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STATEMENT OF THE CASE
A. Natureof the case and course of proceedings

This suit was brought by the Plaintiffs/Petitioners Donna and Juan Castillo
("Plaintiffs') claiming the damages sustained by their family as aresult of their son John
being born with the birth defect of microphthalmia due to his mother's exposure during
pregnancy to a DuPont chemical fungicide called Benlate. (R. Vol. I, pp. 2-14).
Microphthalmia, and the closely related defect of anophthalmia, are conditions where a
fetus fails to develop the eye organ properly and the baby is thus born without eyes. (R.
Vol. I, pp. 2-14).

Plaintiffs suit alleged that Defendant/Respondent DuPont negligently manufactured
and distributed Benlate, an unreasonably dangerous and defective product due to its
harmful capacity for causing birth defects. (R. Val. I, pp. 2-13; 34-47). Plaintiffsalso sued
Defendant/Respondent Pine Iand Farms for negligently spraying Benlate on its fields

during periods of strong wind currents, thus allowing the chemical to blow into nearby

'References to therecordappear as(R.Vol.__,p._),and
referencesto the trial transcriptappearas(T.Vol.__,p._ ). All
emphasis in this briefis supplied unless otherwise stated.
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residential and shopping areaswhere people could be exposed to itsharmful properties. (R.
Vol. I, pp. 34-47).

After an extended period of discovery, the case was eventually scheduled for ajury
trial inMay of 1996. (R. Vol. XLII-LXXXVIII). Upon motion of the Defendants, thetrial
court held an extended evidentiary Frye? hearing to resolve amotion in liminefiled by the
Defendants seeking to exclude the testimony of Plaintiff's expert. (T. Vol. XLV, XLVI,
XLVII; SR. 1-69). Concluding that the methodology employed by Plaintiff's expert for
reaching his conclusions was that commonly and generally accepted in the relevant
scientific fields, thetria court denied the defense motion in limine and the case proceeded
totria. (T. Vol. XLV, XLVI, XLVII; SR. 1-69).

Thetrial lasted over amonth and resulted in ajury verdict for the Plaintiffs against
both Defendants. (T. Vol. LXXXIX, pp. 5573-5576). Thejury awarded Plaintiffsdamages
in the combined amount of $4,000,000 (T. Vol. LXXXIX, pp. 5573-5576).

B.  Dispostion in thelower tribunalsand the petition for discretionary review by
this Court

The Third District reversed and remanded for entry of judgment in favor of
Defendants DuPont and Pine Idand, ruling - erroneously, we contend - that (1) "the
[Pllaintiffs scientific evidence, and the conclusions it embraces, should have been
excluded"; and (2) whilethe Plaintiffs had sufficiently proven that Plaintiff Donna Castillo

and her unborn child had been exposed to Benlate asto Defendant Pine lsland because Pine

’Frye v. United States, 293 F. 1013 (D.C. Cir. 1923).
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Island admitted that it was using Benlate on the field and time in question, Plaintiffs proof
of exposure was not sufficient asto Defendant DuPont.  Plaintiffs thereupon sought
discretionary review from this Court as Plaintiffs believe that the Third District misapplied
the Frye test, as refined by this Court in Ramirez v. State, 651 So. 2d 1164 (Fla. 1995).
Plaintiffs submit that the Third District's opinion incorrectly focused on the conclusions
drawn by the Plaintiffs' experts rather than on the underlying scientific principles and
methodologies they employed, which in fact were identical to those employed by the
Defendants own trial experts and, for that matter, by DuPont itself in obtaining approval
to market Benlate. The opinion thus conflicts with Brim v. State, 695 So. 2d 268 (Fla.
1997) and Berry v. CSX Transportation, Inc. 709 So. 2d 552 (Fla. 1st DCA) rev. denied,
718 So. 2d 167 (1998), which acknowledge that " Frye allows opposite opinion testimony
from experts relying upon the same generally accepted scientific principles and
methodologies." Berry, 709 So. 2d at 567. See also Brim, 695 So. 2d at 269. Plaintiffs
also contend that the Third District erred as a matter of law when it concluded that the
Plaintiffs evidence was sufficient to prove that the chemical spray to which DonnaCastillo

was exposed was Benlate in the case against Pine Island but not sufficient as to DuPont.

This Court issued an order accepting jurisdiction and directing the partiesto brief the
merits of the case, and these proceedings ensued.

STATEMENT OF THE FACTS



A. General factson theissue of Benlateasateratogen that caused John Castillo's
microphthalmia

1. The evidence about the exposur e and eventual discovery of the potential
link between Benlate and John Castillo's birth defect

In 1989, Plaintiffs Juan and Donna Castillo and their 6-month old daughter Adriana
were living in an apartment complex in Kendall, Florida. (T. Vol. LVI, p. 883). The
complex was near ashopping plaza, acrossfrom which lay a strawberry and tomato U-Pic
field operated by Pineldand Farms. (T. Val. LVI, p. 904).

Sometimelatein September of 1989, Mrs. Castillo became pregnant with her second
child. (T. Vol. LVI, p. 932, T. Vol. LXVI, p. 2115). During her pregnancy, Mrs. Castillo
took daily walks with her first child, Adriana, for exercise and as an outing for the child,
and they often walked past the Pine Island U-Pic field on 137th Avenue. (T. Vol. LVI, p.
901).

Oneday whilewalking past thefield, Mrs. Castillo was showered by amist from the
spray operations carried by wind drift. (T. Vol. LVI, p. 909). It wasawarmish day in early
November of 1989, and Mrs. Castillo, wearing a sleevel ess blouse and shorts, felt the mist
from the spray operation envelop her and wet her skin with what first seemed to her "like
asunshower." (T.Voal.LVI, pp. 905-911). The mist was cloudy whitein color and did not
have any odor. (T. Vol. LVI, pp. 908-911). Theincident occurred on November 1st or 2nd

of 1989. (T. Vol. LVI, pp. 905-906).



At the time, Mrs. Castillo was between the sixth and seventh weeks of pregnancy
with her son-to-be John. (T. Vol. LVI, p. 932; Vol. LXVI, p. 2215). That sixth-to-seventh
week time period is the critical stage during the growth of the human fetus for the
development of eyes. (T. Vol. LXX, p. 2989; T. Vol. LXXI, p. 3004). When John was
bornin June of 1990, he had no eyes, abirth defect that her physician told her wasreferred
to as microphthalmia. (T. Vol. LVI, p. 889). Physicianswere ableto pinpoint October 23
through November 5, 1989 as the time frame during which the arrest in development of
John's eyes occurred, which was precisely the time Mrs. Castillo was misted by the wind-
carried spray from the spray operations at the Pine Iland U-Pic field. (T. Vol. LXXI, p.
3004).

The Castillos went to doctors and geneticists to see if some reason could be
determined for John's birth defect, and to ascertain whether some genetic defect in either
of their families should affect their decisions as to having other children in the future. (T.
Vol. LVI, pp. 895-899, 1013; Vol. LXXIX, pp. 4083, 4093-4094). Every physician and
doctor who testified in this case - including all of the expert witnessesfor al parties- were
in agreement that the Castillo family was subjected to the full battery of all available
genetic tests and assessments, and that the test results showed that there was no known
genetic cause for John's microphthalmia. (T. Vol. LXXII, pp. 3063-3064; R. Vol. XL, pp.

7970-7971).



With al known genetic causes ruled out, John's microphthalmia could only have
been caused by an environmental agent, i.e., something to which his mother was exposed
during pregnancy, or by a genetic defect of some type as yet unknown and undiscovered
to science. (T. Vol. LXXXIV, pp. 4958-4962; R. Vol. XL, pp. 8131-8145). As to the
environmental teratogens, it was determined - and the defense experts conceded - that al
such environmental teratogens that are commonly encountered - such as Rubella, Vitamin
A, PCB's, smoking, etc. - were ruled out in Donna Castillo's case. (T. Vol. LXXXIV, pp.
4958-4962; R. Vol. XL, p. 8142).

Elsewhere, in England, The London Observer newspaper happened to have
undertaken an investigation in the early 1990's of a phenomenon which had been noticed
in Great Britain consisting of an unusual number of cases of children being born without
eyes. (T. Vol. LXI, pp. 1582-1583). Benlate was being investigated as a possible cause
as the families of the afflicted children lived in the vicinity of farms where Benlate was
being sprayed. (T. Vol. LXI, pp. 1586, 1624). The researchersfor The London Observer
initially investigated the cases in Great Britain, and then expanded their research beyond
England to the United States and elsewhere. (T. Vol. LXI, p. 1584). They contacted
medical authorities, educational authorities, and organizations concerned with the welfare
of visually-impaired children seeking to get in touch with parents of children with

microphthalmia and anophthalmia. (T. Vol. LXI, p. 1584).



In April or May of 1993, Donna Castillo was contacted by London Observer
reporters John Ashton and John McGeg, in the course of their investigation of the
connection between Benlate and children with anophthalmiaand microphthalmia. (T. Vol.
LVI, pp. 917-918; T. Vol. LXI, pp. 1583-1586). In responseto aseriesof questions asked
her by the reporters in the course of her conversations with them, Mrs. Castillo told them
about the U-Picfield in her neighborhood and her daily walks past it during her pregnancy.
(T.Vol. LVI, pp. 917-918; T. Vol. LXI, pp. 1584-1586). On the basis of the
information Mrs. Castillo provided, the reporters made a series of telephone calls and
tracked down one Lynn Chaffin, the vice-president of Pine Idand Farms, the farming
company which operated this particular field as a U-Pic field in addition to larger
commercial field operationsit had throughout Kendall and Homestead. (T. Vol. LXI, pp.
1586-1592; T.Vol. LXVIII, pp. 2595-2598). Reporter Ashton called Chaffin by telephone
from London, and, during the conversation, Chaffin told Ashton that Pine Island had used
Benlate products up until 1991, and specifically told Ashton that Pine Island had used
Benlate on the U-Pic field in question in November of 1989. (T. Vol. LXI, pp. 1592-1602,
1627).

Benlate, asit turnsout, is aknown teratogen - afact which appears without dispute
inthisrecord and which has been specifically conceded by DuPont. (R. Vol. XV, p. 3136;
R.Vol. XL, p.7978; T.Vol. LXVII, pp. 2396-2402). Indeed, DuPont had little choice but

to make the concession because DuPont's own rat studies of Benlate proved that it is a



teratogen, and, more significantly for purposes of this case, the DuPont studies specifically
proved that amain birth defect caused by Benlate isthe rare defect of microphthamia. (T.
Vol. LXVII, pp. 2384-2385, 2396-2418). DuPont's response in this litigation has ssimply
been to take the position that thereisno "proof" that Benlate isahuman teratogen. Inany
event, other scientists have also performed animal studies which repeatedly confirmed

Benlate's teratogenic effectsincluding its causation of microphthalmiaand anophthamia.®

’See, e.g.,E. Hoogenboom,etal: Effectson the fetal
rat eye of maternal benomyl exposure and protein
malnutrition, CurrentEyeResearch,June 14,1991 Hoogenboom
E., et al: Effects of benomyl exposure and protein
deficiencyon thefetal rateye. Teratology 37:465,1988; F.
Zeman,etal: Effectson the fetusofmaternal benomyl
exposureintheprotein-deprived rat,)J. Toxicol Environ
Health 17:405-17,1986;Developmental Toxicity Study of H-
15647 Administered via Gavage to New Zealand White
Rabbits, AngusResearch Laboratories, INnc,July 3,1985;S. Carter:
Effectofbenomyl on thereproductivedevelopment
ofmalerats. Kavlock R, Chernoff, N, US Environmental
Protection Agency,etal: Teratogeniceffects ofbenomyl
IiNn the wistar rat and CD-1 Mouse, with emphasis on
therouteofadministration, Toxicologyand Applied
Pharmacolofy, 1981, J Toxicol Environ Health 1353-68,1984; R Culik,
Senior Research Teratologist, Haskell Laboratory for
Toxicology, Determination of Benomyl/Methyl-2-
Benzimidazole Carbamate (MBC) Concentrations in
Maternal Blood and in the Concepti of Rats Exposed
to Benomyl and Benlate® by Diet, January 29, 1981; R.E.
Staples, Study Director Staff Teratologist: Benomyl:
Teratogenicity in the rat after administration by
gavage, September 18, 1980.



Inany event, to recap the evidencethat led Plaintiffsto seek further information from
scientific studies and from experts asto whether Benlate could have been the cause of their
son's microphthalmiawas: (1) John Castillo was born with microphthamia; (2) there was
no known genetic cause for his microphthalmia, leaving an overwhelming probability that
the cause was an environmental exposure of his mother to a teratogen during the sixth to
seventh week of her pregnancy when eyes begin to develop in thefetus; (3) al of the most
common environmental teratogens had been ruled out in Mrs. Cadtillo's case; (4) Mrs.
Castillo had in fact experienced an exposure incident during the sixth to seventh week of
her pregnancy; (5) according to the information provided by Pine Island Farms, the
chemical to which she was exposed was the fungicide Benlate; (6) Benlate isaknown and
proven teratogen as shown by DuPont's own rat studies; and (7) a specific teratogenic
effect of Benlateisthe generally very rare birth defect of microphthalmia. (T. Vol. LVI, p.
889; T. Vol. LXX, pp. 2980-2961; T. Vol. XLVII, p. 77; R. Vol. XL, pp. 7978, 8085).

2. The scientific evidence about Benlate's ability to reach a human fetus
and to interfere with the normal development of its organs

As with any suspected link between a chemical and a birth defect, it must be
determined whether the chemical couldreach thefetusin an amount sufficient to cause the
adverse effect. (T. Vol. LXX, pp. 2960-2962; T. Vol. LXXXIV, p. 4977). Here too
DuPont's own studies were instrumental in providing the answers, aswere studies by other

scientists. (T. Vol. LXX, pp. 2962-2963; T. Vol. LXX, pp. 2972-2976).



Studies by DuPont's European affiliate ICl have shown - and it was undisputed
among all the experts for al parties in the case - that where there has been a dermal
exposure to Benlate, i.e., where the skin has been wetted or sprayed with Benlate, the
Benlate can travel through the skin and into the bloodstream. (T. Vol. LXXXIV,
p. 5018; T. Vol. LXX, pp. 2962-2963; T. Vol. LXX, pp. 2972-2976; R. Vol. XL, p. 7983).
Once in the bloodstream, the active ingredient in Benlate - benomyl - is pumped through
thecirculatory system and, inthe case of apregnant mother, will travel through themother's
circulatory system into the placenta whereupon it reaches the fetal circulatory system.
(T.Vol. LXX, pp. 2960, 2972-2976). Oncethere, the benomyl remainsin the fetus small
circulatory system, and it is there, as the DuPont rat studies showed, that it works its
teratogenic effects. (T. Vol. LXX, pp. 2972-2976; T. Vol. LXXXIV, p. 4977). Thereason
the fetus is affected while the mother is not is that an adult liver is able to break down and
detoxify the benomyl, but the fetus' liver at this early stage is underdevel oped and unable
to detoxify the chemical. (T. Vol. LXX, pp. 2973-2974).

Benlate is a fungicide, a product whose intended purpose is to interfere with or
destroy the tubulins - or microtubules - which form fungus. (R. Vol. XL, p. 8149). This
fact issignificant because fetal growth from fertilized egg into human form with limbs and
organs isdependent on functionsthat must be performed by devel oped and fully functional
tubulins, which are referred to as neurites in the context of the fetal development process

(T.Vol. LXX, pp. 2977-2979), as set forth next. The background information provided on
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this subject of fetal development is common scientific knowledge, and nothing about this
portion of the case was in dispute during the case or tria. (R. passim).

The development of a fetus into human form occurs by a process of cell division
wherecellsdividerapidly, resultingin agreat over-profusion of cellsfromwhich thebody's
limbs, organs, and systems will be formed. (T. Vol. LXX, pp. 2977-2979). From the
plenitude of cells, certain cells are selected as the formative cells by a communication
process that takes place among the cells viathe hairlike tubulins, or neurites, which reach
out and signal certain of the cells to assemble to become the eye, or liver, or other organ.
(T. Vol. LXX, pp. 2977-2979). During the process, a specific time comes when the
formative cells select, through use of the neurite connectors, the requisite number of
additional cells for formation of a particular organ - like the eye - and the remaining,
unselected cellsfrom the over-profusion then undergo apoptosis, or self-programmed cell
death. (T. Vol. LXX, pp. 2977-2978). Since the unselected cells are no longer necessary
for organ formation, they initiate their own demise, fal away, and make themselves
otherwise useful for the developing fetus by becoming nutrients. (T. Vol. LXX, pp. 2977-
2978).

The effect of Benlate on this process - keeping in mind that its intended purposeis
to break down fungustubulins- isthat when it hasreached thefetal circulatory system such
that it can comein contact with the fetus organ formation process, it works the same effect

on the fetal cell microtubules, or neurites, as on fungus tubulins. (T. Vol. LXX, pp. 2981-
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2993). Asthe growth of the cells neuritesisinterfered with or halted by the Benlate, the
neurites are unableto connect with asufficient number of formative cellsat the appropriate
time in the organ development process. (T. Vol. LXX, pp. 2981-2992). Having received
no communication via neurite at the appropriate time, no cells have been "told" that they
were selected as formative cells for the organ, so they all initiate apoptosis, i.e., self-
programmed cell death, leaving the organ unformed and unableto form. (T. Vol. LXX, pp.
2981-2992).

In sum, if neurites or tubulins are interfered with or destroyed at a critical point in
the devel opment of thefetal eyes, for example, the cellshaveno ability to communicate and
no eye organisever formed. (T. Vol. LXX, pp. 2981-2992). So, while Benlate's ability to
destroy or interfere with the formation of tubulinsis useful in preventing the development
of fungus on plants, it isthis same mechanism by which Benlateisableto interferewith the
development of eyes.* (T. Vol. LXX, pp. 2981-2982).

The final determination that was necessary was whether the amount of Benlate to
which Mrs. Castillo had been exposed was sufficient to reach the fetus she was carrying

and interfere with the cell division and selection process then ongoing within the fetus to

‘Benlate can have thesame effect on other organsand the
animal studies show that it can cause multiple malformations-
sometimes singly and sometimes in combination.
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develop the baby's eyes. The evidence - again principally from DuPont's own studies -
showed that it was.

In the DuPont human dermal testing, in which Benlate was being tested for its
ability to pass through human skin and into the bloodstream, Benlate was applied to skin
taken freshly from female post-mortem specimens (T. Vol. LXX, p. 2964) at arate of 20
microliters per square centimeter of skin. (T. Vol. LXXI, pp. 3013-3017). The dermal
studies established - as Defendants experts have conceded - that 10% to 15% of the active
ingredient in Benlate, i.e., benomyl, travels through the skin and into the bloodstream. (T.
Vol. XLVII, pp. 93-94; R. Vol. XL, p. 7983).

In 1980, Dr. Staples, DuPont's Study Director and Staff Teratologist - whowaslater
branded a'Lone Ranger' at DuPont for being honest in reporting hisinitial testing results -
performed rat studies using benomyl. (T. Vol. LXVII, pp. 2412-2420). To DuPont's
dismay, Dr. Staples tests showed that rat babieswere being born with microphthalmiaand
anophthalmia at the extremely low Benlate dose to their mothers of 10 milligrams per
kilogram of body weight per day. (T. Vol. LXVII, pp. 2358-2538). With these results, the
EPA decided that warnings should be issued to pregnant women advising of the potential
teratogenic properties of Benlate. (T. Vol. LXVII, pp. 2424-2425; T. LXXVI, pp. 3712-
3720). DuPont thus had Dr. Staples redo the study - letting Dr. Staples know its "opinion
that the 10 [milligrams per kilogram per day] shouldn't be caled." (T. Vol. LXVII, p.

2430).
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Dr. Staples thus re-did the study and report and republished it in 1982, this time
reporting that the first level at which Benlate had an effect was 62.5 milligrams per
kilogram per day and the no effect level wasreported at 30 milligrams per kilogram aday.
(T.Vol. LXVII, pp. 2412-2432). With the new DuPont test 'results, the EPA withdrew its
stated intention to require awarning. (T. Vol. LXVII, pp. 2412-2432). When the 1980
Staples study was later summarized along with other DuPont studies, it had been altered
to reflect a no-effect level of 30 milligrams per kilogram per day and alow effect level of
62.5 milligrams per kilogram per day, when that was neither what Dr. Staples study had
shown nor what it had reported. (T. Vol. LXVII, pp. 2523-2526). Dr. Staples "could not
explain” that. (T. Vol. LXX, p. 2525).

Dr. Van Velzen, an expert for Plaintiffs whose testimony was never challenged by
DuPont initsFryemotioninlimine (T. Vol. XLV. p. 113), performed in vitro testing with
Benlate, as did DuPont itself. (T. Vol. LXXIII, p. 3248). Dr. Van Velzenisadiagnostic
pediatric and fetal pathol ogist and Professor of Pediatric Pathology at Dalhousie University
in Halifax, Nova Scotia, who has been practicing in teratology for the past 17 years, and
he explained in vitro testing for the jury:

Anin vitro test is any test that is done using biologically living things. For

example, if bacteria that you have in your lungs needed to be studied to see

which drug would kill them to help treat you, you put the bacteriain a petri

dish, you add the drug and you watch the bacteria- dieor not. Thatisanin
vitro test. The word means glass.

14



So any test that is done in the little glass dish or plastic dishiscalled an in

vitro test, and in vitro tests can use cells or parts of body or whole pieces of

skin or a dlice of lung or whatever. Aslong asit isdonein adish, that is

called in vitro and it uses live cells.

(T. Vol. LXXIII, pp. 3242-3249; T. Vol. XLV, pp. 117-118). Dr. Van Vezen'sin vitro
testing was performed using human fetal cells to determine the lowest concentration of
benomy! that would induce apoptosis, or cell death as described above. (T. Vol. LXXIII,
pp. 3248-3257). AsDr. Van Velzen explained, histests - like all in vitro testing - were
concerned with studying effects at the cell level; that is, by whatever route achemical like
Benlate reaches the cells, the level of concentration at which it will cause cell death:
A. I'monlyinterestedin thisstudy onceit getsthere, how much do you
need in the tissue fluid to cause too many cells to die. And that is
what | studied [with Benlate] and my findings were 20 ppb [parts per
billion].
(T. Vol. LXXIII, pp. 3253-3254).

Maintiffs expert Dr. Howard, afetal toxico-pathologist, also did in vitro testing on
Benlate, but histesting was designed to study thelevel at which Benlatewould - not cause
cell death - but interferewith the ability of neurites (the cell'stubulins) to grow and perform
their intended function as communicators. (T. Vol. LXX, pp. 2980-2983). Dr. Howard
described his and other similar studies of Benlate's effect on neurites, which showed that
at concentrationsaslow as 3 parts per billion Benlate could inhibit neurite growth. (T. Vol.

LXX, pp. 2979-2983). Dr. Van Velzen's tests looked at the final step of at what point

actual cell death or apoptosis would be induced, while the studies done and described by
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Dr. Howard looked at neurite retraction or disturbance of neurite growth and ability to
function. (T. Vol. LXX, pp. 2979-2983; Vol. LXXIII, pp. 3253-3254). Dr. Van Velzen
explained the difference between his cell death study and Dr. Howard's neurite retraction
studies:

WEéll, the neurite retraction study essentialy is looking for effect while the

cells are still alive. It looks for a disturbance of function. 1'm one level of

pathology over that. I'm looking for cell death.
(T. Vol. LXXIII, pp. 3254-3255).

Given the results from the rat studies of DuPont's Dr. Staples, from other animal
studies of Benlate performed by other scientists (animal studies are also referred to asin
vivo studies), and from the in vitro testing conducted by DuPont, by Dr. Van Velzen, by
Dr. Howard, and by DuPont's European subsidiary ICl, Dr. Howard was able to calculate
the amounts of Benlate that Mrs. Castillo absorbed through her skin and through inhal ation
from the spray drift incident which were then transported in her bloodstream to the fetus.
(T. Vol. LXX, pp. 2944-2992; T. Vol. LXXI, pp. 3048; T. Vol. LXXII, pp. 3134-3135).
With the amount of Mrs. Castillo's skin that was misted with Benlate, and with 10 to 15
percent of the benomyl crossing through the skin into the bloodstream (as the DuPont
dermal studies had shown), the circulation of the benomyl-carrying blood through her
circulatory system (90% of the first pass goes through the fetus before it even reaches the

mother's liver), and the number of hours before the mother's liver can compl etely detoxify

the benomyl during which period benomyl continues to reach the fetus, Dr. Howard was
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able to calculate that benomyl would have reached the fetal blood supply in an initial
concentration of 100 parts per billion. (T. Vol. LXXI, pp. 3027-3035). Dr. Howard'sin
vitro studies showed that at 3 parts per billion benomyl inhibits cells' neurite growth, and
Dr. Van Velzen's studies showed that at 20 parts per billion benomyl causes cell death. (T.
Vol. LXXI, pp. 3040-3041).

Dr. Howard thustestified that based on areasonable degree of medical and scientific
probability the 100 parts per billion concentration of benomyl that reached the fetal blood
supply from the incident in which Mrs. Castillo was wetted with Benlate would cause cell
death and certainly cause cell neurite growth inhibition. (R. Vol. LXXI, pp. 3042-3043).
(T. Vol. LXX, pp. 2944-2992; T. Vol. LXXI, pp. 3048; T. Vol. LXXII, pp. 3134-3135).
Dr. Howard also specifically addressed the subject which generated the unwarranted
concerns of the Third District about Dr. Howard allegedly 'extrapolating' directly from the
effects of dosesto cellsin vitro to the effects of doses on cellsin aliving embryo:

Thewholeidea of thesetestsisto try and find out at what tissue level effects
would start occurring in the embryo.

Now, one has to say that the cellsin the dish are not in exactly the same
situation as the cells in the embryo because the embryo does have a
circulation and it does have the ability to move things back across the
placenta to the mother.

So, itisin adynamic Situation, whereasin the dish you put in the dose and it
can't actually get out of the dish, but there are studies which show a high
correlation between the effectsthat we seein vitro and effectsthat you will
seein humansand all themajor pharmaceutical companiesusethesetests
on the standard test when they're looking at new molecules and indeed if
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a test like the micronucleus test which you will hear about proves to be

positive, in genera that molecule is thrown away. They don't use it any

further.

They useit asascreening test and they clearly believe that that test is of great

significancein predicting various effectsandit is, of course, the closest that

we can get to experimenting on human beings.
(T. Vol. LXXI, pp. 3041-3042). DuPont expert Holmes agreed that animal studies are
"very helpful” as a predictor of teratogenicity in humans. (R. Vol. XLI, p. 50; R. Vol.
XLVII, p. 78). DuPont scientist Staplestestified that "the government indi catesthat studies
inratsand mice are acceptable” for the purpose of making scientific determinationsthat are
designed to protect human beings that use products made by DuPont. (R. Vol. XI1I, pp.
88-89).
B. Factspertinent to theissue of exposureto Benlate

The Third District's opinion erroneously concludes that "as to DuPont" there was
insufficient evidence presented at trial to show by the requisite greater weight of the
evidencethat Mrs. Castillo wasexposed to Benlate. Thedetailed factsfromthetrial record
are set forth next showing that the trial evidence confirms exactly the opposite of the Third
Didtrict's conclusion. The Plaintiffs presented direct evidence that Donna Castillo was
exposed to an odorless, colorless liquid spray that was windblown across 137th Street in

Kendall, Florida from a Pine Iand U-Pic farm in early November of 1989. Quite apart

from Pine Island's vice president's admission that he was using Benlate on the U-Pic field
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in early November of 1989, circumstantial evidence at trial conclusively established that
the spray was - and could only have been - Benlate.

Maintiff put on direct evidence - Mrs. Cagtillo's testimony - that Pine Iland Farms
was spraying something on the U-Pic field on November 1 or November 2, 1989. (T. Vol.
LVl p. 905). Lynn Chaffin testified that tomatoes had been planted in the field between
October 25 and October 27, 1989, seven or eight days before the November 1 or 2, 1989
spraying. (T.Voal. LIX, p. 1380). Pineldand's spray manager Eddie Sanderstestified that
Pine Island sprays its tomatoes with fungicides within a week to ten days of planting.
(T. Vol. LXXIV, pp. 3364, 3395, 3396), and plant pathologist Dr. McMillan from the
University of Floridaconfirmed that the use of fungicides on tomatoes during thefirst week
after planting is the general practice in Homestead, and, indeed, throughout the United
States. (T. Vol. LXXV, p. 3541). Pineldand's president and owner Jack Wishart also
confirmed that fungicides are used prophylactically stating: "Of courseit has always been
the farm's practice to spray tomatoesto prevent disease." (T. LXVII, pp. 2606-2607). In
fact, he said, "it has been that way as long as they have grown tomatoes.” (T. LXVII, p.
2607).

Pine Iland's chemical purchase records showed that the farm had Benlate available
at thetime (T. Vol. LVIII, p. 1187; T. Vol. LXXV, p. 3607; T. Vol. LIX, p. 1388), and

Defendant Pine Island's answers to requests for admissions propounded by the Plaintiffs
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— whichwereread to thejury at trial — established that no other fungicide was being used
at the field in question on November 1 or 2, 1989. (T. Vol. LXI, pp. 1573-1579).
C. FactsrelatingtotheFryehearing

Asindicated briefly above, prior to trial DuPont filed amotion in limine, adopted by
reference by Pineldand, seeking to exclude the testimony of Dr. Howard, whom Plaintiffs
planned to present at trial as their expert on the issue of the causal link between Mrs.
Castillo's exposure to Benlate and John's microphthalmia. (R. Vol. XII, pp. 2494-2531;
Vol. X1, pp. 2744-2745). DuPont argued in the motion that Dr. Howard's qualifications
and opinion testimony could not meet the Frye test utilized in this State for determining
admissibility of scientific evidence. (R. Vol. XII, pp. 2494-2531).

At the Frye hearing Plaintiffs presented the testimony of various expert witnesses,
aswell asexhibitsillustrating and supporting their testimony. (T. Vol. XLV, XLVI, XLVII;
S.R. 1-69). Paintiffs also filed the affidavit of Dr. Howard and numerous supporting
scientific articles. (R. Vol. XV, pp. 3127-3154, 3160-3280; R. Vol. XVI, pp. 3281-3540;
R.Voal. XVII, pp. 3541-3543). The Defendants presented nothing at the hearing and merely
filed brief, conclusory affidavits after the hearing had concluded. (R. Vol. XV, pp. 3092-
3099, 3106-3110).

The opinion of Dr. Howard which the Third District has erroneously held should
have been excluded is that within reasonable medical probability it was more likely than

not that John Castillo's microphthalmia was caused by his mother's exposure to Benlate
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during the critical window of time when eyes begin to develop in ahuman fetus. (R. Vol.
XV, pp. 3127-3154; R. Vol. XXXI,p. 6208).

Dr. Howard's methodology for reaching the opinion was set out at the Frye hearing
and has been discussed in some detail above. In brief summary, Dr. Howard's entirely
common and accepted approach wasto consider information from all available sources, to
wit: (1) theanimal studies, including DuPont's own rat studies, which showed that Benlate
Is teratogenic and that it specifically causes microphthalmia and anophthalmia; (2) thein
vitro tests performed by DuPont, by Dr. Van Velzen, and by Dr. Howard, which showed
the low levels at which Benlate can impair neurite growth and functioning and induce cell
death - either of which could impair or prevent development of the eyes; (3) the fact that
clinical epidemiological studies are not available because Benlate is atoxic chemical and
thus not suitable for human experiment (R. Vol. XL, pp. 8060-8061); (4) the fact that - as
all expertsagreed - geneticists had conducted every conceivabl e genetic test and could find
no known genetic cause for John's microphthalmia; and (5) the fact that - as Defendants
experts also agreed - there was no evidence of any other environmental cause. (R. Vol.
XV, pp. 3127-3138; R. Vol. XXXI, pp. 6203-6206).

After considering al of the available information, including a search for

epidemiological studies,” an assessment of biological plausibility of various causes, and

"Therewas oneecological epidemiological study donein
Italy - the Spagnolastudy - but it concededly did nothing to
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given the fact that all of the more likely causes of birth defects such a known genetic
defects and common environmental causes had been affirmatively eiminated as
possibilities, Dr. Howard summed up his conclusion as to the cause of John's
microphthalmia:

In a case where you have a known exposure to a known teratogen, during a

window of vulnerability of afetusfor aparticular organ and subsequently that

organ is damaged, you are out of the realm of possibility and into the realm

of probability.

(R. Vol. XXXI, p. 6209).

Dr. Howard's methodology for reaching this conclusion was confirmed as the
generally accepted method by the testimony of Defendants expert Dr. Brent, himself,
except for Dr. Brent's (impossible in the case of toxic chemicals, even the Third District's
decision acknowledges) requirement for 'positive epidemiologies. (R. Vol. XV, p. 3095).
As Dr. Brent stated after going over hiscriteriafor determining human teratogenicity asa
first step, in determining causation "one should eliminate the more likely causes of abirth
defect before determining that another causeis probable. Thisisthe generally accepted
method." (R.Vol. XV, p. 3075).

It was established at the Frye hearing that deliberate epidemiological studies on

humans are not possiblewhentoxic chemicalsareinvolved. (S.R. Tr. 4/30/96 Hearing, pp.

determinewhether any of the pregnantwomen included inthe
studywereever exposed to Benlate. (SR Tr.4/30/9% Hearing, pp.54-
67).
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34-36). It was a so established that animal studies have been generally accepted since the
early part of the century as an appropriate methodology for assessing toxicity and
teratogenicity. (R.Vol. XV, p. 3136). Theinvitro studies conducted by Plaintiffs experts
Dr. Van Velzen and Dr. Howard were undertaken to provide additional information asto
Benlate's potential for causing teratogenic effects:

Althoughwell conducted animal studiesalone - such asthe DuPont rat studies

performed on Benlate - are a sufficient basis for reaching a conclusion of

human teratogenicity, science is a continuing quest for greater accuracy. In

vitro testing was thus devel oped as an additional meansfor assessing toxicity

and teratogenicity, with particular developments in the field within the last

fifteen years. It is generally accepted that in vitro testing is useful in

providing confirming evidence of toxicity or teratogenicity. I n fact, when

| was advised that DuPont had, in thislitigation, called into question the

general acceptance of in vitro testing for toxicity using human cells and

tissue, | contacted a colleague at the EPA. He, in turn, advised methat in

vitro testing iswidely used at the EPA.
(R. Vol. XV, pp. 3136-3137). See also letter from Senior Research Scientist James P.
O'Callaghan, Ph.D, of the United States Environmental Protection Agency, dated April 22,
1996. (R. Vol. XV, p. 3152) ("l can assure you that it is the policy of the U.S.
Environmental Protection Agency to conduct research using tissues derived from
experimental animals and humans. Indeed, it is the mission of the Agency to derive
toxicological datathat relate to the protection of human health against toxic agentsin the

environment. To that end, use of human tissue, when available, is often the first choice

among toxicologists in our research facility.")
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AsDr. Van Vel zen pointed out during the Frye hearing, in vitro testing really gets
to the most basic level at which a substance must be shown to have an adverse effect on
fetal development if it is to be determined a teratogen. (T. Vol. XLV, p. 122). That is,
whether the substance is administered orally or by spray or put in food, it must get to the
fetal cellsat somepointif itisto have ateratogenic effect. (T. Vol. XLV, p. 122). Defense
expert Dr. Holmes fully agreed that the real bottom line is not whether the route of intake
Is dermal or inhalation or ingestion but that the chemical gets into the bloodstream. (T.
LXXXIV, p.4977). And, asset out above and also confirmed by DuPont'sown Dr. Brent,
Benlate does enter the bloodstream and cross the placental barrier into the fetus
bloodstream both in rats and humans. (R. Vol. XL, pp. 8083-8086).

D. Factsreating toinaccuraciesin the Third District's opinion

1. The record establishes that the trial judge understood and properly
applied the Frye test

The Third District's opinion repeated DuPont's wholly unsupported appellate
assertion that the trial court did not understand or apply the correct standard in ruling on
the admissibility of Dr. Howard'stestimony. Y et the record shows - and DuPont itself said
- exactly the opposite on numerous occasions during the actual Frye hearing.

The Third District based its conclusion that thetrial court did not properly apply the
Ramirez/Frye test upon "three statements made by the trial judge at the time she ruled...”

748 So. 2d at 1114. Weinitialy note that none of the statements was madeat the timethe
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judge ruled, but rather throughout the course of the two day Frye hearing. (R. Vol. 45 and
46).
The first statement of the trial court was, in pertinent part:

In other words, if | believe that the scienceisreliable and the jury - it would
assist the trier of fact [under] Frye, I'm going to let it in.

Although the Third District's opinion makes no mention of it, the trial court immediately
followed up that statement with the following:
Now, here, in the test done by DuPont, the in vivo test on mouse bone
marrow, they say in certain dosesthisisdefinitely - it produces micronucleus,
which we now know are death of cells, right?

[DUPONT'S COUNSEL]: Yes.

THE COURT: So we know that in vivo that it does cause cell death in mice
at certain levels.

[DUPONT'S COUNSEL]: Yes.

THE COURT: That's what DuPont scientists say.

[DUPONT'S COUNSEL]: Yes.

THE COURT: Isit afar stretch for ascientist to say, given that, and sincewe
cannot do in vivo tests on human beings, that it is teratogenic in human

beings, as well?

[DUPONT'S COUNSEL]: Yes. Most assuredly, yes. That'swhat | haveto
convinceyou of. * * *

THE COURT: Soyou aretrying to tell methat acompound that istoxic, that

they find it toxic in mice, no scientist would say 'give it to ahuman being, we
will do an in vivo test, because just because it's toxic in mice, there's
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absolutely no correlation between toxicity in human beings,' and you want me
to believe that?

[DUPONT'S COUNSEL]: That's not what I'm saying.
(R. Vol. 47, pp. 52-53).

The Third District was also critical of asecond statement by thetrial court that "the
Frye hearing is not to decide the very seminal issue of this case, whether or not it is a
teratogen, it's to decide whether or not the scientists who want to talk about it have
reliability, and that isthe sole purpose of Frye." 748 So. 2d at 1115. However, when the
trial court made that statement at the Frye hearing, DuPont's counsel responded: " | agree
with you wholeheartedly...." (R. Vol. 47, p. 62).

The Third District then completely took out of context athird statement by thetria
court concerning the "quantum leap™" (with which DuPont's counsel agreed, in any event).
748 So. 2d at 1115. The statement occurred during a colloguy between thetrial court and
Mr. Glynn, DuPont's lead counsel:

THE COURT: O.K., and then you said, "He isthe only scientist who would
say it is a human teratogen.”

MR. GLYNN: Yes, at 20 parts per billion.
THE COURT: O.K. Would you please stop there. Heisthe only scientist
who will say it isahuman teratogen; isthat true? Don't try to qualify it. Just

answer that question.

MR. GLYNN: | don't know if thereis any other scientist who saysit'sa
human teratogen. There probably is, because a lot of things, including
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salt, are human teratogens at a certain level. But we are talking about
dose, so that'swhy | put it up there with the 20 parts per billion.

THE COURT: So now we know it's possibly a human teratogen because
obviously we can't give it to people to find out.

MR. GLYNN: | can't say thatitisnot. | don't know that it's not.

* * *

THE COURT: We are narrowing this. We are really getting to it.

MR. GLYNN: Yes, we are narrowing and focusing sharply on what the
issueis.

* * *

MR. CHUMBLEY [co-counsdl for DuPont]: This question here, whether or
not Benlateisahuman teratogen, aright, that's part of what we are here about
inthiswhole case, but that doesn't satisfy the Plaintiffs burden, because that
determination, assuming that you're Honor or the jury or whomever accepts
the fact that it may be or is a human teratogen, which we say it is not -

THE COURT: WEéll, just two seconds ago he [Mr. Glynn] said it was [a
human teratogen)].

MR. CHUMBLEY: | know, and | think hewas confused. But let'sjust say
for the sake of argument that the jury finds -

THE COURT: | haveto tel you I find it a human teratogen too, so you're
really going to haveaproblem. | don't know what itisinlevels, but I'm going
totell youthat if it'sarat teratogen, most probably it'sahuman teratogen, and
I'm going to make that quantum leap.®

“Taken in context, then,and coming as itdid onthe heels

of DuPont’'s concession thatBenlate isa human teratogen
(@although DuPont contested the dose level asserted by Dr.
Howard), thetrial court's reference toa"quantum leap' could
only have been a sarcastic overstatement.
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MR. CHUMBLEY: You have indicated that, but that doesn't get them
anywhere, Judge.

THE COURT: | already agreed it'sthe dose level that counts. We were at
the same point, absolutely at the same point.

MR. CHUMBLEY: Fine. | understand. Thank you, your Honor.
(R. Vol. 47, pp. 66-69).

2. TheThird District'sopinion also misconstr uesthetestimony of Plaintiffs
experts

With a virtually wholesale adoption of DuPont's inaccurate arguments, the Third
District opinion assumesthat Plaintiffs expertswere using somenovel "direct extrapolation
method" in which they directly extrapolated from "in vitro test results to determine a
teratogenic exposure level in aliving being." 748 So. 2d at 1140. The record shows,
however, that thisis not a true statement, and not what Plaintiffs experts did at all.

Dr. Van Velzen, who performed the in vitro testing on human fetal cells, used his
testing in precisely the same way that all scientists usein vitro testing, i.e., to determine at
what level, or dosage, cellsin apetri dish will react to a given substance, in this instance,
a chemical. (R. Vol. XLV, pp. 137-138). His test showed that the lowest level of
exposure of the cell to benomyl to cause effect was at a concentration of 20 parts per
billion." (R.Vol. XLV, p. 138).

Dr. Van Velzen was clear in pointing out that such in vitro testing isjust one of the

tools used by scientiststo assess potential toxicity or teratogenicity of drugsand chemicals;
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it isastarting point for determining whether the substance has the ability at the most basic
and controlled level - cellsin alaboratory dish - to cause any adverse effect at all. (R. Vol.
XLV, p. 121). As he explained, the fact that the substance has no effect no matter how
high the dosage does not necessarily rule out toxicity because when ingested or otherwise
absorbed into an actual living organism it may metabolize into something toxic. (R. VVol.
XLV, p. 122). Butif thein vitro testing of a substance does have an adverse affect on the
cells, it providesindiciaof its potential for toxicity and requires further testing to ascertain
whether itsinteraction with aliving organism to determine whether metabolical processes
will increase, decrease, or have no effect on itstoxicity. (R. Vol. XLV, pp.121-123). So,
generally accepted methodol ogy approachesassessment of potential toxicity both at the cell
level and in the living organism: "[T]here is atwo step program. Y ou aways have to do
it completely.” (R. Vol. XLV, p. 122).

Of course, inthe case of potentially toxic chemicals, theliving organism testing must
be done with animals - not humans. (R. Vol. XLV, p. 283-285). Hence, in the case of
benomyl, various rat, mouse, and rabbit studies were conducted by DuPont and other
scientists. (R. Vol. XLV, p. 283-285).

But - in express contrast with the Third District's statement that Plaintiffs experts
relied on direct extrapolation from in vitro test resultsto determine a teratogenic exposure

level in aliving being - Dr. Van Velzen stated in the Frye hearing that he was not making

29



any such direct extrapolation, notwithstanding the suggestion DuPont had made during
cross-examination that he was:

Q. What you do or what you did with the in vitro test, that confirms that you
will get a teratogenic effect. But in and of itself if you have no way of
determining a low effect level, meaning how much gets into the mother's
bloodstream to cause an effect, you have no way to really calculate that just
with an in vitro test or a micronucleus test, correct?

A. You cannot calculate alow effect level in the mother simply from the [in
vitro] micronucleus test for exactly the reasons you give.

(R. Vol. XLV, p. 284). Dr. Van Velzen explained why in vitro test results showing the
concentrations at which the cell will be affected cannot be directly trandated into dosages
a theinvivo level:

Q. Doctor, there was reference in one of the objections that | heard to in
Vivo versus in vitro, and based on your training and experience would you
expect adifferent result if benomyl was exposed to a human fetal cell in vivo
versus in vitro? In other words, meaning that the benomyl got to the cell in
the in vivo setting and the benomyl got to the cell in the in vitro setting?

A. The answer to that is you would expect no difference. The important
additional information is that everybody else will point that out as well, that
you then immediately have to ask yourself the question how much getsthere,
Is it metabolized, transported and what is the sensitivity in that surrounding,
and you can argue that up, but you can also argue it down. Let me explain
what | mean.

Another rapidly growing organ at this time is the heart, and if you stop the
heart from growing or reduceits growth, you're going to reduce blood supply
to this rapidly-growing brain. So you could get compounding of any effect
and, therefore, it is bad enough that cells whether they sit in tissue fluid and
are soaked in benomy! can be directly compared to cells when they sit in the
culture dish and are soaked in benomyl, but in real life on the one hand the
baby's liver or fetus' liver or mother's liver takes some benomyl away once
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you give alarge dose early, but in redlity in the fetus, in the embryo effects of
benomy! elsewhere can make life for the brain much more difficult.

Soitisvery difficult to say other than | would expect on acellular level dose
for dose, concentration for concentration the effectsto be the same. Itistill
difficult to predict from that that there would be no effect in the fetus, there
would be alot of effect or other would be even worse effects, but on acell to
cell levd, if it killsat 20 ppb, it istissuefluid, | don't see why it wouldn't kill
at 20 ppb in tissue fluid around the individual cells.

(R. Vol. XLV, pp. 178-179).

It was DuPont's counsel on cross-examination - trying to create a Frye issue where
none really exists - who repeatedly tried to get Dr. Van Vel zen to characterize hisin vitro
testing asmethodology hewasusing in anovel, pioneering way to directly extrapolatefrom

the cell concentration lowest observable effect level (or LOEL as scientists have come to

refer to it) to the lowest observable effect level for Benlate in live humans:

Q.

Right. So you have determined based on the test methodol ogy that you
used what you have said isthe LOEL for Benlate in humans, correct?

No. I'm much more scientific than that.

Correct me, please.

| have said the lowest observed effect on human fetal fibroblast cells
in culture in thisway is as a medium concentration of 20 ppb after 24
hours exposure, and the rest is, the rest is estimation, guesstimate,

projection, as is the whole of clinical teratology.

But when Mr. Ferraro asked you do you know of any reason that it
wouldn't al'so be 20 ppb in the living fetus, you said no.

If you check the transcripts, I'm sure he didn't use the word 20 ppb.
When he said that he specifically asked, Would you, therefore,
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Q.
(R.Vol. XLV, pp. 254-255). When DuPont's counsel continued to pressfor an opinion as
to whether Dr. Van Vel zen thought that if 20 partsper billionisthe LOEL invitroitisalso
likely the LOEL in adeveloping fetus - which wasnot, as Dr. Van Vel zen had made clear
in his testimony, the question hisin vitro testing was conducted to answer any more than
the in vitro testing of any other scientist is conducted to answer that question - Dr. Van
Velzen said that if asked to formulate such an opinion his answer would be that it was

probable:

conclude that it would produce teratogenesis in man, and | said it is
highly likely and my answer to anybody asking me it would be yes.

But soisit not your testimony, then, it is not your testimony that if 20
parts per billion isthe low effect level in the dish with harvested cells,
that it is likely that that is also the low effect level in the developing
fetus; that is not your opinion?

I've actually explained in great detail how the cell sitting in its bath of
tissuefluidsinamedium that containsjust likethat, 20 ppb, might have
less problems, bigger problems or the same, and I've tried to explain
why.

You see, | just need to try to get very straight, ssimple answers.

THE WITNESS:. Just please redo the question.

Q.

Let me do that, sir. The question isisit your opinion that if 20 parts
per billionisthelow effect level inthedish, isit also likely that that is
the low effect level in the developing fetus?

My opinion isthat that is yes, the most probable fact.

Thank you. Now, do you know of any other scientists in your
discipline or any otherswho have said that it isvalid scienceto take the
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A.

low effect level determined in a dish and to conclude that that is the
probable low effect level in the human being, in the developing fetus,
anyone ever?

No, but then they don't get asked that question.

(R. Vol. XLV, p. 257). It was at that point that DuPont's counsel tried to have Dr. Van

Velzen characterize himself as a "pioneer”, only to have Dr. Van Velzen again make it

clear that hisin vitro test results could not be taken alone or taken asintending to represent

the LOEL in adeveloping fetus:

Q.

> o » O 2

So you don't know of a single authoritative peer reviewed work in
which a scientist has used this technique to reach the conclusion that
you've reached regarding low effect level in benomyl, correct?

Yes.

So you're the first, you're the pioneer?

Weéll, it isa position I'm not comfortable in.

But isit true, you're the pioneer of this?

But | haven't said that. What |'ve said, literally what 1've doneis
complete data by others, it can't be taken on its own. | do not
pretend with this test alone to make a statement to the strength of
what you say. The strongest interpretation that | give is added to

everything else it should get us worried about that exposure level
tissue concentration.

(R. Vol. XLV, pp. 257-258).

3.

The Third District's statements about the EPA disregard the record
evidence about DuPont's improprieties in presenting test results to
governmental agencies
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The Third District's opinion states.

[Clontrary to the negative conclusions drawn by Howard and Van Velzen

from these in vivo studies, the Environmental Protection Agency . . .

determined that it did not present a danger to pregnant women either through

inhalation or dermal exposure.
748 So. 2d at 1120. Thisstatement by the Third District disregardsthe record evidence set
forth above that DuPont manipulated itstest results for the sake of obtaining unwarranted
EPA approval for DuPont to distribute Benlate without warnings to pregnant women.

The record also showed that DuPont incorrectly reported its test results to try to
persuade the State of Californiato keep benomyl off its list of reproductive toxins. Dr.
Staplestestified in hisdeposition that the version of his 1980 study that he presented to the
Cdlifornia State Board under Proposition 65 some time in 1993 incorrectly recited his
actual findings. (R. Vol. XIIl, p. 2720).

SUMMARY OF ARGUMENT

The Third District's opinion represents a fundamental misunderstanding of the
scientifically valid basis upon which the Plaintiffs expert opinions were premised, and a
misuse of Frye. The purpose of a Frye hearing is to determine "whether the expert's
testimony is based on a scientific principle or discovery that is'sufficiently established to
have gained general acceptance in the particular field in which it belongs.” Ramirez v.

Sate, 651 So. 2d 1164, 1167 (Fla. 1995), quoting Fryev. U.S, 293 F. 1013, 1014 (D.C.

Cir. 1923). The inquiry should focus upon (1) the general acceptance of the underlying
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scientific principle, and (2) thetesting procedures used to apply that principleto thefacts
of the case at hand. Id. Thetria judge understood and properly conducted that inquiry,
and appropriately denied DuPont's motion to exclude thetestimony of Plaintiffs expert Dr.
Howard. The Third District then incorrectly ruled that the trial court misunderstood Frye
and that the Plaintiffs expert testimony should have been excluded.

The Third District began with a correct acknowledgment that there are three types
of evidence availableto scientistsin order to establish causation in acase such asthis: (1)
epidemiology (studiesto observe the effect of exposure to particular substances upon the
incidents of disease in human populations); (2) in vivo testing (animal testing); and (3) in
vitro testing (analysis of the effects of particular substances on isolated cell systems). 748
So. 2d at 1116.

As the Third Digtrict readily acknowledged, epidemiological evidence is not
generally available for chemicals such as Benlate because it would be unethical to use
humansfor toxicity or teratogenicity testing. Id. Inthecase of chemicals, researchers must
rely primarily upon animal studies to determine potentia toxicity or teratogenicity on
humans. DuPont itself conducted such animal studies in testing Benlate. 1d. The Third
Digtrict, in fact, acknowledged that animal studies have some advantages over
epidemiological studies because researchers can control the environment, reduce the
likelihood of biases affecting the results, and administer large doses of an agent over ashort

period of time. 1d.
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As to in vitro studies, numerous peer-reviewed and published studies introduced
through Dr. Van Velzen at the Frye hearing demonstrate that in vitro testing on animal and
human tissues has been used worldwide for decades - by governments, by industry, and by
educational ingtitutions - as atool in assessing substances' potential for toxicity, including
developmental toxicity or teratogenicity, with the samemethodol ogy and towardsprecisely
the same end asthat of Plaintiffs expertsin conducting hisin vitro testing of benomyl. (R.
Vol. XLV, pp. 144-151; R. Vol. XV, pp. 3163-3280). As but one example, a 1993
Reproductive Toxicology article notesin its abstract:

Much progress has been made over the past decades in the devel opment of

in vitro techniques for the assessment of chemically induced effects in

embryonic and fetal development. * * * Today these tests cannot replace the

existing in vivo developmental toxicity tests. They can, however, be used to
screen chemicals for further development or further testing. In addition,

these in vitro tests provide valuable information on the mechanisms of

developmental toxicity and help to understandtherelevancy of findingsfor

humans. In vitro systems, combined with selected in vivo testing and
pharmacokinetic investigationsin animals and humans, can thus provide
essential information for human risk assessment.
B. Schmid, et. al., Embryonic and Fetal Development: Fundamental Research,
Reproductive Toxicology, Vol. 7, pp. 155-164, 1993. Evidenceat the Fryehearing showed
that DuPont itself has used in vitro testing in assessing the teratogenicity of benomyl. (R.
Vol. XLV, pp. 150-151).
Notwithstanding the fact that Plaintiffs experts had used precisely the same

methodology as all scientists and as DuPont itself, the Third District determined that the
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trial court had erred by admitting the testimony of Plaintiffs experts, becausethetrial judge
misunderstood Frye and because of " uncertainties associ ated with extr apolation both from
animals to humans and from high to low doses.” Id. at 1116-1117.

The record of the Frye hearing, however, affirmatively demonstrated - in contrast
with the statements made in the Third District'sopinion - that thetrial judge was perfectly
conversant with the appropriate determinations to be made at aFrye hearing, and that the
Plaintiffs experts testimony was based only on generally accepted methodol ogiesand uses
of invivo andinvitro studiesin assessing human teratogenicity. Aswas pointed out during
the Frye hearing, the only purpose for scientists throughout the world - including DuPont's
scientists - to conduct in vitro and in vivo testing to assess potential teratogenicity isfor the
sake of assessing potential human teratogenicity. The testing is most assuredly not done
to devote monumental amountsof time and funding to trying to prevent birth defectsinrats.
All scientists involved in the field are accordingly extrapolating to greater and lesser
degrees from in vivo and in vitro studies to human teratogenicity, which in turn always
dependsupon dose. Thus, the Third District'sopinionitself misunderstood the basic science
in suggesting that extrapolation from in vitro and/or in vivo testing to human teratogenicity
and dosage is unprecedented or novel or deserving of exclusion under Frye.

The Third District's decision represents a misapplication of Fryethat signalsthat an
expert's testimony may be excluded in the name of Frye if a court disagrees with the

expert's conclusions, even if the record reflects that his or her methodology was based
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upon generally accepted scientific principles. The decision aso signalsthat in the case of
toxic chemicals, humans and their unborn children must stand without recourse as the
guineapigs, or rats, for the DuPonts of the world in determining human teratogenicity and
toxicity. DuPont and itsilk may use their animal and in vitro studiesto get EPA approval
for launching their products without warnings onto the unsuspecting public, but thevictims
of their toxic products may not use those same - obviously generally accepted - studiesto
prove their clamsin court.

The Third District's conclusions about the exposure evidence and the de minimus
‘clusters' references were also unwarranted by the record. The Third District's decision
should bereversed and the case remanded for reinstatement of the judgment entered on the
jury's verdict.

ARGUMENT
POINT I

THE THIRD DISTRICT'S DECISION MUST BE REVERSED

BECAUSE IT MISUSES FRYE AND UNFAIRLY CLOSES THE

COURTS TO CLAIMANTS INJURED BY TOXIC CHEMICAL

EXPOSURE

Notwithstanding the Third District's misinterpretation of Dr. Howard and Dr. Van
Velzen's testimony, and its mistaken suggestion that the Plaintiffs experts had " conceded"

that their "direct extrapolation” method was new, the record confirms that the Plaintiffs

utilized no such method to begin with. To the contrary, as we have painstakingly
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established, supra, Drs. Howard and Van Velzen utilized the exact same tests that were
utilized by DuPont and other scientists, for the exact same purpose. The Third District
simply misunderstood the testimony and misapplied the Frye test.

In Ramirezv. Sate, 651 So. 2d 1164 (Fla. 1995), this Court established afour step
process for determining the admissibility of expert opinion testimony:

(1) Thetria judge must determine whether such expert testimony will assist the
jury in understanding the evidence or in determining the fact at issue;

(2) The tria judge must decide whether the expert's testimony is based on a
scientific principleor discovery that is" sufficiently established to have gained
general acceptancein the particular field in which it belongs' [the Frye test];

(3) Thetria judge must determine whether a particular witnessisqualified asan
expert to present opinion testimony on the subject at issue; and

(4) If so, the judge may then alow the expert to render an opinion, and it is then
up to thejury to determinethe credibility of the expert's opinion, which it may
either accept or reject.

Ramirez, 651 So. 2d at 1167.

Thus, the Ramirez test requires the trial court to make three determinations; the
fourth step is ssimply to allow the expert to testify, which necessarily follows if the first
three steps are satisfied. Nelson v. State, 748 So. 2d 237 (Fla. 1999), cert. denied, 120 S.
Ct. 950, 45 L. Ed. 2d 825 (2000). The Third District noted that the trial court had
appropriately accomplished the first two steps. 748 So. 2d at 1115 n.7. However, the

Third District erroneously concluded that the trial court had failed to "make the finding

required by Frye..." Id.
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The Third District misapplied Frye in severa respects. First, despite its claimsto
the contrary, it incorrectly focused upon the conclusions of the Plaintiffs experts, rather
thanwhether those conclusionswere based upon underlying scientific principlesand testing
methodologies which are generally accepted in the scientific community. Then, after
improperly turning itsfocus upon the conclusions of the Plaintiffs experts, the court relied
almost exclusively upon federal and state caselaw which appliesaDaubert standard, rather
than the Frye test. In particular, the District Court relied upon a series of Daubert-based
disallowances of expert testimony in cases involving the pharmaceutical drug Bendectin,
al of which were decided in the context of overwhelming and uncontradicted
epidemiological evidence that Bendectin is not a human teratogenic.

Under Floridas Frye standard, contrasting conclusions, based upon the same
scientifically acceptable tests, present a classic difference of opinion which, according to
Mills v. Sate, 476 So. 2d 172 (Fla. 1985), and Berry v. CSX Transportation, Inc., 709
So. 2d 552 (Fla. 1st DCA 1998), rev. denied, 718 So. 2d 167 (Fla. 1998), must be
resolved by thetrier of fact. AstheBerry Court observed, "Frye allows opposite opinion
testimony from experts relying upon the same generally accepted scientific principles and
methodologies." Berry, 709 So. 2d at 567. Accord Brimv. Sate, 695 So. 2d 268, 269 (Fla
1997). And, the Berry court concluded that:

Under Frye and its Florida progeny, when the expert's opinion
is well founded and based upon generally accepted scientific
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principles and methodology, it is not necessary that the expert's
opinion be generally accepted as well.

709 So. 2d at 567. The Berry court went on to observe that:

Plaintiffs and the defendant's experts relied on essentially the

same diagnostic methodol ogies but drew opposite conclusions

from the available information.
Id., quoting Christophersen v. Allied Sgnal Corp., 939 F.2d 1106, 1111 (5th Cir. 1991),
cert. denied, 503 U.S. 912 (1992).

Here, both the Castillos expertsand DuPont'sexpertsrelied upon the very same
scientifically accepted teststo arrive at opposite conclusions. Yet, in expressand direct
conflict with Berry, the Third District of Appeal hereruled that the Frye standard was not
met.

In so doing, the Third District made the same legal mistake as did the Berry tria
court, which mistakewas corrected by the First Districtinthe Berry v. CSX Transportation
decision cited herein. Unlike the experts here, the experts in Berry did have available
epidemiologica studies. The Berry court's discussion of those epidemiological studies
applies equally here:

From epidemiological studies demonstrating an association,
an epidemiologist may or may not infer that a causal
relationship exists. However, the epidemiological studies
themselves are not designed to demonstrate whether a
particular agent did causethe disease, and thetrial court erred

in concluding that the studies were unreliable because they
falled to establish causal relationship.
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Berry, supra, 709 So. 2d at 567-68.

We have dready demonstrated that Floridas application of Frye opens the
courthouse door to competing conclusions drawn from the same scientifically accepted
studies. The Third District, following DuPont's siren's song has suggested that the
Maintiffs claim that benomyl is a human teratogen is "junk science."

But that notion has been rejected by the State of Californiawhich has now officialy
recognized benomyl asa"chemical known. . . to causereproductivetoxicity," i.e., ahuman
teratogen. 22 California Code of Regulations §12000(c)(1). InWestern Crop Protection
Assn v. Davis, 95 Cal. Rptr.2d 631 (Cal. Ct. App. May 9, 2000), the court described the
two methods used for determining whether a substance should be listed as a chemical
known to the state to cause reproductive toxicity:

Thefirstinvolvesthe judgment of the state'squalified experts

that a chemical " has been clearly shown through scientific

valid testing according to generally accepted principles to

cause. .. reproductivetoxicity...." Thesecondinvolvesthe

judgment of abody, considered to be authoritative by the state's

experts, that has formally identified the chemical as causing

reproductive toxicity.
95 Cal. Rptr.2d at 633. The court went on to note that "in view of the ethical prohibition
in testing humans', the State of California accepts "studiesin experimental animalswhich

indicate . . . an association between adverse reproductive effects in humans and the toxic

agent in question as biologically plausible” 1d. at 636.
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Although the Third District purports to base its decision on a Frye inquiry, in the
fina analysis, the Third District embraced Daubert-spawned federal and (non-Florida)
statelaw precedent. See, e.g., Merrell-Dow Pharmaceuticals, Inc. v. Havner, 953 SW.2d
706 (Tex. 1997). Moreover, despite acknowledging that it would be unethical to conduct
epidemiological tests of the teratogenic effect of Benlate on humans, the Third District
ultimately relied upon the body of case law which has arisen out of Bendectin litigation,
where the overwhelming weight of epidemiologica studies demonstrated that Bendectin
was not a human teratogen. See, e.g., Havner, and cases cited therein. DuPont has no
such body of science to tip the scales in its favor in this case.

Here, the Plaintiffs established, viarecognized and authenticated scientific testing,
that benomy! causes human cell death in vitro, and that it can makeitsway to arat's fetus
invivo. DuPont'sown expert conceded that if benomyl could find itsway to therat'sfetus,
it would likewise find its way to a human fetus. In the final analysis, after reviewing al
availableevidence, including invivoandinvitrotest results, Dr. Howard's opinion wasthat
Benlate more likely than not caused John Castillo's birth defect; Drs. Holmes and Brent
testified, based upon the same evidence, that more likely than not, there was some other
(unknown) cause of John'sbirth defect. According to this Court's application of Frye, both
of those competing conclusions were admissible.

Althoughthe Third District gave nodding recognition to the proposition that "the test

for allowing aplaintiff to recover inatort suit of thistypeisnot scientific certainly but legal
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sufficiency,” Ferebee v. Chevron Chemical Company, 736 F.2d 1529, 1535 (D.C. Cir.
1984), cert. denied, 469 U.S. 1062 (1984) the Court proceeded to announce arule which
requires scientific certainty.

The Third District acknowledged that epidemiological studiesare not a"mandatory
pre-requisite to establish atoxic substance's teratogenicity in human beingg.]" 748 So. 2d
at 1120. Nevertheless, the Third District improperly went on to hold that a plaintiff who
wishesto establish asubstance'steratogenicity in human beings must not only establish that
the methodology used in these studies is generally accepted, but must also establish that
the method of "extrapolating” from the achieved resultsisgenerally accepted intherelevant
scientific community. Id. What the Third District overlooked was that "extrapolation” is
but a synonym for "conclusion."’

In short, the Third District has held that in order to meet the Frye admissibility
standard, the plaintiff must establish that his or her experts conclusions are widely
accepted in the scientific community. Aswe noted above, thisisexpressly and directly at
odds with Frye, Ramirez, Brim, and Berry v. CSX Transp., Inc.

In light of the fact that it is undisputed that epidemiological tests are not available,

the Third District has in essence told the Plaintiffs that even though science considers

The Concise Oxford Dictionary defines"extrapolate”as
"infer morewidely froma limited range of known facts"while
It defines "conclude" as "infer (from given premises)."
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Benlateto be too dangerousto humansto conduct studies of itseffects on pregnant women,
the resulting lack of positive proof of its harmful effect in the form of human
epidemiol ogical research - despitethefact that thereisno countervailing proof that itisnot
a human teratogen - results in a liability windfall for DuPont and effectively bars the
Cadtillos' access to the courts.

TheThird District'sopinionisalso squarely at oddswith the overwhelming majority
of federal circuit courts of appea (applying Daubert) which have held that "a medical
opinion on causation based upon areliable differential diagnosisis sufficiently valid [.]"
Westberry v. Gislaved Gummi AB, 178 F. 3d 257, 263 (4th Cir. 1999); Heller v. Shaw
Industries, Inc., 167 F.3d 146 (3d Cir. 1999); Kennedy v. Collagen Corp., 161 F.3d 1226
(9th Cir. 1998), cert. denied, 526 U.S. 1099 (1999); Baker v. Dalkon Shield Claimants
Trust, 156 F.3d 248 (1st Cir. 1998); Zuchowicz v. United Sates, 140 F. 3d 381 (2nd Cir.
1998); Ambrosini, supra.

As indicated in Westberry, "differential diagnosis, or differential etiology, is a
standard scientific technique of identifying the cause of amedica problem by eliminating
the likely causes until the most probable one is isolated.” 178 F. 3d at 262. Both the
Plaintiffs expert Dr. Howard and the defense expert Dr. Brent specifically concurred that
thisisthe correct methodology. As stated most succinctly and correctly by Dr. Brent: "the

generally accepted method" is that "one should eliminate the more likely causes of abirth
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defect before determining that another cause is probable.”® (R. Vol. XV, p. 3075). That
Is precisely what the plaintiffs here did. Accordingly, the jury's verdict should be

reinstated.

®INn Florida, the causation standard is"more likely than
Nnot." Goodingv.UniversityHosp.Bldg., Inc., 445S0.2d
1015 (F1a.1984). It is Nnot 95% or 80%, but 51%. RivetVv.Perez, 655 So.
2d 1169 (Fla. 3d DCA1995). And thisCourthasexpressly heldina
Frye context thatexpertevidence isadmissibleeven ifitdoes
Nnot reach aconclusive result Millsv.State, 476 So.2d 172, 176-177
(F1a.1985). In Mills, thisCourt ruled thatscientificevidence of
aneutron activation analysiswasproperlyadmitted into
evidence even though the test‘does not conclusivelyestablish
whether thesubject hasreally firedagun.”The neutron
activation analysis was “relevant because it shows a
probability that thesubjectdid or did not fireagun,andits
probative value is for the jury to determine.” 476 So. 2d at
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POINT I

PETITIONERS PRESENTED MORE THAN
SUFFICIENT DIRECT AND CIRCUMSTANTIAL
EVIDENCE TO CREATE A JURY QUESTION ON THE
ISSUE OF WHETHER THE COLORLESS AND
ODORLESSLIQUID SUBSTANCEWHICHWASBEING
SPRAYED ON THE U-PIC FIELD AND WHICH
MISTED DONNA CASTILLO WAS THE DU POINT
FUNGICIDE BENLATE?®

Both DuPont and Pine Island moved for a directed verdict at the conclusion of the
Plaintiffs case in chief, arguing that the Plaintiffs had failed to present a jury question on
the issue of whether the spray which misted Donna Castillo was the DuPont fungicide,
Benlate. Pine Island championed, and DuPont adopted, the argument that the Petitioners
had stacked "inference upon inference" in order to reach that conclusion.

The Third District acknowledged that Pine lsland had rai sed the argument and made
reference to the authorities relied upon by Pine Isand. However, the Third District
properly rgjected Pine Island's argument since the testimony of Pine Island's own Lynn
Chaffin constituted "direct evidence that Benlate was sprayed on the field in November,
1989." 748 So. 2d at 1112.

Next, however, the Third District inaccurately stated that Chaffin's testimony was

"the only direct evidence presented by Plaintiffs that Benlate was, in fact, used during the

*Having accepted jurisdiction, thisCourtmay review the
districtcourt'sdecision foranyerror. LeisureResorts, INnc.
V. Frank J. Rooney, INnc., 654 So. 2d 911 (Fla. 1995).
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time in question." 748 So. 2d at 1113. The Third District then held, without citing any
authority whatsoever, that although Mr. Chaffin's admission was admissible against Pine
Island, it wasinadmissible hearsay asto DuPont, and that "without hisadmission, thereis
insufficient evidencein thisrecord to establish that Benlate was sprayed on thefarm on the
datesin question." 748 So. 2d at 1113.

Given DuPont's reliance upon the remainder of Chaffin's testimony, and the
testimony of other Pine I sland witnesses with respect to what Pinelsland did or did not do,
we believe that the Third District erred by ruling that Chaffin's admission was not binding
on -- indeed, could not even be considered as to -- DuPont. Regardless, the Plaintiffs
presented more than sufficient evidence as to both Defendants, even without Chaffin's
admission.

In order to establish a jury question on the issue of Donna Castillo's exposure to
Benlate, the Plaintiffsrelied upon (1) direct evidence in the form of Donna Castillo's own
testimony that she was misted by an odorless and colorless liquid that was being sprayed
upon the U-Pic field by atractor on the date in question; and (2) circumstantial evidence
that the substance could only have been Benlate. Sincethefirst fact necessary to establish
that Mrs. Castillo was sprayed by the DuPont fungicide Benlate was established by direct
evidence, theVoelker "inference uponinference” ruledoesnot apply. Long beforeVVoelker,
this Court recognized the propriety of relying upon circumstantial evidencein civil cases.

King v. Weis-Patterson Lumber Company, 168 So. 858 (Fla. 1936); Fireman's Fund
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Indemnity Company v. Perry, 5 So. 2d 862 (Fla. 1942). The inference established by
circumstantial evidence need only outweigh contrary reasonable inferences by a ssmple
preponderance of theevidence. 1d. at 859. Thisdistinction wasreiterated inVoelker, and
alsoinNielsen v. City of Sarasota, 117 So. 2d 731, 733 (Fla. 1960) ("inacivil case, afact
may be established by circumstantial evidence as effectively and as conclusively asit may
be proved by direct positive evidence").

In Voelker, there were no eyewitnesses to an apparent accident; the testimony was
composed " entirely of circumstantial evidence." 73 So. 2d at 404. That fact pattern
resulted in arather unusual legal devel opment, the prohibition against stacking “inference
uponinference." Michael Foster, A Review and Reconsideration of Florida's Rule Against
Basing A Inference on an Inference in Civil Cases, 23 Stetson L. Rev. 743, 788 (1994).
Here, Donna Castillo presented direct evidence that she had been exposed to spray from
a tractor on the U-Pic field in early November 1989. Thus, the Plaintiffs needed to
establish only one fact, or inference, through the use of circumstantial evidence: that the
Spray in question was Benlate.

This caseismost closely analogousto Teate v. Winn-Dixie Sores, Inc., 524 So. 2d
1060 (Fla. 3d DCA 1988), rev. denied, 534 So. 2d 402 (Fla. 1988), which properly rejected
the defendant's attempt to utilize the rule prohibiting the stacking of inference upon
inference to a situation where only one inference needed to be drawn. Charlie Teate

dipped and fell on some peasin the frozen food department of aWinn-Dixie Supermarket.
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Id. It was Teate's contention that the water was there because the peas had been on the
floor for asufficient period of timeto havethawed. Winn-Dixi€'s theory wasthat the water
wasasaresult of "permafrost” or ice crystals on the bag of peasthat instantly melted when
it hit the floor. Since it was established that there was some water on the floor, it was
completely within the jury's province to decidewhy the water wasthere: "Thejury needed
to draw only oneinference [how the water got there] from direct evidence [therewaswater
in the floor] to reach a decision asto the defendant's constructive notice of the condition.”
Id. Similarly, thejury here needed only to draw oneinferencefrom the direct evidence, and
the jury was justified in concluding, from all of the circumstances reflected in the record
that the spray to which Donna Castillo was exposed in early November 1989 was, in fact,
DuPont's fungicide Benlate. See also C.R. Bard, Inc. v. Mason, 247 So. 2d 471 (Fla. 2d
DCA 1971), cert. denied, 251 So. 2d 878 (Fla. 1971) (rejecting application of inference
upon inference rule where the initial inference is established to the exclusion of any other
reasonabl e theory); Frittsv. Collins, 144 So. 2d 850 (Fla. 2d DCA 1962)(same).
POINT 111

THE THIRD DISTRICT ERRED AS TO THE 'CLUSTERS
EVIDENCE

It will be recalled that Donna Castillo was contacted by a British reporter who was
investigating a possible link between the use of Benlate and "clusters’ of children bornin

Great Britain suffering from microphthamia. During the monthlong tria inthiscase, there
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were only the most minor referencesto the word. The subject "clusters." Thiswasin no
way made afeature of thetrial, and the defense made more reference to clusters than did
thePlaintiffs. Accordingly, theisolated referencestowhat the Third District termed "vague
and indefinite" evidencein thefirst place, did not and does not warrant reversal. See, e.g.,
McCarthy v. Zdenek, 508 So. 2d 408 (Fla. 2nd DCA 1987).

Furthermore, the Third District determined - without finding an abuse of discretion -
that whatever relevance the evidence had was outweighed by its potential to prejudice the
jury. Thus, the Third District'sdecisionis contrary to Smsv. Brown, 574 So. 2d 131 (Fla
1991) in which this Court noted that "the weighing of relevance versus prejudice or
confusion is best performed by the trial judge who is present and best able to compare the
two." 534 So. 2d at 133.

CONCLUSION

Based ontheforegoing factsand authorities, Plaintiffs/Petitionersrespectful ly submit
that the decision of the Third District should be reversed and the case remanded with
directions to reinstate the judgment entered on the jury verdict in favor of the
Plaintiffs/Petitioners.

Respectfully submitted,

FERRARO & ASSOCIATES, P.A.
200 S. Biscayne Boulevard, Suite 3800
Miami, Florida 33131

-and-
RUSSO PARRISH APPELLATE FIRM
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