


enetic data are rapidly transforming health

care, criminal forensics, paternity disputes,

and pathogen tracking. Toxic tort and per-

sonal injury litigation may be next. New

types of genetic data can help to address
the major data gaps and uncertainties about the health
risks of most potentially toxic substances, and even
more importantly, whether a particular toxic agent
caused the injury incurred by a plaintiff in a toxic tort
or personal injury lawsuit. Until now, there has usu-
ally been no direct evidence of causation, leaving
judges and juries to infer causation using crude and
highly inexact indi-
rect evidence and
statistical assump-
tions. Moreover,
even though it has
been well known
for many decades if
not centuries that
people differ dra-
matically in their
susceptibility to
toxic exposures,
the courts have had
no information or
mechanism to iden-
tify such sensitivities in individual plaintiffs, resulting
in the legal system essentially ignoring the scientific
fact of interindividual variability in toxic response.

New genetic methods and data have the poten-

tial to fill these scientific uncertainties and data gaps
in toxic tort litigation, thus making toxic tort litiga-
tion both more accurate and fair. At the same time,
these same genetic data have the potential to make
toxic tort litigation even more complex, contentious,
and ethically problematic. Two types of genetic data
are likely to have the biggest impact in toxic tort liti-
gation: (1) data on genetic susceptibility of individual
plaintiffs, and (2) genetic biomarkers of exposure and
effect. This article explores the potential applications
of these two types of genetic information in toxic tort
litigation, as well as the potential benefits and risks of
such applications.

Genetic Susceptibility Data

The genes that code for enzymes involved in the
metabolism of foreign substances entering the body,
including pollutants and other toxic substances, are
highly variable between individuals.! Genetic varia-
tions (or “polymorphisms”) that affect susceptibility
have been identified for most toxic substances that
have received significant regulatory scrutiny.? Some of
these polymorphisms are very common in the popu-
lation, while others are rare. For example, almost 50
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percent of Caucasians lack a functional copy of the
gene coding for the important metabolic enzyme gluta-
thione S-transferase M1, increasing their risks to toxic
substances such as polycyclic aromatic hydrocarbons
(PAHs) and aflatoxin.’ The Environmental Genome
Project has identified over 500 putative environmental
susceptibility genes.* As discussed below, these varia-
tions in genetic susceptibility have many potential
applications to toxic torts.

Proving or disproving causation. Plaintiffs in toxic
tort lawsuits must prove that the toxic substances to
which they were exposed caused their illness. To satisfy

this causation require-
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background risk (i.e.,
relative risk > 2.0)
such that the expo-
sure was “more likely
than not” the cause
of the illness in the
individual.’ Plaintiffs
often cannot meet this
demanding require-
ment. Evidence of genetic susceptibility, however, may
assist some susceptible individuals in overcoming this
hurdle. Even if epidemiology studies show that the rel-
ative risk in the general population is less than 2.0,
genetically susceptible plaintiffs could argue that their
individual risk is higher than the general population due
to their unique susceptibility, and indeed may exceed
the twofold legal threshold.®

In several cases, plaintiffs have already advanced
claims of genetic susceptibility to try to circumvent
causation barriers to recovery. For example, some sili-
cone breast implant plaintiffs relied on a published
study allegedly identifying a gene variant conferring
susceptibility to silicone” to argue they may have been
harmed by silicone leaking from their implants even
if epidemiology studies showed no significant increase
in disease associated with silicone breast implants
in the general population.® Similarly, thyroid can-
cer victims living near the Hanford nuclear facility
argued their background risk doubled from exposure
to radioactive wastes from the facility when their
alleged genetic susceptibility to ionizing radiation
was factored in. Specifically, they claimed this genetic
susceptibility justified a fivefold reduction in the
exposure levels necessary to double background risk.’
These claims have generally failed to date because
the plaintiffs simply pointed to evidence of a genetic
susceptibility in the general population without
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TIP
Counsel may
soon have
an ethical
duty to notify
plaintiffs
whose health
is at issue
that pursuit of
a claim may
require them
to submit
to genetic
testing.

introducing evidence that they
themselves carried the relevant
susceptibility-conferring gene.'® To
prevail on such arguments in the
future, plaintiffs will likely need

to undergo genetic testing to sub-
stantiate their claims of genetic
susceptibility.

Alternatively, the defense may
argue that the lack of a suscepti-
bility gene undercuts a plaintiff’s
causation argument. In Easter v.
Awentis Pasteur, Inc.,!! the plaintiff
alleged that thimerosal, a mercury
preservative in the defendant’s
pediatric vaccines, caused her son
Jordan to develop
autism. Although
large studies had
shown no asso-
ciation between
thimerosal and
autism in the gen-
eral population,
the plaintiff con-
tended that “some
children are genet-
ically susceptible
to mercury poisoning and can-
not excrete or otherwise eliminate
the mercury in the vaccine pre-
servative.”? Unfortunately for the
plaintiff in this case, genetic test-
ing revealed that Jordan did not
have the pertinent genetic suscep-
tibility. As described by the court,
the plaintiff “conceded that [she]
cannot prove, in Jordan’s case, that
his autism was caused by thimer-
osal . . . because Jordan does not
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meet the genetic profile for chil-
dren who . . . are at increased risk
for developing autism caused by
thimerosal.””® This concession was
“[t]he beginning and the end” of
the court’s ruling to exclude the
testimony of the plaintiff’s causa-
tion expert.'

In some cases, defendants could
seek to test plaintiffs for other
genetic traits that might predis-
pose the plaintiffs to the illnesses
they have developed. For exam-
ple, recent findings indicate that
a gene mutation known as BAP1
can strongly predispose a carrier

A plaintiff may argue that a
manufacturer had a legal duty
warn product users that they ir

be genetically susceptible to 1
manufacturer’s product.

to mesothelioma.”” Defendants in
asbestos liability cases have sought
genetic testing of plaintiffs and
argued in a number of pending
cases that the BAPI gene muta-
tion and not exposure to asbestos
was the cause of the plaintiff’s
mesothelioma.!

In another case, the defen-
dant obtained genetic testing of
a plaintiff whose birth defect was
allegedly caused by prenatal expo-
sure to Benlate, and based on the
test results, demonstrated to the
satisfaction of both the plaintiff’s
lead expert and the court that
the disability was caused by a spe-
cific inherited genetic mutation
rather than chemical expo-
sure.”” These cases illustrate that
plaintiffs’ genetic traits, which
increase susceptibility for a par-
ticular toxic substance or create
a predisposition to disease with-
out any environmental exposure,
can be used to argue for or against
causation. Given the potential

usefulness of such genetic data for
either proving or disproving causa-
tion, it is likely that both plaintiffs
and defendants will increasingly
seek to obtain and introduce such
evidence in future toxic tort cases.
One expert has even suggested
that it should become “standard
practice” for defendants to seek
genetic testing of plaintiffs in
order to identify potential alterna-
tive causes.!®

Duty to protect or warn
genetically susceptible plain-
tiffs? Another set of legal issues
will revolve around the duty of
a product manufac-
turer to protect or
warn genetically sus-
ceptible individuals
in the population.
Defendants are likely
to argue that they
should have no duty
to protect individuals
with rare genetic sus-
ceptibilities to their
products, perhaps
invoking a doctrine known as the
“idiosyncratic response” defense."”
This defense has traditionally been
applied to protect a manufacturer
from liability for a product such as
a cosmetic that appears safe to the
general population but may cause
an unusual response in individuals
with a rare allergy or sensitivity to
the product. As one court stated,
“la] manufacturer has no duty to
withhold its product from the mar-
ket merely because the product
may pose a risk to certain hyper-
sensitive individuals.”?

An example of how the idio-
syncratic response defense could
be applied to genetically suscep-
tible individuals is provided by
Cavallo v. Star Enterprise.? In that
case, a resident living near a petro-
leum distribution terminal claimed
she became ill from inhaling fuel
vapors released by a spill from the
facility.?? The plaintiff alleged that
she was “highly susceptible” to fuel
vapors, in part to explain why she
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was adversely affected while many
of her neighbors were not.”> The
Fourth Circuit Court of Appeals
held that liability can only be
imposed for adverse effects that
would be suffered by a “normal”
person, and thus the plaintiff’s
own allegation that she was unusu-
ally susceptible precluded her
claim.?

While defendants may be able
to use the existence of unusual
genetic susceptibility to escape
legal liability in some cases, plain-
tiffs may be able to use such
susceptibilities to impose addi-
tional duties on manufacturers in
other cases. Specifically, a plain-
tiff may argue that a manufacturer
had a legal duty to warn product
users that they may be genetically
susceptible to the manufactur-
er’s product. The first such cases
have already been filed, alleg-
ing that the LYMErix vaccine,
the only biologic approved to pro-
tect against Lyme disease, caused
a chronic autoimmune reaction
in approximately 30 percent of
the population who carry a spe-
cific genetic polymorphism.” The
lawsuits argued that the manufac-
turer had a legal duty to not only
warn vaccine users that a potential
genetic susceptibility to the vac-
cine is prevalent in the population,
but also recommend that vaccine
users should obtain a genetic test
for the susceptibility gene before
taking the vaccine.?® Although
both the manufacturer and fed-
eral regulators disputed the factual
premises of the lawsuit,”” the cases
were settled before trial and the
vaccine was subsequently removed
from the market. These cases are
the first in what is likely to become
an increasingly frequent type of
legal claim in which a plaintiff
contends that a manufacturer has
a duty to identify and warn about
possible genetic susceptibilities to
its products.

Other potential applications of
genetic susceptibility data. There

are several other potential applica-
tions of genetic susceptibility data
in toxic tort litigation. One such
use is for defendants to cite to the
genetic heterogeneity within the
population with respect to suscep-
tibility to a product or substance at
issue in arguing against class certi-
fication of plaintiffs in a potential
class action lawsuit. Some defen-
dants have successfully argued that
differences in genetic susceptibility
to a product require individualized
assessments of risk and causa-
tion, thereby helping to defeat the
requirement that common issues
predominate, resulting in denial of
class certification.?®

Judges may allow juries to use
information on a plaintiff’s genetic
predisposition to disease to deter-
mine the damages to be paid to a
plaintiff who has prevailed on the
merits of a lawsuit. A defendant
could try to exploit the plaintiff’s
genetic predisposition to disease by
arguing that the damages should
be discounted due to the plain-
tiff’s increased risk of disease. In
other words, a plaintiff injured
by the defendant’s actions who
happened to have a genetic pre-
disposition that reduced his or
her life expectancy independent
of the tortious injury may have
the damages discounted accord-
ingly.”” The most closely analogous
precedent are cases where courts
have ordered HIV testing of plain-
tiffs to determine if their damage
awards should be discounted due
to their reduced life expectancy
based on their future develop-
ment of AIDS.*® Courts will have
to determine whether, and under
what circumstances, defendants
can request genetic testing of
plaintiffs for the purpose of deter-
mining genetic risks affecting life
expectancy.’!

Genetic Biomarkers of
Exposure or Effect

Genetic biomarkers of exposure or
effect are the second major type of

genetic information that is likely
to be used in toxic tort litiga-

tion. A biomarker is a molecular
change in blood or some other
tissue of a person exposed to a
toxic substance that can be used
to qualitatively or quantitatively
prove exposure or causation.*?
Several types of genetic biomark-
ers exist, including chromosomal
rearrangements,” mutational spec-
tra,** or gene expression patterns.”
Some potential tort applications
are discussed below.

Proving or disproving expo-
sure. One promising application
of genetic biomarkers in toxic
tort litigation is in demonstrating
and even quantifying exposure.
Many toxic tort cases involve sud-
den unexpected or previously
undetected chronic environmen-
tal exposures, such as exposure
to contaminated drinking water,
hazardous chemicals released
into the air, or hazardous work-
sites. Plaintiffs often are unaware
that they are being exposed until
after the fact, and frequently there
are no direct measurements of
the exposure that occurred. Yet,
courts often insist that plaintiffs
must adequately demonstrate and
quantify their exposure to move
forward with their claims.*

An iconic case demonstrat-
ing the potential for using genetic
biomarkers to prove exposure is
the litigation resulting from the
1979 Three Mile Island nuclear
reactor accident.’” The plaintiffs,
nearby residents who developed
cancer, lacked any direct or model-
ing evidence to quantify exposure
to an alleged plume of radio-
active release they contended
caused their tumors. Instead, they
sought to demonstrate exposure
using expert evidence purport-
ing to show that the residents
had an increased frequency of a
specific chromosomal aberration
(dicentric chromosomes) that is
characteristic of radiation expo-
sure. The Third Circuit Court
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of Appeals validated the general
approach of using such biomark-
ers to prove exposure, holding
that such use of genetic mark-

ers “is an accepted method, not
simply for determining if the sub-
ject of the analysis was irradiated,
but also for estimating radiation
dose to the individual.”*® But the
court ultimately held that the evi-
dence could not be used to prove
exposure in that case because the
validity and reliability of dicen-
tric chromosomes as a quantitative
marker of radiation exposure
“decrease as the time gap between
the alleged irradiation and the
dicentric count increases.”’
According to the court, dicen-
tric chromosomes
only provide an
accurate indica-
tor of dose within
one or two years of
exposure, but the
plaintiffs attempted
to use dicentric
chromosome evi-
dence collected
over 15 years after the exposure
occurred, which may no longer be
reliable.* This case thus stands for
the proposition that genetic mark-
ers can, in principle, be used to
demonstrate and quantify exposure
to a toxic agent, but the temporal
dimensions of when the exposure
occurred and when the exposure
biomarkers were assayed will be
critical to the admissibility of such
evidence.

Causation. Genetic biomark-
ers can also be useful in providing
direct evidence on whether or not
a particular toxic agent caused
the plaintiff’s disease. Except for
genetic data, there are no types of
evidence that can directly eval-
uate causation. In the words of
one court, “science cannot tell us
what caused a particular plain-
tiff’s injury.”* Consequently, the
tort system currently relies on
crude, inexact methods to eval-
uate specific causation, such as
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“differential diagnosis™ or statisti-
cal inferences.

Genetic biomarkers can address
the lack of direct evidence of cau-
sation. For example, parties have
used the association between
specific chromosome rearrange-
ments and leukemia caused by
benzene (as opposed to other
causes) to argue for or against spe-
cific causation. In several cases,
the defendant successfully argued
that the plaintiff lacked the spe-
cific types of genetic biomarkers
that would allegedly be present
if the defendant’s activities had
caused the disease. For example,
in one case, the plaintiff claimed
that benzene from the defendant’s

The epigenetic “revolution”

will present new application:

and opportunities for such da
in toxic tort litigation.

refinery caused his acute myeloge-
nous leukemia (AML), but the jury
was convinced by the defendant’s
argument that when benzene
causes AML it does so via breaks
in chromosomes five and seven,
which were absent in this particu-
lar plaintiff.* Alternatively, when
the specific chromosomal change
indicative of benzene causation is
present in a leukemia plaintiff, the
plaintiff can utilize that evidence
to support causation.”

The gene expression profile
of a tumor can also be probative
of causation. In a recent case, a
plaintiff claimed her thyroid can-
cer was caused by exposure to
“naturally occurring radioactive
material” (NORM) associated with
the defendant’s operations.*® A
defense expert used gene expression
profiling to demonstrate the plain-
tiff’s “gene signature” for sporadic
thyroid cancer rather than for radi-
ation-induced thyroid cancer.¥

By shifting the specific causa-
tion inquiry from statistical rules
of thumb or subjective medical
assessments to genetic changes
within the plaintiff’s own cells,
genetic biomarkers such as gene
expression signatures have the
potential to make specific causa-
tion significantly more objective
and reliable.

Recovery for “latent risks.”
Another toxic tort area where
genomic biomarker data could
potentially have a large impact is
in support of claims brought by
plaintiffs who are at an increased
risk of disease as a result of toxic
exposures, but who have not yet
manifested clinical disease. These
“latent risk” claims can
seek compensation for
an increased risk of dis-
ease, fear of developing
disease, or medical mon-
itoring. Whether and
when to allow recovery
for latent risks has been
described as the most
difficult problem con-
fronting toxic torts.*® Courts have
generally imposed stringent pre-
requisites for such claims, based on
policy considerations such as the
need to prevent courts from being
flooded with claims, many of which
might be “trivial” or “comparatively
unimportant,”’ as well as to protect
defendants from being subjected to
“unlimited and unpredictable liabil-
ity In increased risk and fear of
disease claims, for example, most
courts require the plaintiff to dem-
onstrate a “present injury”° as well
as to quantify a sufficient increase
in risk.’’ Many plaintiffs exposed to
toxic substances are unable to make
these demonstrations with the
types of scientific evidence pres-
ently available, and their claims are
accordingly precluded.”

Genetic biomarkers are creating
new challenges and opportuni-
ties in defining and detecting
“injury.” Courts have adopted
different approaches for defining
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“present injury,” but at least some
jurisdictions permit an asymptom-
atic, subclinical effect to qualify as
a present injury.’* In those juris-
dictions, genetic changes may
provide a powerful new tool for
demonstrating subcellular injury.
A critical issue in this application
of genomic data will be in distin-
guishing subcellular changes that
are truly representative of a toxic
response as opposed to a reversible
adaptive response that is not asso-
ciated with an increased risk to the
individual. Increased risk and fear
of disease claims will likely become
more objective and sustainable in
future cases due to the potential of
genetic biomarkers to help plain-
tiffs overcome evidentiary hurdles
to these types of claims.

Genetic biomarkers are also
likely to spur more medical moni-
toring claims, which are already
recognized in many (but not all)
states.” While different states have
adopted slightly different criteria
for such claims, most states require
that plaintiffs pursuing such claims
demonstrate an increased risk of
disease from their exposure, that
this increased risk makes periodic
diagnostic medical examinations
reasonably necessary, and that
monitoring and diagnostic meth-
ods exist that make early detection
and treatment of the disease both
possible and beneficial.*®

Genetic biomarkers could
potentially provide a valuable
diagnostic test that could be used
for medical monitoring. Alterna-
tively, the abnormal results of a
genetic monitoring test could be
used to support a medical monitor-
ing claim requesting continuous
traditional clinical testing. By pro-
viding a sensitive and objective
preclinical marker of risk, genetic
biomarkers have the potential
to greatly expand the number of
plaintiffs with valid medical moni-
toring and other latent risk claims.
To the extent that the increased
frequency and precision of medical

monitoring can better identify at-
risk individuals and provide more
effective preventive or therapeu-
tic interventions, this technology
has great potential for reduc-

ing disease and suffering. To the
extent other types of latent risk
claims, such as increased risk and
fear of disease, can provide com-
pensation to deserving plaintiffs
who might otherwise be precluded
from recovery when latent diseases
manifest years or decades later,
such claims might enhance the
corrective justice and deterrence
goals of tort law.”’

On the other hand, one con-
cern with an increased number of
such claims is the limited capac-
ity of courts to handle these
cases.”® The Sixth Circuit Court
of Appeals recently noted such
“floodgate” concerns in refusing
to recognize chromosomal dam-
age objectively demonstrated by
chromosome tests on blood sam-
ples from plaintiffs who had been
exposed to radioactive substances
at a uranium-enrichment plant:

[TThe most persuasive reason to
deny the plaintiffs’ claims in the
present case comes from pub-
lic policy considerations. . . .
Given that negligently distrib-
uted or discharged toxins can
be perceived to lie around every
corner in the modern industri-
alized world, and their effects
on risk levels are at best specu-
lative, the potential tort claims
involved are inherently limit-
less and endless. Accepting the
plaintiffs’ claim would therefore
throw open the possibility of
litigation by any person expe-
riencing even the most benign
subcellular damage. Based upon
the average American’s expo-
sure to chemically processed
foods, toxic fumes, genetically
modified fruits and vegetables,
mercury-laden fish, and hormon-
ally treated chicken and beef,
this might encompass a very

large percentage of the total
population.”

Thus, as genetic science
increasingly provides plaintiffs
the tools to meet the factual pre-
requisites for latent disease claims
under current law, the legal evi-
dentiary and risk thresholds for
bringing such claims may need to
be tightened even further to avoid
overrunning the courts with such
claims and to ensure judicial and
defendant resources are focused on
the most meritorious claims.

Epigenetics
Another important area of genetic
research that is likely to have a
major impact on toxic tort litiga-
tion is epigenetics. “Epi” means
above, and so epigenetics refers to
modifications above the genetic
code. Specifically, epigenetic
changes are changes to the DNA
molecule or associated proteins
that affect gene expression with-
out changing the genetic code
itself. The best-studied epigen-
etic changes are methylation of
the cytosine base in DNA, which
tends to suppress gene expres-
sion. The important significance
for toxic tort litigation is that
environmental exposures exert
epigenetic changes that could
affect the exposed individual’s risk
of future disease, and may even
impact the disease risks of future
generation progeny of the exposed
individual.®®

The epigenetic “revolution” will
present many new applications
and opportunities for such data in
toxic tort litigation.®! Epigenetic
data have already been success-
fully introduced in some cases.
For example, in litigation involv-
ing the drug Actos, the plaintiff’s
expert referred to an epigenetic
mode of action to explain why the
plaintiff’s tumor may have arisen
so quickly after exposure.®> More-
over, epigenetic markers can be
used to quantify past exposures to
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toxic substances,®® which will no
doubt be applied in toxic tort cases
to prove or disprove both exposure
and causation.

Reflections and
Recommendations

The many potential applica-
tions of genomic data in toxic
tort litigation will not be with-
out controversy and
obstacles. One chal-
lenge will be the
incentives for the
premature use of
genomic data that
has not been ade-
quately validated.

stantial stakes and

one-time nature of toxic tort litiga-
tion, litigants will likely seek to use
potentially helpful data even if its
significance is not yet adequately
understood. Trial judges will need

28 |

to carefully evaluate the admis-
sibility of genomic data under

the criteria provided in the U.S.
Supreme Court’s Daubert decision,
including whether the data have
been peer reviewed and published,
the rate of error of the methods,
the “fit” or relevance of the data to
the issue being litigated, and the
general acceptance of the method-
ology.®* The National Academy of
Sciences has recently issued guide-
lines to assist courts in evaluating
toxicogenomic data in toxic tort
cases.”” One of the key recommen-
dations is that while caution and
vigilance will be needed to guard
against premature use of genomic

Latent disease claims will grow ¢
capabilities develop to detect wii

genetic markers individuals whc
Given the ofeen sub. WeTE exposed to toxic substances

data in tort litigation, such data
should not be subjected to a higher
standard of admissibility than
other toxicological data currently
used to prove or disprove exposure,

causation, and damages, which
are often of poor reliability and
accuracy.®

Genomic data could also have
important consequences for the
types of claims brought in toxic
tort cases.’” As the capability to
identify our individual genetic dif-
ferences in susceptibility to toxic
substances increases, there is likely
to be a growing number of cases
arguing that product manufactur-
ers have a duty to test for, warn
about, or protect against genetic
susceptibilities to their products.®
While it seems unreasonable to
require that a manufacturer must
protect the most ultrasusceptible
individual in the entire popula-
tion, it also seems unreasonable
that a manufacturer could simply
ignore differences in susceptibility
within the population especially
as such variations become bet-
ter known and established. How
the limits of manufacturer respon-
sibility should and will be drawn
remains to be seen. Latent dis-
ease claims will also probably grow
exponentially as we develop the
capability to detect with objec-
tive, genetic markers of exposure
and effect in individuals who
have been exposed to toxic sub-
stances. Courts and legislatures
will likely face difficult choices
about whether and how to limit
such claims in order to avoid over-
whelming both court dockets and
manufacturer financial resources
while also fulfill-
ing the tort goals
that such claims
are intended to
advance.”

Another impor-
tant set of issues
raised by the util-
ity of genomic data
are the privacy,
discrimination, and disclosure
risks for plaintiffs whose genetic
information is placed into evi-
dence.”® Genetic information is
personal and sensitive, and often
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individuals do not want to know
their own genetic traits, never
mind having other people gain-
ing access to such information.”
In toxic tort litigation, the plain-
tiff, whose genetic information is
relevant, will almost always bear
the privacy risks involved, because
the case centers on the plain-

tiff’s health status. Nevertheless, a
blanket prohibition on any use of
genomic data in order to protect
plaintiffs’ confidentiality would be
unwise, because both plaintiffs and
defendants can benefit from such
data in appropriate cases. Fur-
thermore, plaintiffs who put their
health status at issue by bringing
the litigation cannot expect such a
blanket prohibition.

Focused and scientifically jus-
tified genetic inquiries and tests
can help to resolve some law-
suits. For example, in the Benlate
litigation discussed above, the
defendant identified a specific
genetic trait it believed caused the
plaintiff’s injury, and then sought
and obtained judicial permission
to genetically test the plaintiff for
that specific trait, which resolved
the case.”” In contrast, broader and
more intrusive “fishing expedi-
tions” into the plaintiff’s genome
that lack any probable cause in
terms of having a reasonable basis
for investigating a specific gene
or trait are likely to create more
mischief than insight needed to
resolve a case. Courts must use
their discretion, therefore, to
determine which genetic tests
and data are justified, and also to
provide for protective orders in
appropriate cases to prevent dis-
closure of a plaintiff’s genetic
information to nonparties.

Another issue is that genetic
discovery of a plaintiff’s genome
may reveal important informa-
tion that could affect the health
of a plaintiff and his or her fam-
ily, which may warrant appropriate
screening or prophylactic mea-
sures. Who has the responsibility

to counsel the plaintiff about these
risks and opportunities? The phy-
sician who collected the blood

or saliva for genetic testing usu-
ally does not have a doctor-patient
relationship with the plaintiff,
and the attorneys, judge, and
expert witnesses involved in the
case will lack the requisite exper-
tise and responsibility to counsel
the plaintiff on the medical sig-
nificance of the revealed genetic
information. Finally, as the use

of genomics in toxic torts begins
to accelerate, plaintiffs attorneys
may soon have an ethical duty to
notify their clients whose health is
at issue that they may be required
to submit to genetic testing in pur-
suing their claims. In sum, genetic
data will present courts with both
great opportunities and serious
challenges to ensure that such
information is used in a sound,
effective, and ethical manner.

Conclusion

Genomic data have the poten-
tial to transform toxic tort
doctrine and practice. There are
many potential applications of
genomic data in toxic tort litiga-
tion, and the doctrinal templates
and analogies for most of these
applications already exist. We can
therefore expect genetic data to
be introduced more frequently in
future toxic tort cases, especially
as the use of genetic informa-
tion in health care continues to
accelerate. By replacing crude
assumptions, subjective guesses,
and “toxic ignorance” with objec-
tive and individualized data on

a particular plaintiff’s exposure,
toxicity response, and susceptibil-
ity, genomic data have enormous
potential to make toxic tort liti-
gation more informed, consistent,
and fair. At the same time, the
widespread use of genomic data in
toxic tort litigation will create a
number of doctrinal, ethical, and
institutional dilemmas for courts
and toxic tort attorneys. l
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