
IN THE CTRCUIT COURT OF

CHESTER EARL CARTER, et.. âf1,

Plaintiffs,

V.

CSX TRANSPORTATION, INC.,

OHIO COUNTY, WEST VIRGTNIA

CTVTL ACTION NO. O1-C-145

COPYDefendant.

MEMORÀNDT'M OF OPTNION

(Findings of Fact and Conclusios of Law
/GenÈry Hearing 2OO8)

The following Findings of FacL and Conclusions of Law are

filed following the hearings conduct.ed by this court, in

conformj-ty with Gentry v. Mangum, rg5 w. va. 5!2, 466 s.E.2d r7r

(1995), regarding t.he methodological reliability of the)-

lThe rel-evanL plaintif f s are al-l those wit.h pending sol-vent cases
against. csx Transport.ation, rnc. in t.he state of west virginia.
The l-ead plaíntiff for reference has always been the first. ofthis group taken in alphabet.ical ord.er. plaintif f Chester EarlCarter was dismissed after the subject Daubert/Gentry hearing
was ordered but, for ease of reference, his name has remained ast.he lead plaintif f . Def endant st.ates thaL the remainingplaint,iffs subject to Defendant's Daubert/Gentry motion are Johnchilders, charles R. cl-emons, Marvin Ferrell_, phillip Knipp,
Jack c. Litt]e, John c. schneider and Kennet.h Tschop, Jr.



hypothesis of permanent brain damage caused. by long-term, l-ow-

dose occupational exposure to certain organic sofvents.2

IMTRODUCTION

1. ThÍs matter comes before the Court in an action

captioned Carter v. CSXT, Nos. 00-C-205M, 01-C-145; 03-C-231;

and 03-C-233. Plaintiffs in Carter and other similar actions

pending against CSXT in this Court bring cl-aj-ms under t.he

Federal- Employers'Liabilíty Act, 45 U.S.C. S 51 et seq.

("FELA'). Plaintiffs allege that while employed by CSXT, t.hey

were occupationally exposed to certain cleaning agents known as

organic chlorinat.ed solvenLs, and suffer as a result from a form

of permanent brain dysfunct.ion sometimes called "toxic

encephalopathy. "

2. The Court hel-d an evídent.iary hearing to eval-uate the

hypothesis propounded by plaintif f s t.hat, long-Lerm, low-dose

occupational- exposure to certain solvents can cause t.oxic

encephalopathy. This hearing was the culminaLion of several

prior hearings at which plaint.iffs v/ere permitted to int.roduce

expert testimony in support of t.he proposed hypot.hesis, but in

' The use of the phrase "Iow-d.ose occupational- exposure" is used
here t.o refer to the types and durations of exposures alleged by
the plaintiffs in the above-captioned lawsuits. The part.icular
allegations vary somewhat from praintiff to plaintiff, but arl-
invol-ve exposures to solvent.s in an amount less t.han that
required to produce an acuLe reaction of anoxia or hypoxia.



which t.his court continued to express concern f or t.he

rel-iability of the evident.iary support behind that. hypot.hesis.

3. The courL and the parties agreed upon a procedure for

the present proceedíng, whereby each side wour-d have an

opportunity to present evidence on the current state of science

regarding the hypothesis. CSXT init,ially offered evidence aL a

hearing held on May L, 2ooï. on that. date, csxr proffered the

expert t.est.imony of Dr . Kirk Frey, a neurologist. The court

then directed plaintiffs to come forward with expert scientific

evidence supportive of t.he hypothesis, expressing a particular

interest. in hearing f rom a neurol_ogist.

4. on January 14, 2009, plaintiffs produced expert

t.estimony from Dr. Douglas Linz, âD occupational medicine

speci-alist (not a neurologist) , via videot.aped deposition

test.imony. At that same hearing, csxr presented rebuttal
evidence from Dr. Lfames Al_bers, a neurologist.

5 ' The courL' s f indings and concl-usions are as f orl-ows :

r. LEGÀL STA}TD.A.RD

6. For expert scient.ific evidence to be admissible, it
musL be bot.h reliabl-e and relevant. . Gentry v. Mangum, 195 w.

Va. 5I2 , 518, 466 S . E. 2d 1_7I, 17.t (1995 ) . The admissibility of

expert scientific evidence is governed in West Virginia by Ru1es



IO4 and 702 of the West Virginia Rules of Evidence.3 RuIe 104 (a)

"requires the proponent of the testimony to show by a

preponderance t.hat the evidence is admissible." Gentry, 195 W.

Va. at 522 Ð.8, 466 S.E.2d at 181, n.8. Rule 702 requi-res t.hat

evidence proffered by a scientific expert. must "assi-st the trier

of facL" and that. the expert must be qualified based on

"knowledge, ski11, experience, training, or education." W. Va.

R. Evid. 702.

7 . In evaluating t.he admissibilit.y of scientif ic evidence

under Rules IO4 and 702, courts are Lo act as a "gatekeeper,, to

determine "whether the expert testimony reflecL scientific

knowledge, whether the findi-ngs are derived by scientific

method, and whet.her the work product amounts to good science,"

in addition to ensuring that the proffered evidence is relevanL

to the issues before the court. Gentry, J-95 W. Va. at 515, 466

S . E. 2d at 1-'/ 4 ; see al-so State v. Lockhart, 2Og W. Va. 622 , 629 ,

542 S.E.2d 443, 450 (2000) (same).

8. Recent West Virginia opiníons have affirmed the

courL' s gat.ekeeper function:

[T] he trial- court's initial inquiry must consider
whether t.he testimony is based on an assert j_on or
inf erence derived f rom t.he scientif ic methodol_ogy.
Moreover, the testimony must be relevant to a fact at

t Rul-e 702 of the west
Lhe corresponding rule

Virginia Rul-es of Evidence is identical-
under the Federal- Rul-es of Evidence.

4
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issue. Further assessmenL should then be made in
regard to the expert testimony's reliability by
considering j-Ls underlying scient j-f ic methodology and
reasoning. This includes assessment of (a) whether
t.he scientific theory and its concfusion can be and
have been tested; (b) whether the scientific theory
has been subjected to peer review and publication; (c)
whet.her the scientif ic theory's actual- or potent.íal
error is known; and (d) whet.her the scientific t.heory
is generally accepted within t.he scientific community.

LTones v.

(2007 ) .4

9.

Recht, 221 W. Va. 380, 385 655 S.E.2d 126, 131

In essence, the court's role ís t.o evaluate proffered

evidence in order to keep "junk science" out of the courtroom.

See, e.9.,

dissenting

met.hodology

speculation

auras, and

id. at 390, 136 (Davis, C.J. concurring in part,

in parL). A well--qualified expert musL use "a

that is grounded in something more t.han rank

or imagination (like reading tea feaves, detecting

the l-j-ke) " in order to meet t.he t.hreshold for

o frt Jones, the Supreme Court of Appeals reversed exclusion of a
neurologisL's testimony, finding t.hat instead of excluding the
expert.'s testimony in its entirety, Lhe court shoul-d at.tempt t.o
demarcate and excl-ude the testimony of the neurologist that
t.respassed into areas of biomechanics in which the neurologJ-st
acknowl-edged that he was not gualified to provide. Here, in
contrasL to the issue in ,Jones, the primary question is one of
met.hodology rather than qualification. Moreover, t.he Jones case
involved test j-mony on widely accepted neurological- conditions,
rather than on an unproven theory of causatj-on.
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admissibility. In re FTood Litig., 222 W. Va. 574, 668 S.E.2d

203, 2rL (2008) .s

10. RetiabLe scient.ific methodology, as opposed to junk

science, is grounded in a reliable "process or met.hod used to

derive Ithe] prínciples and theories. " State v. Henning, 212 Yü.

Va. I2B, 133, 569 S.E.2d 204, 209 (2002). It. is based not

merely upon the quant.ity of supporting published materials, but.

upon their quality. " [M] ere publicat.ion of an article is not

the end of the peer review process." Bfack v. Rhone-Poulenc,

Inc., L9 F. Supp. 2d 592, 600 (S.D. W. Va. 1998) ¡ ,see aLso

Daubert v. MerreLL Dow PharmaceuticaTs, Inc., 509 U.S. 579, 593

(L993 ) ( "Publ-ication (which is but one el-ement of peer review)

is not the' sine qua non of admissibility; it. does not

necessarily correlate with rel- j-abil- i-Ly . " )

11. Reliable scientific methodology also reguires t.hat a

hypothesis is falsifiable. As Justice Bl-ackmun explained in

Daubert, "lslcientific methodology today is based on generating

a hypotheses and testing t.hem to see if they can be falsified."

Daubert, 509 U. S . at 593 (quot.ing Michael D. Green, Expert

t The court in In re Fl-ood reversed post-trial- exclusion of a
"standard methodology used in t.he engineering profession" Lo
determine the effects of waterflows on land sLructures. 668
S. E.2d at. 217-72. Again, unlike in Jones and In re F7ood, t.he
present issue involves speculati-ve methodology used Lo support a
novel causation hypthesis.



trtlitnesses and Suf f iciency

Litigation: The Legacy

Litigation, 86 Nw. U. L. REV.

to be reliable, there must

fal-se.

of Evidence in Toxic Substances

of Agent Orange and Bendectin

643 , 645 (1992) ) . For the met.hod

be a way to prove the hypothesis

12. The scientific methodology does not necessarj-Iy have

to be generally accepted, but it must be scientifically \vafid/'

and "trustworthy." Gentry, 195 hI. Va. at 521-, 466 S.E.2d at

1-80; see al-so Henning, 2L2 W. Va. at 133, 569 S.E.2d at 2O9.

13 . In sum/ t.he "expert' s opinion is admissibl-e if the

basic methodology employed by t.he expert in arriving aL his

opinj-on is scientifically or technically valid and properly

app1ied." Jones, 221, W. Va. at 384,655 S.E.2d. at 131

(emphasis added).

1-4. Under t.his legal framework, t.he issue presently before

this Court is whether plaintiffs' proposed hypothesis that. of

l-ow-dose, solvent-induced toxic encephalopathy is sufficiently

rel-iable and relevant.; is based upon scientifically valid and

properly applied met.hodology; is falsifiable; and j-s valid and

trustworthy.

. 15. On each of these poi_nts, it is plaintiffs who bear the

burden of persuasion. W. Va. R. Evid. L04(a); Gentry, 195 W.

Va. at 522 r.B, 466 S. E.2d at 181 n. 8; ,see al-so Daubert, SO9

U. S. at 592 n.10.



II. BACKGROI]ND

' A. Events Leading Up To The Present Hearing.

16. The May 2008 and ,fanuary 2009 hearings summarized in

these findings of fact.s and conclusions of faw are noL t.he first.

this Court has conduct.ed on the plaintiffs' proffered low-dose,

sofvent-induced t,oxic encephalopat.hy hy¡rothesis. Rather, these

most recenL hearings were intended to address lingering

questions this Court has raised about the reliability of the

plaint.if f s' t.heory.

L7. Trials involving numerous plainLiffs have been

conducted by the CourL since the first Daubert/Gentry hearing in

1997 and the subject scientific hypothesis has been central- to

all- of them. trial-s included Richard Damron and Ronal-d Damron

v. CSXT, Civil- Act.ion No . 99 -C-4I4 , Harold Daniel-s v .' CSXT ,

Civil- Action No. 99-C-28O, James Morrison v. CSXT, Civíl Act.ion

No. 01*C-145 (Bierman Group consolidated case number) , ArnoTd L.

Dummitt, Chester R. Kibbey and Gary Jenkins v. CSXT, Civil

Action No. 01-C-145 (Bierman Group consol-idat.ed case number) and

Dummitt and Kibbey v. CSXT, Civil Action No. OL-L45 (re-trial

following a hung jury) . Defense verdicts were ultimately

rendered in each case except that. of Gary Jenkins. There. the

Court granted t.he Defendant,'s motion for summary judgment. In

each t.rial the part.ies presented expert testimony and the Court

admitted scientific evidence relevant t.o the subject hypothesis.

8



18. In Lg97, in Al-l-en v. CSXT, No' 96-C-35 ' this Court

held a Daubery-Gentry hearing on this same hypothesis.

plaintiffs proffered expert testimony from Dr' Douglas Linz, but

did not offer any supporting test.imony from a neurologist. The

courL in Allen recognízed that t.he hy¡rothesis was f iercely

debated, but found it admissible. However, the court noted that

..quite. possibly in this case .the reach of the law may exceed the

grasp of medicine." A77en, Feb' 2, lgg8, Order at p' 3' (A copy

of the Opinion and Order is attached hereto as Exhibit 1)'

1'g. Over the course of t.he All-en hearing, and in several

subsequent. FELA trialF before this Court', Lhe Court became aware

of significant developments in the body of science rel-ated to

the hypothesis at issue which calIed int,o question its

reliability, as well as the reliability of the expert tesLimony

previously proffered in its support.

20. One such development occurred in september B, 2003,

when NIOSH pubtished a request for application ("RFA') entitl-ed

,'Neurological Indices of Long Term Solvent Exposure in V'Iorkers ' "

This September 8, 2003 RFA specifically set forth the

limitations of previous studies related to the plaintiffs'

hypothesis:

The l-imitations of previous studies are now bett.er
understood, and include selection bias, inadequately
quantified exposure assessments, use of nonspecific
neurological outcome variables, inclusion of
individual-s with neurological-

I

ouLcomes from



nonworking-related causes, and lack of sensitivity and
specificity of neurodiagnost.ic tool-s

27. NIOSH RFA, at p. 2. NIOSH's RFA further critiqued the

significant. biases and methodologícal fl-aws of the very studies

plaintiffs had relied upon to support. their theory (and continue

to rely upon).

The neurological sympt.oms and obj ective f indings of
workers with long-term exposures to organic solvents
are not specific to occupat.ional exposures. They can
of ten be at.tributed to other causes, such as medical-
condj-tions and other nonworking-relat.ed f actors. Some
case reports of neurologically impaired workers have
used nonspecific symptoms (a measuremenL of effect.) as
surrogates for exposure, and indivíduals with
nonworking-relat.ed causes of impairment. have not been
routinely excluded. Some studies have compared
neurologically impaired workers who had a history of
long- Lerm or heawy sol-vent, exposure wit.h healthy
unexposed workers. Nonworking-related causes in t.he
dif f erent.ial- diagnosis of t.he neurologj-ca1 conditions
were not routinely ruled ouL, as woul-d be warranLed in
medical- practice. Such studj-es are biased to show
that exposed persons are neurologically impaired.
They do not prove that organic sol-vent exposure caused
the neurologrical conditíon. Cross-sect.ional studies
have not clearly esLablished an association between
long-term sofvent exposure and chronic neuroJ-ogical
impairment, and have not shown evidence of dose-
response relationships.

NIOSH RFA, p.

because the

2 (emphasis added). Indeed, ít was precisely

existing studies were too fl-awed to reliably

support the t.heory of long-Lerm sol-vent-induced encephaÌopathy

that. NfOSH sought new study proposals to test the t.heory.

22. In 2004, plaintiffs were again before this Court

propounding t.heir low-dose, solvent-induced toxic encephalopathy

10



hypothesis in Bierman v. CSX Transportation, No. 01-C-145'

plaintiffs caIled Dr. Alan Ducatman, âD occupational medicine

doctor, and Dr. Lisa Morrow, a neuropsychologist, but again did

not offer any testimony from a neurologist' Pl-aintiffs' experLs

conceded that objective physiologicat evidence of their

causation hypothesís was noL available, but suggested objective

evidence would soon be forthcoming in the form of a new research

study. The evidence to which they referred was a study by Dr'

Marc Haut. See Bierman v- CSX, No. 01-C-145, Testimony of Dr.

Lisa Morrow, Gentry Hearing Transcript. dated September 20, 2004

at 436-37, 482 (noting her ongoíng work on a brain imaging study

with Dr. Marc Haut and others and that " [w] e have Some positive

findings" ) .

23 . In ,IuIy 2006, DI. Marc Haut , DY. Alan Ducatman, DT.

Lisa Morrow, and others published a paper entiL1ed, "Corpus

Cal-l-osum Volume in RaiTroad Workers With Chronic Exposure to

Sofvent" ("the HauL study" ) in the Journal of Occupational and

Environmental Medicine . ^9ee ,J. Occup. Environ. Med - ,June 2006 ;

a8(6); 615-24. Based on the Haut study's stated conclusions,

this new study appeared as though it might provide plaintiffs

with J-ong promised support for their causation hypothesis beyond

the sources discredit.ed by NIOSH.

24. CSXT subpoenaed t.he underlying data from the Haut

study so that it could evaluate it.s conclusions and meLhodology.

11



On November 8, 2006, the West Virginia attorney general moved to

quash CSXT's request. On December a2, 2006, this Court denj-ed

that. mot.ion, t.hereby enabling CSXT Lo obt.ain the underlying Haut

study data. fn February 2007, CSXT provided that data to one of

its neurology experts , Dr. Kirk Frey, for independent analysis.

B. This Court Orders The Present Hearing.

25. In May 2OO7, plaintiffs and CSXT were again before

this court in another solvents related case in the re-trial of

Dummitt & Kibbey v. CSX, No. 01--l-45 . This Court expressed

renewed concern wit.h t.he reliability of t.he plaintif f s'

scient.if ic evidence, stating, " [t] his is very, very weak. It.

get.s weaker as f try t.hese cases." Dummitt d Kibbey v. CSX, No.

07-745, Hearing Transcript dat.ed May a7 and 19, 2OO7 at 17 .

This Court concluded, based on it.s experience in Dummit/Kibbey

and the course of the many ot.her prior cases, that plaintiffs'

hypot.hesis to date had insuf f icient "reliable rel-evant

scientific evidence to support iL." Id. aL 25. *fL is flawed

science." Id. at 5. The CourL decided to revisit t.he relevance

and reliability of plaintiffs' proposed hypot.hesis with a new

Daubert/Gentry hearing. Id. at 5-6, 17 . At t.hat t.ime, Lhe

Court ordered the hearings which are the basis of these findings

of fact. and concl-usions of law.

26. Specifically, the purpose of these new hearj-ngs was to

evaluate the validity of the Haut study the dat.a plaintiffs

T2



had pointed to as t.he promised new support for their hypot'hesis

and to determine if t'his new dat'a advanced plai'ntif f s,

hlzpothresis, or whether the "Iaw exceeds the grasp of medicine"

fortheJ-ong-term,Iow-dosesolventexposurehypothesis'

21. rn the present hearings' defendant produced

neurologists Dr. Frey and then Dr. Al-bers (as a rebuttal

witness). Pl-aintif f s produced Dr, Lj:nz' âfl expert in

occupationa]-medicine,whohadt'estified'previouslyinthel99T

Daubert-Gentry hearing in AJ.l.en. Despite this court's expressed

int.erest in receiving testimony from a neurorogist on the

plaintiffs' side, plaintiffs have yet to produce a neurologist'

TII. THE APPROPRIATE METHODOI,OGY

A.PlaíntiffsFailToProduceANeurologistorReliable
Neurologícal Evídence In support of Theír HlpoÈhesis'

28. Although the hypothesis in question involves

allegat.ions of braj-n injury, plaintiffs have failed to produce a

neurologist, or any competent neurological evidence, in support

of their LheorY.

29. As plaintif f s expert explained"'Encephalopat'hy is a

a brain disord.er. " (Deposition of Dr ' Douglas Línz dated

october 29, 2OOg (*Linz Dep.") at 19). Logically, the field

dedicat.ed Lo studying braj-n injuries neurology would be a

rel-evanL and important discipline from which Lo seek expert

13



opinionsont'hecauseofpurportedbraininjuries'Ast,his

Court stated. "what I'm looking for and v/as looking for ¡isJ

whet.her or not the plaintiffs courd put on a neurologist so

there could be legitimately a basis, a scientific basis/ upon

which this matter coul-d go to the jwry'" (Tr' fI at 99') YeL'

despit'ethisCourt,sprompting,plaintiffsneveroffered

testimonY from a neurol-ogist

30.Instead,plaintiffsca]-ledanexpertinoccupational

medicine. In the past, plaintiffs have caIled experts in

occupational medicine, family practi-ce and neuropsychology'

This absence of neurology testimony in support of plaintiffs'

theory is not necessarily indicative of a categorical divide

beLween the fields of neurology and neuropsychology, but rather

of plaintiffs, fai]-ure to meet their burden of proof' AS

d.iscussed above, it is plaint.if f s here who bear the burden of

showing by a preponderance of the evidence that their proffered

hypoLhesis is sufficiently relevanL and reliabl-e, and based upon

the appropriat.e methodology, to be admissible. Gentry, 195 W'

Va. at 522 r.8, 466 S.E'2d at 181, n'8' Their lack of

neurological evidence to support what they allege is a brain

injury syndrome begs the question of

evidence for this syndrome exists '

whether anY reliable

74



B. Evidence-Based Medicíne Is The Methodology That should
BeAppliedrnEvaluatingTheEvidenceThatlsBefore
The Court

31. Pl-aint.if f s bear the burden of showing t'hat their

proffered evidence is based on retiabl-e methodology. state v'

Henning, 2:-,2 V'I. Va. L28, 133, 569 S.E.2d 204, 209 Q002). The

appropriat.e met.hodology f or reviewing scientif ic evidence to

determine whether a cause and effect relat'ionship exists between

an exposure and a disease is "evidence-based medicine. "

32. Evidence-based medicine is derived from the "Bradford

Hill criLeria." These criteria consider, among other things,

t.he strengt.h of a purporLed aSsocialion, the reproducibility

f rom study to study, the specif icit.y of the associaLion, the

reproducibility f rom st.udy Lo study, t.he specif icity of the

association, the temporal relationship of the association, the

biological gradient (or dose response), and whether it can be

measured experimentally. Hill, A.B. The Environment and

Disease: Association or causation? President's Address,

Proceedings of t.he Royal Societ.y of Medicine Vol-. 58, 295-300

(1965) ; Reference Manual on Scíentific Evidence, 2d ed', Federal

Judicial Center , 2OOO, ât 315-316. These highly regarded

criteria are embraced by organizations such as the World Heal-th

Organization, the National Academy of Science, and the UniÈed

StaLes Environment.al- Protection Agency'

15



33. Plaintiffs, experts agree, âs do defendant's, thaL

evidence-based medicine is the appropriat.e methodology to

evaluate a causatíon hy¡rot.hesis, such as that currently bef ore

t'heCourt.(Tr'IIat¡0);,seealsoLinzDep.at54(notingt'he

Hil-1 criteria require t.hat "cause needs to come bef ore the

effect. It. needs to be reproducible, it needs to be seen in

. multiple different. circumstances. It's not just a one time

phenomenon. Needs to be predictable.") '

34. The experts also agree that case conLrol studies can

generate a hlrpothesis, but not answer one. (Linz Dep. at L20;

Tr. fI at 29.)

TV. THE EVIDENCE PRESENTED

A. The Haut StudY.

35. One of the reasons this courL cal-led the present

hearing was to determine whether the Haut study advanced

plaintiffs' hypothesis, thus providing plaint.iffs with some

potentially rel-iable data (as opposed to the studj-es criticized

by NIOSH and called j-nto question by this Court,) .

36. However, the Haut study, aS a result of its very

design, âs wel-l- as certain key shortcomings detailed below,

fails to support plaint.iffs' hypothesis.

37. The HauL st.udy focused on one strucLure of the brain

the corpus cal-l-osum. The corpus cal-losum is not a part of the

16



brain ínvofved with memory function' ( tr . I at 7-4L ¡ Linz DeP '

at 115. )

3g; The study was originally designed to use Positron

Emission Tomography (*PET') technology to study results, but the

actual st.udy conduct.ed used Magnetic Resonance Imaging ("MRI')

results instead. Using MRI images of subjects' brains, Haut

measured. the size of the corpus calfosum in two different groups

of individual-s by using a manual delineaLion, oT "tracing"

technique. (Tr. I at 78-79 .)

39. The study subjects h¡ere divided into two groups' one

group that reported. exposure to organic solvents, and one group

that did not. Exposure data was coll-ected from questionnaires

given to the st.udy subj ecLs, and l¡/as theref ore based upon the

subjects, own recollection and reports- (Tr. f at 61.) These

test subjecLs likely included some former J-itigants' (Tr' II at

26-27; LLnz DeP. 68, 93-94-)

40. The Haut st.udy measured differences in corpus caflosum

s1ze in one group of j-ndividuals compared to another. The study

therefore did not - and could not - measure changes in

individual brains. Plaintiffs' experL Dr. Linz agrees, noting

,'the f act that they concl-uded that t.he corpus callosum was

smaller in the exposed versus the unexposed group doesn't

answer the question aS to whether or not that was an acquired

t.rait after adufthood." (Dr' Lj-nz Oct. 6, 2008 Dep' at 151) '

17



4I. Haut reported finding a statistically signj-fícant

dif f erence in corpus callosum tot.al area and anterj-or area

between exposed and unexposed. (Tr. I at 83.) He hypot.hesized

that. solvent exposure was the cause of the reported difference.

(Tr. I at 84.)

42. Yet, plaintiffs' and defendant's experLs agree that

the design of the Haut study was hy¡rothesis generating, not

hypothesis testing. (Linz Dep. at L20¡ Tr. II aL. 29.) rn other

words, Lhe study was not designed in such a way as to be capable

of proving cause and effect.

B. Dr. Kirk Frey's Analysís Of The Haut Data.

43. After this Court denied t.he West. Virgínia Attorney

General's motion t.o quash CSXT's subpoena, the underlying data

used by Haut in his study was provided to Dr. Kirk Frey, a

neurologisL with expertise in radiology, nuclear medicine and

brain imaging (Tr. f at 60), in February 2007. Dr. Frey

conducted his own critical evaluation of the Haut data using

state of the art methods

not provide evidence of statistically significant brain tissue

loss; and (2) did not support the hlpothesis t.hat. chronic

exposure to solvents causes changes in the brain

44. Dr. Frey worked with Neuralyse, fnc. to conduct an

independent analysis of t.he Haut data based upon reliabl-e and

reproducible methods. The laboratory Dr. Frey and Neuralyse

18



used was t.he Montreal Neurologic Inst.itute lab of Dr ' Alan Evans

..international- leaders in developing approaches and software

tools for the analysis of brain shape, strucLure and volume,

particularly as it, pertains to magneti-c resonance imaging data'"

(Tr. I at 88.)

45. The MRI scans used by Haut were coded so that those

reviewing the scans in the ]-aboratory coul-d not identify a given

scan as belonging Lo a reportedly exposed or unexposed

individual. (Tr. I at 81.) The laboratory used a compuLer

progfram to measure t.he size of the corpus call-osum, elimínatíng

t.he potential human error and variability invol-ved with hand

traci-ng, and also permitt.ing tLrree dimensional measurement of

these three dimensional sLrucLures. "It's a comPletelY

automaLed technique so it does not require anyone to make a

judgment of where the white matter [types of brain structure] is

or att.empt to trace it on a computer screen. It's done

automaLically." (Tr. II at 20.)

46 . Dr. Frey and hiS team also took t.he data one step

further, and measured the other whit.e-matter brain structures in

the Scans, insLead of just the corpus callosum. (Tr' I at 11-9')

Based on this analysis, NeuralYS€, fnc. generaLed its own report

on August 29, 2007. The method used by Dr' Evans and Neuralyse

is peer reviewed and reproducible. (Tr. I at 96-91, 110.)
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47. Ä,t the May 2008 hearing before this Court, Dr.. Frey

explained t.he resul-ts of the re-analysis of the Haut. data. Dr.

Frey and Neuralyse found only a I.252 difference in corpus

callosum size between the exposed and unexposed groups. (tr. I

at 118. ) There was no st.atistically signj-f icant f inding of

difference. " [N] othing is statistically significantly different

between the groups." (Tr. f at LL6, 118.)

48. Further, Dr.. Frey and Neuralyse found no evidence of

brain tissue l-oss. Whereas Haut. measured only the corpus

calfosum, Dr. Frey and his team al-so measured t.he other whit.e-

matter brain sLructures in the scans. (Tr. I at l-19. ) If the

corpus callosum had in fact become smaffer in size over Lime,

the loss of brain sLrucLure woul-d produce a measurable increase

in fluid around the brain to compensate for t.his loss. (fr. t

at 85-86, L2L.) "[I]f loss of brain structure, be it the corpus

call-osum or the f rontal- lobe or both, has occurred since

maturaLion of t.he brain, t.hen there shoul-d be secondary changes

in t.he dat.a t.o show thaL." (Tr. I at. 85.) Yet, t.here was no

evidence of such changes.

found:

f n conclusi-on, Dr. Frey's reanalysis

No support. f rom the data that sol-vent exposure
caused demyelination (break down) of white matter
in the brain (Tr. r at IL9);

No evidence of front.al-lobe volume change (Tr. I
at t23) ¡

20



No difference in frontal lobe vofumes between
exposed and unexposed groups (Tr. I at. I2a); and

No difference between groups in cerebrospinal
fluid volume (Tr. I at. 124-25) .

49. rn sum, Dr. Frey did not find any support. for either

Dr. Haut,s finding of a statístically significant. difference in

corpus callosum total- area and anterior area between exposed and

unexposed groups, ot for Dr. Haut'S stated conclusion t.hat

sol-vent. exposure was t.he cause of the reported difference. (Tr.

I at 83-84. )

C. Dr. Frey's Unchallenged CrÍtique Of The HauÈ Study.

50. At t.he May 2008 hearing , DT. Frey enumeraLed the Haut

Study's limitations and d.esign flaws and explained why HauL's

study reached inaccurate results different from those reached in

the re-analysis. Dr. Frey's critique of the Haut study went

unchallenged by plaint.j-ffs, and their expert, Dr. Linz, staLed

t.hat he neither anal-yzed the Haut dat.a, nor rel-ied upon it. to

form his conclusions. (l,inz Dep. at 78.)

51. To begin with, Haut designed his study around PET

technology, but then applied the st.udy to MRI t,echnology. These

t.echnologies are not the same. (Tr. I at 44.)

52. In addition, both defendant's and plaintiffs' experts

agree that cross-sectional- studies - like the kind conducted by

Haut - cannot document changes in the brain. (Tr. I at 85, 131-

a32.) Such studies can only measure difference, noL change.
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(l,inz Dep. at. 114.) " [T]o confident.ly interpret the difference

[Haut] reports between the solvent-exposed and t.he control

ind.ividuals as ' a change, Lhere woul-d have to either be evj-dence

over time that. a 'within subject. difference' occurred. You'd

have to MRI them all at the end of high school and again after

employment f or some period of tirne and document t.hat, within an

j-ndividual- brain, a difference occurred. WelI, thaL's noL what

was done . " (Tr. I at 131 . )

53. Next, Haut studied t.he corpus calIosum, a portion of

t.he brain with no function in memory, though plaintiffs' alleged

symptoms involve memory l-oss. (Tr. I at a4I; Li-nz Dep. at 115.)

Also, in measuring the brain volume, Haut excluded certaín

portions when calculaLing t.he total. If reviewed by a

neuroscience publicat.ion, this unexpected approach would have

required addit.ional explanation. (Tr. T at 115. )

54. The Haut study al-so fail-ed to make use of t.he state of

t.he art technol-ogies avallable, inst.ead using a manuaf t.racing

method prone to human error. (rr. f at 127-128.) "[T]he only

way of establ-ishing the precision of Èhe manuaf method would. be

t.o have the same individual repetit.ively measure individual

brains to see how consistently they get an answer. And that. is

not done." (Tr. I at I29.) Haut's method afso forced two

dj-mensional- tracing upon a three dímensional- structure, an
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inconsistency Lhat is not present when using a computer that can

match the dimensions. (Tr. I at I27-I28.)

55. The study resulLs are questionable due t.o t.he

significant selection bias in t.he choice of study subjects' The

study subjects all- reported being symptomatic; a better

comparison would have been drawn to a random selecLion of all

workers alleged.Iy exposed to solvents, regardless of symptoms.

(tr. I at 1-35.) rndeed, some of the subjects were likely former

lit.igants (Tr. If at 26-27 ¡ Línz Dep. 68, 93-94) , which further

fuels the possibility of exaggerated reports of exposure.

56. The study was also unable to accurately measure the

exacL type and dose of exposure. (fr. I at 73.) Rather, the

alteged exposure levefs were based upon the recollect.ions of

individual-s claimj-ng brain damage and possible memory l-oss.

(Tr. f aL I39; Linz Dep. at 1'I2.)

51. Moreover, Dlr. HauL changed his hypothesis after he had

reviewed t.he results of the study. It is not valid scíentific

methodology to use data to both form a new hypothesis while

simultaneously using it as a basis to prove that very

hypothesis. (Tr. f at 34, 133.) "This is an approach ones

takes in an explorat.ory fashion, collects some data, interrogat.e

t.he data t.o see what it might be showing us. But any result you

achieve in this \day cannot. be proven by those data because it's

circular. " (fr. f at 133 . )
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D. Dr. Frey,s Further Testimony That The Solvent-Induced
Toxic Encephalopathy Hl4gothesis Is Not supported By
Reliable MethodologY.

58. fn addition to his unchallenged critique of the Haut

study, Dr. Frey also provided testímony with respect to the

scient.ific reliability of the plaintiffs' hypothesis generally'

Dr. Frey testified that a diagnosis of soLvent-induced t,oxic

encephalopathy is noL widely accepted in his fiel-d of neurology.

(Tr. I at 59. )

59. More critically, toxic encephalopathy does not have

common signs and symptoms providing sufficíent predicti-ve vafue

t.o be a Lrue syndrome. (tr- t at 145.) "To be a syndrome, w€

have a description t.hat is sufficiently detailed that any of us

who are experts in the appropriate medical- area shoul-d be able

to ident.ify in a given pat.ient. So we have a reliable and

common seL of signs and symptoms that are agreed upon as

sufficient to define who has and who does not have the

condition, t.he syndrome . " (Tr. I at L44 . )

60. Plaintiffs have not demonsLrated a rel-iable method to

show that. plaintiffs' reported symptoms are due to an actual

neurotoxic effect., rather than just behavioral manifestations in

those who believe Lhey have an injury. (fr. I at 144-45, 1-51-.)

61-. In sum, Dr. Frey testified that pì-aintiffs' theory is

not supported by reasônable, reliabl-e dat.a. (Tr. I at L45-46.)
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E. Plaintiff's
Hl4gottresís.

Expert TesÈimonY In Support Of The

62. In support. of the hypothesis aL issue, plaintiffs

prof f ered t.he t.est.imony of Dr. Douglas Linz, âr occupaLional

medicine specialist. (finz Dep. at. 91 .) Dr. Línz is neither a

neurologJ-st or a neuropsychologist in t.raining. (l,inz Dep' at

95, 97.) Dr. Linz appeared via video deposition testimony

played t.o the court at the January 2OOg hearing.

63 . Dr. Linz' s t.estimony, alLhough intended to support

plaint.iffs, theory of general causation, demonstrated instead

the utter l-ack of any cfear or consistent.ly applied met.hodology

for assessing t.he causation hypothesis. SpecÍfica1ly, and as

set fort.h in more detait below, Dr. Lj:nz

o does noL rely on the Haut study in support of his
concl-usj-ons and fails to rebuL Dr. Frey's crit.ique of that
study;

admit.s that key aspects
scientif ic literaLure ;

admits Lo relying on
alleging brain injury
exposure to solvents;

of his theories are unproven in the

admits that there is no distinct pattern of symptoms
associated with toxic encephal-opathy and t.hat. the symptoms
on which he bases his diagnoses are non-specifj-c and could
rel-ate to a variety of other condj-t j-ons;

claims to rely on the Word Health Organization ( "WHO" )

criteria to diagnose toxic encephalopathy, and yet. fail-s to
consistently apply those criteria in specific cases; and

a

self*reports of potential litigants
and medical l-oss to assess Past
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o diagnoses toxíc encephalopathy even when neuropsychological
testíng (the only testing he relies on for purposes of
diagnosis) shows no objective signs of abnormalities.
Dr. Lirtz' s f ail-ure t.o properly apply a scientif ica11y

rel-iable methodology to diagnose toxic encephalopat.hy leaves the

plaintiffs with no admissible test.imony or evidence in support

of their theory of general causaLion.

64. Alt.hough one of the int.ended purposes of the hearing

was to ascertain whether the Haut study furt.hered plaintiffs'

theory, Dr. Línz did not review any of t.he data upon which the

Haut study was based, nor did he review any of Haut'S deposj-tion

testi-mony, oÍ speak to Dr. Haut. (Línz Dep. at II, 82, 115.)

65- Dr. Linz admits that. Lhe Haut. report does not effect

"in any way" his belief that there is a causal link between

solvenL exposure and toxic encephalopathy, explaining that his

opinion on the existence of solvent-induced t.oxic encephalopat.hy

does not depend upon the Haut. report. (r,inz Dep. at 78) .

66. Plaintiffs therefore offered no evidence to rebut Dr.

Frey's crit.icism of t.he Haut study. Because there is no

evidence demonstrat.ing that. the Haut. study constitutes

reasonably reliabl-e evidence or an appropriate evidence-based

methodology indeed, t.he evidence demonstrat.es t.he opposite

it must be excl-uded as a matter of law. Gentry, 195 Vü' Va' at

52I , 466 S . E. 2d at 180; see aLso Henning, 2L2 W. Va. at 133 , 569

S. E.2d at 209 .
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67. fnstead of relying on the Haut study or providing new

evidence, Dï. Linz relies on the same literature and methodology

this Court has found to be rìv€rl, very weak." Dunlnitt E¿ Kibbey

v. CSX, No. OI-745, Hearing Transcript dated May l7 and !9, 2007

at i.7. Dr. Linz testifies that. his diagnostic methodology is

supported by this scientific l-iterature and that his belief t'hat

long-term, low-dose solvent exposure can cause toxic

encephalopathy is generally accepted in the scient.ific and

medj-cal community. (Li-nz. Dep. at 55-64.) However, he admits

thaL the criteria for determining a causal connecLion between a

solvent. exposure and alleged solvent-induced toxic

encephalopathy has not significantly changed since 2004. (Linz.

Dep. at 55.)

68. He further agrees t.hat t.he current literature in

support. of CTE [toxic induced encephalopathyl does noL prove any

causation mechanj-sm to a reasonabfe degree of scientific

certainty. (Linz Dep. at 107 . ) Dr. Línz admits he can' L

describe the mechanism for how solvents purportedly cause brain

damage "because we don't know the mechanism for cerLain'" (Linz

Dep. at 27.) Despite not being able to explain a causation

mechanism, Dr. Linz concludes that sofvent exposure can cause

damage t.o brain at time of exposure, resulting in symptoms that

occur lat.er in l-Íf e . (Linz . Dep . at 90 -92 . ) Dr. Línz admits
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90-92.) Dr. Linz admits that this "delayed onset" theory is an

unproven hypothesis. (Línz Dep. at l-29-30 . )

69 . In reaching his conclusl-ons, Dr. Lj-nz relÍes on

exposure histories provided by workers themselves. (Linz Dep.

at 34 . ) He has "never seen baseline test.ing f or people. " (Linz

Dep.at.51.) Dr. Linz admits that. it may be problematic to rely

on t.he memorj-es of pat.ient.s with memory complaints . (Linz Dep.

at II2-I3; ,see af so Li'nz Deposition dated October 6, 2008 at

44 . ) He also concedes that his pat.ients likely incl-ude f ormer

litigants. (l,i-nz Dep. at. 68, 93-94.)

70. Despite acknowl-edging that his analysis depended upon

t.he accuracy of self -reports made by potential J-it.igants

sufferi-ng from alleged brain injury and memory loss , Dr - Linz

suggests that. that the Court should disregard t.he self-reporting

bias in the pot.ential litigants' work histories because he is

somehow able to screen f or t.hat. bias.

A. Are you saying that a worker coul-d not fool- you,
f or l-ack of a better word, by coming in to see you
after talking with his co-workers who you may have
seen, who has the same lawyer perhaps, âs the co-
workers you've seen, who may have sat - sat through a
solvent t.riaI, which is an experience that I've had
other plaint.iffs come in t.o waLch -"

A. CorrecL.

(Linz. Dep. at I73.) Dr. Línz's own confidence in his intuitive
I

powers is not a basis for a reliable scientific methodology.
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"71_. Dr. Linz' s methodology involves taking medical and

work histories, conducLing a physical exam, neuropsychological

tests and emotional behavioral assessmenL performed by

neuropsychologist. (Línz Dep at 41-49.) However, there is no

d.istinct pat.tern or group of symptoms associated with toxic

encephalopat.hy. Dr. Línz agrees t.hat is a fair statement Lhat

the "slrmptoms, Lhemselves, are non-scientific, [and] could

rel-ate t.o a variety of pot.ential conditions. "

101. )

(Línz Dep. at

72. Dr. Linz states that each patient's "neurological

examination is usually entirely normal." (Linz Dep. at 145.)

He therefore diagnoses patients as suffering from toxic

encephalopathy even where no neurologic signs or physiological

abnormalities exist., based upon his own neuropsychological

eval-uation. (f,inz . Dep . at 14 5 . ) (As this courL noted in

Dummitt & Kibbey, based on the evidence presented in that. case

and ín many prior solvents cases, "there's been no neurological

correl-ation beLween t.he exposure and the condition." DummiEt &

Kibbey v. CSX, No. 07--1-45, Hearing Transcript dated May I7 and

19, 2007 at 22.)

73 . Dr. ' Línz sLates that. t.he criteri-a he uses to make a

diagnosis are derived from World Health Organization ( *WHO" 
)

crj-teria (Lj-nz. Dep. at 50, 100-01), although Lhe WHO criteria

are mereJ-y a description of outward sympt.oms, not a methodology
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for evaluating a neurologiical- disorder (Tr. rr' at 37 ') Based

on t.he WHO criteria, Dr. Linz diagnoses difierent severity

l-evels of chronic toxi-c encephalopathy starting with Type 1 as

t.he least severe. (Línz. Dep. at 50-51.)

74. Dr. Linz sLates that. a pattern of symptoms combined

with occupat,ional history is what permíts him to make a

díagnosis. Because there are no physiological signs or

distinctive slrmpt.oms, he cannot predict. whether Someone l-S

suf f ering f rom solvent. exposure wit.hout. f irst being told the

person' s occupational hist.ory. (r,inz . Dep. at 1'47 -49 .) His

diagnosis of solvent exposure as a cause of encephalopathy rests

on a sel-f -report of sol-vent exposure.

75. Dr. Linz admits that based on sympt.oms alone, Lhere is

no way to dist.inguish between different encephalopathies. (Linz

Dep . at L47 - 49 . ) Dr . Linz concedes that. t.he "brain can be

adversely affected by a wide variet.y of different circumstances"

(Linz Dep. at 47), and agrees that the symptoms he associates

with toxic encephalopathy could rel-ate to a variety of potential

conditions. (Linz Dep. at 101.) Indeed, DT. Linz is unwilling

to fulty address how one woul-d rule out early onset Alzheimer's

as a potential alt.ernaLive explanaL,ion f or some patients'

reported symptoms. (Linz Dep. at 146-47.)

76. Despite being unable to rule out alternative causes,

Dr. Línz maintai-ns that his neuropsychologj-cal testing method
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can diagnose solvent-induced toxic encephalopathy' Yet, Dr..

Linz admits that he has diagnosed chronic toxic encephaÌopathy

in patients who do not demonstrate neuropsychological deficits '

(Línz Dep. at 151, L54 ¡ Tr. II at 42 . ) In f act, his def init'ion

of "Type L" t,oxic encephalopathy is that of a person who gives

Sel-f-reports of sol-vent exposure, self-reports of Slrmptoms such

as .'memory problems, attentional Isic] def icits, You know,

depression" and who have neuropsychologiCal test. scores "within

a general rangie of what we would ant.icipate f rom the

general popuIat.ion. " (Línz. Dep. at 51. ) He admits t.hat. he

makeS "Type Iu diagnoses even though "in terms of objective

abnormal-ities to support the reporting of Symptoms and so forth,

there are none . '/ (Linz. Dep. aL 5L; emphasis added. ) See aLso

Linz Dep. aL T54 ("I've diagnosed [a plaint.if f ] as having Type 1

chronic toxic encephalopat.hy which, by definition, does not have

objective evidence.") Moreover, although t.he WHO criteria for

Type 1 toxic encephalopat.hy state that. sympt.oms should fully

reverse themsefves within 6 months afLer exposure ends (Tr. II

at 46) , Dr. Linz diagnoses patients with Type 1 encephalopathy

even when their symptoms did not begin unt.il- years af ter

exposure ended andfor whose sympt.oms have worsened over time.

(Linz Dep. at 1-36-31 .)

77. The WHO critería for "Type 2n encephalopathy reguires

an objective finding of abnormalities, either a sustained
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personality change or j-mpaJ-rment of intellectual- function, such

as memory and concentrat.ion loss. (Linz Dep. at 49; see afso

Opinions of James W. Albers Solvent-Induced Toxic EncephaTopathy

(,fan . 9 , 2OOg) at sl-ides 4 , 72) . Yet, Dr. Lirnz has diagnosed

Type 2 encephalopat.hy in one individual who had only one

abnormal test resul-t, surrounded by a balance of oLherwise

normal scores, and despite "superior" scores on memory tests.

(Tr. II at 42; Línz Dep. at 159-61. )

18. Thus , Dr. Linz does not apply his own chosen

methodology that of neuropsychological questionlng instead of

physical neurological t.est results - in a consistent manner.

7 9 . Dr. Linz' s own t.estimony reveals that the very

methodology he relies upon to support plaintiffs' causation

hy¡lothesis cannot rul-e out al-ternative causes , or even establ-ish

exposure as a cause without already being told that. ít has

occurred. Accordi-ngly, Dr. Linz's met.hodology f ails the basíc

requirements of Gentry/Daubert because his theory and concl-usion

cannot be t.ested in a reproducible wây, or with a known rate of

error. See Jones, 22I W. Va. At 385, 655 S.E.2d at 131. His

method is not f al-sif iabl-e. See Daubert, 509 U. S. at. 593 (good

science must be capable of proving a hypot.hesis fal-se); ,see al-so

Dummitt & Kibbey v. CSX, No. 0a-I45, Hearing Transcript dat.ed

May 17 and a9, 2007 at 17 ("it becomes a self-fulfi11ing

prophecy. A person works for the railroads, exposed to
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sofvenLs, and they complaint of somet.hing that may touch upon

some brai-n sickness, and iL's therefore solvent-induced

encephalopathy. ThaL's not true science.")

80. Moreover, D:f.. Línz does not apply his own methodology

in a consistent way. He wi11, in effecL, make a diagnosis

absent any supporting methodology. (Linz. Dep. at 145') His

def inition of a ..T)æe au diagnosis is one in which abnormal

neuropsychological test findings are absent although the test

he says he employs reguires otherwise. (Linz. Dep. at 51.) For

an experL's opini-on to be admj-ssible, "the basic methodology

employed,, must be not only Scientif ically va1id, but also

"properly applied." Jones, 22L Vü' Va' at 384, 655 S.E'2d' at

131 (emphasis added) . This failure to apply any methodology,

save total reliance on patient self-reports, further renders his

opinion inadmissible

F. Dr. ,James Al-bers' Rebuttal Testimony

81. Following the presentation of Dr. Línz's video

deposit.ion at t.he January 2OOg hearing, def endant of f ered

rebutt.al- testimony f rom Dr. James Albers, a neurologist. Dr '

Al-bers testified briefly with regard to the Haut study, and then

offered his evafuation of Dr. Linz's opinions and of the

evidence relating to the long-term, low-dose solvent exposure

theory at issue.
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82. Because one of the original purposes of this hearing

\4/as to evaluate the validity of the Haut study, Dr. Al-bers

offered his critique of the study, despit'e the fact that Dr'

Línz did not rely on the Haut study findings ín his analysis'

(Ll:nz Dep. aL 11, 82, 115.) Dr. Albers reviewed the Haut paper/

andDr.Frey,s::eanalysisoftheHautdata,althoughDr.A]-bers

did not conduct his own analysis of the underlying HauL data'

(Tr. II at 15 . )

83 . Based on his review, Dr. Albers concl-uded that the

Haut report was subject to a number of flaws, including (1) the

suggestion that. it. could measure "change" in brain volume when

it.s design only permitted. measuremenL of differences between two

groups (Tr. II at.16); (2) the use of a "substantially old" and

..primitive,, tracing technique instead of the "up-to-date,

current technique" employed by Dr' Frey's Leam (Tr'II at a9'

Z3) ; and (3) t.he reliance upon individual- subjects' memories for

exposure data (Tr. II at 25), amongst other issues. Dr' Al-bers

concluded that the Haut study provided no evidence of brain

damage causally rel-ated t,o chronic occupational- exposure to

sofvents. (Tr' II. at 22.) rndeed, the MRr results were all

"entirely normal." (Tr. fI at 16.)

84. Dr. AÌbers next testified regarding Dr. Linz's

conclusions and methodology. Dr' Al-bers expressed concern over

Dr. Línz,s reliance on the memories of subjects as the basis for
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his exposure data when the subjects themselves complained of

memory problems. (Tr. II at 39. ) As Dr. Albers' explained, Dr'

Linz,s method relies upon having "a history that is provided Lo

him that is bel-ievable. " (Tr ' rI at 36 ' ) The reliance on

subjects' self-reporting is additionally complicated because of

pot.ential litigation bias, which "can be a major factor,

particularly when you're talking about. something that's not

quant.ífiabl-e and we have no direct measurement of it." (fr' II

at 26-27.)

85. One reason Dr. Línz must base his opinions on

individuals' reports and recollection is because there are no

biological markers or physiological signs of long-term

occupat.ional solvent exposure. Dr. Albers asserLs that when

applying Dr. Linz,s methodology, there is "[n]othing you can

test other than the neuropsychological LesLing'" (Tr. II at

38. )

86. Dr. Al-bers al-so noted that Dr. Línz's methodology did

not rul-e out other possible causes. Yet., other possible causes

exj-st. Indeed, Dr. Albers test.if ied t.hat complaints about

memory problems become prominent aS people â9€, and that a

recenL Mayo Cl-inic st.udy suggests that. "symptoms that \^re woul-d

associate with early dementj-a namely memory complaints

appear to be rising. In their Study, it seemed to be more

prominent arising more rapidly in men- And that this mild
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mentaf decl-ine with age is much more common Lhan previously

thought." (Tr. If at 54.)

g7 . Dr. Albers further testif ied t.hat other explanations

may exisL for the reported symptoms Dr. Línz describes, and

without. an obj ective way t.o rule out al-ternative causes, his

evidence does not support an,y one causaLion hypothesis over

another. "It is a basic tenet of verifyíng a diagnosis; it must

escape Someone's ability to suggest an alternaLive- If by

definition you can'L falsify it, it makes it very difficul-t to

deal with this as a real entity." (Tr' II at 35')

88. Dr. Albers also critiqued Dr. Linz's assertion that

various l-iterature supports his opinion and methodology.

..Science is not consensus. tltl doesn't matter how many people

like me give an opinion; science is hypotheses that can be

Lested. ,fust the fact t.hat. these items are in textbooks

doesn'L necessarily mean thaL they're correct. And when we are

dj-scussing causaLion, I think the evidence based upon good

science is what we should be looking aL." (Tr. II. at 32-33.)

Upon Dr. Albers' own review of the literature, he concluded that

there was "absolutely noL" evj-dence-based support for the

.'progressive syndrome" hl4pothesis that Dr. Linz subscribes to.

(Tr. II at 58-60, 66-61, 7I.)

89- Even if Dr. Linz's met.hodology were rel-iabl-e and it.

is not, as establ-ished above Dr. Línz does not even apply his

36



own methods as described. According Lo not just Dr. Albers, but

t.he basic principles of scientific reliability as applied by the

courts, a method must be "properly applied" in addition to being

..scientif icalIy or technically vaf id. " Jones, 22I W- Va' at

384, 655 S.E.2d. at 131. Yet, When Dr. Linz makes diagnoses of

solvent-induced toxic encephalopat.hy in subjects who show no

abnormalities on t.he very t.esLs Dr. Li-nz relies upon, his work

becomes not only incapabte of fal-sification, but departs from

any clear met.hodology altogether. Dr. Linz "certainly does not

pract.ice what he was preaching to lls." (Tr' If at 43')

90. Due to these serious f laws , DT. Albers concl-uded thaL

..the methodology t.hat. [Dr. Linz] uses is real]y conLrary

t.o t.he basic tenets of evidence-based medicine. " (Tr. II aL

30.) Dr. Albers further concluded that there is insufficient

scientific evidence to support the hypothesis that long-term

chronic occupaLional exposure t.o sofvents causes permanent brain

damage. (tr. lr at 7I-72.)

CONCLUSION

gL. Plaintiffs have failed to produce relevanL and

rel-iable evidence t.o support t.heir theory of injury as regui-red

f or admissibilit.y pursuant to Rules IO4 and 102 of West Va '

Rules of Evidence . See, e .9. , Lockhart, 208 V'I ' Va. at 629 , 542

s.E.2d at 450. The Haut study, Lhe "new" data promised by
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plaintiffs, does not provide any reliable evidence to further

plaintiffs' hypothesis. Plaintiffs' test.ifying expert did not

even rely on the study to reach his conclusions. Plaint.iffs

also did not provide any competent neurological evidence to

support t.heir alleged neurological condition.

92. InsLead, plaintiffs rely on an occupational- medicine

expert whose opines t.hat long-Lerm, low-dose occupational

exposure to certain organic Sofvents can cause brain damage.

This opinion is based upon literature he admits does not prove a

causation mechanism to a reasonable degree of scientific

certainty, and upon the reported recollections of former workers

(includ.ing litigants) who claim to suffer from memory problems.

It is not based on any neurological- signs of disease. IL is not

based on any unique or commonly occurring syntptoms. It is not

based upon a method that. permit.s other potenLial causes to be

ruled out. Indeed, Dr. Linz's "diagnoses" solvent-induced

encephalopat.hy when he is t.o1d that solvent exposure occurred,

even in the face of contrary neuropsychological evidence. This

amounts to no methodology at all. Rat.her, t.his is a self -

fulfilling proposition is more akin Lo "reading tea leaves" than

t.o a reasonably rel-iable met.hodology. In re Ffood Litig., 222

vü. Va. 574 , 668 S. E.2d 203, 21-1- (2008) . Oy , as this Court said

in Dummitt d Kibbey, "the more you l-ook at it, it [is] just it
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is grossamer. IL's i]l-usive." Dwwnitt & Kibbey v- CSX, No. 01-

I45, Hearing Transcript dat.ed May I1 and 19 , 200'l at 18.

93. With respect to the hy¡lot.hesis that long-Lerm, low-

dose, occupational- sofvent exposure can reSul-t in permanent

brain damage, the "reach of the law" has t.ruly exceeded the

"girasp of t.he medicine . " A77en, Feb. 2, 1998, Order at p. 3 .

Pl-aintif f s' experLs should not be permitt.ed Lo testify to a

hyp_othesis, the foundation of which rests on unrefiable evidence

and an unreliable, and inconsist.ent.ly applíed, methodology'

The Defendant's Motion in Limine to exclude the scientific

test,imony of the PlainLif f s is hereby GRÃMIED, with the

objecLion of the Ptaintiffs saved to the Court's ruling.

II is So ORDERED.

Enter this 19th day of

R M RECHT, CHIEF .fUDGE

A copy of t.his Memorandum Of Opinion, Findings
Conclusions of Law has been sent to all counsel

,JOHN W MCTIERNAN ESQUIRE
CAROSE-LLI BEACHLER MCTÏERNAN & CONBOY
20 STANWIX STREET 7TH FLOOR
PITTSBURGH PA 1.4222

MARK T V']ADE ESQUTRE
THE WADE LAW OFFICE
901 WESTERN AVENUE STE 206
PITTSBURGH PA 15233

of Fact. and
as foll-ows:
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JAMES W TURNER ESQUTRE
HUDDLESTON BOLEN
P O BOX 2L85
HUNTINGTON WV 25772-2185
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]N THE CTRCU]T COURT OF BROOKE COUNTY, WEST V]RGINIA

STBVEN ALLEN, ROBERT CALLIHAN,
MICHAEL COBB, PAUL DENN]SON,
VTRGIL GEARY, VERTIS TTADLEY,
RONALD HOWARD, RONALD HUMM,
BILLIE JOE LEMLEY, RONALD
MARCTM, JOHN MCCLUNG, JAMES
MCCOY, JOEL MERRITT, JANTCE
M]LLER, RUSSELL MOORE, LARRY
MORR]S, WILLTAM RALLS, ROBERT
SHEPHERD, CECTL SULLIVAN,
PHILIP WILEY, AND CLARENCE
WTLLIAMS,

Plaintiffs,

v-

CSX TRÄNSPORTATION, INC.,

CTVIL ACTTON NO. 96-C-35
1 through 21.

Defendant.

OPTNTON AND ORDER

This matter involves twenty-one (2L) cases instituted against

CSX Transportatj-on, Inc. (herein CSX), under The Federal Employer

Liability Act, 45 USC S51 (1-939) 1 alleging that each plaintiff has

suffered permanenL, irreversible damage to the brain and/or nervous

system due to long-term exposure to l-ow doses of certain sol-vents.

CSX disputes that there exists rel-iable and relevant evidence

that l-ow dose exposure t.o certain sofvents over long períods of

tstate Courts have concurrenL jurisdictíon a]-ong wit.h
Federal Courts of claims brought under The Federal Employers
Liability Act 45 USC S51 (1-939) . Syllabus Pt. 4, McGraw, et aI.
v. Norfo.Ìk & Western Railwav Companv, et al., (Case No. 23996,
December 15, 1-997) .
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time can cause permanent, irreversible damage to t.he brain andfor

nervous system.

Because of the critical nature of t.he val-idity of the science

of the case, this Court considered it necessary to conduct an in

limine hearing within the boundaries shaped by the West Virginia

Supreme Court of Appeal-s in Gentry v. Manqum, 195 I¡ü.Va. 5L2, 466

s. E.2d L'7]- (1995)2 .

Conseguently, thj-s Court conducted a hearing over a period of

Lwo days to receive test.imony concentrating. upon a two-part

analysis in regard to t.he twin issues of scientific reliability and

relevance by:

(1) First, determining whether the proffered expert

testimony ref lects scient.if ic knowledge, that i-s, whether

the findings are derived by scientific method, and

whether t.he work product amounts to good science; and

(2) Second, whether the scientific Lestimony is

relevant Lo the task at hand. See Syllabus Pt. 2, Gentrv

v. Mangum, SuPra

Throughout the entire period of Lime t.hat t.his Court received

the number of prominent experts within the areas of occupational-

medicine, epidemiology, neurology, neuropsychology, and toxicology,

2Procedural issues in a matt.er inst,ituted pursuant to The
Federal- Employer Liability Act are deLermined by State procedural
rules and substantive issues are deLermined by Lhe provisions of
the statut.e and interpretive decisions of The Federal Employer
Liability Act given ny tfre Federal Courts. See Syllabus Pt. 2,
McGraw v. Norfolk & lrlestern Railwav Co., Supra.



two recurring themes emerged. First, that quite possibly in this

case the reach of the l-aw may exceed the grasp of the medicine, and

second, that there is reliable and relevant evidence that to a

"reasonable probability" there is a general causal- rel-ationship

between a given physical condition (encephalopathy) and the

exposure to certain sol-vents. See Syllabus Pt- 3, Hovermale v'

Berkefey Sprinqs Moose Lodge No. 1483 , L65 Vü'Va. 689, 2'7L S'E'2d

33s (1980) .

This Court is satisfied aft.er a review of the entire record of

t.he hearings conducted on November 13 and L4, 1-gg7, that the

science within the proffered evidence is valid enough to be

reliable and relevant. This Court in iLs gate-keeping function is

not to decide whether the proffered evidence is right, but only

that. it is rel-iable. While certainly there is a fierce debate

among competing professionals, Lhere is sufficient scientific

knowiedge that will assist the triers of fact to support the

hlpothesis t.hat low doses with l-ong term exposure to certain

solvents can cause encephalopat.hy. Whether any of the pl-aintiffs

ín t.his case, on a case,specífic analysis, can sufficiently carry

their burden of proof remains to be determined' The science that

\Àras present.ed may not be right but it is reliable

Accordingly, the motion in Línine to exclude the scientific

testimony of the plaint.iffs is denied with the exception of the

defendants saved to the CourL's ruling'

It is so ORDERED.



copies of t.his opinion and order shall be mailed to the

plainLiffs in care of Mark T. Coulter, Esquire, Robert Peirce &

Associates, 25OO Gulf Tower, '70'7 Grant StreeL, Pitt.sburgh PA L52I9

and Carl- N. FrankoviLch, Esquire, Frankovitch, Anetakis &

Coì-antonio, 331 Penco Road, trrleirton, WV 26062 and upon the

defendants in care of Stephen M. Houghton, Esquire and Richard D.

K1aber, Esquire, Dickie, McCamey & Chilcote, Two PPG Place Suite

400, Pittsburgh PA L5222-5402.

Enr.ered this 2-! day of February 1998.


