, epithelial hyperplasia
Beryllium 7440-41-7 2.00E-03 I 2.00E-05 1 5.71E-06 1 - Small intestines, ltjngs . |
bis(2-chloroethylether 111-44-4 L - 1.00E-01 Decreased hemoglobin/ erythrocyte destruction 1
bis(2-chloroisopropyl)ether 108-60-1 4.00E-02 1 ' 1.00E-01 - Decreased hemoglobin/ erythrocyte destruction I
bis(2-ethylhexyl)phthalate 117-81-7 2.00E-02 1 1.00E-01 Increased liver weight I
= | Boron 7440-42-8 9.00E-02 1 ) 5A70\E-03 H Testicular atrophy, spermatogenic arrest I
Bromodichloromethane 75-27-4 2.00E-02 I 1.00E-01 Liver and kidneys - A
Bromoform - 75-25-2 2.00E-02 1 1.00E-01 Liver 1
Broimomethane (methyl bromide) 74-83-9 1.40E-03 | 5.00E-03 .| 1 1.43E-03 I 1.00E-01 Forestomach, lesions of the olfactory epithelium I
2-Butanone (inethyl ethyl ketone) 78-93-3 6.00E-01 I 5.00E+00 1 1.43E+00 I 1.00E-01 Decreased birthweight, skeletal variations |
Butylbenzyiphthalate 85-68-7 2.00E-01 I 1.00E-0! Increased liver-to-body and liver-to-brain weight ratios I
Cadimium (food) 7440-43-9 1.00E-03 | 1 | 200E-04 | p | 570E-05 | P | 100E-03 Proteinuria I
Cadmium (water) . 7440-43-9 5.00E-04 1 2.00E-04 P 5.70E-05 P Proteinuria . 1
Carbazole 86-74-8 1.00E-O!
Carbofuran 1563-66-2 5.00E-03 1 1.00E-01 Cholinesterase inhibition, and testicular and uterine effects |
Carbon disulfide 75-15-0 1.00E-01 1 7.00E-01 1" | 2.00E-01 1 1.00E-01 Fetal toxicity/malformations/ne.rvous system dysfunction I
Curbon tetrachloride 56-23-5 7.00E-04 1 2.00E-03 P | 571E-04 p 1.00E-01 . Liver lesions ) I
Chlordane-alpha 5103-71-9 5.00E-04 la 7.00E-04 la | 200E-04 | la | 4.00E-02 Hepatic necrosis I
Chlordane-beta 5103-74-2 5.00E-04 la 7.00E-04 la [ 2.00E-04 | la | 4.00E-02 Hepatic necrosis 1
Chlordane-gamma 12789-03-6 5.00é-04 la 7.00E-04 la { 2.00E-04 | la | 4.00E-02 Hepatic necrosis I
4-Chloroaniline 106-47-8 4.00E-03 N 1.00E-01 Nonneoplastic lesions of splenic capsule ‘ I
Chlorobenzene 108-90-7 2.00E-02 | 5.95E-02 P 1.70E-02 P |.00E-01 Histopathologic changes in liver 1
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Chloroethane (cthyl chloride) 75-00-3 4.00E-01 P 1.00E+01 | 2.86E+00 t | 1.00E-01 Delayed fetal ossification |

Chloroform 67-66-3 1.00E-02 1 4.90E-02 P 1.40E-02 P 1.00E-01 . Fatty cyst formation in the liver and elevated SGPT 1

Chloromethane (methyt chloride) 74-87-3 9.00E-02 I 2.57E-02 I 1.00E-01 . Cerebellar lesions 1

4-Chloro-3-methylphenol 59-50-7 1.00E-01

2-Chloronaphthalene 91-58-7 8.00E-02 I - \ 1.00E-01 Dyspnea, abnormal appearance, liver enlargement I

2-Chlorophenol 95-57-8 5.00E-03 I ‘ 1.00E-01 Reproductive effects 1

Chiorpyrifos 2921-88-2 3.00E-03 I 1.00E-01 Decreased plasma ChE 1

Chromium [l 16065-83-1 1.50E+00 I » No effects observed 1
7 Chromium VI 18540-29-9 3.00E-03 1 1 00E-04 I 2.86E-05 ' I : __Nasal septum atrophy I

Chrysene 218-01-9 1.30E-Ot

Cobalt 7440-48-4 2.00E-02 P "~ | 5.70E-06 P Lung and heart effects A

Copper 7440-50-8 4.00E-02 H Liver and kidney damage A

Cvanide 57-12-5 2.00E-02 1 ~ Weight loss, thyroid effects and myelin degeneration I

Cyclohexane 110-82-7 6.00E+00 | 1 1.71E+00 | 1.00E-01 . Developmental effects 1

4.4-DDD 72-54-8 3.00E-02

4,4-DDE 72-55-9 ' ' 3.00E-02

44-DDT 50-29-3 S.00E-04 | 1 ‘ 3.00E-02 | . Liver lesions I

Dalapon 75-99-0 3.00E-02 ! 1.00E-01 Kidney effects ) A

Deineton 8065-48-3 4.00E-05 I 1.00E-0! Brain, optic nerve 1

Dibenzo(a.hjanthracene 53-70-3 - - 1.30E-01 '

Dibenzofuran -132-64-9 2.00E-03 P |.00E-O!l Kidney lesions

Dibromochloromethane 124-48-1 2.00E-02 1 1.00E-01 Hepatic lesions i

1,2-Dibromo-3-chloropropane 96-12-8 2.00E-04 1 5.71E-05 I 1.00E-01 Testicular effects 1
_ Dicamba 1918-00-9 3.00E-02 1 1.00E-01i Maternal and fetal toxicity 1

1,2-Dichlorobenzene (o0-) 95-50-1 9.00E-02 I 1.40E-01 H 4.00E-02 H 1.00E-01 No adverse effects observed, decreased weight gain I

I.3-Dichlorobenzene 541-73-1 3.00E-02 P t .00E-01 )

1,4-Dichlorobenzene (p-) 106-46-7 3.00E-02 P 8.00E-01 | 1 2.29E-01 | 1 .00E-01 Increased liver weights [’
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3.3-Dichlorobenzidine 91-94-1 1.00E-01

Dichlorodifluoromethane 75-71-8 2.00E-01 I 5.00E-02 | A 1.00E-01 |. Decreased body weight I

1.1-Dichloroethane 75-34-3 1.00E-01l H 1 .40E-01 A 1.00E-O1

1 ,2-Dich|(n‘dcllmne 107-06-2 2.00E-02 P 5.00E-03 P 1.40E-03 P 1.00E-0!

I.1-Dichloroethene 75-35-4 5.00E-02 I 2.00E-01 li. S7LE-Q2 1 1.00E-01 ) Liver toxicity I

[.1-Dichloroethence” 75-35-4 5.00E-02 I 5.00E-03 S 1.43E-02 S 1.00E-01 Liver toxicity

I .2-Dichloroethene (total) 540-59-0 9.00E-03 H 1.00E-01 Liver, kidneys, and lungs ' A

2.4-Dichlorophenol 120-83-2 3.00E-03 | 1.00E-01 Decreased delayed hypersensitivity response I

Dic:hlorophcnoxyacelic acid (2.4-D) 94-75-7 1.00E-02 1 5.00E-02 Hematologic, hepatic and renal toxicity 1

4-(2,4-Dichlorophenoxy) butyric acid

(2,4-DB) 94-82-6 8.00E-03 I 1.00E-01 Internal hemorrhages 1

1,2-Dichloropropane 78-87-5 4.00E-03 1 1.14E-03 1 1.00E-01 Hyperplasia of the nasal mucosa 1

1.3-Dichloropropene 542-75-6 3.00E-02. | 2.00E-02 I 5.71E-03 I 1.00E-01 Hypertrophy/hyperplasia of the nasal epithelium !

cis-1,3-Dichloropropene 10061-01-5 3.00E-02 b 2.00E-02 b | 571E-03 | Ib 1.00E-01 Hypertrophy/hyperplasia of the nasal epithelium

wans-1.3-Dichloropropene 10061-02-6 3.00E-02 b 2.00E-02 [ Ib | 5.71E-03 Ib 1.00E-01 Hypertrophy/hyperplasia of the nasal epithelium

Dieldrin 60-57-1 5.00E-05 l 1.00E-01 Liver lesions : 1
| Diethyl cther 60-29-7 2.00E-01 I 1.00E-01 Decreased body weight 1

Di(2-ethylhexvhadipate 103-23-1 6.00E-01 1| 1.00E-01 Changes in body and liver weight I

Diethylphthalate 84-66-2 8.00E-0I 1 ] 1.00E-01 Decreased growth, food consumption, and organ weights I

Dimethoate 60-51-5 2.00E-04 | 1.00E-01 Brain : 1

2.4-Dimethylphenol 105-67-9 2.00E-02 1 1.00E-01 Lethargy, pros(}alion, ataxia, and liver changes 1

Dimethylphthalate 131-11-3 1.00E+01 W 1.00E-01

Di-n-butylphthalate . 84-74-2 1.00E-01 I : 1.00E-01 Increased mortality ' I

4.6-Dinitro-2-methylphenol (4,6-dinitro- ' :

o-cresol) 534-52-1 1.00E-04 P 1.00E-01 . Eye

2.4-Dinitrophenol 51-28-5 2.00E-03 1 1.00E-01 - Cataract formation 1

2.4-Dinitrotoluene 121-14-2 2.00E-03 | 1.00E-01 | 'Neurotoxicity, Heinz bodies and biliary tract hyperplasia 1

2,6-Dinitrotoluene 606-20-2 1.00E-03 H 1.00E-01 Whole body, mortality

Di-n-octylphthalate 117-84-0 4.00E-02 P 1.00E-01
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’ _ e ' Enhalation | - |- Inhalatio :
Analyte List : "CAS Number: : ) RIC
Dinoseb 88-85-7 1 .00E-03 1 I.OOE»Oi Decreased fetal weight I
1.4-Dioxane . 123-91-1 3.00E-02
: 3.00E-02

Dioxin (2.3.7.8-TCDD) 1746-01-6
“1,2-Diphenvlhydrazine 122-66-7  ° 1.00E-01

Diquat 85-00-7 2.20E-03 [ 1.00E-0t Minimal lens opacity and cataracts 1
Endosulfan | 959-98-8 6.00E-03 Ic | . 1.00E-01 Reduced body weight and neurologic findings

Endosulfan 1l 33213-65-9 6.00E-03 Ic 1.00E-01 Reduced body weight and neurologic findings

Endosulfan sulfate 1031-07-8 6.00E-03 Ic - 1.00E-01 Reduced body weight and neurologic findings

Endosulfan (technical) 115-29-7 6.00E-03 1 1.00E-01 Reduced body weight and neurologic findings I
Endrin (technical) 72-20-8 3.00E-04 1 . 1.00E-01 Lesions in liver, occasional convulsions 1
Endrin aldehyde 7421-93-4 3.00E-04 Id 1.00E-01 Lesions in liver, occasional convulsions

Endrin ketone 53494-70-5 3.00E-04 Id 1.00E-01 Lesions in liver, occasional convulsions

Ethyl acetate 141-78-6 9.00E-01 I ) 1.00E-01 . Mortality 1
Ethvibenzene 100-41-4 1.00E-01 I 1.00E+00 | 2.86E-01 1 1.00E-01 Liver and kidney toxicity 1
Evlhylcnc dibromide [1,2-Dibromoethane] 106-93-4 2.00E-04 H 5.70E-05 H 1.30E-01 Sperm

Fluoranthene 206-44-0 4.00E-02 I - 1.00E-0! Kidneys/liver 1
Fluorene 86-73-7 4.00E-02 I 1.30E-01 Blood |
Fluoride (as fluorne) 7782-41-4 6.00E-02 I ' 1.00E-01 Objectionable dental fluorosis, a cosmetic effect 1
Glyphosate 1071-83-6 .00E-01 1 1.00E-01 Increased incidence of renal tubular dilation I
Guihion 86-50-0 [ .0OE-01 ]

Heprachlor 76-44-8 5.00E-04 1 . 1.00E-01 Increased liver weight I
Hepiachlor epoxide 1024-57-3 1.30E-05 I 1.00E-Ol Increased liver weight |
Hexachlorobenzene 118-74-1 8.00E-04 | 1.00E-01 Liver effects 1
chnchlor'obulmlienc 87-68-3 2.00E-04 H 4.00E-02 Kidney and liver damage A
Hexachlorocyclohexane, alpha 319-84-6 - 4.00E-02

Hexachlorocyclohexane, beta ‘ 319-85-7 4.00E-02

Hexachlorocyclohexane, delta 319-86-8 . 4.00E-02
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chachIoroc_\,'clohc,\'anc. gamma :
(Lindane) 58-89-9 3.00E-04 4.00E-02 Liver and kidney toxicity [
Hexachlorocyclohexane (technical) 608-73-1 1.00E-01
Hexachlorocyclopentadiene 77-47-4 6.00E-03 2.00E-04 5. 71E-05 1.00E-01 Irritation and inflammation 1
: 3.00E-02
Hexachlorodibenzo-p-dioxin (mix) 34465-46-8
3.00E-02
1.2.3,6,7,8-Hexachlorodibenzo-p-dioxin 57653-85-7
3.00E-02
1,2.3.7.8 9-Hexuchlorodibenzo-p-dioxin 19408-74-3
- Hexachloroethane 67-72-1 1.00E-03 1.00E-01 Atrophy and degeneration of the renal wbules I
Indeno(1.2.3-cd)pyrene 193-39-5 1.30E-01
tron 7439-89-6 3.00E-01 1.00E-0!
Isobuiyl alcohol 78-83-1 3.00E-01 1.00E-01 Hypoactivity and ataxia 1
Isophorone 78-59-1 2.00E-01 1.00E-01 No observed effects I
Isopropylbenzene (cumene) 98-82-8 1.00E-0l 4.00E-01 1.14E-01 1.00E-01 Kidneys 1
Lead 7439-92-1
Lithium 7439-93-2 2.00E-02
Manganese (food) 7439-96-5 1.40E-01 5.00E-05 1.43E-05 CNS effects 1
Mercury 7439-97-6 3.00E-03 3.00E-04 8.57E-05 CNS effects 1
Methoxychlor 72-43-5 S.00E-03 1.00E-01 Increase in loss of litters I
2-Methyl-4-chlorophenoxyacetic acid
(MCPA) 94-74-6 5.00E-04 1.00E-01 Liver and kidneys 1
2-(2-Methyl-4-chlorophenoxy) propionic
acid (MCPP) 93-65-2 1.00E-03 1.00E-01 Kidneys I
Methylene chloride (dichloromethane) 75-09-2 6.00E-02 3.00E+00 8.57E-01 1.00E-01 Liver toxicity I
Methyl methacrylate 80-62-6 1.40E+00 7.00E-01 2.00E-01 1.00E-01 Olfactory epithelium I
2-Methylnaphthalene 91-57-6 4.00E-03 1.00E-01 Ear function I
4-Methyl-2-pentanone (methyl isobutyl Reduced fetal body weight/skeletal variations/increased fetal
ketone) 108-10-1 . 3.00E+00 8.57E-01 1.00E-01 death |
2-Methylphenol (o-cresol) 95-48-7 5.00E-02 ) 1.00E-01 Decreased body weights and neurotoxicity I
4-Methylphenol (p-cresol) 106-44-5 5.00E-03 1.00E-01
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Analyte List |- CAS Number ('f";‘;('g"ﬁ) | mees (,f‘g‘/ﬁg.- Soirce
) ) - day)’ -
Methy! tert-butvl ether 1634-04-4 3.00E+00 8.57E-01 1.00E-01 Liver and kidne)é |
Mirex 2385-85-5 2.00E-04 I 1.00E-01 Liver, thyroid I
Molybdenum 7439-98-7 5.00E-03 1 1.00E-01 Increased uric acid levels 1
Naphthalene 91-20-3 2.00E-02 1 3.00E-03 8.57E-04 1.30E-01 Decreased terminal body weight/nasal effects )
Nickel (soluble) 7440-02-0 2.00E-02 1 ‘ 1.00E-0t Decreased body and organ weights ‘l
Nitrate 14797-55-8 1.60E+00 1 Methemoglobinemia I
Nitrite 14797-65-0 1.00E-01 1 ) Methemoglobinemia 1
2-Nitroaniline 88-74-4 3.00E-03 P 1.05E-04 3.00E-05 1.00E-01 Blood, methemoglobinemia OR
4-Nitroanaline 100-01-6 3.00E-03 p | 350E-03 1.00E-03 Spleen OR
Nitrobenzene 98-95-3 5.00E-04 1 | 210E-03 6.00E-04 1.00E-01 Liver, adrenal, kidney lesions i
2-Nitrophenol 88-75-5 1.00E-01
4-Nitrophenol 100-02-7 8.00E-03 P 1.00E-01
N-Nitroso-di-n-butytamine 924-16-3 1.00E-01
N-Nilrosodiclhylaminc 55-18-5 1.00E-O1 OR
N-Nitrosodimethylamine 62-75-9 8.00E-06 1.00E-01 Liver effects A
N-Nitrosodiphenylamine - 86-30-6 2.00E-02 1.00E-01 Eye, corneal opacity
N~Nilrosodi—N-propylmniné 621-64-7 ‘ 1.00E-01
N-Nitrosopyrrolidine 930-55-2 1.00E-01
p-Nirotoluene 99-99-0 1.00E-02 P 1.00E-0Ot Spleen, lesions OR
Octahydro-1,3.5.7-tetranitro-1,3,5,7-
tetrazocine (HMX) 2691-41-0 5.00E-02 1 1.00E-01 Liver |
Oxamyl (vvdate) 23135-22-0 2.50E-02 1 1.00E-01 Decreased body weight gain and food consumption I
Parathion 56-38-2 6.00E-03 H 1.00E-01 Decreased cholinesterase OR
Pentachlorobenzene 608-93-5 8.40E-04 I 2.50E-01 Liver and kidney tokicity 1
Pentachlorophenol 87-86-5 3.00E-02 | 1.30E-01 Liver and kidneys |
Phenanthrene 85-01-8 1.00E-01
Phenol 108-95-2 3.00E-01 1 1.30E-01 Decreased maternal weight gain 1
Picloram 1918-02-1 7.00E-02 I 1.30E-01 Increased liver weights 1

58




1%

Final Comprehensive Risk Assessment Work Plan and Methodology

September 2005
Revision 1

Table 5.4 Noncarcinogenic Reference Values, Target Organs and Effects
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Analyte List CAS Number (r:?gr/zll\lgl-{gz[a)v) o R, - Al:::)c:u;n . Source

Pyrene 129-00-0 3.00E-02 | 1.30E-01 Kidneys 1
Selenium 7782-49-2 5.00E-03 1 N ' Selénosis I
Silver 7440-22-4 . 5.00E-O3 I Argyria 1
Simazine 122-34-9 5.00E-03 I Reduced weight; Liver changes in females I
Strontium 7440-24-6 6.00E-01 I Rachitic bone 1
Styrene 100-42-5 2.00E-0! 1 1.00E+00 I 2.86E-01 1.00E-0! Red blood cell, liver, and CNS effects I
Sulfide 18496-25-8 '
1.2.4.5-Tetrachlorobenzene 95-94-3 3.00E-04 I 1.00E-01 Kidﬁey lesions I
1.1.1.2-Tetrachloroethane 630-20-6 3.00E-02 [ 1.00E-01 Liver and kidnéys |
1.1.2.2-Tetrachlorocthane 79-34-5 6.00E-02 P 1.00E-0l Liver, vacuolization OR
Tetrachloroethene 127-18-4 1.00E-02 I 4.90E-01 P 1.40E-01 1.00E-Ol Liver toxicity, weight gain I
2.3 4,6-Teuachlorophenol 58-90-2 3.00E-02 1 1.00E-0l Liver I
Thailium 7440-28-0 7.00E-05 1 Nervous system effects A
Tin 7440-31-5 6.00E-01 H Liver lesions OR
Titanium 7440-32-6 400E+00 | P | 30IE-02 | p | §60E-03
Toluene 108-88-3 2.00E-0! I 4.00E-01 | 1.14E-01 1.00E-01 Liver and kidney weights, nasal epithelium, CNS effects 1
Toxaphene 8001-35-2 1.00E-01
I.2.4-Trichlorobenzene 120-82-1 1.00E-02 | 3.50E-03 P 1.00E-03 1.00E-01 Increased adrenal weights; vacuolization in the cortex |
1.1.1-Trichloroethane 71-55-6 2.80E-01 p [ 22IE+00 | p | 6.30E-01 1.00E-0t
l.I.'_’»Tl‘ic|1l()1‘<)cil1al1e 79-00-5 4.00E-03 | 1.00E-01 Changed serum chemistry 1
Trichloroethene 79-01-6 3.00E-04 P 1.00E-01 CNS, liver, endocrine system, fetus OR
Trichloroethene” 79-01-6 3.00E-04 p | 350E-02 | p | |00E-02 1.00E-01 CNS, liver, endocrine system, fetus OR
Trichlorofluoromethane 75-69-4 3.00E-01 i | 7OCE-01 | A | 200E-0I {.O0E-0I Histopathology 1
2.4,5-Trichlorophenol 95-95-4 1.00E-01 | 1.00E-01 Liver and kidneys I
2.4.6-Trichlorophenol 88-06-2 ' 1.00E-0!1
Tri;:hIorophcnox\'proprionic acid 93-72-1 8.00E-03 | 1.00E-01 Liver 1
1.2.3-Trichloropropane 96-18-4 6.00E-03 | 1.40E-03 1.00E-01 Blood I
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T Garres | | whatation |- | fehatatios .
Analyte List CAS Number |- (mgr‘/-‘:(.é;da.-y).} |- REC @ g/ké‘: et
o R N :.;b,(mg/“?:)._ ' day) . o
V.E.2-Trichloro-1,2.2-uiltuorvethane 76-13-1 3.00E-01 I 8.60E+00 1.00E-01 Psychomdlor impairment |
2.4.6-Trinivowluene 118-96-7 5.00E-04 I 1.00E-01 Liver 1
Uranium (soluble sal(sj 7440-61-1 3.00E-03 I Moderate ephrotoxicity 1
Vanadium 7440-62-2 1.00E-03 P Decreased hair cystine OR
Vinyl acetate 108-05-4 1.00E+00 H 2.00E-01 5.71E-02 1.00E-01 Nasal epithelial lesions I
Viny! chloride 75-01-4 3.00E-03 1 1.00E-O! 2.86E-02 1.00E-01 Liver cell polymorphism I
Nvlene (total) 1330-20-7 2.00E-01 i 1.00E-01 2.86E-02 1.00E-01 : Decreased body weight/increased mortality/CNS effects I
v p—XvIeﬁc : 106-42-3 2.00E-01 1 1.00E-01 5.71E-02 1.00E-01 Decreased body weight/increased mortality/CNS effects 1
m-p-Xylene - 136777-61-2 - 2.00E-01 1 1.00E-0! 5.71E-02 1.00E-01 Decreased body weight/increased mortality/CNS effects 1
m-,\;_\,'lcnc 108-38-3 2.00E-0I 1 | 1.00E-0I 5.71E-02 1.00E-01 Decreased body weight/increased mortality/CNS effects I
0-Xylene 95-47-6 2.00E-01 | 1.00E-Ol S.71E-02 1.00E-01 Decreased body weight/increased mortality/CNS effects I
_Zinc 7440466-6 3.00E-01 1 Decrease in ESOD concentration 1
Notes: _
a = Dermal ABS from EPA 2001.

b = Values recommiended by CDPHE, PRGs calculated with these values will be used for screening of COCs.

I = IRIS (EPA 2004) H =HEAST (EPA 1997) A = HEAST Alternate W = Withdrawn from IRIS or HEAST

P = EPA-NCEA provisional value (EPA 2003)

El = 1992 NCEA values recommended by EPA Region 8.

/

O = EPA Region 3 PRGs (EPA 2003), source not cited

S = CDPHE value

la = Values given are for Chlordane (CAS no. 12789-03-6).

Ib = Values given are for I,3-Dichloropropene (CAS no. 542-75-6).

lc = Value is for Endosulfan (technical)

Id= Endrin was used as a surrogate.

ESOD = Erythrocyte superoxide dismutase
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The dose coefficients for external exposure to radionuclides distributed in air, water, and soil
will be tabulated in accordance with Federal Guidance Reports Nos. 11 and 12 (EPA 1988,
1993). The dose coefficients are based on dosimetric methodologies and include the results
of calculations of the energy and angular distributions of the radiations incident upon the
body and transport of these radiations within the body. Particular effort was devoted to
expanding the information available for the assessment of the radiation dose from
radionuclides distributed on or below the ground surface.

Dose coefficients for external exposure relate the doses to organs and tissues to the
concentrations of radionuclides in environmental media. This is referred to as “external
exposure,” because the radiations arise outside the body. Intakes of radionuclides may also
be by inhalation or ingestion, where the radiations are emitted inside the body. In either case,
the dosimetric quantities of interest are the radiation dose received by the more radiosensitive
organs and tissues of the body. Radiations of concern for external exposures are those that
are sufficiently penetrating to traverse the overlying tissues of the body and deposit ionizing

energy in radiosensitive organs and tissues. Penetrating radiations are limited to photons,

including bremsstrahlung, and electrons. The radiation dose depends on the temporal and
spatial distributions of the radionuclide to which a human is exposed. The mode considered
for the CRA for external exposure is exposure to contamination on or in the ground.

6.0 HUMAN HEALTH RISK CHARACTERIZATION

Actions: Characterize risks for the CRA for two receptors:

Risk to an on-site WRW will be assessed based on exposure to COCs developed on

the basis of the EUs, as discussed in Section 4.2.
Risk to an on-site WRYV will be assessed based on exposure to COCs developed on
the basis of the same EUs. ‘

To characterize risks, the chemical-specific intakes calculated in the exposure assessment are
multiplied by the applicable chemical-specific dose-response factors to compute estimates of
the cancer risk for an individual over a lifetime of exposure. Alternately, the intakes are
compared with RfDs (chronic, subchronic, or acute) for noncarcinogenic health effects. The
nature, WOE, and magnitude of uncertainty for the potential critical health effects are
considered. The process of quantifying health risks includes the following:

. Calculating and characterizing carcinogenic effects for each applicable COC,
receptor, pathway, and exposure scenario, using both Tier 1 and Tier 2 EPCs;

. Calculating and characterizing noncarcinogenic effects for each COC, receptor,
pathway, and exposure scenario, using both Tier 1 and Tier 2 EPCs;

«  Calculating and characterizing the dermal exposure effects;

. Calculating and characterizing radiation dose for each radionuclide COC, receptor,
pathway, and exposure scenario, using both Tier | and Tier 2 EPCs; and

. Conducting qualitative (or quantitative, if necessary) uncertainty analysis.
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6.1 Calculating and Characterizing Carcinogenic Effects
The following calculation will be used to determine carcinogenic effects by obtaining
numeric estimates (that is, unitless probabilities) of lifetime cancer risks:

Risk = Intake x CSF (Equation 6-1)
Where:
Risk = potential lifetime excess cancer risk (unitless probability)
Intake = chronic daily lifetime intake {(mg/kg-day or pCi) from equations in Table 4.7
CSF = cancer slope factor ([mg/kg-day]™ or pCi™") |

CSFs will be used as provided in IRIS (EPA 2004a). Inhalation and oral ingestion CSFs are
used with their respective inhalation and ingestion intakes to estimate potential carcinogenic
health risks. The CSFs used are presented and discussed in the toxicity assessment (Section
5.1).

Risks calculated for each COC are summed to estimate a_total chemical cancer risk (Risk 7.)
and a total radionuclide cancer risk (Risk 7,), using the following equations:

Risk 7. = 2 Risk ;. (Equation 6-2)
Risk 1. = 2 Risk ;, (Equation 6-3)
Where:
Risk 7. = total chemical cancer risk (unitless probability) :
Risk ,, = risk estimate for the ith chemical contaminant (unitless probability)
Risk 7, = total radionuclide cancer risk (unitless probability) '
Risk ;, = risk estimate for the i radionuclide contaminant (unitless probability)

These equations are an approximation of thé precise equation for combining risks to account
for the probability of the same individual developing cancer as a consequence of exposure to
two or more carcinogens. The difference between the precise equation and this
approximation is negligible for total cancer risks less than 0.1 (10™"). The risk summation
assurmes independence of action by the compounds (that is, no synergistic or antagonistic
actions). The limitations of this approach include conservative risk estimates due to the use
of multiple upper-bound estimates of CSFs, increased uncertainty when adding potential
carcinogenic risk across WOE cancer classes (A through C), and uncertainty due to possible
interactions among carcinogens.

A table of risks for each exposure scenario will be presented to show contaminant- and
pathway-specific risk, with contaminants presented by rows and pathways presented by
columns. Risks will be subtotaled across pathways for each contaminant.

A total carcinogenic risk will also be summed separately for chemicals and radionuclides
across WOE classifications as an aid in the discussion of the uncertainty of the estimates. In
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accordance with EPA (1989) gundance only one significant digit is retained when
summarizing calculated risks.

The CRA is an assessment of the human health and ecological risks from residual
contamination. The pathways and contaminants driving the risk will be noted and
accompanied by a discussion of any qualifying information.

In addition to presenting the incremental cancer risks due to contaminants at the Site,
perspective may be provided by giving examples of typical background sources of risk, such

“as for arsenic or uranium. The text will note assumptions associated with the calculations,
and discuss the importance of background risks associated with each exposure scenario. The
CRA summary section will present risks for each scenario.

6;2~ Calculating and Characterizing Noncarcinogenic Effects

Health risks associated with exposure to individual noncarcinogenic compounds are
determined by calculating HQs and HIs. The noncarcinogenic HQ is the ratio of the intake .
or exposure level to the RfD, as follows:

HQ; = Intake; /RfD; (Equation 6-4)
Where: ' ‘
HQ; = noncarcinogenic HQ for ith substance
Intake; = intake for ith substance (mg/kg-day) for appropriate exposure period
RfD; = RfD for i" substance (mg/kg-day) for appropriate exposure duration

Inhalation and oral ingestion RfDs are used with their respective inhalation and ingestion
intakes to estimate potential noncarcinogenic health effects. Intake and RfD are expressed in
the same units and represent the same exposure period. The RfDs used are presented and
discussed in the toxicity assessment of the CRA. COCs that have been determined to have
subchronic (2-week to 7-year exposure) or acute (less than 2-week exposure) effects in the
toxicity assessment will be characterized using subchronic or acute RfDs, or other dose-
response information, as available. :

HIs are the summed HQs for each chemical across an exposure pathway. An HI is calculated
using the following equation:

Hl,, = ZHQi(Equation 6-5)

Where:
Hi,, = HI for an exposure pathway (unitless)
HQ; =  HQ for the i" COC (unitless)

The Hl,,, values are not statistical probabilities of a potential effect. If the Hl, exceeds one,
there is a concern for potential noncarcinogenic health effects. In general, the greater the HI
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above one, the greater the level of concern. However, the level of concern does not increase
linearly as the HI approaches or exceeds one.

Noncarcinogenic effects will be presented in the CRA tables similar to those used in the
presentation of carcinogenic risk. Each table will show contaminant- and pathway-specific
effects with contaminants presented in rows, and pathways presented by columns. -HIws will
be subtotaled across pathways to develop an HI for the exposure scenario (Hl), assuming
the same individuals would consistently be exposed to more than one pathway for each
contaminant. _ ‘

HQ;s approaching or exceeding one will be segregated and summed by mode of action or
target organ to calculate the total HI by target organ (HI,,). A total HI,, will also be summed
across all pathways and contaminants for a specific receptor scenario. Both of these
procedures are approximations of Hl,,. One significant digit is retained when summarizing
the calculated indices.

The CRA will discuss HQs and HIs that exceed one. ‘Factors such as uncertainty inherent in
the RfD(s), mode(s) of action, target organ(s), and severity of health effect(s) will be
discussed. The pathways and contaminants driving the risk will be noted and discussed. A
summary table presenting HI. subtotals for all scenarios will be created for presentation in
the CRA risk summary section. This may include placing the results for each scenario in
rows, and providing information on HlIs, dominant COCs, and dominant pathways in
columns. )

6.3 Calculating and Characterizing the Dermal Exposure Effects

As discussed in the toxicity assessment (Section 5.0), evaluation and assessment of risks for
the dermal route are based on absorbed dose as opposed to the administered dose for other
routes (EPA 2001b). The dermally absorbed dose (DAD) must be calculated separately as
follows, and the toxicity factors adjusted according to estimated gastrointestinal absorption in
critical studies:

DAD = DA,vens x EF x ED x EV X SA~ (Equation 6-6)
BW x AT
Where:
AT = averaging tiﬁ]@;
BW =  body weight;
ED =  exposure duration
EF =  exposure frequency;
EV =  event frequency;
SA = surface are; and
DAgpe,,, = Csoil x CF x AF x ABSd
Where:
ABS, = dermal absorption fraction;
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AF = adherence factor of soil to skin;
Coitl . = concentration of COC 1n soil and
CF = conversion factor (10 kilograms per milligram [kg/mg])
The cancer ri;sk or HI for the pathway is calculated using the fol]owing.equation:

Dermal cancer risk = DAD x SF 4, (Equation 6-7)
Where: | |
DAD = dermally absorbed dose (mg/kg-day)
SF b5 = absorbed CSF (mg/kg-day)’
The noncarcinogenic health hazard is calculated in a similar way:

Dermal HQ = DAD / RfD s (Equation 6-8)

Where:
RfDys = absorbed RfD (mg/kg-day)

The carcinogenic risk or HI for the dermal pathway is then presented with the estimates from
the other pathways. The estimates for all pathways are subsequently summed, as discussed in
Sections 6.1 and 6.2.

6.4 Calculating and Characterizing Radiation Dose

Radiation dose will be calculated using the methodology outlined in the Task 3 Report (EPA
et al. 2002). The Residual Radioactivity Computer Code (RESRAD) model (version 6.0) and
point-estimate parameter values for exposure variables from the Task 3 Report will be used
in dose simulations for the WRW and WRV. The method for calculating radiation dose
using the RESRAD program is documented in the Task 3 Report. -

Radiation dose will be calculated based on effective dose (hereafter, “dose”), an estimate of

damage to the body from ionizing radiation. The dose-based calculations will be performed

using the equations and variables in the RESRAD computer model (DOE 2003b). RESRAD
calculates radiation dose based on an annual exposure. The amount of exposure is multiplied
by a dose conversion factor (DCF) to determine a predicted dose.

6.5 Conducting an Uncertainty Analysis

The uncertainty analysis characterizes the various sources and their contributions to
uncertainty in the CRA. These uncertainties are driven by uncertainty in the Site
investigation data, likelihood of hypothetical exposure scenarios, transport modes used to
estimate concentrations at receptor locations, receptor intake parameters, and toxicity values
used to characterize risk. Additionally, uncertainties are introduced in the risk assessment
when exposures to-several substances across multiple pathways are summed.
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The concept of uncertainty can be more fully defined by distinguishing between variability
and knowledge uncertainty. Variable parameters are those that reflect heterogeneity in a
well-characterized population, for which the distributions would not generally be narrowed
through further measurement or study. Certain parameters reflect a lack of information about
properties that are invariant and whose single, true value could be known exactly by the use
of a perfect measuring device. Where appropriate, qualitative uncertainty analysis may
distinguish between variability and uncertainty. This type of uncertainty analysis will
identify each key source of uncertainty, present an estimate of the relative impact of the
uncertainty on the CRA, and include any clarifying remarks.

7.0 ECOLOGICAL RISK ASSESSMENT

Scope: Develop and document the methodology for the ERA portion

of(thc CRA.

This section provides the methodology for the ERA in support of the CRA. The methodology
utilizes existing RFETS risk assessment methodologies (DOE 1996b, 1996¢) and more recent
EPA guidance on performing ERAs at Superfund sites (EPA 1997b, 1999, 2000c, 2001c¢).

Previous ERA efforts at RFETS include an ERA for the Woman and Walnut Creek
watersheds in the BZ. The results of the ERA are presented in the Draft Final Phase I RFI/RI
Report Appendix N, Woman Creek Priority Drainage Operable Unit No. 5 (DOE 1995b).
Hereafter, this ERA will be referred to as the Draft Watershed ERA. The Draft Watershed
ERA has not been approved or formally accepted by the regulatory agencies, and was based
on available data collected through 1995. However, available analytical and biological data
from the Draft Watershed ERA will be used, if appropriate, to augment the updated and
current comprehensive ERA effort.

An ERA has not been performed for areas within the [A. Buildings, parking lots, or other

~ developed areas formerly covered much of the IA and, as a result, the IA did not represent a
significant ecological resource. However, all buildings, structures, and parking lots are
currently being dismantled and removed. The reasonably anticipated future land use for the
IA will be part of a U.S. National Wildlife Refuge, and an ERA is needed to characterize the
potential exposure and ecological risk due to residual contamination in soil or other media.

An overview of the ERA portion of the CRA is shown on Figure 7.1. The CRA is intended
to document residual ecological risks following the ongoing accelerated actions at the Site.
The analysis will include two main phases. Data on ecological contaminants of interest
(ECOIls) in abiotic media from the Site will be compared to conservative ESLs that have
been developed for abiotic media and a range of representative ecological receptor types
(Appendix B). ECOIs are analytes that have been detected in abiotic media. The analysis
will be conducted using all Site data from previous investigations and confirmation sampling
from accelerated actions or supplemental data collection not related to accelerated actions.
The ESL comparisons will be used to identify ecological contaminants of potential concern
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(ECOPCs) for each receptor of concern (ROC) and EU and to map the locations where the
ESLs are exceeded. The terrestrial ecological analysis will be conducted for the same EUs as
defined for the HHRA and sitewide for wide ranging receptors. The aquatic ecological
analysis will be conducted on a watershed-specific basis using the AEU boundaries shown on
Figure 4.1b. Seven AEUs were identified including Rock Creek AEU, McKay Ditch AEU,
No Name Gulch AEU, North Walnut Creek AEU, South Walnut Creek AEU, Woman Creek
AEU, and Southeast AEU. Ponds and other limited reaches within the boundaries of an AEU
may also be assessed.

Risk will be characterized for the ECOPCs identified in the comparison of ECOIs to the
ESLs. The risk characterization will use additional lines of evidence as outlined on Figure
7.1 and will be completed in consultation with the regulatory agencies. Data gaps will be
addressed prior to the CRA in a DAR intended to identify areas where additional data are
needed to support the CRA.

ESLs are specific to the feeding guild being evaluated and the level of protectiveness
required. For vertebrate ROCs that are not considered to be of special status (rare or
threatened), ESLs represent exposures equal to the threshold ESL (tESL) when available.
The tESLs are based on the geometric mean between no observed adverse effect levels
(NOAELs) and lowest-observed adverse effect levels (LOAELSs) from chronic sublethal
endpoints. ESLs for the Preble’s meadow jumping mouse (PMJM) are more protective
because it is a rare species with legal protection over and above the typical receptor. ESLs
must be adequately conservative to provide screening-level protection on a subpopulation
level. PMJM ESLs are based on NOAELs. ESLs were developed for ECOIs which included
the analytes in RFCA Attachment 5, Table 3 (DOE et al. 1996 [as modified]) and other
analytes, as necessary. :

Data used for the ESL comparison process will be from abiotic media (surface and
subsurface soil, surface water, and sediments). For areas that may have undergone
accelerated actions, data will be from a combination of confirmation sampling and historical
sampling in areas where no removals have occurred. Additional data may also be collected
pending the results of the DAR. In addition, the ERA may use the results of Sitewide surface
water and groundwater transport modeling efforts to predict exposure of aquatic and
terrestrial species at points of potential discharge, such as hillside seeps (terrestrial) and
streams (terrestrial and aquatic)
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. ' Figure 7.1 Sequence of Activities for the ERA

Develop CRA Methodology
Sitewide Assessment Endpoints

Sitewide ECOPC ID Methods
PMJM Risk Analysis
Non-PMJM Risk Analysis
Uncertainty Assessment Methods

Perform CRA Data
Adequacy Assessment

e -

y
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A 4
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Perform
Targeted
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Screening Process (Figure 7.3)
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7.1  Use of Draft Watershed Ecological Risk Assessment in the Comprehensive Risk
Assessment -

Purpose: The results of the previously completed Draft Watershed

ERA will be used to support the current assessment of ecological risks
from residual contamination at the Site.

Conclusions and data from the Draft Watershed ERA will be important lines of evidence in
the risk characterization process. The Draft Watershed ERA represents a comprehensive
exposure and risk assessment conducted specifically for the RFI/RI process at RFETS. The
results will be used on several levels. For example, risk characterizations may include

-assumptions about the extent to which ECOPCs are accumulated from abiotic media to biota

in the food chain. The literature-based bioaccumulation factors (BAFs) used in developing
the ESLs are typically conservative and tend to overestimate the ECOPC concentrations in
forage and prey, which, in turn, tend to overestimate risk. BAFs are generally derived from
laboratory studies or studies at other sites, and the assumptions used in the ESL calculations
may not match the reality at the Site. The Draft Watershed ERA contains data on ECOPC
concentrations in biota throughout the active areas of the Site. These data were used in
exposure and risk calculations, eliminating the need for the use of BAFs because the actual
ECOPC concentrations in tissue were available for the exposure calculations. Therefore,
results of the exposure analyses from the Draft Watershed ERA will be thoroughly reviewed
for their applicability to the CRA and, where appropriate, biotic data will be used in the CRA
exposure analysis portion of the risk characterization to make the analysis more Site-specific
than would be possible with only generic BAFs.

~ Data from the Draft Watershed ERA, RFI/RI reports, and ecological fnonitoring studies méy

also be used in the DAR to help determine whether additional data are needed to assess risks
in specific areas. This may be especially applicable to PMJIM habitats along the creeks
where soil and biota data were collected. The results of the Draft Watershed ERA may be
used to determine whether additional data are needed to fill spatial data gaps along the
drainages. Results of ecological monitoring at the Site may be used to help determme
whether there is properly functioning habitat in the EUs.

7.2 Ecological Risk Assessment Background, Site Conceptual Model, and Data
Quality Objectives .

Actions: Specify information needed on the physical setting; develop
| an SCM of ecological receptors and exposure pathways to guide the

| ERA process; specify risk management goals and assessment
{ endpoints; and develop DQOs to guide the ERA process.
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. 7.2.1 Environmental Setting

The description of the environmental setting at RFETS will be presented in the RI/FS Report
and will include the physical characteristics of the Site, such as topography, geology, and
hydrology. The types and extent of plant and ﬁmm’ll communities present on Site will be

. discussed in the ERA. '

After accelerated actions, species diversity, abundance, and habitats may change
significantly. Therefore, it will be important to the ERA to determine the following:

. Present and future extent of wetlands habitat on Site; _
. Sensitive/protected plant species habitat (for example, Ute Ladies’-Tresses) on Site;
. Present and future PMJM habitat locations on Site;

. Other protected or special status species sightings or habitats on Site (for example,
bald eagles and peregrine falcons); and :

. Vegetation/habitat types to be introduced in-the IA.

Much of the needed information is available from ecological characterization and monitoring
activities for the Site. Site physical characteristics are well described. Surface water and
groundwater flow patterns and future Site configuration have been discussed in various
reports that address the Sitewide water balance, actinide mlglatlon and land configuration.
Results of these studies will be used in conjunction with data on the nature and extent of

' contamination, select assessment endpoints, and ECOPC screening methodologies to

' " complete the problem formulation phase of the ERA. Where data from other studies, such as
the Draft Watershed ERA, are used to make decisions, the specific data on which a
conclusion or result is based will be presented or the location of the original document where
the data can be found will be cited.

7.2.2 Site Conceptual Model

Development of the SCM is the first step in the ploblem formulation, or planning, phase of
ERAs (EPA 1997b). The purpose of the SCM is to help identify environmental stressors and
the potential pathways by which ecological receptors may be exposed to them. This step
allows investigators to identify the potentially complete pathways that will become the focus
of the ERA.

An SCM for the Draft Watershed ERA was described in the Sitewide Conceptual Model
Technical Memorandum (SCMTM) (DOE 1996¢). Specifically, the ERA will provide the
following for each exposure unit:

. Description of the environmental setting at RFETS, including the natural physical and
biological systems, and a brief description of the primary contaminant source .areas or

[HSSs; )
. Description of the important contaminant fate and transport pathways in abiotic
media;
. ‘ . Description of the important exposure pathways, including primary exposure media,
exposure points, receptor guilds, and exposure routes;
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. Description of receptor guilds and identification of key species in each guild to be
used 1n representative exposure estimates at RFETS;

«  Species-specific exposure parameters to be used in estimating exposure to key
receptors;

. Measurement endpoints for which data have been collected;

. A summary of existing environmental data, data sources, and ongoing monitoring
programs; and

. A description of data gaps associated with determination of the nature and extent of
potential contamination.

The SCM has been updated to reflect the most appropriate ecological receptors for the Site as
a wildlife refuge (Figure 7.2). The purpose of the SCM is to help identify potential pathways
by which ecological receptors may be exposed to ECOPCs. The identified pathways become
the focus of the ERA. The SCM will also be used to identify measurement endpoints for use
in evaluation of assessment endpoints (Suter 1993).

Figure 7.2 identifies several potential pathways that describe how a receptor might contact an
ECOPC. The figure identifies pathways that are probably complete, as well as potentially
significant pathways for exposure of the receptor groups. Some of the pathways (inhalation
and dermal contact with surface water for terrestrial fauna) are designated as potentially
complete but insignificant and will not be quantitatively evaluated.

Inhalation of ECOPCs in ambient (surface) air is generally thought to be insignificant
compared to ingestion pathways (EPA 2000c) and is generally not evaluated quantitatively in
ERAs. In addition, there is little information available to assess the potential toxicity of
ECOPC concentrations in air.

Therefore, while the pathway may not be significant, it is identified as a source of uncertainty
that may result in an underestimate of exposure. Dermal exposure to surface water is also
thought to be a minor pathway for most terrestrial species at RFETS. For metals, polar
organic compounds, and radionuclides, skin, fur, and feathers are generally a significant
barrier to absorption. Nonpolar organic ECOPCs are more likely to be transferred across -
external surfaces. However, the low concentrations at which such compounds are found in
surface water and the low absorption rates for most terrestrial receptors limit the potential
exposures. For terrestrial vertebrates at RFETS, oral ingestion is likely to be more significant
and “drive” risk rather than either inhalation or dermal contact. For some scenarios, such as
burrowing animals, dermal pathways may be evaluated for organic ECOPCs in soil.
However, the oral pathway is expected to be the most important exposure pathway for
ECOPCs.
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7.2.3 Ecological Risk Management Goals and Endpoints

In order to focus ERAs, EPA (1997b) recommends identifying overall site management
goals, assessment, and measurement endpoints on which the analysis of risk should focus.
Assessment endpoints are the explicit description of the ecological values to be protected as a
result of management actions at a site. Measurement endpoints are specific data collected to
address the assessment endpoints in an attempt to answer the risk questions as they relate to
the risk management goals at the site. The overall risk management goal identified for use in
developing the ERA for the CRA is:

“Site conditions due to residual contamination should not represent significant risk of
adverse ecological effects to receptors from exposure to Site-related residual
contamination.”

Significant adverse ecological effects imply toxicity that results in reductions in survivorship
or reproductive capability that threaten populations or communities at RFETS. For species
that are afforded additional regulatory protection due to their rare or threatened status, such
as PMIM, significant adverse effects can occur even if individuals are affected. Therefore,
the assessment for PMJM will address the potential for individual mice to be adversely
affected by contact with ECOPCs. For other species with stable or healthy populations, the
assessment will focus on population-level effects where some individuals may suffer adverse
effects, but the effects are not ecologically meaningful because the overall Site population is
not significantly affected. '

For PMIJM, the overall risk management goal and endpoints are:

. Goal: Prevent adverse effects on individual PMJM due to lethal, mutagenic,
reproductive, systemic, or general toxic effects of contact with ECOPCs from the
Site. '

. Assessment Endpoints: Survival, growth, and reproduction of individual PMIM at
the Site. '

. Measurement Endpoints: Hazard quotients (HQs) derived based on comparison of
total intake measures, calculated from PMJM-specific ingestion models, of ECOPCs
from abiotic data (soil, sediments, and surface water) and food items to toxicity
reference values (TRVs).

For non-PMIM receptors, the risk management goal and endpoints are:

+ . Goal: Prevent adverse effects on populations due to lethal, mutagenic, reproductive,
systemic, or general toxic effects of contact with ECOPCs from the Site.

+  Assessment-Endpoints: Survival, growth, and reproduction adequate to sustain
populations at the Site.

. Measurement Endpoints: HQ$ derived based on comparison of total intake
measures, calculated from receptor-specific ingestion models, of ECOPCs from
abiotic data (soil, sediments, and surface water) and food items to TRVs.
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The receptors to be included as assessment endpoints for the Site are shown in Table 7.1.
These receptors were identified based on ecological functional groups, then representative
species were identified to focus the analysis.

Table 7.1 Representative Species for the ERA

Functional Group

Representative Species

Burrowing Small Mammal

Black-tailed Prairie Dog

Herbivorous or Omnivorous Small Mammal

Deer Mouse

Insectivorous Small Mammal

Deer Mouse

Herbivorous or Omnivorous Bird

Mourning Dove

Insectivorous Bird

Mourning Dove

Ruminant Wildlife

Mule Deer

Mammalian Predator

Coyote

Avian Predator

American Kestrel

Plant

General

Terrestrial Invertebrate

General

Aquatic Life

General aquatic life, including amphibians and

benthic macroinvertebrates (sediment exposure)
Note: Data and results used in the Watershed ERA and previous assessments for waterfowl and shorebirds will be
presented and compared to evaluate whether the assumptions and data used are lcpresem'luve of current conditions at
the site.

7. 2 4 Ecologlcal Risk Assessment Data Quality ObJectlves

As with the HHRA process, the approach to the ERA is presented in the format of DQOs
(EPA 1997b).

Step 1: State the Problem

Potentially toxic substances have been released at the Site. Ecological receptors could be
exposed to the substances. To date, ecotoxicological risks have been characterized only for
portions of the BZ in the Woman Creek and Walnut Creek watersheds (DOE 1995b).

The problem to be addressed by the ERA is:

“The risks to all reasonably expected ecological exposures to residual contaminants
present in the environmental media following accelerated actions must be quantified
in a technically sound and defensible manner.”

Step 2: Identify the Decision

The ERA will characterize what is known about the exposures, and whether they have
resulted, or could result, in significant adverse effects to ecological receptors. The overall
Site management question to be addressed by the ERA is:

“Are residual long-term ecological risks from Site-specific contaminants acceptable
Sfor the long-term Site use and management goals?”

In order to address this general decision, additional decisions to be addressed include:
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Has a methodology been developed to adequately assess ecological risks?
Has a methodology been developed to adequately identify ECOPCs?

Is the CRA SCM adequate to define all viable exposure scenarios, exposure
pathways, and receptors based on the reasonably anticipated future land use?

Have all EUs and watersheds been adequately defined and established?

Have the nature and extent of inorganic, organic, and radionuclide analytes within
EUs and watersheds been identified with adequate conﬁdence based on evaluation of
Site process knowledge and analytical data?

Have samples of adequate number and quality been collected within EUs and

‘watersheds to perform the risk assessment?

Step 3: Identify the Inputs to the Decision

Information needed to resolve the ERA decision statements is as follows:

Existing data for areas under consideration;

Results from a DQA screen (Section 3.1.5) applied for each type of environmental
medium as prescribed in this Methodology;

Results from the ECOPC screen compal ed to ecotox1colog1cally -based screening-
level values;

Maps for ECOPCs depicting the distribution of sampling locations with
concentrations compared to ESLs;

Ecological data that have become available since the completion of the previous
ERAs (for example, the Integrated Ecological Monitoring program); and

Data and results from the previous ERAs conducted at RFETS.

Step 4."Deﬁne the Study Boundaries

Study boundaries are used to determine the areas from where data will be used, and 1denufy
where future sampling will occur. These study boundaries are as follows:

Only post-1991 (i.e., collected on or after June 28, 1991) data meeting CRA data use
guidelines (e.g., exclude data that are no longer relevant due to accelerated action
removals, exclude data from field screening methods) will be used in the ecological
risk assessment. The assessment will be confined to the area within the current  »
RFETS boundary unless the on-site assessment indicates circumstances that could
alter the conclusions of the off-site assessment performed earlier for OU 3 (DOE
1996a).

Soil will be assessed generally from the land surface to a depth below ground surface
that is consistent with both potential contamination and the depth to which mammals
may burrow in the RFETS environment (8 feet).

The ERA portion of the CRA will consider ECOPCs in surface water, sediment, and
soil. The results of modeling the transport of groundwater to surface water will be
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compared to ESLs for aquatic life. Further assessment will be performed for
ECOPC:s failing the screening-level assessment. :

Step 5: Develop a Decision Rule

In addition to the decision rules cited for data adequacy in Section 3.0, decision rules that
describe how the data will be evaluated for the ERA are listed below.

. The ECOPC:s that pass through the screening process shown graphically on Figure
7.3 will be evaluated in the risk characterization phase of the CRA.

Non-PMJM Receptors

. For large-home range receptors (mule deer and coyote), if the Sitewide and EU-
specific 95UCL (Section 7.4.1) of the mean does not exceed the NOAEL ESL or
tESL and Professional Judgment indicates the ECOI should not be retained as an
ECOPC, no further risk assessment is necessary for that exposure scenario and the
results will be documented in the CRA Report. The decisions to eliminate ECOIs
based on Professional Judgment will be made with Regulatory Agency input.

. For small-home range receptors (deer mouse, prairie dogs, kestrel, and mourning
doves), if the EU-specific 95UCL of the 90th percentile of the distribution of data
(Section 7.4.1) does not exceed the NOAEL ESL or tESL and Professional Judgment
indicates the ECOI should not be retained as an ECOPC, no further risk assessment is
necessary and the results will be documented in the CRA Report. The decisions to
eliminate ECOIS based on Professional Judgment will be made with Regulatory
Agency input.
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Figure 7.3 Sitewide ECOPC Identification Process
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For terrestrial invertebrate receptors and plants, if soil ECOIs with EU-specific
95UCL of the 90th percentile concentrations (Section 7.4.1) do not exceed the
appropriate chronic ESL and Professional Judgment indicates the ECOI should not be
retained as an ECOPC, no further risk assessment is necessary and the results will be
documented in the CRA Report.

For aquatic receptors, if sediment and/or surface water ECOIs with AEU-specific 95
UCL of the 90th percentile concentrations (Section 7.4.1) do not exceed the
appropriate ESL and Professional Judgment indicates the ECOI should not be
retained as an ECOPC, no further risk assessment is necessary and the results will be
documented in the CRA Report. In addition, assessments will be performed to

_ evaluate data from areas within the AEU that may be of concern because of the

distribution of ECOI sampling and concentrations. Two sets of maps will be produced
to be included in the assessment. ECOIs will be mapped when:

1. The ECOI maximum concentration is greater than the ESL, but the 95
percent upper confidence limit on the mean (UCL) or 95 percent upper
tolerance limit (UTL) is less than the ESL.

2. The ECOl is detected at a frequency of less than 5 percent.

The assessment will ensure that ECOIs that may be of concern in ponds and other
limited reaches of the watershed are properly evaluated.

All receptor/ECOPC pairs that do not meet the decision rules discussed above will be
carried into a risk characterization in consultation with the regulatory agencies. The
risk characterization process will be documented in the CRA and may include:

- Tiered geospatial analysis;

- Discussion of alternative TRVs;

- Review of ECOPC bioavailability;

- Evaluation of Site-specific tissue data;

- Review of previous risk assessment data;

- Evaluation of potential Type II errors;

- Spatial variability of ECOPC concentrations; and

- Other pertinent techniques to further characterize risk.

PMIM Receptors

Risks from ECOPCs to the PMJM receptor, within the designated PMJM habitat, will
be evaluated on a habitat patch basis. Sampling locations where the PMIM NOAEL
ESL is exceeded will be mapped.

Those ECOPCs that do not meet the decision rules discussed above will be carried
into a risk characterization process in consultation with the regulatory agencies to
further characterize potential risk to the PMJIM receptor. This process will be
documented in the CRA and may include:

- Geospatial analysis of data;
- Review of toxicity, bioavailability, and other potential exposure-modifying
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factors;
- Review of previous risk assessment data;
- Evaluation of potential Type II errors; and
- Other pertinent techniques to further characterize risk.

Step 6: Specify Tolerable Limits on Decision Errors

Several sources potentially contribute uncertainty to the CRA. Best professional judgment
and input from the consultative process will be used for decisions regarding data gaps and
risk management actions. The rationale and justification will be included in the CRA Report.

For exposure areas that are evaluated based on the 95UCL of the mean, the Type I error rate
is fixed at 5 percent regardless of data quality. For this evaluation, the probability of a Type
IT decision error, which depends strongly on data quality, will rémain undefined unless it is
deemed necessary to define it in order to adequately characterize risk in the CRA.

For exposure areas that are evaluated based on the 9SUCL of the 90" percentile of the

distribution of soil concentration values, the Type I error rate should not be more than 5

percent when the true 90™ percentile is larger than the ESL. The Type II error rate will

remain undefined unless it is deemed necessary to define it in order to provide adequate data
- to characterize risk in the CRA.

Step 7: OptimizeAthe Design

Based on the iterative nature of the DQO process, any decision that is not consistent with
project goals will result in a reinitiation of the DQO process. If determination of the nature
and extent of analytes is found to be inadequate, further sampling will be initiated. If
sampling power is determined to be inadequate for any given scenario and set of analyte data
more samples may be collected and the sampling power can be recalculated.

2

7.2.5 Data Types and Adequacy

The SCM suggests that ecological receptors may be exposed to ECOPCs in abiotic and
biological media. Site data on ECOPC concentrations in soil, surface water, and sediments
will be evaluated to support the CRA. Biological tissue analysis results will not be used in
the initial phase of the CRA assessments. However, biological tissue analysis to describe
potential uptake of ECOPCs into prey and forage species will be considered in the risk
characterization phase.

In addition to the data adequacy decision rules provided in Section 3.1.5, the following
guidelines will be used to evaluate adequacy of data for the CRA:

s Spatial Representativness: For an EU, a data set that consists of samples evenly
distributed throughout the EU is considered spatially representative of the entire
exposure area. For an AEU drainage, a data set that consists of samples that are
located upstream, midstream, and downstream, and after confluences with other
drainages is considered spatially representative.

. Temporal Representativness: A data set that is composed of measurements made in
the current time frame (e.g., 2001 or later) is considered temporally representative;
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however, if there are no trends in concentrations over time, then data across all time
periods is considered temporally representative. This guideline is only applicable to
sediment and surface water because environmental forces are not expected to
appreciably alter analyte concentrations in surface soil over the course of 10-15 years.

The IABZSAP (DOE 2004a) identifies laboratory analytical methods to provide data with
adequately low method detection limits (MDLs) and practical quantitation limits (PQLS) to
allow meaningful comparison to ESLs in abiotic media. A table presenting these values will
be provided in the CRA to indicate where detection limits are adequate for use.

ECOPC concentrations in soil and sediment will be expressed as “total recoverable.” Risks
to aquatic organisms are most strongly related to dissolved concentrations, but in order to
provide a thorough assessment, risks will be evaluated both for dissolved and total
recoverable concentrations where appropriate. ECOPC concentrations in surface water will
be appropriately compared to water quality standards for protection of aquatic life. Surface
water data used to assess risks to wildlife drinking the surface water will be based on total

.recoverable (that is, unfiltered) analyses. Data on ECOPC concentrations in biological tissue

were collected for the Draft Watershed ERA and associated studies. These data may also be
used in a line-of-evidence approach to risk characterization after the ECOPC identification
steps have been completed. Data adequacy will be evaluated as described in Section 3.1.5.

In addition to the comparison of ESLs directly to analytical data in the ECOPC identification
step, models may be used to estimate ECOPC concentrations in stormwater runoff from
potentially contaminated soil and groundwater that may surface at seeps or in streams. Both
sources of water could contact aquatic biota or wildlife. '

Adhering to the specifications of the DQOs as outlined above will ensure the adequacy of
data for use in the ERA. In addition, the DQA will help ensure that the quality of data is
consistent with RFETS standards. '

7.2.6 Ecological Screening Levels

As noted previously, identification of ECOPCs to be evaluated in detail in the risk
characterization portion of the CRA will be based on a comparison of Site abiotic media
concentrations to ESLs. ‘ESLs for wildlife were developed based primarily on potential
ingestion of ECOIs in abiotic media, forage, and prey, and the transfer of ECOIs among these
media. The specific methodology for developing ESLs is presented in Appendix B. The
following is an overview of the ESL calculation process for each of the environmental media.

Soil

EPA’s ecological soil screening levels (Eco-SSLs) (EPA 2003c) process was used as general
guidance for developing soil ESLs or soil screening levels (SSLs). The Eco-SSL process
outlines the acquisition of primary literature sources, followed by extensive review and
scoring of documents.

As an alternative to this lengthy and time-consuming process, available compilations of
TRVs from several sources were used extensively to obtain reliable and defensible values. In
order of preference, these sources include: '
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. Ecological Soil Screening Level Guidance (EPA 2003c);
«  U.S. Navy Soil Screening Levels (PRC 1998); and
. Oak Ridge National Laboratory (ORNL) (Sample et al. 1996).

For a subset of ECOIs and for those ECOIs without previously published TRVs, a literature
review was conducted to obtain relevant toxicity information. Only studies using chronic (or
subchronic) exposure periods and measuring growth, development, reproductive, and
mortality endpoints were selected for use in the calculation of ESLs. The data scoring and
weighting system described in the Eco-SSL guidance (EPA 2003c) was used to score the data
and calculate the necessary TRVs for those ECOIs that underwent a literature review
resulting in more than one applicable TRV.

ECOIs with no or inadequate toxicity data available were identified and handled on a case-
by-case basis with input from the regulatory agencies.

No interclass exfrapolations were used to extrapolate avian TRVs from mammalian
endpoints. In addition, for those ECOls that have only a LOAEL TRV available, the
NOAEL TRVs were estimated by dividing by 10. No estimates of LOAEL TRVs were
made.

For those ECOIs that have adequate TRV data available (that is, NOAEL and LOAEL values
are available from toxicity studies), and meet the criteria specified in Appendix B, a tESL
was also calculated by estimating the geometric mean between the NOAEL and LOAEL -
TRVs.

For small receptors with small- to moderate-sized home ranges, average intake parameters,
such as the ingestion rate of food, were used in the ESL calculation process. For larger, more
wide-ranging receptors (that is, coyote and mule deer), high-end intake exposure parameters
were used to provide a conservative estimate of food intake over the entire Site. ESLs for
receptors that burrow (for example, prairie dogs) were applied to both surface and subsurface
soil. A detailed discussion of the ESL calculation process is presented in Appendix B.

For terrestrial plants and terrestrial invertebrates, benchmark ESLs were derived from several
sources (Appendix B). These benchmark values are meant to be compared directly to soil
concentrations to provide a general estimate of the potential for risk to the plant and
invertebrate receptors. '

Sediments

For sediments, ESLs were developed for many chemicals and are available from several
sources. Sediment ESLs are generally expressed as concentration terms and, therefore,
require no calculations or assumptions. However, the assumptions underlying the
development of sediment ESLs were evaluated to determine consistency with uses at RFETS.
A more detailed discussion of the sources used to identify sediment ESLs is provided in
Appendix B.
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Surface Water

~ For surface water, ecotoxicologically based water quality criteria (WQC) are available from

several sources. As a screening step, WQC were retrieved from State of Colorado water
quality standards, federal Ambient Water Quality Criteria, and other databases such as that
from ORNL (1994) and the Michigan Department of Environmental Quality (Rule 57),
(MIDEQ 2003). A more detailed discussion of the sources of WQC is presented in Appendix
B.

No surface water ESLs were calculated for the ingestion of surface water by terrestrial
vertebrates. It is recognized in Figure 7.2 that surface water ingestion by vertebrate species
is a complete and potentially significant pathway for exposure to ECOPCs, and the ingestion
of surface water pathway will be included in the risk characterization for those ECOPCs
identified in the soil screening. However, following the example of the Eco-SSL guidance
(EPA 2003c), the soil and prey tissue ingestion pathways were emphasized in the ECOPC
identification process for terrestrial wildlife receptors. It is also assumed that the surface
water ESLs that focus on aquatic organisms are more sensitive values for use in identifying
ECOPCs than vertebrate surface water ingestion ESLs.

Given the conservative nature of the ECOPC screening for soil and food ingestion pathways,
it is unlikely that an ECOI that was not identified as an ECOPC for terrestrial vertebrates in
soil would have a potential for risk from the ingestion of surface water due to the small
proportion of water intake when compared to other potential exposure routes. The Draft
Watershed ERA (DOE 1995b) included the surface water ingestion pathway in the screening
step for the mule deer and coyote receptors. That document concluded that no risk was
present for those receptors inhabiting the Woman Creek and Walnut Creek drainages. In
general, the intake of ECOIs is less compared with the food web uptake of bioaccumulative
compounds. Several bioaccumulative ECOPCs were evaluated in the Draft Watershed ERA.

Risk estimations that included the ingestion of surface water showed that no risk was
estimated for the large receptors at the Site. These data and results will be discussed and
summarized in the CRA. Given that previous investigations have not predicted risk to even
bioaccumulative compounds through the ingestion of food items, soil, and surface water, it is
unlikely that the inclusion of the water ingestion pathway would altel the outcome of the
ECOPC identification process. -

Radionuclides

Soil benchmarks for radionuclides were developed for RFETS during the Draft Watershed
ERA (Higley and Kuperman 1995). Since then, DOE's Biological Dose Assessment
Committee (BDAC) has developed additional procedures for assessing exposure and risk to
terrestrial and aquatic biota using the RESRAD-BIOTA (DOE 2003b) computer code for
calculating protectiveness.

For some radionuclides, Higley and Kuperman values are higher (less conservative) than
those calculated with the RESRAD-BIOTA procedures. However, for terrestrial animals the

radiation exposure limit cited in RESRAD-BIOTA as protective of ecological receptors (1

rad/day) is 10-fold that assumed in Higley and Kuperman (0.1 rad/day). Values developed
for ecological receptors using either approach were considerably higher than values adopted
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for managing radionuclide risks to human receptors at the Site. In most cases, soil criteria
were two to three orders of magnitude larger. Therefore, if the Site is managed to protect -
human health and EPCs are calculated using similar methods, then ecological receptors will
be protected. This applies to special status species (for example, threatened or endangered)
and nonthreatened or endangered receptor groups.

An exception to the above is exposure to subsurface soil and surface water. For the human
health assessment, the pathway to subsurface soil will not be evaluated in the A because
institutional controls prevent disturbance of soil; therefore, ESLs will be needed. For surface
water, ecological benchmarks are lower than human health values for some radionuclides,
primarily due to the higher use rate assumed in the calculations. RESRAD-BIOTA was used
to calculate all of the radionuclide ESLs that will be used in the CRA. The ESLs are
presented in Appendix B.

7.3 Sitewide Ecological Contaminant of Potential Concern Identification

Action: Identify ECOPCs.for the CRA.

A comprehensive list of Sitewide ECOPCs will be developed for the CRA based on data
representing conditions after accelerated actions. ECOIs identified in Appendix B will form
the starting point for the ECOPC identification process shown on Figure 7.3. The ECOPC
screen will use maximum concentrations for potentially toxic analytes (that-is, analytes that
are not nutrients, such as calcium, potassium, and sodium).

The entire Sitewide database will be queried, filtered by media, and subjected to a DQA
screen (Section 3.1.5) to identify which data meet the needs of the DQOs discussed in the
previous section. Following the DQA screen, two data sets will be created for each EU for
soil. One will include all EU data; the other will include only sampling locations in PMJM
habitat within the EU. For the AEUs, AEU-specific databases will be created for surface
water and sediment. For each data set, “U-" qualified nondetects will have one-half the
reported result concentration substituted. Basic descriptive statistics will then be calculated,
such as number of samples, percent detections, maximum detections, mean detection, and
standard deviation.

Soil data in each data set will be compared to NOAEL-based ESLs. If the maximum
detected concentration of the ECOI does not exceed the NOAEL-based ESL, risks will be
considered negligible, the ECOI will be dropped from further analysis in the CRA and the
rationale for removing it from further analysis will be recorded and presented in the CRA
Report. If the maximum detected ECOI concentration in the PMIM habitat data set exceeds
the NOAEL-based ESL, it will be retained as an ECOPC for the PMJM.

ECOIs that have detected concentrations greater than the NOAEL-based ESL in the EU or
AEU data set will undergo further analyses on an EU-specific or AEU-specific basis to
determine their status as ECOPCs.
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7.3.1 Non-Preble’s Meadow Jumping Mouse Receptors

The radionuclide and metal ECOIs for non PMIM receptors passing the 5 percent screen will
then be statistically compared to background concentrations, as appropriate, using the
methods discussed in Section 4.4.8. A determination of whether the tESL can be reliably
calculated was conducted (Appendix B). For those ECOIs that have adequate TRV data
available, the tESL was calculated using the geometric mean between the NOAEL and the
LLOAEL ESLs. The tESL will then be used in the ECOPC screening process. For those
ECOIs for which no tESL can be calculated, the NOAEL ESL will be used in the EPC step
of the ECOPC screening process.

For the small-home range receptors, the 95UCL of the 90™ percentile for each EU will be
used as the EPC in the screening process. For the receptors with large home ranges, the
95UCL of the mean for each EU and also the Site as a whole will be used as the EPCin the
screening process.

Any ECOTI that fails the EPC comparison shown on Figure 7.3 will be evaluated using best
professional judgment as to its potential to cause risk to wildlife receptors at the Site. This
decision, or scientific management decision point (SMDP), will be made in cooperation with
regulatory agency personnel. The determination will consider process knowledge and spatial
and temporal factors, as well as the physical and chemical properties of the ECOI as they
pertain to the potential for risk to the wildlife receptors at the Site (EPA 1997b). The
Professional Judgment process is described in Section 4.4.9. Those ECOIs that pass the
EPC comparison step shown on Figure 7.3 and Professional Judgment indicates the ECOIs
should not be retained as ECOPCs, will be dropped from further analysis and documented in
the CRA Report. ‘

7.3.2 Preble’s Meadow Jumping Mouse Receptors

All ECOIs that exceed the NOAEL SSL for the PMJM within PMJM habitat (that is, 150-
foot USFWS buffer [Figure 7.6]) will be compared to background concentrations using the
methods discussed in Section 4.4.8. If it is determined that concentrations of the ECOlin
PMIJM habitat in an EU do not statistically exceed background concentrations of the ECOI,
the ECOI will be reviewed in consultation with the regulatory agencies for removal from the
ECOTl list. The ECOISs eliminated from further consideration in this step will be documented
and discussed in the uncertainty section of the CRA Report. The ECOIs that remain will be

‘carried forward and evaluated using Professional Judgment as described for non-PMIM

receptors in Section 7.3.1. The Professional Judgment process is described in Section 4.4.9
The ECOPCs will be discussed in detail in the risk chal acterization section of the CRA
Report.

The output from the EU or AEU ECOPC screen will be a list of ECOPCs in PMJM habitat
and a list of ECOPC:s for representative ecological receptors at the Site. The ECOPCs
identified in these lists will be carried forward through the risk characterization process
described in the following section. All steps in the process will be documented in the CRA
Report.
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7.4 Risk Characterization Process

Action: Assess risks for the PMJM in its habitat areas and other

receptors in appropriate areas Sitewide.

The screening-level assessment described earlier defines the process for making preliminary
decisions about potential risk, such as the identification of ECOPCs. The risk
characterization process will define a range of potential risks to on-site receptors from the
ECOPCs. :

Characterization of risk will focus on the overall results for each assessment endpoint. The
overall risk will be summarized for each receptor group and level of biological organization
(that is, individual or population level of protection), as appropriate for the assessment
endpoints. As noted by EPA (1997b), a well-balanced risk characterization should “...present
risk conclusions and information regarding the strengths and limitations of the assessment for
other risk assessors, EPA decision-makers, and the public.”

Risk characterization has two main components: the risk estimation and the risk description.
The risk estimation will summarize results of the analysis, identifying the receptors and
ECOPCs and a range of potential risks and the locations/EUs where risk may be present.
The risk description will then provide context for the analysis, including the proportions of
Sitewide habitats that are affected, and interpretation of over a]l results including data from
the Draft Watershed ERA.

Potential risks to terrestrial plants, invertebrates, birds, and mammals will be evaluated using
a hazard quotient (HQ) approach. An HQ is the ratio of the estimated exposure of a receptor
to a TRV that is associated with a known level of toxicity, either a no effect level (NOAEL
or NOEC) or an effect level (LOAEL or LOEC):

HQ = Exposure / TRV

The units used for exposure and TRV depend upon the type of receptor evaluated. For plants
and invertebrates, exposures and TR Vs are expressed as concentrations (mg/kg soil). For
birds and mammals, exposures and TRVs are expressed as ingested doses (mg/kg/BW/day).
The Methodology and input parameters that will be used to calculate ingested doses are
provided in Appendix B.

In general, if the NOAEL-based HQ is less than I, then no adverse effects are predicted. If
the LOAEL-based HQ is less than 1 but the NOAEL-based HQ is above 1, then some
adverse cffects are possible but it is expected that the magnitude and frequency of the effects
will usually be low (assuming the magnitude and severity of the response at the LOAEL are
not large and the endpoint of the LOAEL accurately reflects the assessment endpoints for
that receptor). If the LOAEL-based HQ is greater than or equal to I, then the risk of an
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adverse effect is of potential concern, with the probability and/or severity of effect tending to
increase as the value of the HQ increases.

When interpreting HQ results for non-PMJM ecological receptors, it is important to
remember that the assessment endpoint to non-PMIM receptors is based on the sustainability
of exposed populations, and risks to some individuals in a population may be acceptable if
the population is expected to remain healthy and stable. For threatened and endangered
species, such as the PMJM, the interpretation of HQ results is based on potential risks to
individuals rather than to populations.

The risk description will incorporate results of the risk estimates along with the uncertainties
associated with the risk estimations and other lines of evidence to evaluate potential chemical
effects on ecological receptors. Information considered in the risk description includes
receptor groups potentially affected; type of TRV exceeded (e.g., NOAEL versus LOAEL);
relation of EU concentrations to other criteria such as EPA EcoSSLs; and risk above
background conditions. In addition, other site-specific and regional factors are considered

such as the use of a given ECOPC within the EU or AEU related to historical RFETS

activities; comparison of ECOPC concentrations within the EU or AEU to the rest of the
RFETS site as it relates to background; and/or comparison to regional background
concentrations.

The following sections describe the process for conducting the ecological risk
characterization in the CRA for the Site. Two separate approaches will be used in the CRA
depending on the status of the habitat designation. The risk characterization process for
those areas defined as non-PMJM habitat is presented in Section 7.4.2, while the risk analysis
process for the PMJM habitat area is presented in Section 7.4.3.

7.4.1 Definition of Exposure Units and Calculation of Exposure Point Concentrations

Exposures to terrestrial ecological receptors will be calculated based on the EUs described
for human health (Figure 4.1). Wide-ranging species that generally utilize areas larger than
the EUs (that is, coyote and mule deer) will also be addressed using Sitewide data. The EUs
are reasonable aggregations of common source areas, hydrological systems, and habitat for
assessing ecological risk. Exposure to aquatic receptors will be calculated on an AEU-
specific basis and may be evaluated for ponds or other limited reaches within the AEU.

For wide-ranging receptors, some high-end intake exposure parameters will be used to
estimate exposure to the highly exposed individual rather than the average individual. These
parameters are discussed in detail in Appendix B. Risks to these high-end receptors will be,
evaluated using upper-bound EPCs. EPCs will be estimated using the tiered geospatial

" approach described in Section 4.6.

The initial analysis of risks to ecological receptors will use the Tier 1 method of the
geospatial approach. Data are treated as if they are randomly located and each sample is
weighted equally. The risk calculations based on Tier I will tend to be conservative (that is,
will tend to overestimate risks) when the data set is biased toward areas with elevated
contamination (common at RFETS). If an area is identified as being of potential concern
using the Tier | approach, then Tier 2, area averaging, will be applied to derive a more
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realistic estimate of risk. The Tier 3 kriging approach will only be implemented as needed
after an initial analysis using Tiers | and 2.

The Tier 2 approach will be applied as described in Section 4.6. However, the grid means

th

~will be used to calculate a 95UCL or estimate the 90 percentlle of the distribution of grid

means depending on the receptor. The 95UCL of the 90" percentile will also be estimated.
Statistical methods described in Section 4.0 will also be applied for the calculation of the.
ecological EPCs.

Data distribution testing will be performed for all ECOPCs retained following the ESL
screen to aid in deciding the statistical test to use for comparisons to background and
calculation of the EPCs. Testing will be conducted using the methods specified in Section
4.4.7, using the ProUCL (Version 3.0) computer program (Singh et-al. 2004). The ProUCL
recommendations will be used in all cases. Program printouts of results will be presented in
the CRA Report. The assigned distribution will then be used to determine the appropriate
test for background comparisons, estimate a 95UCL concentration, and calculate the 95SUCL
of the 90" percentile.

The one-sided 95UCL for use as an EPC for large-home range receptors will also be
calculated using the ProUCL software, as detailed in Section 4.6.1. The 95UCL of the 90"
percentile of the appropriate distribution (normal, lognormal, gamma, or nonparametric) for
use as an EPC for small-home range receptors will be calculated using S-Plus (Version 6.1)
(Insightful Corporation 2002) statistical software. The tiered approach specified in Section
4.6 will be used.

For PMJM, sampling locations within PMJM habitat in each EU will be evaluated separately
(Section 7.4.3). For the PMJM default exposure scenario, and any alternate scenarios
evaluated in the Uncertainty Analysis, the 95UCL of the mean for each habitat patch will be
used as the EPC. In cases where samples/data from within a specific PMIM habitat patch are
not available, adjacent sample locations may be assumed to be within the habitat patch. Or, if
it can be determined that PMJM habitat patches from within the same EU (i.e., contiguous
with habitat patches without data) are expected to represent similar chemical characteristics,
then habitat patches from within the EU may be combined for the assessment. Assumptions
for data aggregation will be'determined with Regulatory Agency input. Data assumptions and
uncertainties will be discussed in the uncertainties section of the CRA.

7.4.2 Risk Characterization Process for Nonthreatened or Endangered Species
Receptors

Risk characterization for non-PMIJIM receptors will be conducted in the CRA, following the
procedures shown on Figure 7.4, for those ECOPCs identified in the screening process
described in Section 7.3.

The analyses described in this section apply to all nonthreatened or endangered species. The
analysis will be conducted separately for each receptor, based on data on ECOPC
concentrations in abiotic media from habitats appropriate for each receptor. Data will be
aggregated, as described above from EU or AEU samples, and appropriate EPCs will be
calculated. Concentrations at each location will be mapped and compared to RFETS
background concentrations to determine whether the Site represents incremental risk.
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Figure 7.4 CRA Risk Characterization Process for the Non-PMJM Receptor
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If so, additional risk characterization will be performed using additional lines of evidence,
such as Site ecological monitoring studies, Draft Watershed ERA data, or other applicable
sources to determine whether other data suggest risk.

An analysis of potential data gaps will be conducted for ECOPCs that represent significant
risk. If additional data are deemed to be necessary to reduce the uncertainty in the risk

"analysis to an acceptable level, the types of data will be identified and collected.

For exposure scenarios directed at surface soil, data from no deeper than 6 inches will be
used. Surface soil samples in the database include a variety of depth intervals (for example,
surface scrape, 0 to 2 inches, and O to 6 inches). Whenever available, the depth intervals for
surface soil data will be documented for each location to help interpret risk.

—

Subsurface soil data (from more than 6 inches below the surface'). are also avai]ablé for a

. variety of depth intervals. Subsurface data will be reviewed for a concentration gradient that

increases with depth. In areas where concentrations of ECOPCs are greater in subsurface
soil than in surface soil (based on known sources of subsurface contamination), risks will be
characterized to burrowing receptors (that is, prairie dog) to the depth at which the increasing
concentration gradient ceases or at a maximum depth of 8 feet, whichever is encountered
first.

7.4.3  Risk Characterization Process for the Preble’s Meadow Jumping Mouse
Receptor

ECOPCs identified for the PMJM receptor (Figure 7.3) will be subjected to a more
conservative risk characterization process than those identified in the non-PMJM habitats due
to the regulatory status of the PMJM. Section 7.3 discusses the process to be used to
determine the list of ECOPCs to be included in the risk characterization for the PMIM

(Figure 7.5).

The EUs and PMJM habitat are illustrated on Figure 7.6. PMIM habitat may be modified
due to changes in the final configuration of the IA drainages. Appropriate changes to the
evaluation of risk to the PMJM will be incorporated through the consultative process with the
regulatory agencies. For each ECOPC identified for risk characterization in the PMJM
habitats in each EU, maps will be prepared to identify the sampling locations in PMJM
habitat for which ECOPC concentrations exceed the NOAEL-based ESLs and display the
magnitude of exceedance of the ESL. Geospatial statistical techniques will be employed to
visualize the areas of potential risk to the PMIM. These maps will aid in the identification of
habitat patches that will be recommended for further assessment. Concentrations will be
compared to RFETS background concentrations to determine whether the location represents
additional risk above natural conditions. '

These maps will be reviewed in consultation with the regulatory agencies to determine
whether additional risk characterization is required. The major goal of the first agency input
step is to identify patches of habitat that can be primarily used to aggregate data into .
groupings that could reasonably be expected to represent home ranges of individual PMJM
and identify subpopulations. Aggregated data will be used to calculate upper-bound
exposure concentrations.
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Figure 7.5 CRA Risk Characterization Process for the PMJM Receptor
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Based on consultation with the regulatory agencies and best professional] judgment, decisions
will be made regarding acceptable risk levels for the PMIM. Risks will be categorized as
acceptable or unacceptable for the PMJM habitat. The rationale and justification will be
documented in the CRA Report. Additional data may also be collected if data gaps are
evident. A detailed evaluation of data adequacy will be provided prior to the determination
of the potential for risk. The results of this decision point and the uncertainties associated
with the potential risk to the PMJIM will be discussed in detail in the CRA Report.

7.4.4 Uncertainty

The objective of the uncertainty analysis for the ERA is to identify and characterize the
sources of uncertainty, and the potential effects on risk management decisions for the Site.
The uncertainty analysis will also identify the methods by which uncertainty for various
sources were accounted for in the analysis. These uncertainties are driven by uncertainty in
the Site investigation data, likelihood of hypothetical exposure scenarios, transport modes
used to estimate concentrations at receptor locations, receptor intake parameters, and toxicity .
values used to characterize risk.

Sources of uncertainty can be related to systematic and natural variability and lack of precise
knowledge regarding key chemical and physical properties. Variable parameters are those
that reflect heterogeneity in a well-characterized population, for which the distributions
would not generally be narrowed through further measurement or study. Certain parameters
reflect a lack of information about the behavior or toxicity of chemicals in the system. The
uncertainty analysis for the ERA will be largely qualitative, identifying the primary sources
and ranking their potential importance. Quantitative estimates of uncertainty are
incorporated through estimates of variability in the data.

Uncertainty will be summarized for the primary components from which different kinds of
uncertainty derive: sources of variability (that is, natural and systematic) in data, exposure
assessment parameters, uncertainty about ECOPC toxicity thresholds, and the overall risk

characterization. ‘

8.0 COMPREHENSIVE RISK ASSESSMENT REPORT ORGANIZATION

The CRA Report will contain 15 volumes. The CRA Report will be included in the RI/FS as
an appendix.

. Volume | Executive Summary

. 1.0 Introduction

. 2.0 Site Description

. 3.0 Data Evaluation

. 4.0 Human Health Risk Assessment Overview

o 5.0 Ecological Risk Assessment Overview

. Volume 2 Site Description and Data Evaluation

. 1.0 Introduction and Purpose
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« 20  Sumimary of Comprehensive Risk Assessment Methodology
. 30 Summary of the OU 3 Risk Assessment
.« 4.0  Sitewide Assessments
. Volume 3 Risk Assessment for the West Area Exposure Unit
. 1.0 The West Area Exposure Unit |
. 2.0 Human Health Contaminants of Concern
. 3.0  Human Health Exposure Assessment
« 4.0  Human Health Toxicity Assessment
. 5.0 Human Health Risk Characterization
. 6.0  Uncertainty Analysis
. 7.0 Ecological Contaminants of Potential Concern
e 8.0  Exposure Assessment |
. 9.0 Toxicity Assessment
. 10.0  Ecological Risk Characterization
. 11.0  Uncertainty Analysis
. 120 Summary and Conclusions
. 13.0 . References

. Attachment | Detection Limit Screen

«  Attachment 2 Data Quality Assessment

. Attachment 3 Statistical Analyses and Professional Judgment
. Attachment 4 CRA Analytical Data Set

. Volume 4 Risk Assessment for the Rock Creek Drainage Exposure Unit
. Volume 5 Risk Assessment for the Inter-Drainage Exposure Unit
. Volume 6 Risk Assessment for the No Name Gulch Drainage Exposure Unit

. Volume 7 Risk Assessment for the Upper Walnut Creek Drainage Exposure Unit

. Volume 8 Risk Assessment for the Lower Walnut Creek Drainage Exposure Unit

. Volume 9 Risk Assessment for the Wind-Blown Area Exposure Unit

. Volume 10 Risk Assessment for the Upper Woman Creek Exposure Unit

. Volume 11 Risk Assessment for the Lower Woman Creek Exposure Unit

. Volume 12 Risk Assessment for the Southwest Buffer Zone Exposure Unit

. Volume 13 Risk Assessment for the Southeast Buffer Zone Exposure Unit

. Volume 14 Risk Assessment for the Industrial Area Exposure Unit
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. . Volume 15  Risk Assessment for Aquatic Receptors and Wide-Ranging Ecological
Receptors '
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8.1 Schedule

The schedule for completion of the Draft CRA is presented in Table 8.1.

Table 8.1 Completion Schedule for the Draft CRA

Task Description Dependencies Deliverable Completion Date
Complete CRA Work | The Methodology guides Approval of the Methodology includes screening- | Final CRA Work September 2004
Plan and Methodology performance of the CRA. It level PRGs for the HHRA, and ESLs for the Plan and
(Methodology) describes the exposure scenarios ERA. The ESLs will also be used in the Methodology

and pathways, EUs, DQOs, and ecological accelerated action screen. The DAR
exposure assessment methods. and the start of the CRA depend on approval of
the Methodology.
Develop ESLs for ESLs are being developed for the Performance of the ERA, as well as accelerated Draft Ecological August 2004
ecological receptor analytes listed on Table 3 of actions, depends on completion of the ESLs. ESL Methodology
. Attachment 5 of RFCA.
Complete data adequacy | Existing data will be analyzed Completion of the data adequacy assessment is Targeted Sample

assessment

spatially to determine whether
additional targeted sampling is
required to support the CRA.

required to support completion of the Draft CRA.
If the data adequacy assessment shows that
targeted sampling is required, an addendum to the
TABZSAP will be developed to support a
sampling effort during the spring and summer of
2004.

SAP

October 2004

None -

Prepare ecological Site data will be screened for Accelerated actions must be completed so December 2004
accelerated action screen | accelerated action using ecological | residual risk can be characterized. :
assessment endpoints. .
Develop a draft The outline will follow the format | Subsequent input to the Draft CRA will conform | Draft CRA August 2004
annotated outline of the included in the Draft CRA to the annotated outline. It will also be used for Annotated Outline
Draft CRA Methodology. It will describe, in the Preliminary Draft RI/FS.
brief form, information that will be
included in the Draft CRA. . |
Complete HHRA/ERA Data currently being collected for | This assessment will be included in the Draft risk October 2004
of one EU the 30-acre grid sampling will be Preliminary Draft RI/FS. assessment of one
’ used to perform a complete ‘EU
assessment of one of the EUs on
the western side of RFETS. ,
Complete HHRA/ERA Data currently being collected for | The results will be included in the Draft RI/FS. Draft risk December 2004

for two additional EUs

the 30-acre grid sampling will be
used to perform assessments for

assessment of two
EUs

i

95°




%G

Final Comprehensive Risk Assessment Work Plan

and Methodology

September 2005
Revision 1

Table 8.1 Completion Schedule for the Draft CRA

Task Description Dependencies Delivérable Completion Date
two additional EUs .
Complete human health | Additional EUs will be made All accelerated actions must be completed in the | Draft risk November 2004 -

of ecological and human health
risk for all EUs from
contamination remaining following
remedial actions. The assessment
will be performed progressively
with interim deliverables to be
determined but sufficient that the
agencies can review analyses prior
to issuance of the Draft CRA. -

the human health and ecological exposure
pathways across all EUs. Also, remediation and
confirmation sampling needs to be completed to
the extent determined adequate by DOE.

assessment for remaining | available for review as they are OU; data gap analysis is complete and confirms assessments of July 2005
EUs completed. data adequacy for both human health and remaining EUs

ecological receptors.
Complete the Draft CRA | This includes the complete analysis | Completion of the Draft CRA requires analysis of | Draft CRA

September 2005
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. - " ACRONYMS

CAS Chemical Abstract Service

CDPHE ’ Colorado Department of Public Health and Environment

coc contaminant of concern

CRA Comprehensive Risk Assessment

DOE U.S. Department of Energy

EPA U.S. Environmental Protection Agency

EU ~ exposure unit

HQ hazard quotient

g/mg grams per milligram ‘

IGD Implementation Guidance Document

PRG preliminary remediation goal

RfD reference dose

RFETS or Site Rocky Flats Environmental Technology Site

RMA Rocky Mountain Arsenal
. | VF : volatilization factor
| WRW wildlife refuge worker
- RFCA Rocky Flats Cleanup Agreeme'ntA i

\Wo




\

Final Comprehensive Risk Assessment Work Plan and Methodology - September 2005

m’-yr/kg-day

2
mg/cm”

2
mg/cm-event
mg/day
mg/kg

Appendix A —Human Health Screening-Level Preliminary Remediation Goals Revision |
UNIT DESCRIPTIONS

95UCL upper confidence limit of the mean at a 95 percent fevel
°C degrees Celsius (or Centigrade)

cm centimeter

em? ‘square centimeter

cm® cubic centimeter

cm3 fem® cubic centimeter per cubic centimeter
-day/yr days per'year

ft foot

gkg grams .p,er kilogram

g/mg grams per milligram

hr hour

hr/day hours per day

kg kilogram

kg/m3~ kilograms per ch_bic meter

kg/mg kilograms per milligram

L/day liters per day

L/hr liters per hour

m meter

m’ cubic meter

m3/pg cubic meters per microgram

m*/day cubic meters per day

m*/hr cubic meters per hour

mj/kg cubic meters per kilogram

cubic mefer-year per kilogram-day
milligrams per square centimeter
milligrams per square centimeter-event
milligrams per day

milligrams per kilogram
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mg/kg-day
(mg/kg—day)"
mg/kg BW/day
mg/kg BW/day™
mg/L

mg/m’
mg-yr/kg-day
pCi \

pCilg

pCi/L

% .

rad/day -
risk/pCi
ri.sk/yr/pCi/g '
risk/(mg/kg-day)
yr

yr/pCi/g
yr-pCi/g

ngrkg

g/l

UNIT DESCRIPTIONS
milligrams per kilogram-day |
one divided by (mg/kg-day) .
mi]ligranﬁ per kilogram per body weight per day
one divided by (mg/kg BW/day)
milligrarﬁs per liter
milligrams per cubic meter
milligram-year per kilogram per day
picocurie |
picocuries per gram
picocuries pér liter
percent
rad per day
risk per picocurie
risk per year per picocurie per gram
risk i)el' milligrams per kilogram-day
year '
years per picocurie per gram
year-picocurie per gram
micrograms per kilogram

micrograms per liter
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1.0 INTRODUCTION

Human health-based screening-level preliminary remediation goals (PRGs) have been
developed for the wildlife refuge worker (WRW) for organics, inorganics, and radionuclides
in surface soil, subsurface soil, surface water, and groundwater (volatilization pathway).
These PRGs will support the selection of human health contaminants of concérn (COCs) in
exposure units (EUs) for the Draft Comprehensive Risk Assessment (CRA) for the Rocky
Flats Environmental Technology Site (RFETS or Site). The PRGs for surface soil presented
in the Rocky Flats Cleanup Agreement (RFCA) Appendix N of Appendix 3, Implementation
Guidance Document (IGD) (DOE et al. 1996 [as modified]), were used as the basis for the

PRGs to be used in the CRA. Specifically, the following sets of PRGs were developed:

¢ The PRGs for organics, inorganics, and radionuclides in'surface soil for the WRW
presented here are different from those presented in RFCA, IGD, Appendix N (DOE et
al. 1996 [as modified]), due to reduced exposure frequency to surface soil. The PRGs are
based on ingestion, inhalation, and external exposure from surface soil. These PRGs will
support the development of surface soil and sediment COCs for the CRA.

o Screening-level PRGs for organics, inorganics, and radionuclides in subsurface soil using
the WRW exposure scenario. The PRGs are based on the ingestion, inhalation, and
external exposure from subsurface soil. These PRGs will support the development of
subsuxface soil COCs for the CRA.

¢ Screening-level PRGs for organics, inorganics, and radionuclides in surface water using
the WRW exposure scenario. The PRGs are based on the ingestion of surface water.
These PRGs will support an assessment of the surface water ingestion pathway, including
groundwater contributions and COCs for the CRA.

e Screening-level PRGs for volatile organics in subsurface soil and groundwater using the
WRW exposure scenario. The PRGs being derived are based on the inhalation of volatile
organics from subsurface soil and groundwater. These PRGs will support an assessment
of volatile organics in subsurface soil and groundwater and COCs for the CRA.

The following sections further discuss the derivation of the screening-level PRGs, along with
the applicable exposure parameters, PRG equations, and PRG values. The screening-level
PRGs were derived using thes¢ PRG equations with the applicable PRG parameters. A
description of the derivation of the surface soil PRGs is presented in RFCA, IGD, Appendix
N. Toxicity factors, including inhalation and ingestion slope factors and reference doses
(RfDs), are also found in Appendix N.

1.1  Surface Soil Screening-Level Preliminary Remediation Goals

The WRW surface soil exposure scenario consists of the following pathways: ingestion of
surface soil, inhalation of dust (outdoors), and dermal contact for nonradionuclides for a
WRW working at the Site for an average of 18.7 years, spending 230 days per year, 4 hours
per day exposed to surface soil. The outdoor inhalation pathway is assessed for volatiles as -
released from the soil and nonvolitiles released as fugitive dust. The scenario assumes the
worker will be performing soil contact-intensive activities. This scenario includes all

A-1
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complete and significant exposure pathways included in the site conceptual model and
parameter assumptions that were evaluated in the Task 3 Report and Appendices: Calculation

. of Surface Radionuclide Soil Action Levels for Plutonium, Americium, and Uranium (EPA

et al. 2002). The values calculated for radionuclides in the Task 3 report were used without
modification. For all other analytes, the exposure time was reduced from 250 days per year
to 230 days per year to account f01 20 days of subsurface soil exposure (Section 1.2). PRGs
were calculated for both a 1 x 10 risk and a hazard quotient (HQ) of 0.1. The more

conservative of the two values is chosen for the PRG.

1.1.1 Surface Soil Preliminary Remediation Goal Péraméters

The PRG parameters listed in Table A-1 were used to derlve PRGs using the equatlons

presented i in Section 1.1.2.

Table A-1
4 PRG Parameters for Surface Soil Screen

Exposure Parameter | Variable Unit Point Estimate Source

Target hazard index THI -- 0.1 EPA 1991a
‘ITarget excess lifetime cancer risk TR -- 1E-06 EPA 1991a

Adult body weight BWa kg 70 EPA 1991b

Averaging time - noncarcinogenic ATnc yr 18.7 EPA et al. 2002

Averaging time - carcinogenic ATc yr 70 EPA 1991b

Exposure frequency EFwss dayl/yr 230 EPA et al. 2002°

Exposure duration EDw yr 18.7. EPA et al. 2002

Exposure time ETo_w hr/day 8 EPA et al. 2002

Hourly inhalation rate (adult worker) IRaw m’/hr 1.30 EPA 1997

Mass loading, (PM 10) for inhalation . MLF kg/m’ 0.7 E-8 EPA et al. 2002

Site-specific PEF based on ML PEF m/kg. 14925373 EPA et al. 2002

Soil ingestion rate TRwss mg/day 100 EPA 1991b

Exposure time fraction, outdoor - on Site! ETFo_w - 0.5 EPA etal. 2002

Exposure time fraction, indoor - on Site | ETFi_w -- 0

WRW skin-soil adherence factor AFw mg/cm’-event 0.117 EPA 2001

Event frequency EVw events/day. 1 EPA 2001

WRW skin surface area SAw cm’ 3300 EPA 2001

Dermal absorption fraction ABS -- chemical-specific

Gamma shielding factor (1-Se) GSF -- 1 EPA et al. 2002

Area correction factor ACF -- 0.9 EPA et al. 2002

Oral reference dose RfDo mg/kg-day chemical-specific

Oral cancer slope factor CSFo (mg/kg-day)'I chemical-specific

Inhalation reference dose RfDi mg/kg-day. | chemical-specific

Inhalation cancer slope factor CSFi (mg/kg-day)’ chemical-specific

Oral cancer slope factor - radionuclides [ CSFsoil risk/pCi - | radionuclide-specific

External cancer slope factor - CSFe | risk/yr/pCi/g |radionuclide-specific

radionuclides :

a - The value of 250 days per year used in the Task 3 Report (EPA et al. 2002) has been adjusted to 230 days to account for

the 20 day exposure to subsurface soil.

1.1.2  Surface Soil Preliminary Remediation Goal Equations

The following equations were used to derive the surface soil PRG values:

(3]
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Noncarcinogenic Preliminary Remediation Goal =

((THI x ATnc(yr) x 365(day/yr)) / (IRwss(mg/day) x EFwss(day/yl) x EDw(yr) x 107 6 :
(kg/mg) x 1/RfDo(mg/kg- day) x 1/BWa(kg))) + (IRaw(m*/hr) x EFwss(day/year) x EDw(yr)
x ETo_w(hr/day) x 1/PEF (m- /kg) X l/RfDl(mg/kg day) x /BWa(kg) x (ETFo_w +
(ETFi_w))) + (SAw(cm ) X AFw(mg/cm event) x EFwss(day/yr) x EDw(yr) x ABS x
EVw(events/day) x 1/RfDo(mg/kg-day) x 107 (kg/mg) x 1/BWa(kg))

Carcinogenic Preliminary Remediation Goal =

((TR x ATc(yr) x 365(day/yr))/ (IRwss(mg/day) X EFwss(day/yx) x EDw(yr) x 10° (kg/mg)
x CSFo(risk/mg/kg-day) x l/BWa(kg))) + (IRaw(m*/hr) x EFwss(day/yr) x EDw(yr) x
ETo_w(hr/day) x 1/PEF (m /kg) X CSFx(rlsk/mg/kg day) x 1/BWa(kg) x (ETFo_w +
(ETFi_w))) + (SAw(cm ) X AFw(mg/cm event) x EFwss(day/yr) x EDw(yr) x ABS x
EVw(events/day) x CSFo(risk/mg/kg-day) x 10° (kg/mg) x [/BWa(kg))

Radionuclide Carcinogenic Preliminary Remediation Goal =

(TR / (IRwss(mg/day) X CSFSOI](I’ISk/pC]) x 10~ (g/mg) x EFwss(day/yr) x EDw(yr)) +
(IRaw(m /hr) x 1/PEF(m /kg) x CSFi(risk/pCi) x 1000(g/kg) x EFwss(day/yr) x EDw(yr) x
ETo_w(hr/day) x (ETFo_w + ETFi_w))) + (CSFe(risk/yr/pCi/g) x
EF_wss(day/yr)/365(day/yr) x ETo w(hr/day)/24 x ED_w(yr) x ACF) x ETFo_w x GSF

1.1.3 Surface Soil Screening-Level Prellmmary Remediation Goal Values

~ Table A - 2 presents the surface soil screening-level PRG values.

Table A-2
WRW Surface Soil Screening-Level PRG Values
WRW Cﬂl’VC‘ill:t)‘NeniC WRW Soil PRG
Analyte CAS Number | Noncarcinogenic Soil PRG %I'sk _| Risk=1E-06 or Units
Seil PRG HQ = 0.1 1Eoe HQ=0.1
1,1,1,2-Tetrachloroethane 630-20-6 3332609 91018 91018 ug/kg
1,1,1-Trichloroethane 71-55-6 9178628 : 9178628 ug/kg
1,1,2,2-Tetrachloroethane 79-34-5 6665217 10483 10483 ug/kg
I,1,2-Trichloro-1,2,2- 76-13-1 2383408104 2383408104 uglkg
trifluoroethane .
1,1,2-Trichloroethane 79-00-5 444348 28022 28022 ug/kg
1,1-Dichloroethane - 75-34-3 - 2715777 2715777 .ug/kg
1,1-Dichloroethene * . 75-35-4 17366 17366 ug/kg
1,2,3,6,7,8-Hexachlorodibenzo- 57653-85-7 048 0.48 ug/ke
-dioxin )
1,2,3,7,8,9-Hexa lchlorodlbenm—‘ 19408-74-3 0.48 048 ug/ke
p-dioxin
1,2,3-Trichloropropane 96-18-4 158872 2079 ) 2079 ug/kg
1,2,4,5-Tetrachlorobenzene 95-94-3 24043 24043 ug/kg
1,2,4-Trichlorobenzene 120-82-1 151360 151360 ug/kg
1,2,4-Trimethylbenzene - 95-63-6 132620 . . 132620 ug/kg
1,2-Dibromo-3-chloropropane 96-12-8 17931 2968 2968 ug/kg
1,2-Dichlorobenzene (0-) 95-50-1 2891221 2891221 ug/kg
|,2-Dichloroethane 107-06-2 61872 13270 13270 ug/kg
I,2-Dichlorocthene (cis-) 156-59-2 1110870 : 1110870 ug/kg
1,2-Dichloroethene (total) 540-59-0 999783 999783 ue/kg
I,2-Dichlorocthene (trans-) 156-60-5 287340 . 287340 ug/ky
A-3
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Table A-2
WRW Surface Soil Screening-Level PRG Values
J
WRW Cart&W | WRW Soil PRG
Analyte CAS Number. | Noncarcinogenic Soil PRG %{isk _ | Risk =1E:06-0r Units
C Soil PRG HQ = 0:1 | ™ iE-"()'6 - HQ =0.1
1,2-Dichloropropane 78-87-5 38427 61152 38427 ug/kg
1,2-Diphenylhydrazine 122-66-7 3741 3741 ug/kg
1,3,5-Trimethylbenzene 108-67-8 114340 114340 ug/kg
1,3-Dichlorobenzene 541-73-1 3332609 3332609 ug/kg
1,3-Dichloropropene 542-75-6 16174 - 19432° 19432 ug’kg
1,4-Dichlorobenzene (p-) ) 106-46-7 2953141 91315 91315 ug/kg
11,4-Dioxane ' 123-91-1 378030 378030 ug/kg
2-(2-Methyl-4-chlorophenoxy) . : ' o
propionic acid (MCPP) 93-65-2 80144 80144 ug/kg
2,3,4,6-Tetrachlorophenol 58-90-2 2404306 2404306 ug/kg
2,4,5-T 93-76-5 801440 ' 801440 - ug/kg
2,4,5-Trichlorophenol 95-95-4 8014354 8014354 ug/kg
2,4,6-Trichlorophenol 88-06-2 272055 272055 ug/kg
2,4,6-Trinitrotoluene 118-96-7 40072 - 100001 40072 ug/kg
2,4-Dichlorophenol 120-83-2 240431 240431 ug/kg
2,4-Dimethylphenol . 105-67-9 1602871 . 1602871 “ug/kg
2,4-Dinitrophenol 51-28-5 160287 160287 ug/kg
2,4-Dinitrotoluene 121-14-2 160287 160287 ug/kg
2,6-Dinitrotoluene 606-20-2 80144 . : 80144 ug/kg
2-Butanone (methyl cthyl 78-933 46373332 46373332 ug/kg
ketone) .
2-Chloronaphthalene 91-58-7 6411483 . 6411483 ug/kg
2-Chlorophenol 95-57-8 555435 555435 ug/kg
2-Chlorotoluenc 95-49-8 2221740 2221740 T uglkg
2-Methyl-4-
chlorophenoxyacetic acid 94-74-6 40072 . 40072 ug/kg
(MCPA)
2-Methylnaphthalene 91-57-6 320574 320574 ug/kg
2-Methylphenol (o-cresol) 95-48-7 4007177 4007177 ug/kg
2-Nitroaniline 88-74-4 192137 192137 ug/kg
3,3-Dichlorobenzidine 91-94-1 : 6667 6667 | ug/kg
4-(2,4-Dichlorophenoxy) : ' )
butyric acid (2,4-DB) 94-82-6 641148 641148 ugrkg
4,4-DDD 72-54-8 15528 15528 ug/kg
4,4-DDE 72-55-9 10961 10961 ug/kg
4,4-DDT 50-29-3 49778 10927 10927 ug/kg
4,6-Dinitro-2-methylphenol
(4.6-dinitro-o-cresol) 534-52-1 8014 _ 8014 ug/kg
4-Chloro-3-methyiphenol 59-50-7 ug/kg
4-Chloroaniline 106-47-8 320574 320574 ug/kg
4-Methyl-2-pentanone (methyl | 5 | 83210223 83210223 ug/ke
isobutyl ketone) Sne
4-Methylphenol (p-cresol) 106-44-5 400718 400718 ug/kg
4-Nitroanaline 100-01-6 329814 207917 207917 ug/kg
4-Nitrophenol 100-02-7 641148 641148 ug/kg
Accnaphthene 83-32-9 - 4437768 4437768 ug/kg
Accnaphthylene 208-96-8 ) -~ uglkg
Acclone 67-64-1 999782061 99978201 ug/kg
Acrolein 107-02-8 428 : 428 ug/kg
Acrylonitrile 107-13-1 30479 4622 4622 ug/kg
Alachlor 15972-60-8 801435 37500 37500 ug/ky
Aldicarb 116-06-3° 80144 80144 ug/kg
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Table A-2
WRW Surface Soil Screening-Level PRG Values
» WRW Cargﬁov"lenic WRW.S0il PRG |
Analyte “CAS Number AN.oncarcin(_)genic Soil PRC gi{isk _ Risk = 1E:06:or Units
SQI] PRG HQ=0.1 1E-06 HQ = 0.1

Aldicarb sulfone 1646-88-4 80144 80144 ug/kg
Aldicarb sulfoxide 1646-87-3 ug/kg
Aldrin ' 309-00-2 2404 176 176 ug/kg
Aluminum : 7429-90-5 24774 24774 mg/kg
Ammonium (as ammonia) 7664-41-7 910997 910997 mg/kg
Anthracene 120-12-7 22188842 22188842 ug/kg
Antimony 7440-36-0 44.4 44.4 mg/kg
Aroclor 1016 12674-11-2 - 5048 1349 1349 _uglkg
Aroclor 1221] 11104-28-2 : 1349 1349 ug/kg
Aroclor 1232 11141-16-5 1349 1349 ug/kg
Aroclor 1242 53469-21-9 1349 1349 ug/kg
Aroclor 1248 12672-29-6 : 1349 1349 ug/kg
Aroclor 1254 11097-69-1 1442 1349 1349 ug’kg
Aroclor 1260 11096-82-5 1349 1349 ug/kg
Arsenic  7440-38-2 30 2.41 2.41 mg/kg
Atrazine 1912-24-9 2805024 13636 13636 ug/kg
Barium 7440-39-3 2872 - 2872 mg/kg
Benzene 71-43-2 144433 23563 23563 ug/kg
Benzidine 92-87-5 240431, 13.0 13.0 ug/kg
Benzo(a)anthracene 56-55-3 3793 3793 ug/kg
Benzo(a)pyrene 50-32-8 379 379 ug/kg
Benzo(b)fluoranthene 205-99-2 3793 3793 - ug’kg
Benzo(g,h,i)perylene 191-24-2 ug/kg
Benzo(k)fluoranthene 207-08-9 37927 37927 ug/kg
Benzoic Acid (at pH 7) 65-85-0 320574148 320574148 ug/ky
Benzyl Alcohol 100-51-6 24043061 24043061 ug’kg
Beryllium 7440-41-7 100 142 100 mg/kg
bis(2-chloroethyl)ether 111-44-4 3767 3767 ug/kg
bis(2-chloroisopropylether 108-60-1 4443478 59301 59301 ug/kg
bis(2-ethylhexyl)phthalate 117-81-7 1602871 213750 213750 ug/kg
Boron 7440-42-8 9477 ' 9477 mg/kg
Bromodichloromethane 75-27-4 2221739 67070 67070 ug/kg
Bromoform 75-25-2 2221739 419858 419858 ug/kg
Brom.omethane (methyl 74-83-9 20959 20959 ug/kg
bromide) . &

| Butylbenzylphthalate 85-68-7 16028707 16028707 ug/kg
Cadmium (food) 7440-43-9 91.4 189 91.4 mg/kg
Carbazole 86-74-8 150001 150001 ug/kg
Carbofuran 1563-66-2 400718 400718 ug/kg
Carbon disulfide 75-15-0 1637032 1637032 ug/kg
Carbon tetrachloride 56-23-5 8446 8637 8440 ug/kg
Chlordane-alpha 5103-71-9 47753 10261 10261 ug/kg
Chlordane-beta 5103-74-2 47753 10261 10261 ug/kg
Chlordane-gamma 12789-03-6 47753 10261 10261 ug/kg
Chlorobenzene 108-90-7 666523 666523 ug/kg
Chloroethane (ethyl chloride) 75-00-3 7092413 1433909 1433909 ug/kg
Chloroform - 67-66-3 1948714 7850 7850 ug/kg
Chloromethane {(methyl .
aloride) Y 74-87-3 115077 115077 ug/kg
Chiorpyrifos 2921-88-2 240431 240431 ug/kg
Chromium I 16065-83-1 166630 166630 mg/kg
Chromium VI 18540-29-9 244 284 28.4 mg/kg
Chrysene 218-01-9 379269 - 379269 ug/kg
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Table A-2

WRW Surface Soil Screening-Level PRG Values

WRW

‘ WRW Carcinogenic | WRW Soil: PRG. '
Analyte CAS Numiber N'oncarcinogen'ic Soil PRG Risk = Risk = 1E:06-or .| Units:
Soil PRG HQ = 0.1 1E-06 HQ =0:1
cis-1,3-Dichloropropenc 10061-01-5 76174 19432 19432 ug/kg
Cobalt  7440-48-4 168 122 122 mg/kg
Copper 7440-50-8 4443 4443 - mg/kg
Cyanide 57-12-5 2222 2222 mg/kg
Cyclohexane 110-82-7 54659810819 54659810819 ug/kg
Dalapon 75-99-0 2404306 2404306 ug/kg
Demeton ] 8065-48-3 3206 3206 ug/kg
Di(2-ethylhexyl)adipate 103-23-1 48086122 2500021 2500021 ug/kg
Dibenzo(a,h)anthracene 53-70-3 379 379 ‘ug/kg
Dibenzofuran 132-64-9 222174 222174 ug/kg
Dibromochloromethane - 124-48-1 2221739 49504 49504 ug/kg
Dicamba 1918-00-9 2404306 ‘ 2404306 ug/kg
Dichlorodifluoromethane 75-71-8 229820 229820 ug/kg
3"2*_‘};’;°Ph°“°"ya°e“c acid 94.75-7 801435 801435 ug/kg -
Dieldrin 60-57-1 4007 187 187 ug/kg
Diethyl ether 60-29-7 22217391 22217391 ug/kg
Diethylphthalate 84-66-2 64114830 64114830 ug/kg
Dimethoate 60-51-5 16029 16029 ug/kg -
Dimethylphthalate 131-11-3 801435369 801435369 ug/kg
Di-n-butylphthalate 84-74-2 8014354 8014354 .ug/kg
Di-n-octylphthalate 117-84-0 3205741 3205741 ug/kg
Dinoseb 88-85-7 80144 80144 ug/kg
Dioxin (TCDD) 1746-01-6 0.025 - 0.025 ug/kg
Diquat 85-00-7 176316 176316 ug/kg
Endosulfan (technical) 115-29-7 480861 480861 ug/kg
Endosulfan | 959-98-8 480861 480861 ug/kg
Endosulfan 11 33213-65-9 480861 480861 ug/kg
Endosulfan sulfate 1031-07-8 - 480861 480861 ug/kg’
Endrin (technical)’ 72-20-8 24043 24043 ug/kg
Endrin aldehyde 7421-93-4 24043 24043 ug/kg
Endrin ketone 53494-70-5 33326 33326 ug/kg
Ethyl acetate 141-78-6 99978261 99978261 ug/kg.
Ethylbenzene 100-41-4 5385973 5385973 ug/kg
Ethylene dibromide (1,2-
Dibi’omoethane) 106-93-4 6470 35.1, 35.1 ugrkg
Fluoranthene 206-44-0 2958512 2958512 ug/kg
Fluorene 86-73-7 320574 3205741 ug/kg
Fluoride (as fluorine) 7782-41-4 6665 6665 mg/kg
Glyphosate 1071-83-6 8014354 8014354 ug/kg
Guthion §6-50-0 - uglkg
Heptachlor 76-44-8 40072 665 665 ug/kg
Heptachlor epoxide 1024-57-3 1042 329 329 ug/kg
Hexachlorobenzene 118-74-1 64115 1370 1870 ug/kg
Hexachlorobutadiene 87-68-3 22217 45428 22217 ug/kg
Hexachlorocyclohexane, alpha
(alpha—BHC)) P 319-84-6 570~ 570 ug/kg
Hexachlorocyclohexane, beta i -
(heta-BHC) 319-85-7 1995 1995 ug/kg
Hexachlorocyclohexane, delta
(_(lclm-BI-lC)> 319-86-8 ) ug/ke
Hexachlorocyclohexane,
gamma (ﬂnm)nm—B HC) 58-89-9 28868 2771 2770 ug/kg
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Table A-2

WRW Surface Soil Screening-Level PRG Values
' | WRW | Corcimogenie | WRWSOIERG
Analyte CAS Number Nf)‘m;ircinogenic SGILPRG %lisk - Risk--.-‘.-le-'0,6.-or. | Units
Seil PRG HQ:=0.1 1E-06 HQ =041 -
Hexachlorocyclohexane,
Technical (Liyndane) 608-73-1, 1995 1995 ug/ke
Hexachlorocyclopentadiene 77-47-4 380452 380452 ug/kg
Hexachlorodibenzo-p-dioxin 34465-46-8 0.48 0.48 ug/kg
Hexachloroethane 67-712-1 111087 257240 111087 ug/kg
‘Indeno(1,2,3-cd)pyrene 193-39.5 3793 3793 ug/kg
Iron 1439-89-6 33326 33326 mglkg
Isobutyl alchohol 78-83-1 33326087 33326087 ug/kg
Isophorone 78-59-1 16028707 3157922 3157922 ug/kg
Isopropylbenzene (cumene) 98-82-8 5520778 32680 32680 ug/kg
Lead 7439-92-1 1000 - 1000 mg/kg
Lithium 7439-93-2 2222 2222 mg/kg
Manganese (food) 7439-96-5 443 443 mg/kg
Mercury. 7439-97-6 33 . 33 mg/kg -
Methoxychlor 72-43-5 400718 400718 ug/kg
Methyl methacrylate 80-62-6 12423348 - 12423348 ug/kg
Methyl tert-butyl ether 1634-04-4 38170968 . 750006 750006 ug/kg
Methylene chioride 75-09-2 5004282 271792 271792 ug/kg
(dichloromethane)
Mirex 2385-85-5 16029 16029 ug/kg
Molybdenum 7439-98-7 555 555 mg/kg
m-p-Xylene 136777-61-2 1059049 1059049 ug/kg
m-Xylene - 108-38-3 1059049 1059049 ug/kg
Naphthalene 91-20-3 1403301 1403301 ug/kg
Nickel (soluble) 7440-02-0 2222 2222 mg/kg
Nitrate 14797-55-8 177739 177739 mg/kg
Nitrite 14797-65-0 11109 11109 mg/kg
Nitrobenzene 98-95-3 43246 43246 ug/kg
N-Nitrosodiethylamine 55-18:5 19.9 19.9 ug/kg
.1 N-Nitrosodimethylamine 62-75-9 641 58.7 58.7 ug/kg
N-Nitroso-di-n-butylamine | 924-16-3 520 520 ug/kg
N-Nitrosodi-N-propylamine 621-64-7 429 429 ug/kg
N-Nitrosodiphenylamine 86-30-6 1602871 612250 612250 ug/kg
N-Nitrosopyrrolidine 930-55-2 1425 1425 ug/kg
Qctahydro-1,3,5,7-tetranitro-
3.5 9 etraonme HMX) 2691-41-0 4007177 4007177 ug/kg
Oxamyl (vydate) 23135-22-0 2003588 2003588 ug/kg
o-Xylene 95-47-6 1059049 1059049 ug/kg
Parathion 56-38-2 480861 48086! ug/kg
Pentachlorobenzene 608-93-5 64115 64115 ug/kg
Pentachlorophenol 87-86-5 1695768 17633 17633 ug/kg
Phenanthrene 85-01-8 . ug/kg
Phenol 108-95-2 240430061 24043061 ug/kg
Picloram 1918-02-1. 5610048 5610048 ug/kg
p-Nitrotoluenie 99-99-0 1110870 244608 244608 ug/kg
p-Xylene 106-42-3 1059049 1059049 ug/kg
Pyrene 129-00-0 2218884 2218884 ug/kg
Selenium - 7782-49-2 555 355 mg/kg
Silver 7440-22-4 555 355 mg/kg
Simazine 122-34-9 400718 25000 25000 ug/kg
Strontium 7440-24-6 66652 66652 mg/ky
| Styrene 100-42-5 13789257 13789257 - ug/kg
Sulfide 18496-25-8 mg/kg
A-T
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WRW Surface Soil Screening-Level PRG Values

Table A-2

WRW Car W . | WRW Soil PRG
Analyte CAS Number | Noncarcinogenic | gl Risk = 1E-06 or Units
. Soil PRG Risk =
Soil PRG HQ = 0.1 1E-06 HQ=0.1

Tetrachloroethene 127-18-4 863641 6705 6705 ug/kg
Tetraethy! dithiopyrophosphate 3689-24-5 40070 40070 ug/kg
Thallium 7440-28-0 7.78 ! 7.78 mg/kg
Tin 7440-31-5 66652 66652 mg/kg
Titanium 7440-32-6 169568 169568 mg/kg
Toluene 108-88-3 3094217 . 3094217 ug/kg
Toxaphene 8001-35-2 L 2720 2720 ug/kg
trans-1,3-Dichloropropene 10061-02-6 86794 20820 20820 ug/kg
Trichloroethene * 79-01-6 29075 1770 1770 ug/kg
Trichlorofluoromethane 75-69-4 1511019 1511019 ug/kg
Igi‘gh'°r°p"°“°"ypr°p“°”‘° 93-72-1 169369 169369 ug/kg
Uranium (soluble salts) 7440-61-1 333 333 mg/kg
Vanadium 7440-62-2 111 111 mg/kg
Vinyl acetate 108-05-4 2647023 2647023 ug/kg
Vinyl chloride 75-01-4 137661 2169 2169 ug/kg
Xylene (total) 1330-20-7 1059049 ] 1059049 ug/kg
Zinc 7440-66-6 33326 33326 mg/kg
Americium-24] 14596-10-2 ~ 7.69 7.69 pCilg
Cesium-134 013967-70-9 0.08 0.08 pCilg
Cesium-137+D 10045-97-3 0.22° 0.22 pCi/g
Curium-244 013981-15-2 8.63 8.63 pCi/g
Curium-245/246 015621-76-8 1.80 -1.80 pCi/g
Neptunium-237 013994-20-2 5.43 543 pCi/g
Plutonium-236 015411-92-4 9.16 9.16 pCilg
Plutonium-238 013981-16-3 5.97 5.97 pCi/g
Plutonium-239 15117-48-3 9.78 9.78 pCi/g.
Plutonium-240 14119-33-6 9.80 9.80 pCilg
Plutonium-241 014119-32-5 520.08 520.08 pCi/g
Plutonium-242 13982-10-0 6.24 6.24 pCi/g
Raadium-228+D 15262-20-1 0.11 0.11 pCi/g
Radium-226 A 13982-63-3 2.69 2.69 pCi/g
Strontium-89 14158-27-1 36.1 36.1 pCi/g
Strontium-90+D 10098-97-2 13.2 13.2 pCi/g
Tritium . 10028-17-8 25082 25082 pCi/g
Uranium-232. 14158-29-3 3.61 3.61 pCi/g
Uranium-233 13968-55-3 114 11.4 pCi/g
Uranium-234 13966-29-5 - 253 253 pCi/g
Uranium-235 15117-96-1 1.05 1.05 pCi/g
Uranium-238 7440-61-1 293 29.3 pCi/g

a. Values recommended by CDPHE.

1.2 Subsurface Soil Screening-Level Preliminary Remediation Goals

The WRW subsurface soil exposure scenario consists of the following pathways: mgestlon
of subsurface surface soil, inhalation of dust (outdoors), and dermal contact for
nonradionuclides for a WRW working at the Site for an average of 18.7 years, spending 20
days per year (EBASCO 1993), 4 hours per day exposed to subsurface soil. The outdoor
inhalation pathway is assessed for volatiles as released from the soil. The inhalation pathway
is assessed for nonvolatiles as fugitive dust. The external radiation exposure pathway is also
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included for radionuclides. The scenario assumes the worker will be performing soil contact-
intensive activities. This scenario includes all complete and significant exposure pathways
and parameter assumptions that were evaluated in the Task 3 Report and Appendices:
Calculation of Surface Radionuclide Soil Action Levels for Plutonium, Americium, and
Uranium (EPA et al. 2002). PRGs were calculated for both a 1 x 10 risk and a HQ of 0.1.
The more conservative of the two values is chosen for the PRG.

1.2.1 Subsurface Soil Preliminary Remediation Goal Parameters

The PRG parémeters listed in Table A-3 are used to derive PRGs using the equations

presented in Section 1.2.2."

Table A-3
PRG Parameters for Subsurface Soil Screen

Exposure Parameter " Variable Unit Point Estimate Source
Target hazard index THI-1 -- 0.] EPA 1991a
Target excess lifetime cancer risk TR-1 - 1E-06 EPA 1991a
Adult body weight BWa kg 70 EPA 1991b
Averaging time - noncarcinogenic ATnc yr 18.7 EPA et al. 2002
Averaging time - carcinogenic ATc yr 70 EPA 1991b
Exposure frequency - EFwsubs day/yr 20 EBASCO 1993
Exposure duration EDw yr 18.7 EPA et al. 2002
Exposure time ETo_w hr/day 8 EPA et al. 2002
Hourly inhalation rate (adult worker) IRaw m/hr 1.30 " EPA 1997
Mass loading, (PM10) for inhalation MLF kg/m” 6.7 E-08 EPA et al. 2002
Site-specitic PEF based on ML PEF m'/kg 14925373 EPA et al. 2002
Soil ingestion rate IRwss mg/day 100 EPA 1991b
Exposure time fraction, on site outdoor ETFo_w -- 0.5 EPA et al. 2002
Exposure time fraction, on site indoor ETFi_w - 0
WRW skin-soil adherence factor AFw mg/cm’-event 0.117 EPA 2001
Event frequency EVw events/day - ] EPA 2001
WRW skin surface area SAw cm’ 3300 EPA 2001
Dermal absorption fraction ABS -~ chemical-specific
Gamma shielding factor (1-Se) GSF - | EPA et al. 2002
Area correction factor ACF - 0.9 EPA et al. 2002
Oral reference dose RtDo . mg/kg-day chemical-specific
Oral cancer slope factor CSFo (mg/kg-day)’! chemical-specific
Inhalation reference dose RfDi mg/kg-day chemical-specific
Inhalation cancer slope factor CSFi (mg/kg-day)”' chemical-specific
Oral soil cancer slope factor - radionuclides CSFsoil - risk/pCi radionuclide-specific
External cancer slope factor - radionuclides CSFe risk/yr/pCi/g | radionuclide-specific

1.2.2  Subsurface Soil Preliminary Remediation Goal Equations

The following equations are used to derive the PRG values:

Noncarcinogenic Preliminary Remediation Goal =

((THI x ATnc(yr) x 365(day/yr)) / (IRwss(mg/day) x EFwsubs(day/yl) x EDw(yr) x 10 6
(kg/mg) x I/RfDo(mg/kg-day) x l/BWd(kg))) + (IRwss(m- /h|) x EFwsubs(day/year) x

EDw(yr) x ETo w(hl/day) x I/PEF (m’ /kg) x 1/RfDi(mg/kg-day) x 1/BWa(kg) x (ETFo_w +
(ETFi_w))) + (SAw(cm ) X AFw(mg/cm cvcnl) x EFwsubs(day/yr) x EDw(yr) x ABS x
EVw(wLnls/day) x [/RfDo(mg/kg-day) x 10° (l\c/mo) X I/BWd(kg))
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Carcinogenic Preliminary Remediation Goal =

((TR x ATc(yr) x 365(day/yr)) / (IRwss(mg/day) x EFwsubs(day/yr) x EDw(yr) x 10°
(kg/mg) x CSFo(risk/mg/kg-day) x l/BWa(kg))) + (IRdw(mz/hr) x EFwsubs(day/yr) x
EDw(yr) x ETo_w(hr/day) x I/PEF (m /kg) X CSFl(rlsk/mg/kg -day) x 1/BWa(kg) x

(ETFo_w + (ETFi_w))) + (SAw(cm ) x AFw(mg/cm event) x EFwsubs(day/yr) x EDw(yr)
x ABS x EVw(events/day) x CSFo(risk/mg/kg-day) x 10° (kg/mg) x 1/BWa(kg))

Radionuclide Carcinogenic Preliminary Remediation Goal =

(TR / (IRwss(mg/day) x CSFsoil(risk/pCi) x 10‘3(g/mg) x EFwsubs(day/yr) x EDw(yr)) +
(IRaw(m*/hr) x 1/PEF(m3/kg) x CSFi(risk/pCi) x 1000(g/kg) x EFwsubs(day/yr) x EDw(yr)

x ETo_w(hr/day) x (ETFo_w + ETFi_w))) + (CSFe(risk/yr/pCi/g) x

EF_wsubs(day/yr)/365(day/yr) x ETo_w(hr/day)/24 x ED_w(yr) x ACF) x ETFo_w x GSF

1.2.3 Subsurface Soil Screeniﬁg-Level Preliminary Remediation Goal Values

Table A-4 presents the subsurface soil screening-level PRG values.

Table A-4
WRW Subsurface Soil Screening-Level PRG Values .
Nonc:::{i.r‘zgenic Car‘():‘ilrll{(-)‘:enic 'VY_I}WSub'su‘rface iy
Analyte CAS Number Subsurface Soil Subsurface Soil 1?;'(; :ﬁgﬁg‘f;l U_gpts
PRG HQ =0.1 |PRG Risk = 1E-06 . ,
1,1,1,2-Tetrachloroethane 79-34-5 38325000 1046707 1046707 ug/kg
1,1, 1-Trichloroethane 79-00-5 105554221 A 105554221 ug/kg
1,1.2.2-Tetrachloroethane 127-18-4 76650000 120551 120551 ug/kg
[’”:]301‘)‘;[']‘1‘21‘;‘3 1.22- 118-96-7 27409193194 27409193194 ug/ke
1,1,2-Trichloroethane 79-01-6 5110000 322253 322253 ug’kg
},1-Dichloroethane 107-06-2 31231437 31231437 ug/kg
1,i-Dichloroethene * 540-59-0 199706 199706 ug/kg
;’_E’ii’f{g’8'H°"a°“‘.°‘°dibenz°' 19408-74-3 5.55 5.55 ug/kg
’l)j,ii,zi,s&HexachlorodlbenLo— 67-72-1 555 555 ug/ke
1,2,3-Trichloropropane 76-13-1 1827027 23910 23910 ug/kg
1,2,4,5-Tetrachlorobenzene 630-20-6 276495 7 276495 ug/kg
1,2 4-Trichlorobenzene 71-55-6 1740638 1740638 ug/kg
§,2,4-Trimethylbenzene 95-63-6 1525000 1525000 ug/kg
2-Dibromo-3-éhloropropanc 84-74-2 206202 34137 34137 ug/kg
1,2-Dichlorobenzene (o-) 541-73-1 33249041 33249041 ug/kg
1,2-Dichloroethane 75-35-4 711529 152603 152603 ug/kg
1.2-Dichloroethene (cis-) 156-59-2 12775000 12775000 ug/kg
I,2-Dichloroethene (total) 120-83-2 11497500 11497500 ug/kg
}.2-Dichloroethene (trans-) £56-60-5 3304000 3304000 ug/ky
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Table A-4 |
WRW Subsurface Soil Screening-Level PRG Values
: Noncn]g;):;gepic Car‘c}:lx?(;";‘lenic WRWSubsurface e
Analyte . CAS Number | Ginsurface Soil | Subsurface Soil . 1%‘33:(&%’5’2‘;1 - Units .
PRG:HQ =0.1 |PRGRisk=1E:06] " R L
1,2-Dichloropropane 542-75-6 441907 703248 441907 ug/kg
1,2-Diphenylhydrazine 85-00-7 43021 43021 ug/kg
-1,3,5-Trimethylbenzene 108-67-8 1315000 1315000 ug/kg
1,3-Dichlorobenzene 106-46-7 38325000 38325000 ug/kg
1,3-Dichloropropene 10061-01-5 876004 223462 223462 ug/kg
1,4-Dichlorobenzene (p-) 91-94-1 33961116 1050120 1050120 ug/kg
1,4-Dioxane . 1746-01-6 4347351 4347351 ug/kg
i ooy ) 75-09-2 921651 4 921651 ug/ke
2,3,4,6-Tetrachlorophenol 7440-28-0 27649520 27649520 ug/kg
2,4,5-T 93-76-5 9217000 9217000 ug/kg
2,4,5-Trichlorophenol 88-06-2 92165067 92165067 ug/kg
2,4,6-Trichlorophenol 93-72-1 ‘ 3128634 3128634 ug/kg
2,4,6-Trinitrotoluene 7440-61-1 | 460825 1150010 460825 ug/kg'
2,4-Dichlorophenb| 94-75-7 - 2764952 2764952 ug/kg
2,4-Dimethylphénol 131-11-3 18433013 18433013 ug/kg '
2,4-Dinitrophenol 121-14-2 1843301 1843301 ug/kg
2, 4-Dinitrotoluene 606-20-2 1843301 1843301 ug/kg
2,6-Dinitrototuenc 117-84-0 . 921651 921651 ug/kg
ifo‘:]‘é‘;“’"e (methy! ethyl 78:93:3 533293318 533293318 ug/ke
2-Chloronap|nﬁalene 95-57-8 73732054 73732054 ug/kg -
2-Chlorophenol 2921-88-2 6387500 6387500 ug/kg
2-Chlorotoluene _ 95-49-8 25550000 25550000 ug/kg'
. i(_:li\(/:C(:jl)égll;c)hlorophenoxyacetic 93-65-2 460825 460825 ug/kg
2-Methylnaphthalene 108-10-1 3686603 3686603 ug/kg
2-Methylphenol (o-cresol) 106-44-5 46082534 46082534 ug/kg
2-Nitroaniline 100-01-6 2209570 2209570 ug/kg
3,3-Dichlorobenzidine 75-71-8. 76667 76667 ug/kg
chjé Bi_%“}‘;;m""c“oxy) butyric | 75 87:5 7373205 7373205 ug/ke
4,4-DDD 72-55-9 178570 178570 ug/kg
4 4-DDE 50-29-3 126049 126049 ug/kg
4 4.4-DDT 75-99-0 572444 125658 125658 ug/kg
3;ﬁ;(‘?(:'_‘:)‘_‘2’li‘(;’]‘)°”’5""h,c”‘" A T P 92165 | 92165 ug/kg
4-Chloro-3-methylphenol 91-58-7 ug/kg
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Table A-4 _
WRW Subsurface Soil Screening-Level PRG Values ,
Noncggﬁwogellic Car‘c)‘i,‘fl}()‘;nic WR.W S‘ub'sp‘rface .
Analyte CAS Number Subsurface Soil Subsurface Soil 1%?36P£C;[glik0=l . UmFs
PRG HQ = 0.1 | PRG Risk = 1E-06 )

4-Chloroaniline - 108-90-7 3686603 3686603 uglkg
:‘S';‘gzt'y‘l)':(‘é'o":e‘;‘a”‘)”e (methyl 95-48-7 956017564 956917564 uglke
4-Methylphenol (p-cresol) 1634-04-4 4608253 4608253 ug/kg
4-Nitroanaline 98-95-3 3792857 2391043 2391043 ugkg
4-Nitrophenol 924-16-3 7373205 7373205 ug/kg
Acenaphthene §3-32-9 51034336 51034336 uglkg
Acenaphthylene 208-96-8 ug/kg -
Acetone ) 67-64-1 1149750000 1149750000 uglkg
Acrolein 107-02-8 4919 4919 uglkg
Acrylonitrile 107-13-1 350508 53153 53153 ugrkg
Alachlor- 15972-60-8 9216507 431254 431254 uglkg
Aldicarb 116-06-3 921651 921651 ug/kg
Aldicarb sulfone 1646-88-4 921651 921651 ug/kg
Aldicarb sulfoxide 1646-87-3 uglkg
Aldrin 309-00-2 27650 2024 2024 ~uglkg
Aluminum 7429-90-5 284902 284902 lnykg
Ammonium (as ammonia) 7664-41-7 10476464 10476464 mg/kg
Anthracene 120-12-7 255171679 255171679 ug/kg .
Antimony 7440-36-0 511 511 mg/kg
Aroclor 1016 - 12674-11-2 58048 15514 15514 ug/kg
Aroclor 1221 11104-28-2 15514 15514 ug/kg
Aroclor 1232 11141-16-5 15514 15514 ugl/kg
Aroclor 1242 53469-21-9 15514 15514 ug/kg
Aroclor 1248 12672-29-6 15514 15514 ug/kg
Aroclor 1254 11097-69-1 16585 15514 ‘15514 ug/kg
Aroclor 1260 11096-82-5 15514 15514 ugrkg .
Arsenic 7440-38-2 343 277 279 mg/kg
Atrazine 1912-24-9 32257774 156820 156820 ug/kg
Barium 7440-39-3 33033 33033 mg/kg
Benzene 71-43-2 1660974 270977 270977 ug/kg
Benzidine 92-87-5 2764952 150 150 ug/kg
Benzo(a)anthracene 56-55-3 43610 43616 ug/kg
Benzo(a)pyrene 50-32-8 . 4357 4357 ug/ke
Benzo(b)luoranthene 205-99-2 . 43616 43616 ug/kg
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Table A-4
WRW Subsurface Soil Screening-Level PRG Values _
’ Noncggz,vogenic Car\c}‘i]llll(-)‘:enic W-R;W Surb’sqﬁf.age -
Analyte CAS Number Subsurface Soil _ Subsurface Soil 1%31(:61)(5(;11(3'5—1{0:1 Um‘tAs, -
. PRG HQ =0.1 . |PRG Risk =1E-06| " o L
Benzo(g,h,i)perylene 191-24-2 d ' ug/kg
Benzo(k)fluoranthene 207-08-9 436159 436159 ug/kg
Benzoic Acid (at pH'7) 65-85-0 3686602698 3686602698 ug/kg
Benzyl Alcohol 100-51-6 - 276495202 276495202 ug/kg
Beryllium 7440-41-7 115] 1634 s mg/kg
bis(2-chloroethyl)ether 111-44-4 43315 433 15 ug/kg
bis(2-chloroisopropyl)ether “108-60-1 51100000 681967 681967 ug/kg
bis(2-ethylhexyl)phthalate 117-81-7 18433013 2458128 2458128 ug/kg
Boron 7440-42-8 108980 108980 mg/kg
Bromodichloromethane 75-27-4 25550000 771304 771304 ug/kg
Bromoform 75-25-2 25550000 4828368 4828368 ug/kg
oo eihane (methy! 74-83.9 241033 241033 ugrke
'| Butylbenzylphthalate 85-68-7 184330135 184330135 ug/kg
Cadmium (food) 7440-43-9 1051 2179 1051 mg/kg'
Carbazole 1563-66-2 1725015 1725015 ug/kg
Carbofuran 75-15-0 4608253 4608253 ug/kg
Carbon disulfide 56-23-5 18825864 18825864 ug/kg
Carbon tetrachloride 5103-71-9 97124 99321 97124 ug/kg
Chlordane-alpha 5103-74-2 549155 117997 117997 ug/kg
Chlordane-beta 12789-03-6 549155 117997 117997 ug/kg
Chlordane-gamma 106-47-8 549155 117997 117997 ug/kg
Chlorobenzene 75-00-3 7665015 7665015 ug/kg
Chloroethane (ethyl chlotide) 67-66-3 81562747 16489950 16489950 ug/kg
Chloroform 74-87-3 2241014 90270 90270 ug/kg
Chloromethane (methyl chloride) 59-50-7 1323388 1323388 ug/kg
Chlomyrifos 16065-83-1 2764952 g 2764952 ug/kg
Chromium I 18540-29-9 1916250 1916250 mg/kg
Chromium VI 218-01-9 2806 327 327 mg/kg
Chrysene 7440-48-4 4361590 4361590 ug/kg
cis-1 ,3-DichI()ropro|)cnc 10061-02-6 876004 223462 223462 ug/kg
Cobalt 7440-50-8 1932 1401 1401 mg/kg
Copper 57-12-5 51100 51100 mg/kg
Cyanide 110-82-7 25550 25550 mg/kg
Cyclohexane 72-54-8 628587824423 628587824423 ug/kg
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Table A-4
WRW Subsurface Soil Screening-Level PRG Values
Nonc:‘:\r/g::/)genic Car‘c)‘i]r}fo‘:enic WR.W Subsl!rface .
Analyte CAS Number SUbsurface Soil Subsurface Soil 123(:::61)3(;[185:0:1 Units
PRG HQ =0.1 |PRG Risk = 1E-06 )

Dalapon 8065-48-3 27649520 27649520 ug/kg
Demeton 53-70-3 36866 36866 ug/kg
Di(2-ethylhexyl)adipate 84-66-2 552990405 28750244 28750244 ug/kg
Dibenzo(a,h)anthracene 132-64-9 4362 4362 ' ug/kg -
Dibenzofuran 124:48-1 2555000 2555000 uglke
Dibromochioromethane 96-12-8 25550000 569296 569296 “ug/kg
Dicamba 95-50-1 27649520 27649520 ug/kg
Dichlorodifluoromethane 75-34-3 2642930 2642930 ug/kg
gj_‘g’)r ophenoxyacetic acid 94-82-6 9216507 9216507 uglkg
Dieldrin 60-29-7 46083 2151 2151 ug/kg
Diethyl ether 103-23-1 255500000 255500000 ug/kg
Diethylphthalate 60-51-5 737320540 737320540 ug/kg
Dimethoate 105-67-9 184330 184330 ug/kg
Dimethylphthalate 534-52-1 9216506746 9216506746 ug/kg
Di-n-butylphthalate 1918-00-9 92165067 92165067 ug/kg
Di-n-octylphthalate 88-85-7 36866027 36866027 ug/kg
Dinoseb 123-91-1 921651 921651 ug/kg
Dioxin (TCDD) 122-66-7 i 0.28 0.28 ug/kg
Diquat ' 959-98:8 2027631 2027631 ug/kg
Endosulfan (technical) 72-20-8 5529904 5529904 ug/kg
Endosulfan | 33213-65-9 5529904 5529904 ug/kg
Endosulfan 11 1031-07-8 5529904 5529904 ug/kg
Endosulfan sulfate 115-29-7 5529904 5529904 ug/kg
Endrin (technical) 7421-93-4 276495 276495 ug/kg
Endrin aldehyde 53494-70-5 276495 276495 ug/kg
Endrin ketone 141-78-6 383250 383250 ug/kg
Ethyl acetate 100-41-4 1149750000 - 1149750000 ug/kg
Ethylbenzene 106-93-4 61938689 61938689 ug/kg
g‘lll]))llée;:zc(:ll?:::)“dc (t.2- 206-44-0 74400 403 403 uglkg
Fluoranthene 86-73-7 34022891 34022891 ug/kg
Fluorene 7782-41-4 36866027 36866027 ug/kg
Fluoride (as fluoring) 1071-83-6 76650 76650 mg/kg
Glyphosate 86-30-0 92165067 92165067 ug/kg
Guthion 76-44-8 ug/kg
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Table A-4
WRW Subsurface Soil Screening-Level PRG Values
A Nonc:‘r/gnwngenic' Carwc‘illll{o‘g‘;nic W}(I-W:S;x:l?surfa’ce L
nalyte CAS Number Subsurface Soil Subsurface Soil 1?701(:6P(§'(:~Ilé) k0=1 .-Umts
PRG HQ = 0.1 _|PRG Risk=1E-06| N B
Heptachlor 1024-57-3 460825 7647 7647 ug/kg
Heptachlor epoxide 118-74-1 11981 3782 3782 ug/’kg
Hexachlorobenzene 87-68-3 737321 21508 21508 ugrkg
Hexachlorobutadiene 319-84-6 255500 522423 255500 ug/kg
gf"]f]’;f‘é‘;j‘(’:c)yc'o"e"a"e’ alpha 319-85-7 6555 6555 ug/ke
o ecyelohexane. beta | 319.56.8 22942 22942 uglkg
(P:iz)lc;(ig;rcosyclohexane, delta 58-89-9 ug/ke
&’;‘:ﬁ:’;_"é‘l’_{céjlc’he"““e’ BAMMA ] 608-73-1 331979 31864 31864 ug/kg
?ggﬁﬂysr?ﬁﬁ'}‘gﬂz;‘“‘e 77-47-4 22944 22944 ug/kg
Hexachlorocyclopentadiene 34465-46-8 4375200 4375200 ug/kg
Hexachlorodibenzo-p-dioxin 57653-85-7 5.55 5.55 ug/kg
Hexachloroethane 193-39-5 1277500 2958255 1277500 ug/kg
Indeno(1,2,3-cd)pyrene 7439-89-6 43616 43616 ug/kg
Iron 78-83-1 383250 383250 mg/kg
[sobutyl alchohol 78-59-1 383250000 383250000 ug/kg
Isophorone 08-82-8 184330135 36316098 36316098 ug/kg
Isopropylbenzene (cumene) 7439-92-1 127750000 375823 375823 ug/kg
Lead » 7439-93-2 1000 1000 . mg/kg
Lithium 7439-96-5 25550 25550 mg/kg
Manganese (food) 7439-97-6 5089 5089 mg/kg
Mercury 72-43-5 379 379 mg/kg
Methoxychlor 94-74-6 4608253 4608253 ug/kg
Methyl methacrylate 91-57-6 142868503 142868503 ug/kg
Methyl tert-butyl ether 2385-85-5 438966133 8625073 8625073 ug/kg
?gfc‘:]’lyolf;ig;]'?l‘]'e‘;e 80-62-6 57549241 3125604 3125604 ug/ke
Mirex 7439-98-7 184 " 184 mg/kg
Molybdenum 91-20-3 6387500 6387500 ug/kg
m-p-Xylene 108-38-3 12179060 12179060 ug/kg
m-Xvylene 95-47-6 12179060 12179060 ug/kg
Naphthalene 7440-02-0 16137963 16137963 ug/kg
Nickel (soluble) 14797-55-8 25550 25550 mg/kg
Nitrate 14797-65-0 2044000 2044000 mg/kg
Nitrite 88-74-4 127750 127750 mg/kg
A-15
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Table A-4
WRW Subsurface Soil Screening-Level PRG Values
. Nonc:‘r]:{ir‘:;genic Car\;'lrln{o‘genic VYRW Subst{rface .
Analyte CAS Number Subsurface Soil. | Subsurface Soil ]?3?361)(:}‘(;{%'?.0:1 Units
PRG HQ =0.1 |PRG Risk=1E-06| T

Nitrobenzene 100-02-7 497333 497333 ' ug/kg
N-Nitrosodiethylamine 62-75-9 229 229 ug/kg
N-Nitrosodimethylamine 86-30-6 7373 675 675 ug/kg
N-Nitroso-di-n-butylamine 55-18-5 5977 . 5977 ug/kg
N-Nitrosodi-N-propylamine 930-55-2 4929 4929 ug/kg
N~Nitrosodiphenylamine 621-64-7 18433013~ 7040876 7040876 ug/kg
N-Nitrosopyrrolidine 99-99-0 16387 16387 ug/kg
?‘;‘g“;‘i;‘;;zz ’C5i ;Zc"(cl;r&";(‘)r o 23135.22-0 46082534 46082534 ug/kg
Oxamyl (vydate) 56-38-2 | 23041267 23041267 ug/kg
o-Xylene 7440-66-6 12179060 12179060 ug/kg
Parathion 608-93-5 5529904 5529904 ug/kg -
Pentachlorobenzene 87-86-5 737321 737321 ug/kg
Pentachlorophenol - 85-01-8 19501336 202777 202777 ug/kg
Phenanthrene 108-95-2 v uglkg
Phenol 1918-02-1- 276495202 276495202 ug/kg
Picloram 129-00-0 64515547 64515547 ug/kg
p-Nitrotoluene 2691-41-0 12775000 2812992 2812992 ug/kg
p-Xylene 136777-61-2 12179060 12179060 ug/kg
Pyrene 7782-49-2 25517168 25517168 ug/kg
Seleﬁium 7440-22-4 6388 6388 mg/kg
Silver 122-34-9 6388 6388 mg/kg
Simazine 7440-24-6 4608253 287502 287502 ug’kg
Strontium 100-42-5 766500 . 766500 mg/kg
Styrene 18496-25-8 158576458 158576458 ug/kg
Sulfide 95-94-3 mg/kg
Tetrachloroethene . 58-90-2 9931877 77111 77111 ug/kg
Tetracthyl dithiopyrophosphate 3689-24-5 460830 460830 ug/kg
Thallium 7440-31-5 89.4 89.4 mg/kg
Tin 7440-32-6 766500 766500 mg/kg
Titanium 108-88-3 1950035 1950035 mg/kg
Toluene | 8001-35-2 35583491 35583491 ug’kg
Toxaphene 120-82-1 31284 31284 ug/kg
trans-1.3-Dichloropropenc 60-57-1 9981306 239434 239434 ug/kg
Trichloroethene * 79-01-6 334363 20354 20354 ug/kg
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Table A-4
WRW Subsurface Soil Screening-Level PRG Values
o Nonc;‘r/z{ir\l:igenic Cart‘i/rljo‘)g\i:nic WR.W Subsmfrface .
Analyte CAS Number Subsurface Soil Subsurface Soil 1?;:::3%8550:51 Umfs
PRG HQ = 0.1 PRG Risk = 1E-06 . ) - o

Trichlorofluoromethane 95-95-4 17376716 17376716 ug/kg
Trichlorophenoxyproprionic acid 96-18-4 1947743 1947743 ug/kg

Uranium (soluble salts) 7440-62-2 3833 3833 mg/kg -
Vanadium 108-05-4 1278 1278 . mg/kg
Vinyl acetate 75-01-4 30440762 30440762 ug/kg
Vinyl chloride 1330-20-7 - 1583104 24948 24948 ug/kg
Xylene (total) 106-42-3 12179060 » 12179060 - ug/kg
Zinc 14596-10-2 383250 ' 383250 mg/kg
Americium-241 14596-10-2 ' 88 88 . pCilg
Cesium-134 013967-70-9 0.91 0.91 pCi/g
4 Cesium-137+D 10045-97-3 2.54 2.54 pCi/g
Curium-245/246 015621-76-8 2069 20.69 pCi/g
Neptunium-237 013994-20-2 62.5 62.5 pCi/g
Plutonium-236 015411-92-4 105 105 pCilg
Plutonium-238 013981-16-3 68.7 68.7 pCilg
Plutonium-239 15117-48-3 112 112 pCilg
Plutonium -240 14119-33-6 113 113 pCi/g
Plutonium-241 014119-32-5 5980.92 5980.92 pCi/g
Plutonium-242 13982-10-0 71.82 71.82 . pCilg
Radium-226 13982-63-3 31.0 31.0 pCilg
Radium-228+D 15262-20-1 1.28 1.28 pCilg
Strontium-89 14158-27-1 416 416 pCilg
Strontium -90+D 10098-97-2 152 152 pCi/g
Tritium 10028-17-8 288449 288449 pCi/g
Uranium-232 14158-29-3 4149 41.49 pCi/g
Uranium-233 13968-55-3 131 131 - pCi/g
Uranium-234 13966-29-5 291 291 pCi/g
Uranium-235 15117-96-1 12.1 12.1 pCi/g
Uranium-238 © 7440-61-1 337 337 pCi/g

a. Values recommended by CDPHE.

1.3 Surface Water Screening-Level Preliminary Remediation'Goals

The WRW surface water exposure scenario consists of the following pathway: ingestion of
surface water on the Site for 18.7 years while performing outdoor tasks near surface water.
The scenario assumes the WRW may incidentally ingest surface water while performing

biological surveying tasks 42 days per year (EBASCO 1993). This scenario was not

N
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considered to be a significant exposure pathway in the Task 3 Report and Appendices:
Calculation of Surface Radionuclide Soil Action Levels for Plutonium, Americium, and
Uranium (EPA et al. 2002). Calculations in this appendix were performed deterministically.
PRGs were calculated for both a 1 x 107 risk and an HQ of 0.1.

1.3.1 Surface Water Preliminary Remediation Goal Parameters

The PRG parameters presented in Table A-5 were used to derive PRGs using the equations
listed in Section 1.2.2.

Table A-5

PRG Parameters for Surface Water Screen

Exposure Pairameter Variable Unit Point Estimate Source
Target hazard index THI -- 0.1 EPA 1991a
Target excess lifetime cancer risk TR - - 1E-06 EPA 1991a
Adult body weight BWa : kg 70 EPA 1991b
Averaging time - noncarcinogenic ATnc yr 18.7 EPA et al. 2002
Averaging time - carcinogenic ATc yr 70 EPA 1991b
Exposure frequency - surface water" EFwsw day/yr 42 EBASCO 1993°
Exposure duration EDw . yr 18.7 EPA et al. 2002
Surface water incidental mgesnon rate IRsw L/day 0.03 EPA 1998
Oral reference dose RiDo mg/kg-day chemical-specific
Oral cancer slope factor CSFo risk/(mg/kg-day) | chemical-specific
Water ingestion slope factor - radionuclides | = CSFSw risk/pCi radionuclide-specific

" a- Value estimated from Table B.2 Att. 3-1(RMA IEA/RC Appendix B, 8/25/93).

1.3.2 Surface Water Preliminary Remediation Goal Equations
The following equations are used to derive the PRG values:
Noncarcinogenic Preliminary Remediation Goal =

((THI x ATnc(yr) x 365(day/yr))/(IRsw(L/hr) x ETwsw(hr/day) x EFwé\v(day/yr) x EDw(yr)
x 1/RfDo(mg/kg-day) x 1/BWa(kg)))

Carcmogemc Preliminary Remediation Goal =

((TR x ATc(yr) x 365(day/yr))/(IRsw(L/hr) x ETwsw(hr/day) x EFwsw(day/yr) x EDw(yr) X
CSFo(risk/mg/kg-day) x (1/BWa(kg)))

Radionuclide Carcinogenic Preliminary Remediation Goal =

(TR/(IRsw(L/day) x EFwsw(day/yr) x EDw(yr) x CSFw (risk/pCi))

1.3.3 Surface Water Screening-Level Preliminary Remediation Goal Values

Table A-6 presents the surface water screening-level PRG values.

Table A-6
WRW Surface Water Screening-Level PRG Values
/ J J
Num\n\r:{n‘]z;.uuc C: II"L‘III]{O‘:LHI(, WRW Surface
o "y ¢ - ¢ 2 ‘ater P N T e
Analyte CAS Numhu Surface Water Surface Water | Water PRG Risk = Units

PRG HQ = 0.1 | PRG Risk = 1E-06] 'F000rHQ=0.

Acenaphthene §3-32-9 121667 121667 ug/L
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Table A-6
WRW Surface Water Screening-Level PRG Values
: J L
Nonc:‘l):'izil‘lzgenic Car‘c‘ilrlllo‘gvenic WRW Surfa‘ce .
Analyte CAS Number Surface Water Surface Water Vlv]::lt(fg (l:ngQRls(l; 1= Units
PRG HQ = 0.1 |PRG Risk = 1E-06 3 -
Acenaphthylene 208-96-8 ug/L
Acetone 67-64-1 1825000 1825000 ug/L
. Acrolein 107-02-8 1014 1014 ug/L
Acrylonitrile 107-13-1 2028 141 141 ug/L
Alachlor 15972-60-8 20278 949 949 ug/L
Aldicarb 116-06-3 2028 2028 ug/L.
Aldicarb sulfone 1646-88-4 2028 2028 ug/L
Aldicarb sulfoxide 1646-87-3 ug/L
Aldrin 309-00-2 60.8 4.47 4.47 ug/L
Aluminum 7429-90-5 2028 2028 mg/L
Ammonium (as ammonia) 7664-41-7 mg/L
' Anthracene ’ 120-12-7 608333 608333 ug/L
Antimony 7440-36-0 0.81 0.81 mg/L
Aroclor 1016 12674-11-2 142 38 38 ug/L
Aroclor 1221 11104-28-2 38 38 ug/L
Aroclor 1232 11141-16-5 38 38 ug/L
Aroclor 1242 53469-21-9 38 38 ug/L
Aroclor 1248 12672-29-6 38 38 ug/L
Aroclor 1254 11097-69-1 40.6 38 38 ug/L
Araclor 1260 11096-82-5 38 38 ug/L
Arsenic 7440-38-2 0.61 0.05 0.05 mg/L
Atrazine 1912-24-9 70972 345 345 ug/L
Barium 7440-39-3 142 . 142 mg/L
Benzene 71-43-2 8111 1380 1380 ug/L
Benzidine 92-87-5 6083 - 033 0.33 ug/L
Benzo(a)anthracene 56-55-3 104 104 ug/L
Benzo(a)pyrene 50-32-8 10.4 10.4 ug/L
Benzo(b)fluoranthene 205-99-2 104 104 ug/L
Benzo(g,h,i)perylene 191-24-2 ug/L.
Benzo(k)fluoranthene 207-08-9 1040 1040 ug/L
Benzoic Acid (at pH 7) 65-85-0 8111111 ‘ 8111111 ug/L
Benzyl Alcohol 100-51-6 608333 608333 ug/l
Beryllium 7440-41-7 4.06 4.06 mg/L
bis(2-chloroethyhether 111-44-4 69.0 . 69.0 ug/L
bis(2-chloroisopropyl)ether 108-60-1 8111 1084 1084 ug/lL
bis(2-ethylhexyl)phthalate 117-81-7 40556 5422 5422 ug/l
Boron 7440-42-8 183 183 - mg/l
Bromodichloromethane 75-27-4 40550 1224 1224 ug/l
A-19




Final Comprehensive Risk Assessment Work Plan and Methodology - September 2005

Appendix A —~Human Health Screening-Level Preliminary Remediation Goals - Revision 1
' Table A-6 _
. WRW Surface Water Screening-Level PRG Values
NOI]CZ‘::'IE::,)gCHiC Czirvc‘ilrlll(;‘;::enic WR,‘ v Surle'c'e .
Analyte CASNumber Surface Water Surface Water \1‘;5“(:6" PRG 'RlSk‘= Units
‘ PRG HQ =0.1 |PRG Risk = 1E-06] E-060rHQ =01
Bromoform 75-25-2 40556 9608 _ 9608 ug/L
Er"(‘)’l']’:ifj'e“)c"“’“e (methyl 74-83-9 2839 2839 ug/L
. ifolﬁz)"o"c (methyl ethyl 78-93-3 1216667 ' _ 1216667 ug/L
Butylbenzylphthalate 85-68-7 405556 405556 ug/L
Cadmium (water) 7440-43-9 1.01 1.01 mg/L
Carbazole 86-74-8 3795 3795 ug/L
Carbofuran , 1563-66-2 10139 10139 ug/L
Carbon disulfide 75-15-0 202778 202778 ug/L
Carbon tetrachloride 56-23-5 1419 584 584 - ug/L ]
Chlordane-alpha 5103-71-9 1014 217 217 ug/L
Clilordane-beta 5103-74-2 1014 217 217 - ug/L
Chlordane-gamma | 12789-03-6 1014 217 217 ug/L
4-Chloroaniline 106-47-8 8111 8111 ug/L
Chlorobenzene 108-90-7 40556 . 40556 ug/L
Chloroethane (ethyl chloride) 75-00-3 811111 26175 26175 ug/L
Chloroform 67-66-3 20278 ‘ 20278 ug/L
. Si]ll(;)rrizgclhane (methyl 74-87-3 | | . ug/L.
4-Chloro-3-methylphenol * 59-50-7 ug/l
2-Chloronaphthalene 91-58-7 162222 162222 ug/L
2-Chlorophenol 95-57-8 10139 ) 10139 ug/L
Chlorpyritos 2921-88-2 6083 6083 ug/L
Chromium IIT 16065-83-1 3042 3042 mg/L
Chromium V1 18540-29-9 6.08 6.08 mg/L
Chrysene ©218-01-9 o 10398 10398 © uglL
Cobalt 7440-48-4 40.6 40.6 mg/L
Copper 7440-50-8 81.1 81.1 mg/L
Cyanide . 57-12-5 40.6 40.6 mg/L
Cyclohexane 110-82-7 ug/L
4,4-DDD 72-54-8 316 316 ug/lL
4.4-DDE 72-55-9 223 223 ug/L
4,4-DDT 50-29-3 : _ 223 223 ug/L
Dalapon 75-99-0 60833 60833 ug/L
Demeton 8065-48-3 8.1 81.1 ug/l
Dibenzo(a,h)anthracene 53-70-3 10.4 10.4 ug/L
Dibenzofuran 132-64-9 - 4056 4056 ug/L
Dibromochloromethane 124-48-1 40556 904 904 ug/l
. 1,2-Dibramo-3-chloropropanc 96-12-8 54.2 54.2 ug/L.
A-20
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Table A-6 '
WRW Surface Water Screening-Level PRG Values
‘Nonéggr\lzgenic Car‘cxllllzo‘g::nic WRW Surfa‘ce .
Analyte | CAS Number Surface Water Surface Water \l‘gt(;ig (l))rRE(l;QRlS(l;: Units
PRG HQ = 0.1 |PRG Risk = IE-06 e

Di-n-butylphthalate 84-74-2 202778 ' 202778 ug/L
Dicamba 1918-00-9 60833 60833 ug/L
1,2-Dichlorobenzene (0-) 95-50-1 182500 182500 ug/L
1,3-Dichlorobenzene 541-73-1 60833 60833 ug/L
1 ,4-Dichlorobenzene (p-) 106-46-7 60833 3163 3163 ug/L
3,3-Dichlorobenzidine 91-94-1 169 169 ug/L
Dichlorodifluoromethane 75-71-8 405556 405556 ug/L
'1,1-Dichloroethane 75-34-3 202778 202778 ug/L
1,2-Dichloroethane 107-06-2 40556 834 834 ug/L
I,1-Dichloroethene *- 75-35-4 101389 101389 ug/L
1,2-Dichloroethene (total) 540-59-0 18250 + 18250 ug/L
[2.4-Dichlorophenol 120-83-2 6083 6083 ug/L
gi;j'jg’;O?henoxyace‘ic acid 94.75.7 20278 20278 ug/L
‘;jfyﬁ;ilﬁg'?;f’fgg‘)”‘? ) 94-82-6 16222 16222 ug/l
1,2-Dichloropropane 78-87-5 1116 1116 ug/L
1,3-Dichloropropene 542-75-6 60833 759 759 ug/L
cis-1,3-Dichioropropene 10061-01-5 60833 759 759 ug/L
trans-1,3-Dichloropropene 10061-02-6 60833 759 . 759 ug/L
Dieldrin 60-57-1 101 4.7 4.7 ug/L
Diethyl ether 60-29-7 405556 405556 ug/L
Di(2-ethylhexyl)adipate 103-23-1 1216667 63255 63255 ug/L
Diethylphthalate 84-66-2 1622222 1622222 ug/L
Dimethoate 60-51-5 406 406 ug/L
2,4-Dimethylphenol 105-67-9 40556 40556 ug/L
Dimethylphthalate 131-11-3 20277778 20277778 ug/L
2.,4-Dinitrophenol 51-28-5 4056 - 4056 ug/L
2.4-Dinitrotoluene 121-14-2 4056 4056 ug/L
2,6-Dinitrotoluene © 606-20-2 2028 2028 ug/L
Di-n-octylphthalate 117-84-0 81111 81111 ug/L.
Dinoseb- 88-85-7 2028 2028 ug/L
1,4-Dioxane 123-91-1 6901 6901 ug/l.
Dioxin (TCDD) 1746-01-6 0.0005 0.0005 ug/L
1,2-Diphenylhydrazine 122-66-7 94.9 94.9 ug/l
Diquat 85-00-7 44061 44061 ug/L
Endosulfan | 959-98-8 12167 . 12167 ug/L.
Endosulfan 1 33213-65-9 12167 12167 ug/l.
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Table A-6
WRW Surface Water Screening-Level PRG Values
] 7
' ' Noncgg;‘;genic Car\silllzo‘;vcnic WRW Sur_fa'ce ' ’
Analyte CAS Number Surface Water Surface Water ‘1‘;53}(;:; :))F}(I:QRF:;; Units
PRG HQ =0.1 |PRG Risk = 1E-06 -

Endosulfan sulfate , 1031-07-8 - 12167 ’ 12167 ug/L
Endosulfan (technical) 115-29-7 |'2]‘67 12167 ug/L
Endrin-(technical) 72-20-8 608 608 ug/L
Endrin aldehyde 7421-93-4 608 608 ug/L
Endrin ketone 53494-70-5 608 608 ug/L
Ethyl acetate 141-78-6 1825000 1825000 ug/L
Ethylbenzerie 100-41-4 202778 202778 ug/L
Dl ovoride (1.2 106-93-4 089 0.89 ug/L
Fluoranthene 206-44-0 81111 81111 ug/L
Fluorene 86-73-7 8111 . 81111 ug/L
Fluoride (as fluorine) 7782-41-4 122 122 mg/L
Glyphosate 1071-83-6 202778 202778 ug/L
Guthion 86-50-0 ' ug/L
Heptachlor 76-44-8 1014 16.9 16.9 ug/L
Heptachlor epoxide 1024-57-3 264 8.34 8.34 ug/l.
Hexachlorobenzene 118-74-1 1622 474 474 ug/L
Hexachlorobutadiene 87-68-3 406 - 973 - 406 ug/L
(F:I(I:;lz]lg%oHr(éc)yclohexane, alpha 319-84-6 12.0 2.0 ug/l.
ey Yelohexane. beta 1 319.85.7 4222 422 ug/lL
Zjef::)l(gc-lllgl:lrg)cyclohexane, delta 319-86-8 | ‘ ug/L
iﬁ:’;ﬁ:'&ﬁﬂogﬁge 58-89-9 608 58.4 58.4 uglL
?i?fﬁf’!ﬁ?ﬁ?ﬁéﬁﬂi?“"e 608-73-1 422 42.2 ugl
Hexachlorocyclopentadiene 77-47-4 - 12167 12167 ug/l
Hexachlorodibenzo-p-dioxin 34465-46-8 ' 0.012 0.012 ug/L
Ll,z;(’ifl;royfodibenzo-p-dioxin 37633-85-7 , 0012 0'.01 2 ug/L
kz;zﬁ;?é?odibenzo-g—dioxin 19408-74-3 0.012 o.012 ug/l
Hexachloroethane 67-72-1 2028 5422 2028 ug/l
Indeno(1,2,3-cd)pyrene 193-39-5 104 104 ug/L.
Iron 7439-89-6 608 608 mg/L
Isobutyl alchohot 78-83-1 608333 608333 ug/L.
Isophorone 78-59-1 405556 79901 79901 ug/L
Isopropylbenzene (cumene) 98-82-8 202778 202778 ug/l
Lead 7439-92-1 10 mg/l.
Lithium 7439-93-2 40.6 40.6 mg/l
Manganese (food) 7439-96-5 284 284 mg/l.
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Table A-6
WRW Surface Water Screening-Level PRG Values
: ] Noncxgnw(')genic Car‘chl}O‘;enic WRW Surl'a.ce .
Analyte | CAS'Number ~Sur‘ﬁe¢ Water Surface Water ‘1%].33; ErRP(I;QRlsl(;; Units
PRG HQ=0.1 |PRG Risk =1E-06 T .
Mercury 7439-97-6 0.61 0.6t mg/L
Methoxychlor 72-43-5 10139 10139 ug/L
2-Methyl-4- ‘
chlorophenoxyacetic acid 94-74-6 1014 1014 ug/l
(MCPA)
irf)?)i?neig];,iij Mermy O | 93652 2028 2028 uglL
?ﬂféﬁﬁfgﬁéﬂﬁ,ﬂge 75-09-2 121667 10121 10121 ug/L
Methyl methacrylate 80-62-6 2838889 2838889 ug/L
2-Melhy|naph[-halene 91-57-6 8111 811t ug/L
obuyr ey | 108101
2-Methylphenol (o-cresol) 95-48-7 101389 101389 ug/L
4-Methylphenol (p-cresol) 106-44-5 10139 10139 ug/L
Methyl tert-butyl ether 1634-04-4 18977 18977 ug/L
Mirex 2385-85-5 406 406 ug/L
Molybdenum 7439-98-7 10.1 10.1 mg/L
Naphthalene 91-20-3 40556 40556 ug/L
Nickel (soluble) 7440-02-0 40.6 40.6 mg/L
Nitrate 14797-55-8 3244 3244 mg/L
Nitrite 14797-65-0 203 203 mg/L
2-Nitroaniline 88-74-4 6083 6083 ug/L
4-Nitroanaline 100-01-6 6083 3795 3795 ug/L
Nitrobenzene 98-95-3 1014 1014 ug/L
4-Nitrophenol . 100-02-7 16222 16222 ug/L
N-Nitroso-di-n-butylamine 1924-16-3 14.1 14.1 ug/L
N-Nitrosodiethylamine 55-18-5 0.51 0.51 ug/L
N-Nitrosodimethylamine 62-75-9 1 1 ug/L
N-Nitrosodiphenylamine 86-30-6 40556 15491 15491 ug/L
N-Nitrosodi-N-propylamine 621-64-7 10.8 10.8 ug/L
N-Nitrosopyrrotidine 930-55-2 36.1 36.1 ug/L
p-Nitrotoluene 99-99-0 4465 4465 ug/L
D e | 2691410 101389 101389 " gL
Oxamyl (vydate) 23135-22-0 50694 50694 ug/L
Parathion 56-38-2 12167 12167 ug/L
Pentachlorobenzene 608-93-5 1622 1622 ug/l.
Pentachlorophenol 87-86-5 60833 633 633 ug/l
Phenanthrene 85-01-8 ug/l
Phenol 108-95-2 608333 608333 ug/L
A-23
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_ Table A-6
WRW Surface Water Screening-Level PRG Values
- = .
; Noncz‘l}:'lgr\l:l)gehic Car‘c‘iligenic WRW Surfa.ce .
Analyte CAS Number Surface Water Surface Water \l\g_t(;"g :))FP([:QR-I-SlO( r Units
'PRG'HQ-: 0.1 |{PRG Risk = 1E-06 -
Picloram 1918-02-1 141944 141944 ug/L
Pyrene 129-00-0 60833 60833 ug/L
Selenium 7782-49-2 10.1 10.1 mg/L.
Silver 7440-22-4 10.1 10.1 mg/L.
Simazine 122-34-9 10139 633 633 ug/L
Strontium 7440-24-6 1217 1217 mg/L
Styrene 100-42-5 405556 405556 ug/L
Sulfide 18496-25-8 mg/L
' 1,2,4,5-Tetrachlorobenzene 95-94-3 608 608 ug/L
1,1,1,2-Tetrachloroethane 630-20-6 - 60833 2919 2919 ug/L.
1,1,2,2-Tetrachloroethane 79-34-5 121667 380 380 ug/L
Tetrachloroethene 127-18-4 20278 141 141 ug/L
2,3,4,6-Tetrachlorophenol 58-90-2 60833 60833 ug/lL -
Thallium 7440-28-0 0.14 0.14 mg/L
Tin 7440-31-5 1217 1217 mg/L
Titanium 7440-32-6 8111 8111 mg/L
Toluene 108-88-3 405556 405556 ug/L
Toxaphene 8001-35-2 69.0 69.0 ug/L
1,2,4-Trichlorobenzene 120-82-1 20278 20278 ug/L
1,1,1-Trichloroethane 71-55-6 567778 567778 ug/L
1,1,2-Trichloroethane, 79-00-5 8 1332 1332 ug/L
Trichloroethene * 79-01-6 608 190 190 ug/L
Trichlorotluoromethane 75-69-4 608333 608333 ug/L
2,4,5-Trichlorophenol 95-95-4 202778 202778 ug/L
2,4,6-Trichlorophenol 88-06-2 6901 6901 ug/L.
':Criighlorophcnoxyproprionic 93.72-1 16222 16222 ug/L
1,2,3-Trichloropropane 96-18-4 12167 38.0 38.0 ug/L
o2 Trichloro-1,2,2- 76-13-1 60833333 " 60833333 ug/L
2,4,6-Trinitrotoluene 118-96-7 1014 2530 1014 ug/L
Uranium (soluble salts) 7440-61-1 6.08 6.08 mg/L
Vanadium® 7440-62-2 2.03 2.03 mg/L
Vinyl acetate 108-05-4 2027778 - 2027778 ug/L
Vinyl chloride 75-01-4 6083 50.6 50.6 ug/L
Xylene (total) 1330-20-7 405556 405556 ug/L
p-Xylene 106-42-3 405556 405550 ug/L
m-p-Xylene 136777-61-2 405556 405556 ug/l
m-Xylene 108-38-3 405556 405556 ug/L

A-24
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Table A-6
WRW Surface Water Screening-Level PRG Values
: . 'Nondxgl‘lﬁgenic Car‘c)‘ilrlfo‘;nic WRW Surfapce .
Analyte CAS Number ,Su'rfac@Waten .| Surface Water ‘:;it(;’g :rRSQR_I_S:; ]= Units
i PRG:HQ = 0.1 |PRG'Risk = 1E-06. -
o-Xylene ) 95-47-6 405556 . 405556 ug/L
Zinc 7440-66-6 608 608 mg/L
Am-241 . 14596-10-2 408 408 pCi/L.
Cs-137+D 10045-97-3 1396 1396 pCi/L
Np-237 013994-20-2 687 687 ) pCi/L
Pu-236 . 015411-92-4 . 568 568 pCi/L
Pu-238 013981-16-3 324 324 _ pCi/L
Pu-239 15117-48-3 314 314 pCi/L
Pu-240 14119-33-6 314 34 pCi/L
Ra-226 - A 13982-63-3 110 10 pCi/L -
Ra-228+D . 15262-20-1 4] 41 pCi/L
Sr-89 14158-27-1 3316 3316 pCi/L
Sr-90+D 10098-97-2 ' 574 574 . pCi/L
Tritium 10028-17-8 837105 837105 pCi/L
. {U-233 13968-55-3 591 591 ' pCi/L
U-234 13966-29-5 600 600 pCi/lL
U-235 15117-96-1 . 610 610 pCi/L
U-238 : 7440-61-1 663 : 663 pCi/L

a — Values recommended by CDPHE.

1.4 Subsurface Soil Screening-Level Preliminary Remediation Goals for the
Volatilization Pathway -

The WRW subsurface soil exposure scenario associated with volatilization consists of the

following pathway: indoor inhalation of volatile organics emanating from subsurface soil for

a WRW working at the Site for an average of 18.7 years, spending 50 percent of his or her
time on site indoors. The worker is envisioned spending all of his or her time on the most
contaminated areas of the Site. PRGs were calculated for both a 1E-06 risk and an HQ of
0.1. The more conservative of the two values is chosen for the PRG.

1.4.1 Subsurface Soil Volitalization Preliminary Remediation Goal Parameters and
Equations

Johnson and Ettinger (1991) introduced a screening-level model that incorporates both
convective and diffusive mechanisms for estimating the transport of contaminant vapors
emanating from either subsurface soils or groundwater into indoor spaces located directly
above the source of contamination. The Johnson and Ettinger model is a one-dimensional
analytical solution to convective and diffusive vapor transport into indoor spaces. The model
provides an estimated attenuation coefficient that relates the vapor concentration in the
indoor space to the vapor concentration at the source of contamination. Inputs to the model
include chemical properties of the contaminant, saturated and unsaturated zone soil
properties, and structural properties of the building (Table A-7).
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The Environmental Protection Agency (EPA) spreadsheets for the Johnsoi and Ettinger
model were used to calculate PRGs associated with volatilization using site-specific and
default modeling parameters. Toxicity values were updated to reflect the most recent values
used for the other PRG screening values. The spreadsheets may be downloaded from the
EPA Superfund site on the Internet.- The user’s manual for the model (EPA 2000) provides a

discussion of the modeling parameters.

Table A-7

Parameters for Subsurface Soil Volatlllzatlon Screening Model

Screening. Model User-entered: Parameter “Value . ~ Source S
Target hazard quotient for non-carcmogens 0.1
Target risk for carcinogens 1E-06
Averaging time for non-carcinogens -18.7 years EPA ct al. 2002
Averaging time for carcinogens 70 years EPA 1991b
Exposure frequency 250 days/year EPA et al. 2002
Exposure duration ~18.7 years EPA et al. 2002
Vadose zone sotil dry bulk density 1.59 g/em’ Site Average

Vadose zone soil total porosity

0.35 unitless

Site Average

Vadose zone soil water-filled porosity

0.2399 cm*/cm’

Site Average

Vadose zone soil organic carbon fraction

0.007 unitless

Site Average

Depth below grade to bottom of enclosed space floor 200 cm Johnson and Ettinger 1991
Depth below grade to top of contamination 400 cm Johnson and Ettinger 1991
Vadose zone SCS soil type Sandy-Clay-Loam Johnson and Ettinger 1991
Average soil and ground water temperature 10 °C Johnson and Ettinger 1991
Average vapor flow rate into building calculated Johnson and Ettingér 1991

1.4.2 Subsurface Soil Volatilization Screening-Level Preliminary Remediation Goal

Values

Table A-8 presents values for the subsurface soil volatilization screening-level PRGs.

Table A-8

WRW Subsurface Sonl Volatlllzatlon Screemng-Level PRG Values

A-26

» ~Stuibsurface Soil: *.
: A'hzilyte ) Subeurface Sml |- Rlsk 1E-06 or
e T : Rlsk lE 06 : HQ 0.1
:(ng/kg) - (ig/kg). _ (ng/ke)

1,1,1,2-Tetrachloroethane 630-20-6 |.54E+04 7.41E+02 7.41E+02
1,1,1-Trichloroethanc 71-55-6 3.19E+04 ] ' 3.19E+04
1,1,2,2-Tetrachloroethane 79-34-5 4.92E+02 4.92E+02
1,1,2-Trichloro-1,2,2- '
trifluoroethane 76-13-1 1.20E+06 1.20E+06
1,1.2-Trichloroethane 79-00-5 2.33E+03 3.89E+02 3.89E+02
1,1-Dichlorocthane 75-34-3 8.65E+03 8.65E+03
1.1-Dichloroethene " 75-35-4 2.62E+01 2.62E+01
1.2,3-Trichloropropane 96-1 84 1.26E+03 1.6Y9E+01 1.69E+01
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Table A-8

WRW Subsurface Soil Volatilization Screemng Level PRG Values

i i‘-‘Noncarcmo ’emc

Subsurfac» Soil+

. TR e !(iﬁgﬂig)}ﬁ:n g
1,2,4-Trichlorobenzene - 120-82-1 1.60E+04 1.60E+04
1,2,4-Trimethyibenzene 95-63-6 3.61E+06 3.61E+06
1,2-Dichlorobenzene (0-) 95-50-1 1.24E+05 1.24E+05
1,2-Dichloroethane 107-06-2 3.70E+02 1.07E+02 1.07E+02
1,2-Dichloroethene (cis-) 156-59-2 9. 11E+05 9.11E+05
1,2-Dichloroethene (trans-) 156-60-5 9.98E+05 9.98E+05
1,2-Dichloropropane 78-87-5 1.85E+02 1.85E+02
1,3,5-Trimethylbenzene 108-67-8 3.78E+06 3.78E+06
1,4-Dichlorobenzene (p-) -106-46-7 NOC
2-Butanone (methyl ethyl
ketone) 78-93-3 3.69E+06 3.69E+06
2-Methylnaphthalene 91-57-6
4,4-DDD 72-54-8 NOC NOC
4,4-DDE 72-55-9 NOC NOC
4.4-DDT 50-29-3 NOC NOC
4-Methyl-2-pentanone (methyl ]
isobutyl ketone) 108-10-1 1.38E+06 1.38E+06
Acetone 67-64-1 3.10E+05 3.10E+05
Aldrin 309-00-2 NOC _NOC
alpha-BHC 319-84-6 1.14E+04 1.14E+04 —
Benzene 71-43-2 8.13E+02 1.30E+02 1.30E+02
bis(2-chloroethyl)ether 111-44-4 6.09E+02 6.09E+02
Bromoform 75-25-2 1.97E+04 1.97E+04
Bromomethane (methy! ‘
bromide) 74-83-9 4.12E+01 4.12E+01
Carbon disulfide 75-15-0 2.72E+03 2.72E+03
Carbon tetrachloride 56-23-5 2.45E+01 3.05E+01 2.45E+01
Chlordane-alpha 5103-71-9 NOC NOC NOC
Chlordane-beta 5103-74-2 NOC NOC NOC
Chtordane-gamma 12789-03-6 NOC NOC NOC
Chlorobenzene 108-90-7 8.57E+03 8.57E+03
Chloroethane (ethyl chloride) 75-00-3 4.31E+04 4.31E+04
Chloroform 67-66-3 1.42E+03 4.71E+01 4.71E+01
Chloromethane 74-87-3 3.46E+05 1.44E+05 1.44E+05
Chloromethane (methyl
chloride) 74-87-3 3.46E+02 1. 44E+02 1.44E+02
cis-1,3-Dichloropropene 10061-01-5 1.71E+02 8.01E+01 8.01E+01
Dibromochloromethane 124-48-1 1.69E+04 3.77E+02 3.77E+02
Dibromomethane ~74-95-3 3.10E+06 3.10E+06
Dichlorodifluoromethanc 75-71-8 6.36E+02 6.36E+02
Dieldrin 60-57-1 NOC NOC NOC
Di-n-butyiphthalate 84-74-2
Ethyl acclate 141-78-6 1.I8E+06 LISE+06
Ethyl ether 60-29-7 1.23E+03 1.23E+03




o

Final Comprehensive Risk Assessment Work Plan and Methodology -

Appendix A —Human Health Screening-Level Preliminary Remediation Goals

September 2005

Revision 1

Table A-8

WRW Subsurface Soil Volatlllzatlon Screemng Level PRG Values

Subs’ rface Sml' g2
sk=1E06 |~ F
ok , 5 ~ (pglkg) s ]
Ethylbenzene 100-41-4 1.1 IE+05 1L1IE+05
Fluorene ) 86-73-7 NOC NOC
gamma-BHC (lindane) 58-89-9 3.98E+05*" 3.82E+04 3.82E+04
Heptachlor 76-44-8 2.68E+02 2.68E+02
Hexachlorobenzene 118-74-1 NOC NOC NOC
Hexachlorobutadiene 87-68-3 -1.40E+04 3.40E+04 1.40E+04
Hexachlorocyclopentadiene 77-47-4 8.12E+03 8.12E+03
Hexachloroethane 67-72-1 1.80E+04 4.81E+04 1.80E+04
Isobutyl alcohol 78-83-1 5.25E+06 5.25E+06
Isopropylbenzene (cumene) 98-82-8 6.76E+02 6.76E+02
Mercury (elemental) 7439-97-6 9.47E+00 9.47E+00
Methyl methacrylate 80-62-6 1.32E+05 1.32E+05
Methyl tert-butyl ether 1634-04-4 2.30E+05 2.30E+05
Methylene chloride
(dichloromethane) 75-09-2 7.58E+04 2.01E+03 2.01E+03
Naphthalene 91-20-3 3.67E+04 3.67E+04
Nitrobenzene 98-95-3 1.94+04 1.94E+04
Styrene 100-42-5 6.82E+05 6.82E+05
Tetrachloroethene 127-18-4 - 2.65E+02 2.65E+02
Toluene 108-88-3 2.50E+04 ' 2.50E+04
-|_Llrans-1,3-Dichioropropene 10061-02-6 L.71E+02 8.01E+0] 8.01E+01
Trichloroethene 79-01-6 1.26E+03 1.26E+03
Trichlorofluoromethane 75-69-4 6.07E+03 - 6.07E+03
Viny! acetate 108-05-4. 2.03E+04 2.03E+04
Vinyl chloride 75-01-4 2.39E+02 1.02E+01 1.02E+01
Xylene (total) 1330-20-7 1.68E+04° 1.68E+04"

NOC = Not of Concern; the contaminant is solid at the soil temperature and not of concern for this pathway.
a - The calculated risk-based soil concentration exceeded the 5011 saturation concentration; the value llsled is the

saturation concenlrallon

b. Values recommended by CDPHE. :
¢ - The listed value is for p-xylene, which is the most conservative xylene value.

1.5 Groundwater Screening-Level Preliminary Remediation Goals for the
Volatilization Pathway

The WRW groundwater exposure scenario associated with volatilization consists of the
following pathway: indoor inhalation of volatile organics emanating from groundwater for a
WRW working at the Site for an average of 18.7 years, spending 50 percent of his or her time
indoors. The worker is envisioned spending all of his or her time on the most contaminated

areas of the Site. PRGs were calculated for both a 1E-06 risk and an HQ of 0.1,

conservative of the two values 1s chosen for the PRG.

The more




Final Comp'rehensive Risk Assessment Work Plan and Methodology -
Appendix A —Human Health Screening-Level Preliminary Remediation Goals

September 2005
Revision |

1.5.1 Groundwater Preliminary Remediation Goal Parameters and Equations

As discussed in Section 1.4.1, Johnson and Ettinger (1991) introduced a screening-level

.model that incorporates both convective and diffusive mechanisms for estimating the

transport of contaminant vapors emanating from either subsurface soil or groundwater into
indoor spaces located directly above the source of contamination. The model is a one-
dimensional analytical solution to convective and diffusive vapor transport into indoor

spaces. It provides an estimated attenuation coefficient that relates the vapor concentration in

the indoor space to the vapor concentration at the source of contamination. Inputs to the
model include chemical properties of the contaminant, saturated and unsaturated zone soil

properties, and structural properties of the building (Table A - 9).

The EPA spreadsheets for the Johnson and Ettinger model were used to calculate PRGs
associated with groundwater volatilization using Site-specific-and default modeling
parameters. Toxicity values were updated to reflect the latest values for the other PRG
screening values. The spreadsheets may be downloaded from the EPA Superfund site on the
Internet. The user’s manual for the model (EPA 2000) provides a discussion of the modeling
parameters. '

~ Table A-9 '
Parameters for the Groundwater Volatilization Screening Model
Screening Model User-entered Parameter Value Source
Target hazard quotient for non-carcinogens 0.1 EPA 1991a
Target risk for carcinogens . 1E-06 ~_EPA 1991a
Averaging time for non-carcinogens 18.7 years EPA et al. 2002
| Averaging time for carcinogens 70 years EPA 1991b
Exposure frequency 250 days/year EPA et al. 2002
Exposure duration 18.7 years EPA et al. 2002
Vadose zone soil dry bulk density 1.59 g/lem® Site Average
Vadose zone soil total porosity - 0.35 unitless Site Average
Vadose zone soil water-filled porosity 0.2399 cm’/cm’ Site Average
Depth below grade to bottom of enclosed space floor 200 cm Johnson and Ettinger 1991
Depth below grade to water table 400 cm Johnson and Ettinger 1991
SCS soil type directly above water table Sandy-Clay-Loam Johnson and Ettinger. 1991
Average soil and groundwater temperature 10°C _Johnson and Ettinger 1991
| Average vapor flow rate into building calculated Johnson and Ettinger- 1991
Vadose zone soil vapor permeability calculated from soil type | Johnson and Ettinger 1991

1.5.2 Groundwater Volatilization Screening-Level Preliminary Remediation Goal
Values ’

Table A-10 presents the values for the groundwater volatilization screening-level PRGs.
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Table A-10 '
WRW Groundwater Volatilization Screening-Level PRG Values
Noncarcinogenic | Carcinogeni¢c | Groundwater
Target Analyte CAS Number Gr;;léngvgit e ?Q::E';dl“};:)e(: RISI}(-IZI_;E(:T .
(ng/L) (ng/L) (ng/L)
I,1,1,2-Tetrachloroethane 630-20-6 1.88E+04 9.07E+02 9.07E+02
1,1,1-Trichloroethane 71-55-6 8.80E+04 8.80E+04
1,1,2,2-Tetrachloroethane 79-34-5 6.19E+02 6.19E+02
1,1,2-Trichloro-1,2,2-trifluoroethane 76-13-1 NOC NOC
1,1,2-Trichloroethane 79-00-5 8.24E+02 8.24E+02
1,1-Dichloroethane 75-34-3 3.31E+04 3.38E+04
1,1-Dichloroethene " 75-35-4 1.39E+02 1.39E+02
1,2,3-Trichloropropane 96-18-4 4.20E+03 5.62E+01 5.62E+01
1,2,4-Trichlorobenzene 120-82-1 1.32E+03 1.32E+03
1,2,4-Trimethylbenzene 95-63-6 5.49E+02 5.49E+02
1,2-Dichlorobenzene (o-) 95-50-1 3.14E+04 3.14E+04
1,2-Dichloroethane 107-06-2 1.45E+03 4.19E+02 4.19E+02
1,2-Dichloroethene (cis-) 156-59-2 2.96E+03 2.96E+03
1,2-Dichloroethene (trans-) 156-60-5 3.23E+03 3.23E+03
1,2-Dichloropropane 78-87-5 5.05E+02 2.44E+02 2.44E+02
1,3,5-Trimethylbenzene 108-67-8 5.51E+00 5.51E+02
1,4-Dichlorobenzene (p-) 106-46-7 NOC NOC NOC
2-Butanone (methyl ethyl ketone) 78-93-3 2.20E+07 2.20E+07
4,4-DDD 72-54-8 NOC NOC
4,.4-DDE 72-55-9 NOC NOC
4,4-DDT 50-29-3 NOC NOC
4-Methyl-2-pentanone 108-10-1 6.42E+06 6.42E+06
:‘S‘or‘gj:‘y‘ly'k’;‘or’::)‘a“o”c (methy! 108-10-1 6.42E+406 6.42E406
Acetone ' 67-64-1 2.00E+06 2.00E+06
Aldrin 309-00-2 NOC NOC
alpha-BHC 319-84-6 1.30E+03 1.30E+03
Benzene 71-43-2 2.13E+03 . 3.41E+02 341E+02
bis(2-chloroethyl)ether 111-44-4 2.34E+03 2.34E+03
Bromoform 75-25-2 5.23E+04 2.54E+04 2.54E+04
Bromomethane (methyl bromide) 74-83-9 2.71E+02 2.71E+02
Carbon disulfide 75-15-0 1.83E+04 1.83E+04
Carbon tetrachloride 56-23-5 6.23E+01 7.77E+01 6.23E+01
Chlordane-alpha 5103-71-9 NOC NOC
Chlordane-beta 5103-74-2 NOC NOC
Chlordane-gamma 12789-03-6 NOC NOC
Chlorobenzene 108-90-7 6.64E+03 6.64E+03
Chioroethane (ethyl chloride) 75-00-3 3.94E4+05 3.94E+05
Chloroform 67-66-3 4 40E+03 | 46E+02 1.46E+02
Chloromethane 74-87-3 4.73E+03 1.97E+03 1.97E+03
Chioromethane (methyl chloride) 74-87-3 4. 73E+03 1.97E+03 1.97E+03
cis-1.3-Dichloropropenc 10061-01-5 7.98E+02 3.74E+02 3.74E+02
A-30
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Table A-10
‘ WRW Groundwater Volatilization Screening-Level PRG Values
Noncarcinogenic | Carcinogenic | Groundwater
Target Analyte CAS Number | G;‘;‘é“:zf‘lter g:g;‘;dlvéa;“g Risk 06 or
(ng/Ly - (ng/L)
Dibromochloromethane 124-48-1 2.88E+04 6.41E+02 6.41E+02
Dibromomethane 74-95-3 1.35E+04 1.35E+04
Dichlorodifluoromethane 75-71-8 1.76E+03 . 1.76E+03
Dieldrin 60-57-1 - NOC NOC NOC
Ethy! acetate 141-78-6 6.02E+06 6.02E+06
Ethyl ether 60-29-7 2.04E+04 2.04E+04
Ethylbenzene 100-41-4 7.09E+04 7.09E+04
Fluorene ] 86-73-7 NOC
gamma-BHC (lindane) 58-89-9 7.30E+03" 4.99E+03 4.99E+03
Heptachlor 76-44-8 3.80E+01 6.25E-01 6.25E-01
Hexachlorobenzene . 118-74-1 NOC NOC © NOC
Hexachlorobutadiene - 87-68-3 6.36E+01 1.55E+402 6.36E+01
Hexachlorocyclopentadiene 77-47-4 1.22E+01 1.22E+01
Hexachloroethane 67-72-1 1.41E+03 3.76E+03 1.41E+03
Isobutyl alcohol 78-83-1 3.10E+07 3.10E+07
Isopropylbenzene (cumene) 98-82-8 . 1.94E+03 1.94E+03
‘ . Mercury (elemental) 7439-97-6 2.90E+01 2.90E+01

. Methyl methacrylate 80-62-6 6.67E+05 6.67E+05
Methyl teri-butyl ether 1634-04-4 1.19E+06 1.19E+06
'(\gfé::ly;fg;;mm‘;c 75.09-2 3.79E+05 1.00E+04 1 00E+04
Naphthalene 91-20-3 2.63E+03 2.63E+03
Nitrobenzene 98-95-3 3.05E+04 3.05E+04
Styrene 100-42-5 1.50E+05 1.50E+05
Tetrachloroethene 127-18-4 2.14E+04 2.14E+04
Toluene 108-88-3 2.82E+04 2.82E+04
trans-1,3-Dichloropropene 10061-02-6 7.98E+02 3.74E+02 3.74E+02
Trichloroethene " 79-01-6 1.83E+03 1.83E+03
Trichlorofluoromethane 75-69-4 1.07E+04 1.07E+04
Vinyl acetate 108-05-4 1.11E+05 1.11E+05
Vinyl chloride 75-01-4 2.29E+03 " 9.75E+01 9.75E+01
Xylene (total) 1330-20-7 7.00E+03¢ 7.00E+03?

| \1a

NOC = Not of Concern; the contaminant is solid at the soil temperature and not of concern for this pathway.
a. The calculated risk-based soil concentration exceeded the soil saturation concentration; the value listed is the

saturation concentration.

b. Values recommended by CDPHE. A
¢. The listed value is for p-xylene, which is the most conservative xylene value.
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‘ ACRONYMS
ATSDR Agency for Toxic Substance and Disease Registry
AWQC Ambient Water Quality Criteria
BAF bioaccumulation fastor
BDAC Biological Dose Assessment Committee
CAS Chemical Abstract Service
CCME Canadian Council of Ministers of the Environment
CCR Colorado Code of Regulations
CDPHE Colorado Department of Public Health and Environment
COPC contaminant of potential concern
CRA Comprehensive Risk Assessment |
DAR Data Adequacy Report
DOE U.S. Department of Energy
EC20 twenty perceﬁt effects concentration
ECOI ecological contaminant of interest
ECOPC ecological contaminant of potential concern
Eco-SSL ecoIAogical soil screening level
EPA ~U.S. Environmental Protection Agency
EPC exposufe point concentration
EqP equilibrium partitioning value
ERA ecological risk assessment
ERL effects range low _
ESA Endangered Species Act
ESL ecological screening level
EU exposure unit
HSDB Hazardous Substance Databank
HQ hazard quotient
IA Industrial Area
IHSS Individual Hazardous Substance Site
IRIS Integrated Risk Information System
ISQG interim sediment quality guidelines
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ACRONYMS
LEL _ lowest effects level
LOAEL - lowest-observed adverse effects levels
MIDEQ Michigan Department of Environmental Quality
MOEE Onfario Ministry of Environmént and Energy
NEL ' no effects level
NOAA - -National Oceanic and Atmospheric Association
NOAEL ' no-observed adverse effects level
ORNL Oak Ridge National Laboratory
PCB polychlorinated bipheny!
PMfM‘ ‘ Preble’s meadow jumping mouse
PRG pfeliminary remediation goal
RESRAD o residual radioactive materials computer code
RFCA Rocky Flats Cleanup Agreement
RFETS or Site Rocky Flats Environmental Technology Site
'RFI/RI » RCRA Facility Invéstigation/Remedial Investigation
SCM A | Site Conceptual Model '
SQG. Sediment Quality Guideline
| SSL. ~soil sé.reening level
TEC ‘threshold effects concentrations
'TEL threshold-effects level
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. TRV toxicity reference values
USFWS ' " U.S. Fish and Wildlife Service
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UNIT DESCRIPTIONS

95UCL upper confidence limit of the mean at a 95 percent level

°C degrees Celsius (or Céntigrade)

cm centimeter .

cm’ square centimeter l

cm’ cubic centimeter

cm’em® cubic centimeter per cubic centimeter

day/yr days per year |

ft foot

g/kg grams per kilogram '

g/mg grams per milligram

hr hour

hr/day hours per day

kg kilogram

kg/m’ kilograms per cubic meter

kg/mg kilograms per milligram

L/day liters per day

L/hr liters per hour

m meter

m’ cubic meter

m3/pg cubic meters per microgram

m3/day cubic meters per day

m*/hr cubic meters per hour

m3/kg cubic meters per kilogram .

mx—yr/kg-day
2
mg/cm”
m‘g/cnf-evenl
mg/day

mg/kg

cubic meter-year per kilogram-day
milligrams per square centimeter
milligrams per square centimeter-event
milligrams per day

milligrams per kilogram
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mg/kg-day
(mg/kg-day)™ .
mg/kg BW/day
mg/kg BW/day™
mg/L

mg/m3
mg-yr/kg-day
pCi .
pCilg -

pCi/L

%

A rad/day

risk/pCi
risk/yt/pCilg
risk/(mg/kg-day)
yr

yr/pCi/g
yr-pCi/g

ng/kg

ug/L

UNIT DESCRIPTIONS
milligrams per kilogram-day'

one divided by (mg/kg-day)

“milligrams per kilogram per body weight per day

one divided by (mg/kg BW/day)
milligrams per liter

mi]ligramé per cubic meter
milligram-year per kilogram per day
picocurie

picocuries per gram

picocuries per liter

percent

rad per day

risk per picocurie

~risk per year per picocurie per gram

risk per milligram per kilogram-day
year

years per picocurie per gram
year-picocurie per gram
micrograms per kilogram

micrograms per liter
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1.0 INTRODUCTION

To support the Draft Comprehensive Risk Assessment (CRA), ecological screening levels
(ESLs) are developed here for more than 160 ecological contaminants of interest (ECOIs)
identified from three main sources: (1) Table 3 of the Rocky Flats Cleanup Agreement '
(RFCA) Attachment 5 (DOE et al. 1996 [as modified]), (2) contaminants detected at the Site
and (3) a list of potentially bioaccumulative analytes from the U.S. Environmental Protection

 Agency’s (EPA’s) Toxics Release Inventory Program (EPA 2004).

-EPA’s ecological soil 'screening level (Eco-SSL) (EPA 2003a) process was used as general

guidance for developing the soil ESLs for vertebrate receptors. General equations and
procedures from the Eco-SSL guidance were used to calculate ESLs, and extensive use was
made of existing databases and compilations of ecotoxicity information. The ESLs were
developed consistent with the steps recommended in the guidance as follows:

1. Identify the Wildlife Risk Model: Develop a Site Conceptual Model (SCM) with
receptors, exposure pathways, and exposure scenarios. Quantify an equation that
relates the contaminant concentration in soil to an acceptable threshold based on an
exposure model.

2. Select Surrogate Wildlife Species: [denfify species that are representative of the
functional groups for which risk is to be evaluated.

3. Estimate Exposure Dose: Determine exposure parameters and quantify dose for each
selected contaminant.

4. Derive the toxicity reference values (TRVs): Identify an acceptéble dose or exposhre.

5. Calculate the ESL: Solve the exposure equation for ECOI concentrations in soil that
lesult in exposure equal to the TRV. '

Methods for identifying ESLS for terrestrial plants, terrestrial invertebrates, and aquatic

_ receptors in sediment and surface water are also presented in the following sections.

20 METHODS FOR TASK 1: DEVELOPING A SITE CONCEPTUAL MODEL
AND IDENTIFYING RECEPTOR TYPES AND EXPOSURE PARAMETERS

The Rocky Flats Environmental Technology Site (RFETS) environment, as it relates to the
Ecological Risk Assessment (ERA) is described in detail in the Sitewide Conceptual Model
Technical Memorandum prepared for the Draft Watershed ERA (DOE 1996a). This model
has been updated for the CRA as the SCM and is shown on Figure 7.2 of Section 7 of the
CRA Work Plan and Methodology.

2.1 Exposure Models and Receptors of Concern

ESLs were calculated based on general toxicological information about the ECOls, exposure
parameters for the selected receptor types, and information on bioaccumulation of specific
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ECOIs from soil at Rocky Flats. Actual selection of the ESLs and the rationale for their
selection is explained in Section 3.0. General methods for calculating ESLs for
nonradionuclide and radionuclide ECOIs are presented in the following subsections.

2.1.1 General Exposure Model for Wildlife Soil Screening Levels

The general model for calculating ESLs for nonradionuclide ECOIs estimates the soil
concentrations that result in wildlife intake rates (for example, ingestion rate) equal to
benchmark values associated with approximate levels of toxicity (or lack thereof). Hereafter,
the benchmark values will be referred to as TRVs. The relationship between the estimated
environmental exposure and the TRV is usual]y expressed as a ratio called the “hazard
quotient (HQ)” (EPA 1997a):

. .(Equation'B—l)
HQ = estimated exposure
TRV

Therefore, the ESL is defined as the ECOI concentration in soil that results in an HQ = 1.
For wildlife, exposure is estimated based on the following equation that describes the sum of
ECOl intake from incidental ingestion of soil and ingestion of forage or prey:

" (Equation B-2)

EA[)()SLIIB (Intake) = [(C

soil Jood

« P # FIR % RBA )+ Z(C oo * P * FIR*RBA 110 [AUF

Where:

Exposure (Intake) = rate at which an ECOl is ingested ﬁom all sources (milligrams per
kilogram [mg/kg] body weightfBW]/day)

Coit = contaminant concentration for contaminant (j) in soil (mg/kg dry weight)
N = number of different biota food types in diet,

Crood = contaminant concentration in foo.d type (1) (mg/kg dry weight)

Prood = proportion of biota type (1) in diet |

FIR = food ingestion rate (kg food [dry weight]/ kg BW [wet weight] / day) -
RBAj,0q = relative bioavailability of contaminant (j) frbm biota type (i) (RBAges = 1)
RBAii = relative bioavailability of contaminant (j) from soil (RBA,; = 1)

TRV = toxicity reference value (img/kg BW/day)

Poit = soil ingestion as proportion of diet

AUF = area use factor (AUF = 1)
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Because the ESL is expressed as an ECOI concentration in soil, the concentration in food
must also be expressed as a function of the concentration in soil. To accomplish this,

~bioaccumulation factors (BAFs) that predict the extent to which ECOIs accumulate in forage

or prey are used. The BAF can be a simple ratio of ECOI concentration in biota: soil, or may
be derived from regression equations if the relationship is-nonlinear (EPA 2003a). The Ciooq
term in the exposure equation can then be replaced:

(Equation B-3)

Exposure (Intake) = [(C

soil

. ; .
£ P % FIR * RBA_ )+ (X ([BAF*C,,;1%P,, ;*FIR*RBA ) FAUF
soil soil i=1 soi Joo Jooc

To estimate the ESL, the above equation is solved for the Cg that results in an exposure
equal to the TRV (that is, HQ = 1). ESLs will be applied for screening both surface and
subsurface soil for burrowing receptors.

A much simpler approach was used for aquatic life and nonvertebrate terrestrial receptors.
Most toxicological information on aquatic life is already expressed as a concentration in
water or bulk sediment concentrations, which can then be used as direct estimates of the
ESL.

TRVs used in the above equation were identified from available databases or the scientific
literature and are presented in Section 3.1. Data available from RFETS were evaluated to
determine whether applicable BAFs can be calculated for site-specific conditions, and used
ESL calculations. If not, BAFs trom the general scientific literature were identified and
reviewed for potential use. '

2.1.2  Approach for Radionuclides

' Soil benchmarks for radionuclides were developed for RFETS during the Draft Watershed

ERA (Higley and Kuperman 1995). - Since then, DOE’s Biological Dose Assessment |
Committee (BDAC) has developed additional procedures for assessing exposure and risk to
terrestrial and aquatic biota using the RESRAD-BIOTA (DOE 2003b) computer code for
calculating protectiveness. .

For some radionuclides, Higley and Kuperman values were higher (less conservative) than
those calculated with the RESRAD-BIOTA procedures. However, for terrestrial animals the
radiation exposure limit cited in RESRAD-BIOTA as protective of ecological receptors (1
rad/day) is 10-fold that assumed in Higley and Kuperman (0.1 rad/day). Values developed
for ecological receptors using either approach were significantly higher than values adopted
for managing radionuclide risks to human receptors at the Site. In most cases, soil criteria
were two to three orders of magnitude larger. Therefore, if the Site is managed to protect
human health and EPCs are calculated using similar methods, then ecological receptors will
be protected. This applies to special status species (for example, threatened or endangered)
and nonthreatened or endangered receptor groups.
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An exception to the above is exposure to subsurface soil and surface water. For human
health assessment in the IA, the pathway to subsurface soil will not be evaluated because A
institutional controls prevent disturbance of soil; therefore, ESLs will be needed. For surface
water, ecological benchmarks are lower than human health values for some radionuclides,
primarily due to the higher use rate assumed in the calculations.

RESRAD-BIOTA was used to calculate all of the radionuclide ESLs that will be used in the
CRA. - ' .

2.1.3 'Identification of Representative Receptors

The purpose of the ESLs is to provide a mechanism for evaluating ecotoxicological risks
from potentially contaminated abiotic media by comparing data on ECOI concentrations to
benchmark: values representing potential thresholds of adverse effects. Ecological receptors
and their forage or prey utilize soil, sediment, and surface water with widely varying rates
and intensities. Generally, species or functional groups that have the most extensive contact
with soil or sediment, and/or the smallest home ranges, have the highest potential exposure.
Assuming similar. sensitivities to toxic effects of ECOls, ESLs developed for such species are
generally protective of groups with lower contact rates (EPA 2003a). Therefore, ESLs were
developed for the potentially most-exposed functional groups present at RFETS:

e Fossorial (burrowing) small mammals (herbivores and omnivores);
¢ Small ground-feeding birds;

s Large mammalian herbivores;

e Mammalian predators;

e - Terrestrial plants;

o Terrestrial Invertebrates;

e Aquatic community; and

e Avian predators.

- The SCM for the Draft Watershed ERA.(DOE 1996a) and more recent surveys identify
several species of fossorial mammals as present at RFETS, including the deer mouse
(Peromyscus maniculatus), meadow vole (Microtus pennsylvanicus), prairie vole (M.
ochrogaster), plains harvest mouse (Reithrodontomys montanus), black-tailed prairie dog
(Cynomys ludavicianus), and Preble’s meadow jumping mouse (PMIM) (Zapus hudsonius

preblei). Each of these species constructs and/or occupies borrows for significant parts of
their life histories.

The black-tailed prairie dog and the PMJIM are species of particular concern in Colorado.
The prairie dog is the subject of voluntary habitat conservation initiatives in Colorado and
adjoining states aimed at preventing the need for listing under the Endangered Species Act
(ESA). The PMIM is a relatively rare subspecies found only along the Front Range of the
Rocky Mountains. The species was listed as “threatened” by the U.S. Fish and Wildlife
Service (USFWS) in May 1998. Both species are known to occur at RFETS and, although
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these species represent essentially the same functional group (herbivorous burrowing small
mammals), they are listed here because of their special legal and/or policy status. A
generalized small mammal (for example, deer mouse) was also evaluated as a representative
receptor. The deer mouse was evaluated using two models and varying only the assumed

diet (herbivorous versus insectivorous).

The risk to small ground-feeding birds was not previously assessed in the Watershed ERA.

Several candidate species known from RFETS (DOE 1995) include dark-eyed junco (Junco

hyemalis), black-headed grosbeak (Pheucticus melanochephalus), lazuli bunting (Passerina

amoena), spotted and green-sided towhees (Pipilo chlorurua and P. erythrophthalmus),

mourning dove (Zenaida macroura), and house finch (Carpodacus mexicanus). The

mourning dove was used by EPA in developing Eco-SSLs and was selected to represent

ground- feeding birds due to the abundance of available information necessaly to estimate :
intake and therefore risk. i

In addition to the above receptor groups, ESLs were developed for the American kestrel
(Falco sparverius), a small falcon that is abundant in the region around RFETS. The kestrel
does not have intimate contact with the soil, but represents an upper level consumer that
could be exposed to contaminants that accumulate in prey species. The mule deer
(Odocoileus hemionus) was selected to represent large mammalian herbivores. A population
of mule deer currently inhabit the Site. Finally, the coyote (Canis latrans) was selected as
the mammalian predator. The coyote represents the upper level mammalian consumer that
could also be exposed to ECOIs at the site.

In the upland areas of the Site, terrestrial invertebrates and plants wili be evaluated as
receptors. In the drainages, the general aquatic community will also be evaluated as a
receptor. For terrestrial plants and invertebrates, and aquatic community receptors, the
toxicity benchmarks are not species-specific but are community-based and designed to be
protective of most species within the receptor class. Therefore, the entire community of
species that make up the population of each receptor group at REETS will be evaluated as a
whole.

Receptor-specific parameters necessary to implement the exposure estimation described in
Section 3.1 are listed in Table B-1. When ESLs are used to evaluate an exposure unit (EU)
that consists of only one home range, it is necessary that the ESL accounts for the behavior-
based variability in exposure. That is, the ESL is calculated from the dose-based TRV using
one or more exposure assumptions that are “high-end,” rather than all “average” exposure
values. This ensures that when the ESL is applied to the mean concentration in an exposure
area, it estimates the risk to a high-end receptor rather than an average receptor. This is
appropriate for the large, wide-ranging receptors given that they will be evaluated on a
Sitewide basis in the CRA.

When ESLs are applied to an exposure area that includes many home ranges (that is, for the
receptors with small home ranges), the result is a distribution of HQ values across the EU
that characterizes the variation due to differences in concentrations across several home
ranges. [n this situation, the ESL calculation is based on an individual with average (rather
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than high-end) exposure parameters, because the variation in mean concentration between

home ranges is typically large compared to the variation in exposures within a home range
due to differences in behavior.

3.0 METHODS FOR TASK 2: IDENTIFYING AND SELECTING TOXICITY
REFERENCE VALUES AND BIOACCUMULATION FACTORS FOR
VERTEBRATE SOIL SCREENING LEVEL CALCULATION -

" This section provides the procedures followed to select TRVs and BAFs that are used for .

calculation of ESL values.
3.1 Derivation of Toxicity Reference Values for Vertebrate Receptors

As noted in Section 2.0, EPA’s Eco-SSL (EPA 2003a) process was generally followed to
identify the more relevant TRVs for representative species types. Figure B.1 presents a
graphical view of the TRV selection process for vertebrate receptors. Table B-1 presents the
receptor-specific input parameters used in the ESL calculations.

3.1.1 Previously Published Toxicity Refere\nce Values

The major sources of toxicity information for deriving TR Vs are publicly available databases
of TRVs and no-observed adverse effects level/lowest-observed adverse effects level
(NOAEL/LOAEL) values presented in peer reviewed literature sources. This.information
was obtained, as available, for the ECOIs listed in Table B-2. ' ‘

The following hierarchy of resources was searched for toxicological information to p10v1de
previously published TRVs:

I. EPA’s guidance for developing Eco-SSLs (EPA 2003a);
2. TRVs developed for U.S. Navy facilities in California (PRC 1994); and

3. Benchmarks developed for the Oak Ridge National Laboratory .(ORNL)‘ (Sample et
al. 1996).

The three sources were determined to have adequate data quality to be used in the RFETS
ESL calculations. Therefore, TRVs presented in these sources were used unedited from the
original source regardless of manipulations of study information by the authors. If both a
NOAEL and LOAEL TRV are identified and the data are of sufficient-quality to calculate a
threshold-level ESL (tESL) (Section 3.1.4), a threshold value that represents the geometric
mean between the two values 1s presented in order to calculate a tESL.

"B-6
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‘ Figure B.1 — TRYV Identification Process for Vertebrate ESLs
! Entire ECOI List
Is a TRV Available from ID NOAEL TRVs where
an accepted TRV Yes available. AlsoID LOAEL
database? TRVs where available.
1) Eco-SSL(2003) Eco-SSL: Lowest LOAEL
2)  Navy(PRC) greater than the NOAEL
3) ORNL will be IDd.
No
. Toxicity Data Search
Search available toxicity sources Canbotha No
for information: NOAEL and
1) :;ogc _Ifiﬁnc for original LOAEL TRV
be calculated?
2)  EPAECOTOX v
3) IRIS
4) HSDB
5)  CALEPA
6)  Open Literature
. Calculate
N NOAEL ESL
Source not used. No Does Tox Data and LOAEL
Retain for possible Source Meet Are Toxicity PCOCof
use in risk Eco-ESL Data Available? .Uncertain R|§k
characterization Guidelines for EIEXC ument in
‘ study quality?
Add source
to TRV
database for
SSL
Calculation
\ 4
Calculate TRV
Use the highest NOAEL that
is less than the lowest
bounded LOAEL (per Catculate D AR Y T Catoome
EcoSSL guidance) for NOAEL ESL an . pair sy
growth, reproductive, and LOAEL mect EPA cnjl(ena
developmental, and mortality for calculating a
endpoints. K 1ESL?
R No
Canbotha Yes Default to
NOAEL and NOAEL ESL
LOAEL TRV
be calculated?
Yes ‘Divide LOAEL
Is a LOAEL by 1010 Ng:‘g"aég
> the onty estimate L ESL
TRV NOAEL TRV,
available? 4
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3.1.2 Literature Review of Toxicity Data

The sources presented in the previous section provided TRVs for a limited list of ECOIs. It
was therefore necessary to perform a more detailed search for toxicity information for the
remaining list of ECOISs in order to develop TRVs for use at RFETS. A database of TRVs
identified from literature sources was compiled and is presented in Table B-2. The available
TRVs for the Site soil-associated ECOIs are based on the following criteria:

¢ Oral exposure studies from which a dose was calculable;

¢ Reproductive and developmental endpoints for chronic and subchronic exposure or acute
exposure during discrete, critical lifestage; and

e Growth and mortality endpoints. As per the Eco-SSL guidance, these are used as upper-
bound TRVs in case reproduction/developmental TRVs are higher than longer-term
exposure survival endpoints.

The literature search strategy was very focused given the relatively large number of
chemicals for which TRVs were.needed. In order to maximize the efficiency and output of
the search, it was determined that several preeminent sources of peer-reviewed studies for
mammals would be utilized, rather than conducting a broad-based literature search. The
initial sources that were reviewed for toxicity literature were the Centers for Disease
Control’s Agency for Toxic Substances and Disease Registry (ATSDR) toxicity profiles and
EPA’s Integrated Risk Information System (IRIS) chemical-specific health assessments.
These sources were searched for reproductive and developmental effects as well as effects on
chronic growth and survival. The search focused on studies utilizing oral ingestion from ‘
food or oral gavage for development of the TRVs. Although the search was conducted using
a streamlined approach for identifying relevant toxicity studies, the use of IRIS and ATSDR
will result in identification of appropriate critical studies for use in developing chemical
specific TRVs.

ATSDR toxicity profiles that matched the RFETS chemical names or synonyms were
selected. In addition to chemical names, CAS numbers were used to match RFETS
chemicals to IRIS health assessments. Both the ATSDR and IRIS sources summarize
available toxicity information and provide citations for the referenced toxicity studies for
chemicals that have been evaluated. Where feasible, the articles cited in the ATSDR and
IRIS sources were physically obtained and used in the TRV data extraction and evaluation
process.

Each of the sources of TRVs were evaluated for data quality using the EPA (2003a)-Eco-
SSLs 10-step scoring system that is described in detail in Attachment 4-4 of EPA (2003a).
The results of the scoring are presented in Attachment 1. If the evaluation resulted in a score
of 65 or greater, the TRV was accepted for use and is presented in Attachment 2.

Where sufficient data were available (Attachment 2), TRVs were calculated by obtaining the

highest NOAEL that is lower than the lowest bounded LOAEL, for the applicable endpoints.
The NOAEL and LOAEL TRVs used were compiled from the literature review for endpoints
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discussed above. The ECOIs that have inadequate toxicity data from which to calculate a
TRV will be discussed qualitatively in the CRA Report.

ATSDR and IRIS focus primarily on mammalian toxicity data; neither are primary sources
for avian toxicity data. As a result, EPA’s ECOTOX database and the Hazardous Substance
Databank (HSDB) were searched for avian toxicity data. These data underwent a scoring
and extraction process analogous to that used for mammals (Attachments 1 & 2).

3.1.3 Ecological Contaminants of Interest with Minimal or Insufficient Data

For some ECOIs, both a NOAEL and a LOAEL TRV are not available for both mammalian
and avian receptors. Where only a LOAEL TRV was available, the NOAEL was estimated
by dividing the LOAEL TRV by 10. No estimates of a missing LOAEL value were made.
In addition, no interclass extrapolations were used to estimate avian TRVs from mammalian
endpoints. No ESLs were calculated when no class-specific data were available for the
ECOI; these will be noted and discussed in the uncertainty section of the CRA. The use of
surrogate chemicals to evaluate ECOI toxicity will be reviewed on a case-by-case basis.

For ECOIs where some toxicity data have been identified but the data are limited in either the
quality of endpoints identified, test species evaluated, or studies identified, uncertainty
factors have been applied in order to provide a level of comfort that the TRV is of a
conservative nature. Uncertainty factors have been applied to the TRVs in Table B-2 if the
following cases-apply:

1. 1f a TRV is based on data from only one specics, an uncertainty factor is needed to
guard against the possibility that the TRV for that species in near the middle or upper
end of the species sensitivity distribution. Based on the inter-species variability data
reported in USEPA (1996), an uncertainty factor of 10 will be used to include at least
78% of the potential for variability in inter-species sensitivities.

2. If aTRV is based on lethality only (no data on growth or reproduction), an
uncertainty factor is needed to guard against the possibility that the TRV for these
endpoints is substantially lower than for lethality. The CRA Workgroup decided in
consultation that an uncertainty factor equa] to 5 would be adequately conservative
for use in thlS case.

If both conditions apply (only one species, only lethality data), the Risk Assessment Work
Group has determined that the database is too weak to support the development of a credible
TRV and that no TRV will be derived (rather than applying a combined uncertainty factor of
50). The data for these TRVs are presented in Table B-2 but are noted as unacceptable.
TRVs noted as unacceptable in Table B-2 will not be used for screening purposes but will be
discussed in the Uncertainty section of the CRA.

3.1.4 Calculation of Threshold Toxicity Reference Values
The ecological contaminant of potential concern (ECOPC) identification process in the CRA

Methodology specifies that if the toxicity data for a particular ECOI are of sufficient quality,
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a tESL was calculated. Ideally, the TRV used is the threshold dose at which the response in a
group of exposed organisms first begins to be significantly greater than in unexposed
receptors. The threshold dose is seldom known, but is bounded between two experimental
values:

e NOAEL = Highest administered dose that did not cause an effect; and
o LOAEL = Lowest administered dose that.did cause an effect.

If the NOAEL and LOAEL are both close to the threshold, then the geometric mean of the
two values is likely to be a reasonable estimate of the true threshold dose. However, if
neither the NOAEL and/or the LOAEL is close to the threshold, then the geometric mean
may not be a reliable estimate of the threshold. Several different cases may be distinguished,
as shown below: '

NOAEL . LOAEL - Estimated Threshold

Close Close Reliable

Too low Close Underestimate
Close A Too high "~ Overestimate
Too low Too High Unknown (unreliable)

Because of the potential error that might occur in an estimate of the threshold when neither
the NOAEL and/or the LOAEL is close to the true threshold, a data quality rule is needed in
order to judge whether the NOAEL/LOAEL data are sufficient to allow the derivation of a -
reliable estimate of the threshold. The data quality rule is as follows:

“A threshold was only calculated if the LOAEL represents a response that is at the low end
of the dose response curve (for example, LOAEL < the 20 percent effects concentration
[EC20]).” -

There is no requirement regarding the value of the NOAEL.

This approach minimizes the hazard that the threshold will be significantly too high by
limiting the type of LOAEL that is acceptable. -It is recognized that by accepting cases where
the NOAEL is far below the LOAEL, the chances are increased the threshold will be far too
low, but this error is conservative (protective) and may be preferable to using the NOAEL
alone.

3.1.5 TRY Confidence
The quality of the TRV database for each ECOI is variable due to a number of factors as
discussed in previous sections. While some ECOIls have been researched extensively, others

have minimal amounts of data directly applicable to ECOPC selection. It is, therefore,
important to highlight the quality of the TRV database for each ECOIl. A qualitative 6-point
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scale has been identified by the Risk Assessment Work Group that provides a quick guide to
the confidence that should be placed on each TRV selected for use in the ECOPC
identification process: Each ECOI listed in Table B-2 is assigned a TRV Confidence rating
based on one of the following categories: '

I. NA —No TRV has been identified or the TRV has been deemed uﬁacceptab]e for use
in ECOPC selection. Those TRVs deemed unacceptable for use will be retained for
use in the Uncertainty section of the CRA as necessary.

2. Low - TRVs that have data for only one species looking at one endpoint (non-
mortality) and from one primary literature source.

" 3. Moderate — TRV that have multiple primary literature sources looking at one
endpoint (non-mortality or mortality) but with only one species evaluated.

4. Good - For TRVs that have either multiple species with one endpoint from multiple
studies or those TRVs with multiple species and multlple endpoints from only one
study.

5. High —For TR Vs that have multiple study sources looking at multiple endpoints and
more than one species. By default, all obtained TRVs from the Sample et al (1996)
and Navy (PRC, 1994) documents will receive a ‘High’ confidence rating.

6. Very High — All EcoSSLs (EPA 2003a) will be assigned this level of confidence by
default. This rating represents the highest quality of TRV currently only available for
the ECOIs that have been heavily researched in the EcoSSL process.

The six ratings levels for TRV confidence will be discussed in the Uncertainty Sectlon of the
CRA. The discussion will focus on the implications of using a TRV at each of the
confidence levels in a screening-level ERA. The uncertainty section will also provide a list
of ECOlIs that are detected in the EU that have ‘Low’ or. ‘Moderate’ confidence level. The
results of the screening-level ecological risk assessment for each of the ECOIs that receive
the ‘Low’ or ‘Moderate’ level will be reviewed on a case-by-case basis as necessary.

3.2  Bioaccumulation Factor Selection for Calculation of Vertebrate Receptor
Ecological Screenmg Levels

As discussed in SCCthﬂ 2.0, BAFs were identified and calculated for use in the ESL
development process. The procedures used in this process closely correspond to those
developed in the Eco-SSL guidance (EPA 2003a). Consistent with the Eco-SSL guidance, -
BAFs are either simple ratios of ECOI concentrations between biota and soil or are based on
quantitative relationships such as linear, logarithmic, or exponential equations.

BATFs were calculated or identified for the following pathways:

o Soil-to-plant

B-11




Final Comprehensive Risk Assessment Work Plan and Metho&'nlogy - ‘ September 2005
Appendix B - Calculation of Ecological Screening Levels, Methods, Sources, and Results Revision |

e Soil-to-terrestrial invertebrate

e Soil to small mammals or birds

Several sources of BAFs were évailable for some ECOIls. In cases where more than one
BAF was available, the following hierarchy was utilized; :

1. Oak Ridge National Laboratory BAFs for plants, terrestrial invertebrates, and small
mammals — This series of three documents (Sample et al. 1998a, 1998b, and ORNL
1998) provide high quality BAFs derived from large datasets for many inorganic and
organic ECOIs. The BAFs recommended in each of the documents, whether a BAF
or linear regression) were used and are presented on Table B-3 A.

2. EPA Eco-SSL Guidance (EPA 2003a) — Several ECOIs had plant, terrestrial
invertebrate, or small mammal BAFs derived for use in this document. BAFs
specifically derived for the Eco-SSL Guidance were used as presented in Attachment
4-1 of the Guidance documents and are listed in Table B-3 A.

3. For inorganic ECOIs, soil-to-plant and soil-to-small mammal BAFs from Baes et al.
(1984) were used when none were available in either of the two sources listed above.
Baes et al. (1984) provides BAFs for all elements on the periodic table of elements
calculated by tracing uptake of materials either into plant tissues (leaves) or beef.
‘While the BAFs used in this step are of adequate quality for use in ECOPC
identification, they are based on a much smaller and more narrow dataset than the two
BAF sources discussed above (Table B-3 A).

4. For organic ECOIs with no empirically calculated BAFs available in the first two
sources, Log Kow equations as presented and modified in the EPA Eco-SSL (EPA
2003a) Guidance document were used to estimate BAFs. These values are more
uncertain than empirically-based BAFs, but are acceptable for use in ECOPC
identification. The BAFs calculated using these equations are presented in Table
B-3 B. : :

5. For non-bioaccumulative inorganic ECOIs that have no soil-to-terrestrial invertebrate
BAFs available, a default value equal to 1 was used.

Specific sources used to obtain the BAFS presented in Tables B-3 A and B-3 B are listed on
their respective tables.

3.3 Identification of Sediment Ecological Screening Levels

A variety of published sources of benchmarks were reviewed for use as ESLs. Prior to
beginning the task of identifying sediment benchmarks, the RFETS sediment database was
queried to determine which ECOIs discussed in the soil ESL process were detected in
sediments at RFETS. The ECOIs that were detected at least once in sediments are listed in
Table B-4. The sediment ESLs presented in Table B-4 represent threshold or no effects
levels and were obtained from the following hierarchy of sources.
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1. Consensus-based threshold effects concentrations (TECs) from MacDonald et al.
(2000a,b) - Consensus TECs represent a source of quality threshold concentrations
that were compiled from published TECs from multiple sources.

2. Interim sediment quality guidelines (ISQGs) from the Canadian environmental
quality guidelines (CCME 2002) - Several ISQGs are presented in Table B-4 for
those ECQIs that had no TECs identified in the first set of sources. ISQGs are
conservative, low-end threshold or no effects concentrations.

3. Equilibrium partitioning values (EqPs) — For non-ionic organic ECOIs lacking
consensus TECs or ISQGs but with surface water ESLs available, EqP criteria were
calculated using the soil partitioning coefficient (K,c) and fraction of organic carbon
in sediments (f,c). The equation used (EPA 1997b) was: EqP = ESLyaer * Koc * fsc
EqP ESLs are based on the theory that the pore water in sediment is the point of
contact for most benthic aquatic organisms and that the concentration in pore water is
related to the organic content in sediments and the soil portioning coefficients.
Values for all of the equation parameters are presented in Table B-4.

4. For those ECOIs with no ESLs identified in any of the three sources listed above, a
compendium of sediment ESLs (MacDonald et al. 1999) was consulted in order to
identify an ESL of adequate quality for use. When MacDonald et al. (1999) was used
and more than one sediment ESL was available, the highest conservative screening
level value (i.e. TEL, LEL, NEL, ERL) from applicable water body types was
selected for use and are presented in Table B-4..

5. No acceptable ESLs were identified for several sediment ECOIs. Those ECOIs
without ESLs are identified in Table B-4 and will be discussed qualitatively in the
CRA. Identification of Surface Water Ecological Screening Levels

Similar to the sediment ESLs discussed above, surface water ESLs were identified from
several published databases of surface water quality criteria (Table B-5). These

~ concentrations represent the potential for toxic effects to the aquatic community. Two ESLs

were identified, where possible, for each ECOI detected in a surface water or groundwater
sample at RFETS. An acute and chronic ESL was identified from the following hierarchy of
sources: Colorado Department of Public Health and Environment (CDPHE) Regulation
Number 31 (5 Colorado Code of Regulations [CCR] 1002-31), EPA (1999b, 2002), MIDEQ
(2003), CCME (2002), Suter and Tsao (1996), and NY State (1998).

34 Identification of Soil Screening Levels for Soil Invertebrates

'ESLs were identified for soil invertebrates and are presented in Table B-6. As with surface

water and sediments these ESLs are represented by a concentration in soil below which no
effects are expected. A relatively large database of soil ESLs is available for earthworm
toxicity. These ESLs, however, are highly conservative for use in the CRA due to the

general lack of earthworm species at the Site. Earthworms are generally more susceptible to
effects from contamination than are other invertebrates due to the degree of contact during
burrowing and their thin epidermis that provides them with very little protection. However,
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given the scarcity of non-earthworm ESLs and the intended conservatism inherent in the
ECOPC identification process, the earthworm ESLs were used.

Earthworm ESLs have been compiled in the Eco-SSL guidance documents (EPA 2003a) for
several ECOIs and in a document from Oak Ridge National Laboratories (Efroymson et al.
1997a). Where ESLs were available in the Eco-SSL (EPA 2003a) document they were
given priority over the ESLs from Efroymson et al. (1997a).

No ESLs were identified for several ECOIs. ECOIls with no terrestrial invertebrate ESLs will
be discussed qualitatively in the CRA.

3.5 Identificatioﬁ of Soil Screening Levels for Terrestrial Plants

ESLs that can be used to predict the potential for no effects to terrestrial plant communities
were also identified for the entire list of soil ECOIs (Table B-6). Terrestrial plant ESLs are
typically concentrations of ECOIs in soil below which no adverse effects are expected. Plant
ESLs calculated in the EPA Eco-SSL Guidance (EPA 2003a) were given priority over all
other values. Another set of ESLs is also available from Oak Ridge National Laboratories
(Efroymson et al. 1997b). These values were used for those ECOIs that lacked plant ESLs .
from the Eco-SSL Guidance document.

No ESLs were identified for several ECOIs. ECOIs with no plant ESLs will be discussed
qualitatively in the CRA.

4.0 ECOLOGICAL SCREENING LEVELS

The ESLs represent generic concentrations below which little to no risk is predicted to
populations of receptors potentially inhabiting RFETS. Tables B-4 through B-7 present the
ESLs for the receptors presented in Table B-1. Benchmark ESL values for aquatic life in
sediment and surface water are presented in Tables B-4 and B-5 and benchmark ESLs for
terrestrial invertebrates and plants are presented in Table B-6. Vertebrate ESLs are presented
in Table B-7. Table B-8 presents the radionuclide ESLs. The ESL calculations for all ECOIs
are presented in Attachment 4.
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Table B-1
Receptor-Specific Input Parameters Used in ESL Calculations

Receptor

Non-Wildlife Terrestrial Receptors

Terrestrial Invertebrates

[Terrestrial Plants

Aquatic Receptors. : SR

Sediment Dwelling Aquatic

. NA
Macroimvertebrates

General Aquatic Life . NA

NOTES:

Receptor parameters for all receptors with the exception of the Prairie Dog and the Mourning Dove were taken trom the Watershed Risk Assessmen[ (DOE, 1996b) and referenced to the original source.
All receptor parameters are estimates of central tendency except where noted. .

All values are presented in a dry weight basis.
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. Table B-2
TRVs for Terrestrial Vertebrate Receptors
NOAEL. ™ L : K
mnO_x. (kg day) | NOAEL: m:&x:.:_. < N
Mammal
’ Only 1 study was available Jur
- specics with a mortality endpoint.
. No eficets on Mouse The data are inadequate to calcutate a
Accnaphihene 700 Survival NA NA Attachiment 3 NA NA NA No effects at highest dose NA final TRV,
The nature of the cffect is not likely
to cause a signit’ icant etiect on
growth, reproduction or survi
Thus. the data satisly the
crease in rat liver or Sampie ct al. requirements described in the 1ext for
Acctone 10 kiuncy wei 50 Kidney effects (1996) ._ 10 22.36 calculating a threshold. High
Reduced learning and cognitive .
Aldiin' 0.1 inutted from LOAEL ! ability in rats PRC (1994) | 0.1 NA NOAEL was from LOAEL High
No changes in reproduction . No efleets noted at the highest dose . !
Ammonium (s Anunonia) 9658 or development NA NA Attachument 3 + 10 965.8 NA level, Maoderate
. ) Only { study was available Jor |
d specics with a mortality endpoint.
No cffects on mouse . No citects were prodicted al the The data are inadequiate to calculaie a|
Anthracene 1000 NA NA Altachment 3 NA NA NA highest dose level. NA (ina] TRV.
The original paper was nok reviewed,
No change to ral progeny Not cnough information was availablel
Antimony 0.06 weight 0.59 Decrease in rat progeny weight EPA (2003) | 0.06 NA to caleulate the threshold TRV. Very High
The nature of the etfect is not tikcly
~ N 1 cause a significant effect on
growth, reproduction or survival,
Decrcase in el water intake and Thus, the data satisly the )
No change in rat growth or kidney weight in relution 1o requirements described in the text for .
Arsenic 0.32 survival " 4.7 body weight. PRC (1994) | 0.32 1.23 calculating a threshold. High
10t6 See PCB (1otul)
Aroclor 1221 Sec PCB (total)
Arcwlor Scc PCB (tutal)
Araclor 1242 Sec PCB (1otal)
Aroclor 1248 Sec PCB (1otal)
Aroclor 1254 Sec PCB (10tal)
Arvctor 1260 See PCB (total)
No threshald value cateulated due 1o
Decrease in rat growih and multiple cndpuints affected at the
518 Mcan value 121 reproduction USEPA (2003) | 51.8 NA LOAEL Very High
NOAEL cstimated from Maternat morta and Sample ct al. NOAEL was cstimated from the
Benzene 26.36 LOAEL 263.6 cmbryonic resorplion in mice (1996) 1 26.36 NA LOAEL. High
The nature of the effect is not likely
growth, reproduction or survival.
Thus. the data satisly the
No change in mouse Incecase in pulmonary adenonu requirements deseribed in the text for
Benzu one ] survival 328 in mice PRC (1994) ! 1.31 6.55 culating a threshold.
Benzo(a)amhracene No Values Available NA No data available
Benzo(b)lluorantiene No Values Available NA No data available
Benzo(g hiperylene Nu Values Available NA No data available
No Values Available NA No daty available
i Decreased body weight and
NOAEL cstimated from maternal mortality in mousc The NOAEL valuc was estimaied
75 i LOAEL 750 pups. Attachment 3 10 7.5 NA from the LOAEL TRV, Moderate
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