OFFICE OF SPECIAL MASTERS
No. 01-452V
(Filed: March 3, 2004)
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PAUL GARRETT and KIM GARRETT, *

Individudly and as Next Friends of WESLIE *
JULIA ANNIE GARRETT, aMinor, *
*

Petitioner(s), * TO BE PUBLISHED
*
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*
SECRETARY OF THE DEPARTMENT OF *
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Gene S. Hagood, Alvin, TX, for petitioners.
Melonie J. McCall, Washington, DC, for respondent.

MILLMAN, Special Master
DECISION
On August 3, 2001, petitioners filed a petition on behdf of their daughter Wedie Garrett
(hereinafter, “Wedlie") for compensation under the Nationa Childhood Vaccine Injury Act of 1986
(hereinafter the "Vaccine Act” or the "Act”). Petitioners have stisfied the requirements for aprima

facie case pursuant to 42 U.S.C. § 300aa-11(c) by showing that: (1) they have not previoudy collected

1 The Nationa Vaccine Injury Compensation Program comprises Part 2 of the Nationa
Childhood Vaccine Injury Act of 1986, 42 U.S.C.A. 8300aa-1 et seg. (West 1991), as amended by
Title Il of the Hedlth Information, Health Promotion, and Vaccine Injury Compensation Amendments of
November 26, 1991 (105 Stat. 1102). For convenience, further references will be to the relevant
subsection of 42 U.S.C.A. § 300aa.



an award or settlement of acivil action for damages arisng from the vaccine injury; and (2) Wedie
received hepatitis B vaccine in the United States.

Petitioner aleges that hepatitis B vaccination caused her reflex sympathetic dystrophy (RSD),
a0 called complex pain syndrometype |. Respondent denies causation. This case was trandferred to
the undersigned on December 8, 2003.

The undersggned did not hold a hearing in thiscase. The holding of a hearing on entitlement is
within the specid master’ sdiscretion. 42 U.S.C. § 300aa-12(d)(3)(B)(V).

FACTS

Wedlie was born on December 19, 1986. Med. recs. at 12. Shereceived tetanus vaccine in
her right deltoid and hepatitis B vaccine in her left deltoid on August 5, 1999, when she was 12 years
old. Med. recs. a 16, 23, 75. Four days later, on August 9, 1999, she saw her physician, Dr. Thuy
Nguyen, a the Kelsey-Seybold Clinic, complaining that her left arm was very painful to touch with mild
swelling and limited range of movement. The pain had begun on August 8, 1999. She had no fever or
redness. Dr. Nguyen diagnosed pain in the left deltoid secondary to injection. Wediewas 5 foot 2
inches tdl, and weighed 215 pounds. Med. recs. at 22.

Eight months later, on April 17, 2000, Wedlie returned to Dr. Nguyen. He records that she had
pan in her left arm which began after immunization. She had “shooting” pain from the left upper am to
her fingers (the thumb, second and third fingers) which usudly began after use, such asin basketbdl,
throwing, lifting, and playing atrumpet. Wedieisleft-handed. The pain resolved with rest. She denied
that she had numbness or tingling. She complained of weakness secondary to pain. Mrs. Garrett

wanted areferrd to aneurologist. Med. recs. a 21.



On April 26, 2000, Wedie saw Dr. Robert Cruse, a pediatric neurologist. He recorded that
she received hepatitis B vaccine on August 5, 2000, and had pain the following day. Her arm hurt
around the injection Site. The pain then became more generdized and extended. It radiated down her
arm, but ended at the wrist. She could not move her arm because of the pain. She did not have
weakness at that time. Over the next two to three weeks, the pain improved. She did not have
discomfort or problems for one to two months. Then she had intermittent pain in her left arm,
aggravated by use (i.e,, the trumpet). She decreased using her left arm and now it did not seem as
gsrong. Sheisableto play piano with her left hand. Med. recs. at 57.

On physicd examination, Wedlie had equivocd dystrophic skin changes distdly on her |eft am.
Her left hand felt dightly cool compared to her right. In the motor examination, her left arm below the
ebow was dightly smdler than her right. She had dight wesknessin the left arm. Hisimpresson was
that she had reflex sympathetic dystrophy, which seemed to be a component of disuse and loss of
function. He prescribed Neurontin and physica therapy. Med. recs. a 58, 59.

On May 17, 2000, Dr. James M. Killian performed an EMG and nerve conduction study on
Wedli€ sleft arm which proved normd with no evidence of focd denervation. Med. recs. at 120-21.

On August 9, 2000, Wedlie saw Dr. S. Giddings at the Kelsay-Seybold Clinic, who diagnosed
her with reflex sympathetic dystrophy. Med. recs. at 19.

Wedie saw Dr. Cruse again on August 15, 2000. She had had significant improvement with

Neurontin, physical therapy, and a TENS? unit. She had regained essentidly norma range of

2 Transcutaneous dectrica nerve simulators.
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movement of her shoulder and could abduct her left arm directly over her head. Her hand function had
aso improved. Shewas playing piano and swvimming. She no longer had color changes or temperature
changesin her am. Shewasworse under stress. She no longer had a contracture of her aam. She
had normd range of motion, and norma strength proximaly and digtdly. Dr. Cruse' simpresson was
that her reflex sympathetic dystrophy was considerably improved. She had anxiety disorder, possibly
Separation anxiety, and an episodic eating disorder. Med. recs. at 54, 55.

Wedie saw Dr. Cruse on February 27, 2001 and he noted she was redlly improved quite a bit.
She had done relatively well until November 2000 when she had an acute episode of swelling of her |eft
arm with color changes and alot of pain. Her dose of Elavil wasincreased and she continued other
treatments, causing her to improve. She stopped therapy recently and no longer used the TENS unit.
She was playing her trumpet and taking piano lessons. She planned to sign up for golf lessons. She
was exercigng regularly with her mother. On physica examination, she had adight restriction in getting
both hands dl the way over her head and clgpping them together. She had a bit of discomfort in the
proximd testing of the deltoid region. She did not have distal weakness. There were no more color
changes or temperature changes. Hisimpresson was that her reflex sympathetic dystrophy was much
improved. He ingtructed her to continue medications for the next four months. Med. recs. a 52, 53.

Dr. Cruse wrote a letter to petitioners counsel on October 15, 2001 (filing of February 18,
2004). He stated her history and then wrote:

| believe with reasonable medicd certainty that Wedlie has reflex sympathetic
dystrophy (RSD); aso known as complex regiond pain syndrometype | (CRPS).

Thiswas tempordly related to receiving an injection in her left shoulder and that thereis
a probable relationship between having received the injection and the devel opment of



RSD-CRPSI; however, | cannot confirm adirect cause and effect relationship with the
hepatitis B vaccine.

RSD/CRPSI is an organic neuropathic pain syndrome associated with vasomotor
dysfunction of the sympeathetic nervous system. Theinciting cause of this conditionisan
injury to aperiphera nerve. Theinjury can be of various kinds. The mechanism of
injury is unclear and various processes have been suggested but none confirmed.
Proposed mechanisms include: abnormd pain circuitsin the pain perception aress of
the centra nervous system, abnormal interaction of the peripheral sensory nerve and the
sympathetic nerves or possibility [sic] anormd reactivity of distd pain receptorsin the
peripherd nerve. Abnorma processing of pain impulses is associated with autonomic
dysfunction. Autonomic dysfunction contributes to the pain and abnormad circulation to
an extremity with secondary affects to bone and skin.

RSD/CRPS resultsin pain that limits daily activities that require use of the affected

extremity. Movement activates the pain. The pain leads to decreased ability of the

extremity, which propagates immobility. A negative feedback circuit is established and

the consegquences. which may include muscle atrophy, joint contracture and dystrophic

changes in the bone density and skin.

Wedie saw Dr. Cruse on April 11, 2002 and he noted that she continued to improve, but aso
complained of achiness and discomfort in her shoulder, mainly when she maintained it in an abducted
position to play her trumpet. However, she did play the trumpet and participated in the band. She had
good finger dexterity. She started playing on the golf team, but did not have active physica therapy.
She woke two to three times anight. Her physica examination was unremarkable except for pain and
discomfort in the movement of her left arm. She no longer had any change in temperature and her
fingers gppeared normal. Hisimpression was her RSD was much improved. Med. recs. at Ex. 23, pp.
4,5.

On August 6, 2002, Dr. Cruse wrote that Wedi€' s pain syndrome was caused by the

intramuscular injection to her left shoulder. Med. recs. at Ex. 24, p. 1.



On April 3, 2003, Dr. Cruse noted Wedlie had persstent discomfort athough she was
improved. (P. Tab 14, p. 36.) She complained of pain in the joints of her wrigt, in her knee, and less
s0in her dbow. She had rdatively normd finger strength and dexterity and could play her musicd
insruments. Her sgnificant complaint was anxiety. She did not like to be with groups of people and
preferred to be at home. She dso had steady weight gain. On physica examination, she did not have
any dystrophic skin changes or temperature differencesin her ams. Her neurologicd examination was
essentidly unremarkable. She had a dightly decreased range of motion to her shoulder, but some of
this was guarding because of reported pain and discomfort. Her sensory examination was normal. Dr.
Cruse' simpresson was lingering mild symptoms of mild RSD, anxiety disorder, obesity, and polycystic
ovary syndrome. Tab 14, p. 37.

Written Submissons

Respondent filed a report, dated May 1, 2002, from his expert Dr. Kenneth C. Gorson, a
neurologist, who stated that Wedie did not have RSD or complex regiond pain syndrome type 1
because this condition builds up over time without a hiatus or a symptom-free period, and Wedie was
subgtantidly improved and did not seek medicd evduation for eght months after an initid vigt to her
pediatrician. The medica records reflect that Wedi€' s arm discomfort seems to have been directly
related to anxious Stuations and shewasin agood ded of intermittent stress during this period,
including her father’s strokes, her moving to a new house and school, her pet’sdemise, etc. R. Ex. A.

Respondent filed Dr. Gorson’ s supplemental report, dated June 14, 2002, stating there was no

biologicd plaughility linking RSD to hepatitis B and medicd literature does not offer asingle case of it



as acomplication of hepatitis B vaccination. Medica literature does link agodystrophic® syndrome of
the upper limb to tetanus vaccination and chronic arthropathy to rubellavaccinaion. R. Ex. C.

Dr. Cruse responded to Dr. Gorson’ stwo reportsin aletter to petitioners counsel dated
August 6, 2002. (P. Ex. 24, pp. 1-3.) He bdieves Wedi€ sclinical picture was not only consistent
with, but dso typicd of, RSD. He dso believesthat the intramuscular injection she recelved in her left
deltoid caused it. He continues:

Dr. Gorson indicates thet there is not usudly atime interva from precipitating event to
the development of RSD. Thereis no specific criteriafor the interva between the
precipitating event and the onset of symptoms that is required for diagnoss of RSD. In
up to 10% of cases, no definite precipitating event can be identified and then, of course,
defining atime intervd to the onset of Sgns and symptomsisimpossble. The
development of symptomstypicaly evolve with time. Wedie experienced immediate
left arm pain after recaiving an injection. The pain was not limited to a specific nerve
and perssted beyond the duration of locd irritation. There was an interva of
improvement which | indicated was between 4-8 weeks. This was an estimated
interva of improvement but not necessarily a period when she was totally pain free.
She then, over time, developed persstent and increasing pain with associated
autonomic signs and symptoms. The sgns and symptoms of RSD are not typicdly at
their maximum initidly but usudly evolve and become intense over time.

Dr. Gorson comments on the nearly eight month interva before Wedie sfirst pediatric
neurology evauation and would seem to imply a paucity of symptoms during this
interva. | do not believethisis accurate. The eight months before seeing me, & least in
part, was a consequence of the waiting time for an gppointment to the neurology clinic.
During thisinterva she had pergstent symptoms and experienced increasing pain.

Dr. Gorson indicate that there were no “objective’ findings. Thisisnot correct. At the
initid vigt, | described that the left arm demongtrated mild dystrophic skin changes and
as compared to the right arm, the left was cool to touch. | noted that the left arm was
dightly smdler than the right and suggested mild muscle arophy. Sheisleft handed and
it would be anticipated that the dominant arm would be larger. Significant generdized

3 Algodystrophy is “acombination of pain and dystrophic changesin bone....” Dorland's
lllustrated Medical Dictionary, 27" ed.(1988) at 46.
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pain that [Sc] was dicited with minima simulation, only light squeezing of the forearm
was required to dicit pain. The distribution of pain was diffuse and did not have a
gpecific nerve or dermatome ditribution. There was limited passve range of motion a
the shoulder joint which | believe was secondary to contractures caused by lack of use
but dso guarding because of pain with movement. All of these findings are consstent
with the physcd findingsin the early stages of RSD.

Dr. Gorson indicates that it is not typica of RSD to be able to use the affected
extremity for physca activities Wedie had sgnificant limitations of the norma physica
use of her left am. Sheisleft handed, but had to change to writing with her right hand
because even finger movements would dicit intense generdized left am pain. Because
she was motivated, she continued to play her trumpet but had to make adjustments.
She had to firgt passively lift her left arm to the proper position and then place the
ingrument in her hand. She could not pick... up the instrument in her left hand as she
would normaly do.

Dr. Gorson suggests thet ... Wedlie' s symptoms were anxiety related. Certainly she
was very anxious and this intensfied during the course of her RSD. Her anxiety iswell
documented in my office notes. Her anxiety symptoms were treated as part of her
RSD syndrome. Treatment included medication for anxiety, professonad counseling
and biofeedback. Anxiety iswell described in patients with RSD but is not thought to
be the direct cause of the syndrome.

Dr. Gorson mentions that her symptoms and the physica findings improved on follow
up vidts and that she reported being able to play the piano. He impliesthat thisis
evidence againg the diagnosis of RSD. | interpreted the improvement as confirmation
of the diagnosis and an indication of aresponse to her treatment plan. She was
motivated and compliant in doing her physica thergpy. She was aso compliant in her
other trestments that included use of a transcutaneous dectric nerve stimulation unit
[TENS] and taking the prescribed medications which included gabapentin [Neurontin]
and amitriptyline [Elavil]. Over time, with continued trestment, she had flare ups of her
pain but the interva between flare ups increased and the intengity of pain and limitations
of physicd activity decreased. Thisis common with RSD.

Dr. Gorson comments that the e ectromyogram [EMG] and nerve conduction test and
radioisotope bone scan were norma and appears to imply that these findings are
agang the diagnoss. That these tests would be normd isnot surprising. The EMG is
expected to be norma in RSD; this was done to rule out abrachia plexus nerve injury.
The isotope bone scan is commonly normd until the development of late and often
irreversble changes. Gladly, Wedie did not progressto this stage. | believe she
respond[g] to treatment.



Dr. Gorson's letter of June 14, 2002 states that, after an extensive literature search, he

could not document a case of RSD caused by hepatitis B immunization. RSD isknown

to be caused by various precipitating events that are thought to be traumatic to the

nerve. Thetraumatic events are of various kinds including needle injections. The

pathophysiologic mechanisms involved in the development of RSD remain soeculaive.

As| dated in my letter of October 5, 2001, and reiterate in this communication, |

believe Wedie developed RSD and that there was a tempora relationship to the

injection sherecelved. Her injection contained hepatitis B vaccine but | could not

confirm adirect cause and effect to the vaccine; however | cannot rule out a

relationship.

Various criteria have been set forth for the diagnoss of RSD. Although the criteriaare

amilar, they vary dgnificantly. | believe that Wedi€' s case is conggent with the

diagnosis of RSD and was precipitated by the injection which she received.

Respondent submitted a second supplementa report from Dr. Gorson, dated September 4,
2002, after he reviewed P. Ex. 23 (containing Dr. Cruse's medica record of August 16, 2002, and Dr.
Avi S. Raphadli’ s psychologicd records) and stated they did not dter hisinitia opinions. R. Ex. D.

Respondent submitted a third supplemental report from Dr. Gorson, dated September 17,
2002, in which he states he reviewed P. Ex. 24 (containing Dr. Cruse's August 6, 2002 three-page
letter disputing Dr. Gorson’ s opinions). He states that he and Dr. Cruse disagree about the diagnosis of
RSD in Wedie and he stressed there are no medica records to substantiate Wedli€' s claim that she had
increased pain related to RSD during the eight months between vaccination and her firgt vist to Dr.
Cruse. Heisunaware of any reported case of RSD associated with a direct trauma (needle injection)
with spontaneous improvement for 4 to 8 weeks followed by a disabling worsening. He agrees with
Dr. Cruse that there is no reported case of hepatitis B vaccine-RSD in the medicd literature and he

cannot confirm a direct cause and effect rdaionship. R. Ex. E.



Petitioners submitted Tab 26, containing Six articles about RSD. Thefirgt is“Clinicad Concepts
and Commentary - Complex Regiond Pain Syndrome | (Reflex Sympathetic Dystrophy),”by SN. Rga
and T.S. Grabow, 96 Anesthesiology 51254-60 (May 2002).* This article was supported in part by a
grant from the Nationa Ingtitutes of Hedlth. Both authors are a The Johns Hopkins University School
of Medicine. They describe the naturd course and pathophysiology of RSD/CRPS typel as“eusve,
and hence their thergpies remain controversd.” Page 2 [the pagesreferred to in Tab 26 are
petitioners numbering].

The authors sate that CRPS frequently occursin young adults and more frequently in femaes
thaninmdes 1d. “Theonset of CRPSisusually linked to ahistory of trauma, immobilization, or a
procedure such as venipuncture, intramuscular injection, or surgery. Thereisno correlation
between the severity of theinitial injury and the ensuing painful syndrome” Id. (emphasis
added). They continue:

Psychologic factors, such as stressful life events and inadequate coping mechanisms, are

potentid risk factors that influence the development or severity of symptomsin CRPS.

Eighty percent of patients with upper extremity CRPS of lessthan 3 months had a

sressful socid life event within the 2 months before or the month after atrauma
compared with a 20% incidence in control patients.

The authors note: “ Congderable variahility is observed in the intensty of symptoms, the rapidity
of progression of the syndrome, and the response to standard therapies.” Page 3. Characteristic

features required to establish adiagnosis of CRPS type | are: (1) the presence of an initiating noxious

4 Because one page was missing from this article, the undersigned filed the complete article by
my leave on February 20, 2004 as C. Ex. 1. 42 U.S.C. § 300aa-12(d)(3)(B)(1).
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event or a cause of immobilization; (2) continuing pain, dlodynia, or hyperdgesawith pain
disproportionate to any inciting event; (3) evidence a some time of edema, changesin skin blood flow,
or abnormd sudomotor activity in the region of the pain; and (4) the excluson of medica conditions
that would otherwise account for the degree of pain and dysfunction. Id. “Painin CRPSvaiesin
qudity from a deep ache to a sharp stinging or burning sensation. Often, patients report that the pain is
worsened by environmenta (cold, humidity) and emotiond (anxiety, dress) factors” 1d.

The authors describe vasomotor changes causing diverse skin discoloration. A differencein
skin temperature was found in 42% of patients with CRPS. These vasomotor and sudomotor changes
vary not only between patients but dso within patients over time. 1d. There has been no prospective
study of the progression and recurrence of CRPS symptoms. But a recent retrospective study of
CRPStype | identified three different patterns of spread: (1) contiguous spread in dl patients, with the
gradud enlargement of the area affected from distd to more proximd regions of the limb; (2)
independent spread in 70% of patients, depicted by signs and symptoms at sites distant and
noncontiguous from theinitid site; and (3) mirror-image soread. Page 3 of P's exhibit and page 3 of C.
Ex. 1

In petitioners second submisson in Tab 26, “Reflex Sympathetic Dystrophy Syndrome
(RSDS)” by the Reflex Sympathetic Dystrophy Syndrome Association of America (RSDSA), the
authors State, “ Some patients experience periods of remissions and exacerbations. Periods of
remisson may last for weeks, months or years.” [footnote omitted]. Page 16 of exhibit. The authors
depict RSDS in stages. In stage 1, the average duration is one to three months. “In mild casesthis

dtage lasts a few weeks, then subsides spontaneoudy or responds rapidly to treatment.” Page 17. One
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of the causes of RSDS is trauma, often minor, which ranks as the leading provocative event. Page 18.
Previous hypotheses regarding its pathogenesis include injury to a periphera nerve causng
hypersengtivity to circulaing nor-epinephrine, pressure, and movement. 1d. RSDS can start
immediately or up to 10 days after aninjury. Page 27.

Petitioners' third submission in Tab 26 is “Posttraumatic Reflex Sympeathetic Dystrophy:
Mechanisms and Medicd Management,” by R.B. Patt and K. Bdter, 1 J Occupational Rehab 1:57-
70 (1991). They date that the causative event is generdly traumatic, but can vary widely from trivid to
mgor. Page 34. “The hdlmark of RSD ispain that isout of proportion toinjury.” Id. Itisusudly a
variant of neuropathic pain. 1d.

Petitioners fourth submission in Tab 26 is* Reflex sympathetic dystrophy: A review,” by R.M.
Shelton and C.W. Lewis, 22 J Am Acad Dermatol 513-20 (1990). The authors state that the fist
sgnsof RSD occur between 3 days and 3 weeks after injury. The first stage lasts approximately one
month. Pain isthe most characteristic symptom. Page 47. The second stage, manifested by dystrophy
congsting mainly of vasocondtriction and cold intolerance, but less pain, manifests between 3 and 7
months after injury and lasts gpproximately 3 to 6 months. 1d. The third stage occurs by the eighth
month of injury with variability in pain. 1d. The authors state that the diagnosis of RSD depends
primarily on clinical assessment and that laboratory tests are not for the most part useful. Page 50.

Petitioners fifth submisson in Tab 26 is “Reflex Sympathetic Dystrophy and Causalgid’ by R.J.
Schwartzman, 10 Neurology of Trauma 4:953-73 (1992). Dr. Schwartzman statesthat RSD “isa
progressive illiness usudly initiated by periphera traumato anerve plexus or soft tissue” [citations

omitted]. Page55. Generdly, pain, swelling and autonomic dysfunction dominate the first phase of
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RSD, followed by movement disorder, trophic changes and autoimmune phenomenon in the second
and third phase. 1d.

Petitioners sixth submission in Tab 26 is* Complex Regiond Pain Syndrome, Type | (Reflex

Sympathetic Dystrophy) (1-4)” as part of Classification of Chronic Pain. Descriptions of Chronic Pain

Syndromes and Definitions of Pain Terms, 2d ed., Task Force on Taxonomy of the International

Association for the Study of Pain, eds. H. Merskey and B. Nikola, 41-42 (1994). The authors state
that the usud course of CRPS Type | isvariable and that it usudly develops after an initiating noxious
event, isnot limited to the distribution of a Sngle peripherd nerve, and is disproportionate to the inciting
event. Page 79.
DISCUSSION

Petitioners are proceeding on atheory of causation in fact. To satisfy their burden of proving
causation in fact, petitioners must offer "proof of alogica sequence of cause and effect showing thet the
vaccination was the reason for the injury. A reputable medica or scientific explanation must support

thislogica sequence of cause and effect.” Grant v. Secretary, HHS, 956 F.2d 1144, 1148 (Fed. Cir.

1992). Agawsa v. Secretary, HHS, 33 Fed. Cl. 482, 487 (1995); see also Knudsen v. Secretary,

HHS, 35 F.3d 543, 548 (Fed. Cir. 1994); Daubert v. Merrel Dow Pharmaceuticas, Inc., 509 U.S.

579 (1993).
Without more, "evidence showing an absence of other causes does not meet petitioners

affirmative duty to show actud or legd causation." Grant, supra, 956 F.2d at 1149.
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Petitioners must not only show that but for the vaccine Wedie would not have had the injury,

but aso that the vaccine was a subgtantid factor in bringing about her injury. Shyfacev. Secretary,

HHS, 165 F.3d 1344 (Fed. Cir. 1999).
In essence, the specid magter islooking for areputable medica explanation of alogica
sequence of cause and effect (Grant, supra, 956 F.2d at 1148), and medica probability rather than

certainty (Knudsen, supra, 35 F.3d at 548-49). To the undersgned, medica probability means

biologic credibility or plausibility rather than exact biologic mechanism. Asthe Federd Circuit Sated in
Knudsen:

Furthermore, to require identification and proof of specific biological mechanisms would
be inconggtent with the purpose and nature of the vaccine compensation program. The
Vaccine Act does not contemplate full blown tort litigationinthe Court of Federd Claims.
The Vaccine Act established afederd * compensation program” under whichawardsare
to be“madeto vaccine-injured persons quickly, eesly, and withcertainty and generosity.”
House Report 99-908, supra, at 3, 1986 U.S.C.C.A.N. at 6344.

The Court of Federal Clams is therefore not to be seen as a vehide for ascertaining
precisely how and why DTP and other vaccines sometimes destroy the hedth and lives
of certain children while safely immunizing mogt others.

35 F.3d at 549.

Although the United States Supreme Court in Daubert v. Merrell Dow Pharmaceuticals, Inc.,

509 U.S. 579 (1993), listed various criteria for federal district court judgesto follow in their role as
gatekeeper for the admission of scientific and medica evidence, such criteriaare merdly aidesin
evauation, rather than prescriptions, for the Office of Specid Magters. Even in federd digtrict courts,

“Daubert’slist of specific factors neither necessarily nor exclusively applies. . . inevery case. . . [and
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itg ligt of factors was meant to be helpful, not definitive” Kumho Tire Co., Ltd. v. Carmichadl, 526

U.S. 137, 141, 151 (1999).
In the Office of Specia Masters, even the Federd Rules of Evidence are not required.®
Invariably, consstent with the legidative intent in creating the Vaccine Program, the specid masters

admit most evidence. But see, Domeny v. Secretary, HHS, No. 94-1086V, 1999 WL 199059 (Fed.

Cl. Spec. Mstr. March 15, 1999), &f'd, (Fed. Cl. May 25, 1999) (unpublished), aff’d, 232 F.3d 912
(Fed. Cir. April 10, 2000) (per curiam) (unpublished) (proffer of dentist’s testimony for diagnosis of a
neuropathy rejected)

Asthe Federd Circuit stated in Knudsen, supra, 35 F.3d at 548, “Causation in fact under the
Vaccine Act is thus based on the circumstances of the particular case, having no hard and fast per se
scientific or medical rules” Thus, the task before the undersigned is not to delineste how petitioners
evidence does or does not satisfy the Daubert litany of support in peer-reviewed medicd literature,
concurrence among a mgority of physiciansin the fidd of neurology, and confirmative testing of
methodology. Rather, the task isto determine medica probability based on the evidence before the
undersigned in this particular case.

The Federd Circuit in Knudsen states that requiring “identification and proof of specific

biologica mechanisms would be inconsstent with the purpose and nature of the vaccine compensation

program.” 35 F.3d at 549 (emphasis added).

5 CFC Rules, Vaccine Rule 8(b) Evidence. “In receiving evidence, the specid master will not
be bound by common law or satutory rules of evidence. The specid magter will consder dl relevarnt,
religble evidence, governed by principles of fundamentd fairness to both parties.”
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The lack of epidemiologic evidence to show that vaccinations such as hepatitis B cause RSD is
not detrimental to petitioners case. In Knudsen, supra, the Federa Circuit stated that evidence
showing that viral infections more often cause encepha opathies than do vaccines was not proof in an
individua case that a virus and not the vaccine was the cause of encepha opathy:

The bare statistical fact that there are more reported cases of vira

encepha opathies than there are reported cases of DTP encephaopathiesis  not

evidence that in aparticular case an encephaopathy following aDTP

vaccination was in fact caused by avird infection present in the child and Onot caused

by the DTP vaccine.

35 F.3d at 550.

Dr. Gorson, respondent’ s expert, does not believe that Wedie had or has RSD because there
was a hiatus of eight months between the time she saw her pediatrician Dr. Nguyen (four days after
vaccination, complaining of pain starting the day before) and the time she went to her pediatric
neurologis, Dr. Cruse. But the medicd literature as well as Dr. Cruse state that the course of RSD is
not Smilar between patients or even within the same patient. After theinitia period of intense pain
which is out of proportion to the trauma causing it, there is a second period which may be less intense.
The record shows that Wedlie was persstent in keeping up her activities: her trumpet, her piano, golf.
Even if she had to write with her right hand (she is left-handed), she perssted. The court accepts Dr.
Cruse' s opinion that a hiatus with lessened pain istypica of RSD, which waxes and wanes. His
opinion is buttressed by the literature petitionersfiled. What is sgnificant isthat contemporaneous

medicd records (Dr. Nguyen's) show Wedlie had arm pain three days after her vaccination, with

subsequent temperature and color changes and atrophy (noted and recorded by Dr. Cruse) over along
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period of time. (Curioudy, Dr. Gorson stated there were no objective sgns of Wedi€' s having RSD.
But the records are replete with them.)

Wedi€'s course of RSD has waxed and waned not only over months, but over years. In
genera, she has done well, but she has rdapses, and her anxiety (which preceded her vaccination and
is not caused by it) prompts further episodes of arm pain, none of which Dr. Cruse notes is very serious
and dl of which responds to treatment.

Dr. Gorson gates that thereis no medicd literature linking RSD with hepatitis B vaccine. But
thereis plenty of medicd literature, and petitioners submitted it, linking RSD with traumaand
vaccinations. Dr. Cruse stated it results from injury to a periphera nerve. 1t does not matter what isin
the vaccing; it isthe act of vaccinating that causes theinjury. Dr. Gorson’s protestations about lack of
medicd literature are not believable.

Dr. Gorson gates that Dr. Cruse does not believe hepatitis B vaccination caused Wedie injury
because some of Dr. Cruse' s phraseology appears to undercut thisview. Dr. Cruseisnot alawyer; he
isadoctor. Some of his phrasing is contradictory,® but hisintent is clear: he believes more likdly than
not that Wedli€' s hepatitis B vaccination caused her RSD. The undersigned does not need an opinion
to amedica certainty. The undersgned needs an opinion of more likely than nat, i.e. probable or

50.1%.

6 Inaletter to petitioners counsel dated October 15, 2001, Dr. Cruse states Wedie's RSD
was temporaly related to the hepatitis B vaccination and “there is a probable relationship between
having received the injection and the development of RSD-CRPSL; however, | cannot confirm a
direct cause and effect relationship with the hepatitis B vaccine.” [emphasis added]. On August 6,
2002, Dr. Cruse wrote that Wedli€'s pain syndrome was caused by her vaccination.
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Dr. Cruse has gated he believes that the vaccine caused her injury, and, in hisletter to
petitioners counsdl dated August 6, 2002, he reiterates, not only that Wedlie has RSD but also that her
hepatitis B vaccine caused it:

| believe her pain syndrome was caused by the intramuscular injection that she recaived

to her |eft shoulder....

| believe that Wedi€' s case is consgstent with the diagnosis of RSD and was

precipitated by the injection which she received. [first and last pages of hisetter].

In that |etter, Dr. Cruse takes Dr. Gorson’ s reports gpart in nine separate paragraphs, issue by issue, to
dispute Dr. Gorson's contention that Wedie did not have RSD and, even if she did, hepatitis B vaccine
did not cause it. Obvioudy, Dr. Cruse disagrees with Dr. Gorson.

Dr. Gorson states that he does not know how hepatitis B vaccine would cause RSD and he
repests Dr. Cruse' s admitted lack of knowledge of a mechanism aswell. But the Federa Circuit in
Knudsen, supra, stated that, in order for petitioners to satisfy their burden, the undersigned does not
have to know the specific mechanism; to ingst on their proving it would be inconsstent with the
Vaccine Act. 35 F.3d at 549.

Petitioners have satisfied their burden of proving that but for hepetitis B vaccination, Wedie
would not have developed RSD, and that hepatitis B vaccination is a substantid factor in Wedie's
development of RSD.

CONCLUSION
Petitioners are entitled to reasonable compensation. The undersigned hopes that the parties

may reach an amicable settlement, and will convene atelephonic status conference on Tuesday, April

20, 2004, at 10:30 am. to discuss the parties progress. The parties should be aware that dternate
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dispute resolution is available to them as wdll, and if they choose ADR, they should contact the

undersigned. Should the parties not be able to stle this case, the undersigned will hold a damages

hearing.

IT ISSO ORDERED.

DATE LauraD. Millman
Specia Master
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