
 

IN THE UNITED STATES DISTRICT COURT 
FOR THE DISTRICT OF MASSACHUSETTS 

 

MICHAEL J. TERSIGNI, 

Plaintiff, 

v. 

WYETH LLC f/k/a AMERICAN HOME 
PRODUCTS CORPORATION, et al., 

Defendants. 

CIVIL ACTION 

No. 1:11-cv-10466-RGS 

 

 
DEFENDANTS’ PRE-TRIAL MEMORANDUM 

 Pursuant to the Court’s Order Setting Civil Case for Jury Trial entered February 24, 2014 

(Dkt. 84), Defendants Wyeth LLC f/k/a American Home Products Corp., Wyeth Pharmaceuticals 

Inc., Wyeth-Ayerst Laboratories, and Wyeth-Ayerst Pharmaceuticals, Inc. (“Wyeth”) submit this 

pre-trial memorandum, which sets forth the facts relevant to the disposition of this case, the 

applicable statutory and case law, and other issues as to which there are foreseeable disputes 

concerning issues of law. 

INTRODUCTION 

Plaintiff Michael Tersigni (“Plaintiff”) brought this action alleging that he developed 

pulmonary arterial hypertension (“PAH”)1 as a result of his ingestion of the diet drug Pondimin 

for approximately six months in 1997.  Wyeth has filed various briefing in support of its Daubert 

motion, motion for summary judgment, and motions in limine.  These briefs set forth, in detail, 

Wyeth’s view of the relevant facts and much of the relevant law applicable to this trial.  The 

Court has also now ruled on many of these motions, and the Court’s orders affect the scope of 

                                                 
1 PAH is formerly known as primary pulmonary hypertension (“PPH”).  PPH is an older term no longer used 
in the medical community.  Wyeth may use the terms “PAH” or “PPH” interchangeably throughout this Pre-Trial 
Memorandum. 
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the evidence that the parties will present.  Wyeth here provides a brief summary of the relevant 

facts and the law governing Plaintiff’s claims, and provides the Court with a discussion of legal 

issues likely to arise at trial. 

FACTS RELEVANT TO THE DISPOSITION OF THIS CASE 
 
I. PLAINTIFF 
 

Plaintiff is a 58-year-old man who divides his time between Vero Beach, Florida and 

Ipswich, Massachusetts, but lives most of the year in Vero Beach.  See Pl.’s Dep. at 21:11-22:18 

(Mar. 6, 2012) (Ex. A).  Plaintiff has suffered from health consequences associated with obesity 

for more than 20 years. See, e.g., id. at 150:4-15 (Ex. A).  At the time of his deposition on March 

12, 2012, he was 5’9” and weighed 273 pounds, resulting in a body-mass index (“BMI”) of 40.3.  

Id. at 150:16-20 (Ex. A); see also Dr. Kent Sharian Dep. at 154:21-155:2 (noting that Plaintiff is 

5’9”) (Ex. B).  Plaintiff also smoked two packs of cigarettes per day for at least fifteen years, and 

his medical records document some use of recreational drugs, and long-standing abuse of 

alcohol, prescription narcotics (such as Percocet), and benzodiazepines (such as Lorazepam).  

Pl.’s Dep. at 151:22-154:7, 200:5-7, 200:22-201:10, 201:15-203:9 (Ex. A).  Since 2006, Plaintiff 

has been considered disabled by the Social Security Administration due to heart failure from his 

left heart disease and sleep-related breathing disorders.  Id. at 92:11-22 (Ex. A); see also Social 

Security Administration Disability Records for Michael Tersigni [380:0350] (Ex. C).  Plaintiff 

suffers from hypertension, high cholesterol, diastolic dysfunction, left heart disease, severe 

obstructive sleep apnea, gout, degenerative joint disease, metabolic syndrome, chronic back pain, 

sciatica, stress and anxiety, chronic renal failure (including multiple episodes of acute renal 

failure), and gastroesophogeal reflux.  See, e.g., Pl.’s Dep. at 15-17, 20, 151, 183, 188-89, 191 

(Ex. A). 
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II. FACTS REGARDING PULMONARY HYPERTENSION AND PAH 

Pulmonary hypertension (“PH”) is a medical condition characterized by elevated blood 

pressure in the blood vessels of the lungs.  Aaron B. Waxman, M.D. Dep. at 26:13-17 (Mar. 8, 

2012) (Ex. D); see also Stuart Rich, Classifications and Clinical Features of PHT, PULMONARY 

CIRCULATION: DISEASES AND THEIR TREATMENT 147, 147 (Andrew Peacock, Lewis Rubin, eds., 

2nd ed. 2004) (Ex. E).  PH can be caused by a variety of other medical conditions including, but 

not limited to, obesity, sleep apnea, hypoxia and lung diseases, various metabolic disorders, and 

chronic thromboembolism.  The most common cause of PH is left-sided heart disease.  Rich, 

Features of PHT at 147-48; see also Dr. Waxman Dep. at 26:18-27:11 (Ex. D).  

In this case, Plaintiff claims to have PAH – one of five recognized types of PH and, in 

fact, the only type of PH that has been associated with the ingestion of diet drugs.2  See, e.g., 

Pl.’s Second Am. Compl. ¶¶ 2-4 (Nov. 19, 2013) (Dkt. 65).  In order to support a diagnosis of 

PAH, the consensus medical definition requires that the patient meet all three of the following 

hemodynamic criteria as measured with the patient at rest during a right heart catheterization: 

(1) a mean pulmonary artery pressure of greater than or equal to 25 mmHg; (2) a pulmonary 

capillary wedge pressure (“PCWP”) of less than or equal to 15 mm Hg; and (3) an increased 

pulmonary vascular resistance (“PVR”) of greater than 3 Wood units.3  These hemodynamic 

criteria distinguish between pulmonary hypertension that is arterial in nature (i.e., limited to the 

vasculature leading from the right side of the heart to the lungs) or venous in nature (i.e., 

                                                 
2 The five types of pulmonary hypertension are: pulmonary arterial hypertension (WHO Group 1), 
pulmonary hypertension due to left heart disease (WHO Group 2), pulmonary hypertension due to chronic lung 
disease and/or hypoxia (WHO Group 3), chronic thromboembolic pulmonary hypertension (WHO Group 4), and 
pulmonary hypertension due to unclear multifactorial mechanisms (WHO Group 5).  Gerald Simonneau, MD, et al., 
Updated Clinical Classification of Pulmonary Hypertension, 62 J. Am. Coll. Cardiology D34, D34-D35 (2013) (Ex. 
F). 
3 See Gerald Simonneau, MD, et al., Updated Clinical Classification of Pulmonary Hypertension, 62 J. Am. 
Coll. Cardiology D34, D34-D35 (2013) (Ex. F); see also Vallerie V. McLaughlin, et al., ACCF/AHA 2009 Expert 
Consensus Document on Pulmonary Hypertension, 53 J. AM. COLL. CARDIOLOGY 1573, 1585, 1588 (2009) (Ex. G). 
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occurring the vasculature from the lungs to the left side of the heart), such as that which is due to 

left-sided heart disease or diastolic dysfunction.  Notably, PAH is a diagnosis of exclusion that 

requires a physician to rule out all other types of PH before concluding that the patient has PAH.  

See Hoeper, et al., Definition and Diagnosis of Pulmonary Hypertension, 62 J. AM. COLL. 

CARDIOL. D42, D42, D44, D47 (2013) (Ex. H).  It is far more common for an individual to have 

PH caused by left-sided heart disease than to have PAH.  See cf. id. (Ex. H).  Indeed, PAH is 

extremely rare, occurring at a rate of approximately 1-2 cases per million per year in the overall 

population.  See, e.g., Anne V. LaRaia, M.D., Aaron B. Waxman, M.D., Pulmonary Arterial 

Hypertension: Evaluation and Management, 100 S. MED. J. 393, 393 (2007). 

The evidence in this case reveals that Plaintiff does not meet the hemodynamic criteria 

for a diagnosis of PAH.  Instead, Plaintiff has pulmonary hypertension due to left heart disease, 

which is pulmonary venous (not arterial) hypertension, and which has never been shown to be 

caused by the use of diet drugs. 

III. THE INTERNATIONAL PRIMARY PULMONARY HYPERTENSION 
STUDY 

The science behind diet-drug-induced PAH begins and ends with the International 

Primary Pulmonary Hypertension Study (“IPPHS”), a five-country epidemiological study which 

was, and still is, the definitive study regarding pulmonary arterial hypertension and diet drugs.  

See Abenhaim L., Moride Y., Brenot F., et al., Appetite-suppressant drugs and the risk of 

primary pulmonary hypertension. International Primary Pulmonary Hypertension Study Group, 

335 N. ENGL. J. MED. 609 (1996) (Ex. I).  The results of the IPPHS demonstrated a rare but 

medically significant association between the ingestion of diet drugs and the development of 

pulmonary arterial hypertension, depending on the duration of use.  Id. at Table 3 (Ex. I).  

Although the incidence of PAH is very rare (approximately 1-2 cases per million per year in the 
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general population), patients who ingested diet drugs experienced an approximately six-fold 

increased risk of developing pulmonary arterial hypertension; patients who ingested diet drugs 

within the twelve months before the study date displayed an approximately ten-fold increased 

risk, but patients whose use of diet drugs ended more than twelve months before the study date 

only displayed an approximately two-and-a-half-fold increased risk.  Id. (Ex. I).  The IPPHS is 

the only epidemiological study exploring the relationship between pulmonary arterial 

hypertension and diet drugs. 

IV. FACTS REGARDING RELEVANT PONDIMIN LABELING 

The U.S. Food and Drug Administration (“FDA”) first approved Pondimin4 for use as an 

appetite suppressant in the management of obesity in 1973.  See Letter from J. Richard Crout, 

M.D. to A.H. Robins Co. (June 11, 1973) (Ex. J).  The initial Pondimin packaging included no 

warnings regarding PPH because, at that time, there were no suspicions that the ingestion of diet 

drugs could cause PPH.  As with labeling for all prescription medications, the labeling for 

Pondimin changed over time, and numerous updates were made before Plaintiff was first 

prescribed the drug in February 1997.  Wyeth respectfully submits that the only significant 

labeling in this case is that which appeared on the Pondimin packaging at the time Dr. Kent 

Sharian, Plaintiff’s only prescribing physician, prescribed Pondimin to Plaintiff from February 

1997 to July 1997. 

Beginning in June 1996, the FDA approved substantial updates to the Pondimin label 

based on the preliminary – and later final – results of the IPPHS.  See, e.g., Dr. Sharian Dep. at 

93:1-94:3, 101:17-104:15 (Ex. B).  Thus, at the time Dr. Sharian prescribed Pondimin to 

Plaintiff, the Pondimin label included – as the first warning in the label – the risk of developing 

                                                 
4 Pondimin is also sometimes referred to by its chemical name, fenfluramine. 
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PPH as reflected in the most recent scientific study,  the IPPHS.  This PPH-related warning in 

the label in effect in 1997 at all times that Dr. Sharian prescribed Pondimin to Plaintiff read, in 

full, as follows:  

Warnings 
Primary Pulmonary Hypertension 
 
Fenfluramine is an appetite suppressant, and appetite suppressants increase 
the risk of developing primary pulmonary hypertension, an often fatal 
disorder.  
 
A 2-year, international (5 country), case-control (epidemiological) study 
identified 95 primary pulmonary hypertension (PPH) cases; 30 of these were 
classified as having been exposed to appetite suppressants in the past, either to 
commercially available medications, pharmacist-compounded preparations, or 
unknown weight loss agents. Of the 30 cases, 18 had been exposed to appetite 
suppressants for longer than three months. In this study, the use of appetite 
suppressants for longer than 3 months was associated with an increase in the risk 
of developing PPH (odds ratio = 23.1, 95% confidence interval = 6.9-77.7). There 
was no significant increase in risk for persons who had used these agents for 3 
months or less. In the general population, the yearly occurrence of PPH is 
estimated to be about 1-2 cases per 1,000,000 persons. Therefore, the case-control 
study estimated the risk associated with the long-term use of appetite suppressants 
to be about 23-46 cases per million persons exposed per year, based upon a 
background estimate of 1-2 cases per million persons. According to the case-
control study, obesity alone (body mass index ≥ 30 kg/m2) was also associated 
with an increase of about two-fold in the risk of developing PPH.  
 
PPH is a serious condition; the 4-year survival rate has been reported to be 55%.  
The Initial symptom of pulmonary hypertension is generally dyspnea. Other 
initial symptoms include: angina pectoris, syncope, or lower extremity edema. 
Patients should be advised to report immediately any deterioration in exercise 
tolerance. Treatment should be discontinued in patients who develop new, 
unexplained symptoms of dyspnea, angina pectoris, syncope, or lower extremity 
edema. These patients should be evaluated for the etiology of these symptoms and 
the possible presence of pulmonary hypertension (See also Precautions – 
General.). When the tolerance to the “anorectic” effect develops, the maximum 
recommended dose should not be exceeded in an attempt to increase the effect, 
rather, the drug should be discontinued. 
 

See Dr. Sharian Dep., Ex. 6 (November 25, 1996 Pondimin Warning Label) (Ex. K). 
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V. FACTS REGARDING WYETH’S DISTRIBUTION OF INFORMATION 
PERTAINING TO THE UPDATES TO PONDIMIN LABELING AND TO 
THE RISKS OF PONDIMIN 

Wyeth adequately warned Dr.  Sharian of the risk of PPH believed to be associated with 

the ingestion of Pondimin, and Dr. Sharian was well aware of an association between Pondimin 

and the development of PPH when he prescribed Pondimin to Plaintiff.   

Beginning in early 1996, Wyeth undertook numerous steps to inform the medical 

community – including Dr. Sharian – of the updates to diet drug warning labels as a result of the 

IPPHS.  For example, shortly before Wyeth updated the Pondimin label on June 20, 1996, Wyeth 

sent Dr. Sharian a Dear Doctor Letter dated April 30, 1996, announcing that the FDA had 

approved Redux, a weight loss drug closely related to Pondimin, and stating that “[t]here is also 

a small risk of [a] serious, potentially life-threatening cardiovascular condition – primary 

pulmonary hypertension (PPH) – associated with the use of all types of prescription weight loss 

drugs.”  See April 30, 1996 Dear Doctor Letter at 4 (Ex. L); see also Dear Doctor Letter Mailing 

List (listing Dr. Sharian’s name and mailing address as a recipient) (Ex. M).  Also for example, 

in December 1996, Wyeth sent another Dear Doctor Letter enclosing the new, FDA-approved 

label for Redux that reflected IPPHS results.  See December 1996 Dear Doctor Letter (Ex. N); 

see also Dear Doctor Letter Mailing List (listing Dr. Sharian’s name and mailing address as a 

recipient) (Ex. O).  Of particular note, the following sentence appeared in capitalized bold letters 

on the first page of the letter: 

REDUX IS AN APPETITE SUPPRESSANT, AND APPETITE 
SUPPRESSANTS INCREASE THE RISK OF DEVELOPING PRIMARY 
PULMONARY HYPERTENSION, AN OFTEN FATAL DISORDER.  

See December 1996 Dear Doctor Letter (Ex. N); see also Dep. of Dr. Sharian at 127:8-21 (Ex. 

B).  Although the letter attached the new Redux label, the warning clearly applied to all “appetite 
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suppressants”; thus, the risk information relating to Redux also applied to Pondimin, which Dr. 

Sharian understood.5 

Wyeth then sent Dr. Sharian another Dear Doctor Letter dated January 1997 (similar to 

the December 1996 letter) announcing the updated labeling information for Pondimin and 

discussing the final results of the IPPHS study and enclosing the label that reflected those final 

results.  See January 1997 Dear Doctor Letter (Ex. P); see also Dear Doctor Letter Mailing List 

(listing Dr. Sharian’s name and mailing address as a recipient) (Ex. Q).  Like the December 1996 

letter, the January 1997 letter included the following sentence in capitalized bold letters: 

PONDIMIN IS AN APPETITE SUPPRESSANT, AND APPETITE 
SUPPRESSANTS INCREASE THE RISK OF DEVELOPING PRIMARY 
PULMONARY HYPERTENSION, AN OFTEN FATAL DISORDER. 
 

See January 1997 Dear Doctor Letter (Ex. P). 

During his deposition in this case, Dr. Sharian testified that it was his usual custom and 

practice to review Dear Doctor Letters and, indeed, that he had received and reviewed these Dear 

Doctor Letters and the label in effect at the time he first prescribed Pondimin to Plaintiff in 

February 1997.  See Dr. Sharian Dep. at 99:7-105:3 (Ex. B); see also infra Part II.C.: Did Wyeth 

Adequately Warn Plaintiff’s Prescribing Physician – Dr. Kent Sharian – Of The Risks 

Associated With Pondimin?.6  Dr. Sharian also acknowledged that he understood the January 

                                                 
5 Dr. Sharian was aware that the risk information for Redux also applied to Pondimin.  See, e.g., Dr. Sharian 
Dep. at 119:13-120:6 (“Q. . . . Doctor, did you understand when you heard about Redux that Redux was a similar 
medication to Pondimin?  A. Yes.  Q. Okay. It’s an isomer of Pondimin?  A. Isomer, dexfenfluramine, dex.  Q. As 
opposed to fenfluramine?  A. Yes.  Q. Did you understand that Redux was, just like Pondimin, it was an anorexic or 
an anorexigen?  A. That’s right.  Q. Did you understand the safety profile for the drugs was very similar?  A. Yes.  
Q. And that the risks that applied to one applied to the other?  A. That’s correct.”) (Ex. B). 
6 Dr. Sharian also received the Dear Doctor Letters as a matter of law pursuant to the “mailbox rule,” which 
applies in Massachusetts.  Under that rule, “[t]he mailing of a letter properly addressed and postpaid . . . does not 
merely create a presumption . . . but rather constitutes prima facie evidence . . . of delivery to the addressee in the 
ordinary course of mail.”  Hobart-Farrell Plumbing & Heating Co. v. Klayman, 302 Mass. 508, 509-510  (1939) 
(internal citations omitted); see also Commonwealth v. Barboza, 68 Mass. App. Ct. 180, 185 (Mass. App. Ct. 2002) 
(“We start the analysis with the presumption that the mailing of a properly addressed letter is prima facie evidence 
of receipt by the intended recipient.”); United States ex rel. Westmoreland v. Amgen, Inc., 812 F. Supp. 2d 39, 79 
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1997 Dear Doctor Letter to convey that there was a serious risk of developing PPH from 

ingesting Pondimin and that PPH was a “serious potentially life threatening cardiovascular 

condition.”  Dr. Sharian Dep. at 106:15-109:18 (Ex. B). 

Indeed, Dr. Sharian required Plaintiff to sign an informed consent form that explicitly set 

forth the risks associated with Pondimin, including the risk of developing pulmonary 

hypertension.  The informed consent form read, in pertinent part, as follows: 

II.  RISKS OF PROPOSED TREATMENT: 
I understand this authorization is given with the knowledge that the use of the 
appetite suppressants for more than 12 weeks and in higher doses than the dose 
indicated in the labeling involves some risks and hazards.  The more common 
include: medication allergies, psychological problems, depression, nervousness, 
anxiety, tiredness, sleep disturbance, dizziness, headaches, high blood pressure, 
rapid heart beat, irregular heart beat, chest pain, pulmonary hypertension.  There 
and other possible risks could, on occasion, be serious or fatal. 

Id. at 176:8-183:12 (Ex. B); see also Patient Informed Consent for Appetite Suppressants (Feb. 

4, 1997) [54:0008-0009] (Ex. R).  The warning that Wyeth provided thus explicitly warned of 

the very condition from which Plaintiff alleges he suffers, and Dr. Sharian understood as much. 

With the full benefit of all of this warning information, Dr. Sharian continued prescribing 

Pondimin to Plaintiff until July 16, 1997, and to his patients generally until approximately 

August 1997.  See Dr. Sharian Dep. at 209:16-210:4 (Ex. B).  Dr. Sharian also continued to 

prescribe to Plaintiff other weight loss medicines with similar risk profiles after Plaintiff 

discontinued Pondimin.  See, e.g., id. at 217:11-219:6 (Ex. B).  In fact, Dr. Sharian required 

Plaintiff to sign a similar form when he prescribed another diet drug – Meridia – to Plaintiff on 

                                                                                                                                                             
(D. Mass. 2011) (“Under the well-settled ‘mailbox rule’ recognized at ‘federal common law,’ ‘the proper and timely 
mailing of a document raises a rebuttable presumption that the document has been received by the addressee in the 
usual time.” (quoting Hoefs v. CACV of Colorado, LLC, 365 F. Supp. 2d 69, 72-73 (D. Mass. 2005)).  Moreover, 
even denial of receipt – which Dr. Sharian did not offer here in any case – is not sufficient to rebut the presumption 
that a properly addressed and mailed letter was received.  Hoefs, 365 F. Supp. 2d at 73.  Instead, there must be 
evidence that normal procedures and practices were not followed or that the letter was not actually sent, which 
Plaintiff here has not and cannot offer.  See, e.g., Dr. Sharian Dep. at 113:16-17, 119:7-10, 121:16-19, 325:19-
326:10 (Dr. Sharian reviewing the relevant mailing lists and agreeing that he “must have” received the letters) (Ex. 
B). 
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February 24, 1998.  See id. (Ex. B); see also Potential Adverse Reaction from Taking Meridia 

(Feb. 24, 1998) [54:0027] (Ex. S). 

Wyeth believes that Plaintiff intends to argue Wyeth’s warning was inadequate because it 

did not warn of the risks of developing valvular heart disease (“VHD”) – another condition 

associated with Pondimin, but one not suffered by Plaintiff.  This Court has granted Wyeth’s 

motion in limine seeking to exclude evidence regarding VHD “except to the extent of any 

relevant admissible testimony of Dr. Sharian.”  See Electronic Order (July 11, 2014) (Dkt. 172).  

To the extent that Plaintiff argues that Dr. Sharian’s prescribing decisions would have been 

different had the relevant Pondimin labeling included a VHD warning, however, the relevant 

facts also demonstrate that (1) Wyeth provided an adequate and timely warning of the risks of 

developing VHD; and (2) in any case, any additional or different warning on that subject would 

not have resulted in a “different outcome.”  First, Wyeth did not see any signal – i.e., any 

question – about a potential association between VHD and Pondimin until early 1997.  See 

Expert Report of David W. Feigal, Jr., M.D. at 20 (Aug. 1, 2012) (Ex. T).  And Wyeth then 

immediately took action to investigate the question and to work with the FDA to update the 

labeling.  Thus, Wyeth did not act unreasonably in responding to the newly-discovered risk of 

VHD in 1997.  Second, although Dr. Sharian testified that he stopped prescribing Pondimin at or 

around the time that Pondimin and VHD were first linked in July 1997, Dr. Sharian also testified 

that he continued to prescribe other diet drug medications, such as Meridia, despite the fact that 

the labeling for those drugs explicitly warned of the risks of developing VHD.  Compare 

Dr. Sharian Dep. at 261:11-262:4 with id. at 217:11-219:6 (Ex. B).  Third, Dr. Sharian explicitly 

testified that, at around the same time in July 1997, he discussed the risks of VHD with Plaintiff 

following the release of the Mayo Clinic Study.  See Dr. Sharian Dep. at 340:11-22 (“Q. So 
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based on that, does that refresh your recollection of whether or not you would have had the 

information to even discuss valvular heart disease with Mr. Tersigni while he was taking Fen-

Phen?  A. I thought there was some notification even before [1998].  Q. The Mayo Clinic came 

out --  A. The Mayo Clinic.  Q. -- in July of 1997, I believe.  A. So I discussed those things with 

him.  He was aware of that.”) (Ex. B).  In light of all these facts, a different or additional warning 

would not have altered Dr. Sharian’s prescribing decisions in any way that would have resulted 

in a “different outcome.” 

VI. PLAINTIFF’S USE OF PONDIMIN AND ALLEGED PAH 
 

Medical records document that Dr. Sharian prescribed Pondimin, the only medication at 

issue in this case, along with phentermine, to Plaintiff from February 4, 1997 through July 16, 

1997.7  See Second Am. Compl. ¶ 5 (Nov. 19, 2013) (Doc. 65).  At Plaintiff’s first consultation 

with Dr. Sharian on February 4, 1997, Dr. Sharian evaluated Plaintiff to have “extreme obesity 

with a BMI over 30” and “other comorbidities” including hypertension, high cholesterol, high 

triglycerides, and heavy smoking.  Dep. of Dr. Sharian at 41:3-13 (Ex. B).  Plaintiff also reported 

consuming thirty alcoholic beverages per week.  Id. at 41:14-17 (Ex. B).  Following this 

consultation, which occurred nearly eight months after the Pondimin label was updated to reflect 

the risks of developing PPH, Dr. Sharian first prescribed Pondimin to Plaintiff.  Over the course 

of his treatment with Pondimin, Plaintiff’s weight decreased from 264 pounds to at least 236.5 

pounds.  Id. at 154:21-155:2, 205:12-15 (Ex. B). 

Plaintiff alleges that his use of Pondimin for six months in 1997 caused him to be 

diagnosed with PAH in 2011 – nearly fourteen years after he last took Pondimin.  There is no 

                                                 
7 Dr. Sharian also prescribed phentermine with other diet drugs (Plegine, Xenical, Tenuate, and Meridia) and 
diuretics to Plaintiff from September 1997 through 2006.  
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reliable scientific evidence that supports Plaintiff’s argument that such remote diet drug use 

could cause PAH so many years after cessation of use. 

Moreover, and even more fundamentally, the evidence reveals that Plaintiff does not 

have PAH.  A right and left heart catheterization performed in February 2007 clearly 

demonstrates that Plaintiff did not have PAH, but rather pulmonary hypertension due to left heart 

failure, also known as pulmonary venous hypertension.  See Cardiac Catheterization Final Report 

(Feb. 5, 2007) [140:0008] (Ex. U).  Based on these catheterizations, Plaintiff’s pressure readings 

failed to meet the hemodynamic criteria for PAH by a wide margin.  In particular, his pulmonary 

capillary wedge pressures (“PCWP”) and left ventricular end diastolic pressures (“LVEDP”), 

both measurements of the pressures in the left side of the heart, were more than twice the 

maximum permitted for a diagnosis of PAH.8  Id.  As noted above, the hemodynamic criteria for 

a diagnosis of PAH requires a pulmonary wedge pressure of less than or equal to 15 mmHg.  See 

supra Part II: Facts Regarding PH and PAH.  Two PCWPs and two LVEDPs were obtained 

during these February 2007 catheterizations, and all were greater than or equal to 30 mmHg, 

thereby ruling out PAH and demonstrating the presence of pulmonary venous hypertension, such 

as that caused by left-sided heart disease.  In addition, Plaintiff’s pulmonary vascular resistance 

(“PVR”) did not exceed the 3 Wood units, further confirming Plaintiff’s pulmonary hypertension 

due to the venous circulation between the lungs and left-side of the heart.  See Cardiac 

Catheterization Final Report (Feb. 5, 2007) [140:0009] (Ex. U).  Plaintiff’s PCWP/LVEDP and 

PVR readings demonstrate that Plaintiff’s elevations in mean pulmonary artery pressures of 40-

41 mmHg were due to back pressure in the pulmonary venous circulation from his left-sided 

                                                 
8 As this catheterization was of both the right and left heart, an LVEDP was obtained by way of the left heart 
catheterization.  The LVEDP is a measurement of the same pressure obtained by way of the PCWP or pulmonary 
wedge pressure during the right heart catheterization.  Here, both sets of measurement were consistent with one 
another. 
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heart disease.  Id. (Ex. U); see also, e.g., Stuart Rich, et al., Left Ventricular Diastolic Heart 

Function and Pulmonary Hypertension, TEXTBOOK OF PULMONARY VASCULAR DISEASE 1183 

(Yuan JX-J, et al., eds. 2011) (Ex. V). 

On March 12, 2008, Plaintiff, after receiving appropriate treatment for his left heart 

disease, underwent another right-heart catheterization that showed an improvement in his 

pulmonary artery pressures, with a mean pulmonary artery pressure measurement of 22 mmHg, a 

pulmonary wedge pressure of 9 mmHg, and a PVR of 1.07 Wood units.  See Cardiac 

Catheterization Final Report (Mar. 12, 2008) [140:0025-0026] (Ex. W).  Again, these readings 

did not meet the hemodynamic definition of PAH, as the mean pulmonary artery pressure was 

less than 25 mmHg, and the PVR was less than 3 Wood units.  Id.  On March 17, 2008, Plaintiff 

underwent a cardiopulmonary exercise stress test (“CPET”), which involves the performance of 

a right-heart catheterization while the patient is pedaling an exercise bicycle.  Plaintiff’s first 

reading at rest and while seated on the bicycle demonstrated a pulmonary artery pressure of 26 

mmHg, a pulmonary wedge pressure of 12 mmHg and a PVR of 198 Dyne units.9  See CPET 

Results (Mar. 17, 2008) [224:0001] (Ex. X). 

Although these readings do not meet the hemodynamic definition of PAH, there was 

concern by one of Plaintiff’s treating physicians that Plaintiff might have a condition known as 

exercise-induced pulmonary arterial hypertension; thus, Plaintiff was referred to Dr. Aaron 

Waxman, a pulmonologist specializing in the treatment of pulmonary hypertension, for further 

evaluation.10   See Dr. Waxman Dep. at 55:17-58:4 (Ex. D).  After Dr. Waxman reviewed for 

                                                 
9  Dyne units are another measurement for PVR; 198 Dyne units converts to 2.48 Wood units. 
10 Dr. Waxman was Mr. Tersigni’s pulmonologist and is an Associate Professor of Medicine at Harvard 
Medical School.  He was the Director of the Pulmonary and Vascular Disease Program at Massachusetts General 
Hospital before becoming the director of that same program at Brigham and Women's Hospital in the fall of 2010. 
Dr. Waxman has published extensively on pulmonary hypertension. 
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himself the test results and Plaintiff’s prior medical history, he determined that Plaintiff did not 

have PAH or exercise-induced PAH.  Id. at 127:9-19 (“Q. And in Mr. Tersigni’s case, he did not 

carry a diagnosis of PAH?  A. He does not, no.  Q. And at any point during your care and 

treatment of Mr. Tersigni, did he carry a diagnosis of PAH?  A. Well, he carried a diagnosis for a 

short period of time of exercise-induced PAH, but I think that was an error, and I don’t think that 

his overall presentation is consistent with it either.”) (Ex. D). 

The basis for Plaintiff’s allegation that he suffers from PAH is a cardiac catheterization 

conducted in February 2011 and possibly the March 17, 2008 exercise catheterization.  The 

March 17, 2008 exercise catheterization revealed a slightly elevated mean pulmonary pressure of 

26 mmHg and a mean pulmonary wedge pressure of 12 mmHg.  See CPET Results (Mar. 17, 

2008) [224:0001] (Ex. X).  The February 2011 catheterization revealed a slightly elevated mean 

pulmonary artery pressure of 27 mmHg and a mean pulmonary wedge pressure of 12 mmHg.  

See Preliminary Hemodynamic Data (Feb. 28, 2011) [220:0273] (Ex. Y).  Neither catheterization 

had PVR readings of greater than 3 Wood units.  Plaintiff’s PVR measured during the March 17, 

2008 exercise catheterization was 2.48 Wood units (recorded as 198 Dyne units).  See CPET 

Results (Mar. 17, 2008) [224:0001] (Ex. X).  His PVR on the February 2011 catheterization was 

2.56 Wood units (recorded as 207 Dyne units).  See Preliminary Hemodynamic Data (Feb. 28, 

2011) [220:0273] (Ex. Y); see also Dr. Waxman Dep. at 166:10-21 (Ex. D).  Dr. Waxman 

reviewed the February 2011 catheterization and testified that the results demonstrate that 

Plaintiff does not have PAH because the PVR was below 3 Wood units (or 280 Dyne units).  See 

Dr. Waxman Dep. at 164:23-167:11, 180:16-181:11 (Ex. D). 

Wyeth’s lead causation expert, Dr. Hunter Champion, is a cardiologist who completed his 

training at Johns Hopkins Hospital in Baltimore, including subspecialty training in pulmonary 
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hypertension and heart failure.  Like Plaintiff’s treating physician Dr. Waxman, Dr. Champion 

opines that Plaintiff does not now and never had PAH; rather, Dr. Champion has concluded that 

Plaintiff’s current health condition is related to his myriad continuing medical problems – 

namely, diastolic dysfunction complicated by severe sleep apnea – rather than to his prior 

exposure to diet drugs.  Expert Report of Hunter Clay Champion, M.D., Ph.D. ¶¶ 28 (July 31, 

2012) (Ex. Z) (“Mr. Tersigni’s overall clinical picture is a consequence of left-sided diastolic 

dysfunction leading to [pulmonary venous hypertension], and that he has neither idiopathic nor 

anorexigen-associated PAH. . . . . It is my opinion that Mr. Tersigni most likely has PH due to 

diastolic dysfunction, complicated by sleep apnea.”).  Dr. Champion clearly states in his report 

that the “medical evidence does not support the diagnosis of PAH,” and, in particular, “[t]here 

are much more common and reasonable explanations for his complaints,” including 

systemic hypertension, congestive heart failure, diastolic dysfunction/heart 
failure, morbid obesity, left ventricular hypertrophy, atrial flutter, 
hypercholesterolemia, metabolic syndrome, obstructive sleep apnea, low back 
pain, gout and gouty arthritis, degenerative joint disease, chronic pain syndrome, 
anxiety, kidney disease, liver hemangioma and fatty liver.  He has also reported 
histories of alcohol, cocaine, tobacco, and prescription medication use/abuse, all 
of which can contribute in various ways to some of those conditions. 
 

Id. ¶ 19 (Ex. Z). 

As Dr. Champion further explains, it is essential to consider various factors and medical 

histories when determining the cause of a patient’s symptoms: 

When evaluating a complex patient like Mr. Tersigni, it is essential to consider his 
history, clinical presentation, habits, behavior and stress factors as a whole when 
seeking explanations for his symptoms of shortness of breath, activity limitations, 
anxiety and related complaints. Focusing solely on hemodynamic measurements 
or diagnostic testing would cause a physician to miss the big picture. Mr. Tersigni 
has ample reason to have those symptoms. His pulmonary hypertension is mild at 
worst, but he also suffers from obesity, heart failure, and sleep apnea. In 
addition, he has significant social stressors, uses or abuses substances that 
adversely affect his health, and fails to comply with his physicians’ 
recommendations.  His well-being likely would improve with exercise, diet 
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modifications, healthy choices and changes in his habits. His remote use of 
fenfluramine, however, is not a contributor to his problems. 
 

Id. ¶ 31 (Ex. Z).  Dr. Champion thus concludes that it is his “opinion to a reasonable degree of 

medical certainty that Mr. Tersigni’s cardiopulmonary conditions were not caused by his use of 

fenfluramine in 1997.”  Id. ¶ 32 (emphasis added) (Ex. Z). 

LEGAL ISSUES AND APPLICATION OF LAW 

I. PLAINTIFF’S CAUSES OF ACTION 
 

After a hearing on June 24, 2014 on Wyeth’s Renewed Motion for Partial Summary 

Judgment, on June 25, 2014, the Court granted Wyeth’s motion in part, dismissing all claims 

except Count III (negligence/negligence per se) and Count VII (unfair and deceptive practices 

pursuant to Massachusetts General Laws Chapter 93A).  The Court clarified that Plaintiff may 

proceed only on a “failure to warn” theory of negligence and not on a “failure to discontinue 

marketing” theory or any other more general negligence theory.  The Court also noted that the 

Chapter 93A claim would be reserved for the Court, and thus only the negligent failure-to-warn 

claim will be tried to the jury. 

Negligence (Failure to Warn):  “Under Massachusetts law, a product may be 

unreasonably dangerous if the manufacturer fails to warn of a non-obvious risk associated with 

the normal use of the product about which the manufacturer knows or has reason to know.”  

Garside v. Osco Drug, Inc., 976 F.2d 77, 80 (1st Cir. 1992) (“Garside II”).  Typically, the 

manufacturer of a product that is dangerous in nature or is in a dangerous condition has a duty to 

warn consumers or others who will foreseeably come in contact with the product.  H.P. Hood & 

Sons v. Ford Motor Co., 370 Mass. 69, 75 (1976).  In cases such as this involving prescription 

drugs, this duty to warn is governed by the “learned intermediary” doctrine, which provides that 

a drug manufacturer need only provide appropriate warnings to a patient’s prescribing physician 
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and not to the patient directly.  See MacDonald v. Ortho Pharm. Corp., 394 Mass. 131, 135 

(1985); see also Cottam v. CVS Pharmacy, 436 Mass. 316, 321, 764 N.E.2d 814, 820 (2002) 

(internal quotation and citation omitted) (“‘[A] prescription drug manufacturer’s duty to warn the 

ultimate consumer runs only to the physician; it is the physician’s duty to warn the ultimate 

consumer.’”).  The doctrine is premised on the fact that “the prescribing physician, as the 

‘learned intermediary’ standing between the manufacturer and the consumer/patient, is generally 

in the best position to evaluate the potential risks and benefits of ingesting a certain drug and to 

advise the patient accordingly.”  Garside II, 976 F. 2d at 80. 

More specifically, in order to succeed on a failure to warn claim, a plaintiff must 

demonstrate that (1) the plaintiff actually suffers from the alleged injury; (2) the manufacturer 

failed to warn the plaintiff’s prescribing physician of a non-obvious risk about which it knew (or 

should have known); and (3) the manufacturer’s failure to warn of that risk was a proximate 

cause of the plaintiff’s injury (or, put differently, that a different or additional warning would 

have resulted in a different outcome (i.e., that plaintiff’s prescribing physician would not have 

prescribed the drug)).  See, e.g., Jones v. Walter Kidde Portable Equipment, Inc., 16 F. Supp. 2d 

123, 125 (D. Mass. 1998) (“The unavoidable flaw in the plaintiff’s case with regard to the failure 

to warn theory is the absence of any basis for concluding that a failure to give any of the 

proposed additional warnings was  a cause of her harm.  In other words, the plaintiff did not offer 

evidence that would have justified the jury in concluding that if the warnings had been given and 

heeded, the outcome would have been different.”); Chamian v. Sharplan Lasers, Inc., No. 

20000071, 2004 WL 2341569, at *7 (Mass. Super. Ct. Sep. 24, 2004) (“The plaintiffs’ failure to 

warn claim fails because they have not identified a warning that should have been given, but was 

not, and they have adduced no evidence that if an additional warning had been given, it would 
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have been heeded and a different result would have [been] obtained.” (citing Colter v. Barber-

Greene Co., 403 Mass. 50, 59 (1988) (holding that the plaintiff’s negligent failure to warn claim 

failed as a matter of law because a different or additional “warning would not reduce the 

likelihood of injury” under the circumstances”)).  If Plaintiff fails to demonstrate the third prong 

of the failure-to-warn claim, “the physician’s conduct acts as an intervening-superseding cause 

of the plaintiff’s injury, which vitiates any liability on the part of the manufacturer.” Garside II, 

976 F.2d at 80. 

Several general rules also apply to the failure-to-warn analysis.  First, a manufacturer’s 

duty to warn extends only until the date of the last prescription to the patient.  Cummings v. HPG 

Int’l Inc., 244 F.3d 16, 26 (1st Cir. 2001) (“A post-sale duty to warn of a defective product only 

arises under Massachusetts law if the product was negligently designed as originally sold.” 

(internal citations omitted)).  Second, the fact that a warning was approved by FDA is relevant.  

See MacDonald, 394 Mass. at 139-40; Gurski v. Wyeth-Ayerst Div. of Am. Home Prods. Corp., 

953 F. Supp. 412, 417 (D. Mass. 1997).  Third, an adequate label need not contain every detail of 

the risk at issue or everything the company knows about the risk at issue.  It is enough that the 

warning, taken as a whole, sufficiently apprises the doctor of the risk, the circumstances in which 

it can occur, and how to monitor for it.  Salvio v. Amgen Inc., No. 2:11-cv-00553, 2012 WL 

517446, at *5 (W.D. Pa. Feb. 15, 2012) (“[B]ecause the Package Insert warning provided by 

Defendants advised Decedent’s prescribing physicians of the very injury that occurred, the 

warning was adequate as a matter of law.”); Brumley v. Pfizer, Inc., 149 F. Supp. 2d 305, 312 

(S.D. Tex. 2001) (“[I]f a warning specifically mentions the circumstances complained of, the 

warning is adequate as a matter of law.”); In re Rezulin Prods. Liab. Litig., 331 F. Supp. 2d 196, 

199-200 (S.D.N.Y. 2004) (“In these cases, the Rezulin information set out in the PDR 
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specifically warned that the injuries claimed by the plaintiffs . . . were possible side effects of 

Rezulin and did so not merely in the form of cursory references, as plaintiffs suggest, but in a 

clear and conspicuous table in the adverse reactions section . . . .  [I]n consequence, the warning 

that Rezulin could result in the maladies complained of by these plaintiffs was adequate as a 

matter of law.”); Broderick v. Sofamor Danek Grp., Inc., No. 95-8644-CIV-RYSKAMP, 1999 

WL 1062135, at *5 (S.D. Fla. Apr. 9, 1999) (holding that a warning that “clearly and 

unambiguously identified the types of possible adverse affects (sic) a patient could suffer” was 

adequate as a matter of law).11 

Unfair and Deceptive Practices Under Chapter 93A:  Massachusetts General Law 

Chapter 93A provides that “[u]nfair methods of competition and unfair or deceptive acts or 

practices in the conduct of any trade or commerce are hereby declared unlawful” and permits 

“[a]ny person . . . who has been injured by another person’s use or employment of any method, 

act or practice declared to be unlawful . . . may bring an action . . . for damages and such 

equitable relief, including an injunction, as the court deems to be necessary and proper.”  G.L. c. 

93A §§ 2(1), 9(1).  Furthermore, if a defendant is found liable for violating Chapter 93A, the 

plaintiff is entitled to “up to three but not less than two times” the amount of actual damages if 

the defendant (1) refused to grant the plaintiff’s demand for relief in bad faith or with knowledge 

that a violation of Chapter 93A occurred; or (2) willfully or knowingly violated Chapter 93A.  

See G.L. c. 93A § 9(3).  As this Court recognized in its order on Wyeth’s renewed motion for 

ruling on its motion for partial summary judgment, the Chapter 93A claim “will be reserved for 
                                                 
11 In addition, while Wyeth recognizes this Court’s previous distinction of Cochran, to the extent that Plaintiff 
argues that the Pondimin label was inadequate because it did not warn of the risk of VHD, Wyeth respectfully 
maintains that Plaintiff cannot seek relief for an alleged injury of PAH based on the alleged failure to disclose of the 
risk of an entirely separate condition.  See, e.g., Cochran v. Wyeth, Inc., 3 A.3d 673, 6881 (Pa. Super. Ct. 2010) 
(“[B]efore a plaintiff can prove that a non-disclosed risk would have altered the physician’s desire to prescribe a 
drug, the plaintiff must first demonstrate that he/she suffered from the precise injury that the manufacturer allegedly 
failed to disclose.”). 
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the court.”  Mem. & Order on Defs.’ Renewed Mot. for Summ. J. at 1 (June 25, 2014) (Dkt. 

125).  Thus, Plaintiff’s negligent failure-to-warn claim is the only claim to be tried to the jury.  

Wyeth denies that there would be additional evidence on a Chapter 93A claim beyond the 

evidence relevant to Plaintiff’s failure-to-warn claim.12  However, to the extent that Plaintiff 

attempts to argue that there is evidence that goes only to show a violation of Chapter 93A or 

Wyeth’s alleged “willful or knowing” misconduct, the Court should not permit Plaintiff to 

introduce that evidence to the jury.  Just as the Court barred Plaintiff from using his failure-to-

warn claim to “backdoor” his design defect claim, the Court should likewise prevent Plaintiff 

from using his failure-to-warn claim to “backdoor” evidence relevant only to his Chapter 93A 

claim.  See cf. id. at 1-2 (reaching a similar conclusion regarding evidence of “failure to 

discontinue marketing” evidence, which could only be related to a design defect claim).  

Because the Chapter 93A claims will be tried to the Court, Wyeth will focus the 

remainder of this memorandum on the outstanding legal issues related to Plaintiff’s negligent 

failure-to-warn claim, and any issues related to the Chapter 93A claim can be briefed separately 

and expeditiously if and when the Court reaches that claim or at the Court’s request. 

II. LEGAL ISSUES LIKELY TO ARISE AT TRIAL 

In the following sections, Wyeth highlights the critical legal issues that are relevant to 

Plaintiff’s negligent failure-to-warn claim and the only issues that should be adjudicated by the 

                                                 
12  See, e.g., Makuc v. Am. Honda Motor Co., 835 F.2d 389, 394 (1st Cir. 1987) (holding that, where the jury 
found against plaintiff on his negligent failure to warn and breach of warranty claims, the jury’s finding resolved all 
material facts on plaintiff’s Chapter 93A claim); Kearney v. Philip Morris, Inc., 916 F. Supp. 61, 65 (D. Mass. 1996) 
(granting summary judgment for defendants on plaintiff’s Chapter 93A claim where plaintiff could not sustain 
underlying breach of warranty and negligence claims); Martinelli v. Custom Accessories, Inc., 14 Mass. L. Rep. 601, 
2002 Mass. Super. LEXIS 188, at * 11 (Mass. Super. Ct. May 1, 2002) (granting summary judgment for defendants 
on plaintiff’s Chapter 93A claim where underlying negligence, failure to warn, and breach of warranty claims failed 
as a matter of law). 
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jury in this case.13  In order to prevail on his claim for negligent failure to warn, Plaintiff must 

prove, in each case by a preponderance of the evidence, that (1) Plaintiff has PAH; (2) Pondimin 

caused Plaintiff to develop PAH; (3) Dr. Sharian did not know of the risk associated between 

Pondimin and PAH when he was prescribing it to Plaintiff; (4) Wyeth negligently failed to 

provide a reasonable  warning to Dr. Sharian regarding the risk of PAH associated with 

Pondimin during the time Dr. Sharian prescribed Pondimin to Plaintiff; and (5) Wyeth’s 

negligent failure to provide such a reasonable warning  regarding the risk of PAH associated 

with Pondimin caused Dr. Sharian to prescribe Pondimin to Plaintiff. 

A. Does Plaintiff Have PAH? 

It is axiomatic that a plaintiff must have suffered an injury in order to recover on any 

negligence claim, including a negligent failure to warn claim.  See cf. Wasylow v. Glock, 975 F. 

Supp. 370, 378 (D. Mass. 1996) (“However, as with all negligence allegations, failure to warn 

will not constitute negligence if it is not the proximate cause of the plaintiff’s injuries.” 

(emphasis added) (citing Laaperi v. Sears Roebuck & Co., 787 F.2d 726, 729 (1st Cir. 1986))).  

In this case, the injury that Plaintiff must have suffered is a specific injury – PAH. 

As set forth more fully above, see supra Part V: Plaintiff’s Use of Pondimin and Alleged 

PAH, the evidence reveals that Plaintiff does not have PAH at all.  Instead, Plaintiff has 

pulmonary venous hypertension or pulmonary hypertension due to left heart disease.  See 

Champion Report ¶ 28 (“Mr. Tersigni’s overall clinical picture is a consequence of left-sided 

diastolic dysfunction leading to [pulmonary venous hypertension] . . . . It is my opinion that 

Mr. Tersigni most likely has PH due to diastolic dysfunction, complicated by sleep apnea.”) (Ex. 

Z); Expert Report of Hormoz Ashtyani, M.D., FCCP ¶¶ 34, 55 (Aug. 1, 2012) (Ex. AA) 

                                                 
13 Wyeth also hereby incorporates by reference, as if fully set forth herein, the arguments set forth in all of its 
pretrial motions, memoranda, and other briefings. 
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(“Mr. Tersigni did not have PAH; rather he had diastolic dysfunction and left heart failure. . . .  

Mr. Tersigni’s severe sleep apnea is also a major contributor to his left heart disease, 

cardiomyopathy and diastolic dysfunction.”).  This fact alone is dispositive of Plaintiff’s failure-

to-warn claim. 

B. Could Plaintiff’s Ingestion Of Pondimin Have Caused His Alleged PAH? 

Assuming, arguendo, that Plaintiff did have PAH – which he does not – Plaintiff is next 

required to prove that his ingestion of Pondimin caused his alleged PAH.  Wasylow, 975 F. Supp. 

at 378 (“[A]s with all negligence allegations, failure to warn will not constitute negligence if it is 

not the proximate cause of the plaintiff’s injuries.” (emphasis added) (citing Laaperi v. Sears 

Roebuck & Co., 787 F.2d 726, 729 (1st Cir. 1986))); see also Garside v. Osco Drug., Inc. 

(“Garside I”), 895 F.2d 46, 49, 51 (1st Cir. 1990) (affirming summary judgment where 

“plaintiffs defaulted on [their] obligation” to produce “some evidence, admissible at trial, 

supporting their allegation that [defendant’s medication] caused [their] adverse reaction” 

(emphasis added)); Doe v. Senechal, 66 Mass. App. 68, 75-76, 845 N.E.2d 418, 425 (2006) 

(holding that causation is a required element of a negligence claim). 

Plaintiff cannot do so.  As set forth more fully above, see supra Part V: Plaintiff’s Use of 

Ponidmin and Alleged PAH, Wyeth’s experts have concluded – and those called will testify – 

that, even if Plaintiff did have PAH (which he does not), it could not have been caused by his 

remote ingestion of Pondimin in 1997, nearly fourteen years before Plaintiff alleges he was 

diagnosed with PAH in 2011.  See, e.g., Champion Report ¶ 28 (noting that Plaintiff does not 

have “anorexigen-associated PAH”); id. ¶¶ 31-32 (“[Plaintiff’s] remote use of fenfluramine, 

however, is not a contributor to his problems. . . .  Mr. Tersigni’s cardiopulmonary conditions 

were not caused by his use of fenfluramine in 1997.” (emphases added)).   
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C. Did Wyeth Adequately Warn Plaintiff’s Prescribing Physician – Dr. Kent 
Sharian – Of The Risks Associated With Pondimin? 

The parties, of course, disagree as to whether Plaintiff has PAH and whether Pondimin 

could have caused PAH in Plaintiff.  However, they are largely in agreement on the scope of the 

evidence related to these elements of Plaintiff’s claim. The parties will introduce evidence of 

Plaintiff’s medical records and the scientific evidence concerning whether remote Pondimin use 

can cause PAH. 

Wyeth will also demonstrate that it adequately warned Dr. Sharian of the risks of PPH.   

As to this element, however, the parties vastly disagree as to the scope of admissible evidence.  

As set forth more fully above, see supra Part I: Plaintiff’s Causes of Action, pursuant to the 

learned intermediary doctrine in Massachusetts, Wyeth had a duty to warn adequately only 

Plaintiff’s prescribing physician – not Plaintiff himself.  Wyeth will demonstrate that it 

adequately warned Dr. Sharian of the risks of developing PPH from ingesting Pondimin and that 

Dr. Sharian did, in fact, fully comprehend those risks.  See supra Part IV: Facts Regarding 

Wyeth’s Distribution of Information Pertaining to the Updates to Pondimin Labeling and to the 

Risks of Pondimin.  As set forth more fully above, Wyeth informed Dr. Sharian of the risks of 

Pondimin through, among other things, the mailing of several Dear Doctor Letters, including 

those dated April 1996, December 1997, and January 1997, which Dr. Sharian received. 

The evidence related to the question of whether Wyeth adequately warned Dr. Sharian of 

the risks associated with ingesting Pondimin is relatively narrow, but Wyeth anticipates that 

Plaintiff will attempt to try a much broader case by introducing the following evidence: 

(1) Pondimin labeling pre-dating Plaintiff’s first prescription for Pondimin and upon which 

Plaintiff’s prescribing physician has testified he did not rely and  internal corporate marketing 

and sales documents that also predate Plaintiff’s first prescription for Pondimin by many years; 
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(2) documents related to the risk-benefit analysis applied by the FDA to the approval of 

Pondimin, which could be relevant only to a design defect claim; and (3) documents related to 

whether Wyeth adequately warned of the risks of VHD, a condition that Plaintiff neither has nor 

claims to have.  See, e.g., Defs.’ Mot. in Limine No. 1 to Exclude Evidence or Argument Related 

to the Four Cases Label or Labeling Changes Pre-dating Plaintiff’s First Prescription for 

Pondimin (July 1, 2014) (Dkt. 131); Defs.’ Mot. in Limine No. 4 to Exclude Evidence or 

Argument that Wyeth Misled the FDA, Violated Federal Laws or FDA Regulations, and/or 

Lobbied for Changes to Pondimin’s and Redux’s Status as a Controlled Substance (July 1, 2014) 

(Dkt. 134); Defs.’ Mot. in Limine No. 6 to Exclude Evidence or Argument that Wyeth Should 

Have or Was Obligated to Withdraw Pondimin or Redux from the Market (July 1, 2014) (Dkt. 

136); Defs.’ Mot. in Limine No. 8 to Preclude Evidence or Argument Regarding Valvular Heart 

Disease or Related Cardiovascular Conditions (July 1, 2014) (Dkt. 138). 

Pondimin Labeling and Internal Communications Pre-Dating Plaintiff’s Prescription of 

Pondimin:  Wyeth respectfully submits that the jury should determine whether Wyeth adequately 

warned Dr. Sharian based on the adequacy of the product labeling at the time that Dr. Sharian 

prescribed Pondimin to Plaintiff and that he reviewed in coming to a decision to prescribe 

Pondimin to Plaintiff.  Wyeth acknowledges that this Court has denied Wyeth’s motion in limine 

seeking to exclude evidence related to the so-called Four Cases Label.  See Electronic Order 

(July 11, 2014) (Dkt. 169).  Nevertheless, Wyeth respectfully notes that Plaintiff intends to try a 

case that catalogues any mistake that Wyeth ever made regarding the labeling for Pondimin, 

regardless of whether those mistakes ever affected Dr. Sharian’s prescribing decision.  Despite 

Plaintiff’s contention in his opposition to Wyeth’s motion in limine that Dr. Sharian “explicitly 

relied” on the Four Cases Label, Dr. Sharian did not rely on the Four Cases Label or any related 
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documents in prescribing Pondimin to Plaintiff.  As the portions of Dr. Sharian’s deposition cited 

in Plaintiff’s own opposition indicate, Plaintiff’s “best evidence” of Dr. Sharian’s reliance on the 

Four Cases Label is speculative, conditional, and temporally unrelated to Plaintiff here.  See 

Dr. Sharian Dep. at 92:1-18 (“Q. . . . I understand that you don’t have a specific recollection if 

you were prescribing Pondimin in 1987, correct?  A. Not really, no.  Q. Okay. But had you been 

prescribing Pondimin in 1987, would it have been your practice to review this label, including 

this Precautions section?  A. Yes.  Q. And assuming that you were prescribing Pondimin back in 

1987, you would have reviewed the information about pulmonary hypertension, including the 

fact that there had been an irreversible and fatal case of pulmonary hypertension?  A. That’s 

correct.”) (Ex. B).  As this testimony – the very testimony that Plaintiff himself cites in claiming 

that Dr. Sharian relied on the Four Cases Label – demonstrates on its face, Dr. Sharian offered 

nothing more than speculation that he would have reviewed the label in 1987 – ten years before 

he prescribed Pondimin to Plaintiff.  If anything, this testimony does little more than prove, 

ironically, that Dr. Sharian was aware of a fatal case of pulmonary hypertension linked to 

Pondimin as early as 1987.  And notably, as set forth more fully above, Dr. Sharian specifically 

testified that he read and considered the January 1997 Dear Doctor Letter – which included the 

text of the November 25, 1996 updated Pondimin label – when he decided to prescribe Pondimin 

to Plaintiff.  Id. at 113:14-114:5 (Ex. B). 

Despite all this, plans to dedicate the bulk of his case to attacking such warning labels 

that had no effect upon Dr. Sharian’s prescribing decisions with respect to Plaintiff. See, e.g., 

Pl.’s Opp. to Defs.’ Mot. in Limine No. 1 (July 8, 2014) (Dkt. 151) (not discussing the labeling in 

effect at the time that Dr. Sharian first prescribed Pondimin to Plaintiff until page seventeen of a 

twenty-page opposition).  Wyeth respectfully maintains that this is inappropriate. 
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Even if Plaintiff is able to establish a basis for admitting the Four Cases Label into 

evidence – which Wyeth believes he will not be able to do – Wyeth’s failure to timely update 

that label did not cause any injury here.  First, although Wyeth concedes that it should have 

changed the label sooner than it did, it recognized its mistake and changed that label months 

before Dr. Sharian first prescribed Pondimin to Plaintiff.  See supra Part IV: Facts Regarding 

Relevant Pondimin Labeling; see also supra Part V: Facts Regarding Wyeth’s Distribution of 

Information Pertaining to the Updates to Pondimin Labeling and to the Risks of Pondimin.  As 

such, Plaintiff here should not be allowed to hold Wyeth culpable for any failure to timely update 

the label.  Second, the Four Cases, while not perfect, did warn that diet-drug-induced pulmonary 

hypertension was a risk, explained that it was fatal, and advised physicians to be on the lookout 

for the key symptom of the disease – deterioration in exercise tolerance.  See supra Part IV: 

Facts Regarding Relevant Pondimin Labeling.  Third, when the Four Cases Label appeared on 

Pondimin packaging, it was not clear whether diet drugs were, in fact, a risk factor for PPH.  The 

IPPHS was an ongoing study, and no one knew what the results would be or how the results 

would or should be analyzed.  Wyeth and its marketing partner for Redux even shared and 

discussed with the FDA reports of pulmonary hypertension that it had received as well as the 

interim results of the IPPHS.  See, e.g., Letter from Bobby W. Sandage, Jr., Senior Vice 

President, Interneuron Pharmaceuticals, Inc., to Solomon Sobel, FDA (Mar. 15, 1994) (Ex. BB). 

Nevertheless, throughout the time the Four Cases Label was in effect, the FDA chose not to ask 

the company to change it until the IPPHS was completed and the FDA had analyzed it.  See FDA 

Obesity Group, Mem. of Internal Meeting (June 1, 1994) (Ex. CC).  If the FDA had thought that 

the Four Cases Label was misleading, it would certainly have asked Wyeth to change it.  In any 
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event, there is no basis for the Court to conclude that Wyeth’s failure to change the Four Cases 

Label earlier was anything other than an innocent mistake. 

Pondimin labeling that appeared on the drug packaging after Plaintiff’s use of the 

medication is equally irrelevant to Plaintiff’s failure-to-warn claim, which involves only the 

adequacy of the warning on which Dr. Sharian relied as measured by reference to the 

manufacturer’s knowledge at the time of the prescription.  See Defs.’ Mot. in Limine No. 5 to 

Exclude Evidence or Argument Regarding Conduct or Events that Occurred After Pl. Stopped 

Taking Pondimin (July 1, 2014) (Dkt. 135).  The Court has granted Wyeth’s motion in limine on 

this subject, but Plaintiff has moved for reconsideration.  See Endorsed Order (July 11, 2014) 

(Dkt. 175); see also Pl.’s Mot. for Reconsideration and/or for Extension of Time to File Opps. To 

Mots. in Limine (July 11, 2014) (Dkt. 176).  And, to the extent Plaintiff intends to offer evidence 

such as the eventual withdrawal of Pondimin or Redux from the market to establish that Wyeth 

was negligent in its conduct while Plaintiff was taking Pondimin, Plaintiff would be in violation 

of the undisputed bar against evidence of subsequent remedial measures.  See, e.g., Nieves-

Romero v. United States, 715 F.3d 375, 380 (1st Cir. 2013); see also Defs.’ Mot. in Limine No. 6 

to Exclude Evidence or Argument that Wyeth Should Have or Was Obligated to Withdraw 

Pondimin or Redux from the Market (July 1, 2014) (Dkt. 136).  The Court has also granted 

Wyeth’s motion in limine on this subject, on which Plaintiff has moved for reconsideration.  See 

Endorsed Order (July 11, 2014) (Dkt. 175); see also Pl.’s Mot. for Reconsideration and/or for 

Extension of Time to File Opps. To Mots. in Limine (July 11, 2014) (Dkt. 176). 

Put simply, Wyeth maintains that there is no reason to open this case up to labeling, 

related internal communications, and post-prescription or post-use conduct that ultimately had no 

bearing on Dr. Sharian’s prescribing decision. 
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Risk-Benefit Evidence:  During briefing of pretrial motions in limine, Plaintiff indicated 

that he would attempt to offer evidence or argument that the risks of Pondimin outweighed its 

benefits.  For example, in Plaintiff’s memorandum in support of his motion in limine to exclude 

evidence and argument regarding the public health risks of obesity and the efficacy of Pondimin, 

Plaintiff argues: 

More importantly, the FDA declared that the risks outweighed any benefit of 
Pondimin, even as approved for short-term use. . . . The evidence at trial will 
show that even short-term efficacy for weight loss was modest as compared to a 
placebo according to both the FDA and Wyeth.  The evidence will also show that 
people gained back whatever weight they lost after discontinuing the use of 
fenfluramines, thereby establishing the absence of any long-term benefit for the 
treatment of obesity. 

See Pl.’s Mem. in Support of Pl.’s Mot. to Exclude Evidence or Argument Regarding Obesity at 

4 (June 27, 2014) (Dkt. 127).  The Court, however, has now granted Wyeth’s motion in limine 

seeking to exclude evidence or argument regarding the overall risk-benefit profiles of Pondimin 

and Redux or whether those drugs should have ever been on the market.  See, e.g., Electronic 

Order (July 11, 2014) (Dkt. 175); see also Defs.’ Mot. in Limine No. 6 to Exclude Evidence or 

Argument that Wyeth Should Have or Was Obligated to Withdraw Pondimin or Redux from the 

Market (July 1, 2014) (Dkt. ___).  Plaintiff subsequently moved for reconsideration of that order; 

Wyeth thus addresses such evidence and argument here. 

Simply stated, any “risk-benefit” evidence could be relevant only to a defective design 

claim, and Plaintiff should not be permitted to offer it.  This Court has already recognized, in 

granting in part Wyeth’s renewed motion for partial summary judgment, that any attempt by 

Plaintiff to argue any theory other than failure to warn (such as, for example, “failure to 

discontinue marketing”) is nothing more than “an attempt at a ‘backdoor’ resuscitation of the 

dismissed Count I, and is contrary to Massachusetts case law adopting comment k of 

Restatement (Second) of Torts § 402A (1965) – involving unavoidably unsafe products, such as 
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prescription drugs.”  See Mem. & Order on Defs.’ Renewed Mot. for Summ. J. (June 25, 2014) 

(Dkt. 125).  

The only question remaining in this case is whether Wyeth adequately warned of the risks 

of PPH.  The jury should not, therefore, be permitted to assess either the overall risk-benefit 

profiles of Pondimin and Redux or whether they should have ever been on the market; rather, the 

jury should only be allowed to determine whether Wyeth adequately warned Plaintiff’s 

prescribing physician of the relevant risks.14  See, e.g., Defs.’ Mot. in Limine No. 6 to Exclude 

Evidence or Argument that Wyeth Should Have or Was Obligated to Withdraw Pondimin or 

Redux from the Market (filed July 1, 2014).  Indeed, federal courts presiding over trials 

involving state law failure-to-warn claims have consistently held that a medication’s efficacy is 

irrelevant to failure-to-warn claims because a manufacturer has a duty to warn of only the risks 

posed by a medication.  See, e.g., LaBarre v. Bristol-Myers Squibb Co., 544 F. App’x 120, 125 

(3rd Cir. 2013) (“[The drug’s] efficacy is not relevant to a failure to warn claim.  Under Florida 

law, a manufacturer’s duty to warn physicians only extends to the risks or dangers posed by a 

drug. . . . [T]his duty does not extend to a warning about a drug’s efficacy and allowing [a 

plaintiff] ‘to pursue a claim for the failure to warn of the efficacy of a drug would be an 

expansion of liability under Florida law . . . .’” (quoting In re Fosamax Prods. Liab. Litig., No. 

1:06-MD-1789-JFK, 2010 U.S. Dist. LEXIS 33260, at *15 (S.D.N.Y. Mar. 26, 2010)) (internal 

quotation marks and citations omitted)); Tobin v. Astra Pharmaceutical Prods., Inc., 993 F.2d 

                                                 
14 Even if Plaintiff were to argue that evidence that the risks of Pondimin outweighed its benefits is relevant 
to the Chapter 93A claim (which it is not), the Court has reserved that claim to itself.  See Mem. & Order on Defs.’ 
Renewed Mot. for Summ. J. at 1 (June 25, 2014) (Dkt. 125).  Accordingly, this evidence should not be presented to 
the jury, particularly given the risk of confusion and prejudice. See, e.g., Roddy & McNulty Ins. Agency, Inc. v. A.A. 
Proctor & Co., 16 Mass. App. Ct. 525, 529 (Mass. App. Ct. 1983) (noting that “separation in the typical case (i.e. 
one involving a c. 93A and a common law claim from which the c. 93A claim arises) is premised on the nature of 
the c. 93A action, specifically the lack of a right to jury trial on the underlying assertion of unfair, deceptive or 
anticompetitive conduct”). 
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528, 536 (6th Cir. 1993) (finding that the plaintiff’s argument regarding the efficacy of the drug 

was not properly made in the context of a failure-to-warn claim), abrogated on other grounds by 

J. McIntyre Machinery, Ltd. v. Nicastro, 131 S. Ct. 2780 (U.S. 2011); Solomon v. Bristol-Myers 

Squibb Co., 916 F. Supp. 2d 556, (D.N.J. 2013) (“[I]t appears that Plaintiff’s efficacy arguments 

are not relevant in the context of a failure-to-warn analysis.  Plaintiff’s claim is essentially 

premised on the fact that he suffered substantial bleeding as a result of taking both Plavix and 

aspirin at the same time – not that Plavix did not work.  As the Court has previously noted, in 

Texas, a drug manufacturer is required to provide an adequate warning of its product if it knows 

of any potential harm that may result from the use of its product. . . .  Permitting Plaintiff to 

pursue his failure-to-warn claim on an efficacy theory would, as has been found in other 

jurisdictions with similar laws, impermissibly expand liability under Texas law on the adequacy 

of pharmaceutical warning labels.” (citations omitted)).  Thus, any evidence or argument that the 

risks of Pondimin exceeded its benefits is not probative of Plaintiff’s failure-to-warn claim.  See 

Fed. R. Evid. 401. 

 VHD Evidence:  Pursuant to the Court’s order granting Wyeth’s motion in limine to 

exclude evidence regarding VHD, Plaintiff may only introduce evidence or argument related to 

VHD “to the extent of any relevant admissible testimony of Dr. Sharian.”  See Electronic Order 

(July 11, 2014) (Dkt. 172).  Wyeth anticipates, therefore, based on Dr. Sharian’s deposition 

testimony, that Plaintiff may offer evidence or argument that Dr. Sharian’s prescribing decisions 

would have been different had the relevant Pondimin labeling included a VHD warning.  Wyeth 

remains concerned that, in so doing, Plaintiff may still attempt to present evidence and argument 

regarding VHD, its symptoms, the relationship between VHD and Pondimin, and other evidence 

and argument regarding VHD that Dr. Sharian does not discuss in his testimony.  Neither 
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Dr. Sharian (who will testify via deposition and did not offer general scientific information 

regarding VHD) nor any other Plaintiff’s witness should be allowed to do so.  Moreover, in light 

of this order, the Court should also grant Wyeth’s Daubert Motion to Preclude Testimony and 

Evidence From Dr. Cheryl Blume to the extent that it seeks to exclude Dr. Blume’s testimony 

concerning Wyeth’s knowledge of the risks of VHD and any related action Wyeth took (or did 

not take).  See Defs.’ Daubert Motion to Preclude Testimony and Evidence from Dr. Cheryl 

Blume (Aug. 29, 2013) (Dkt. 34); Defs.’ Mem. in Support of Daubert Motion to Preclude 

Testimony and Evidence from Dr. Cheryl Blume (Aug. 29, 2013) (Dkt. 35). 

In combination, documents related to these three categories of evidence constitute over 

50 percent of the documents on Plaintiff’s exhibit list (not including medical and billing 

records).  It is thus clear that Plaintiff intends to try a case that is not directed at whether Wyeth 

adequately warned Dr. Sharian of PPH – which is, ironically, what Plaintiff must prove to 

succeed on the sole claim the jury will hear in this case.  Plaintiff should not be permitted to do 

so. 
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CONCLUSION 

Wyeth respectfully submits that the foregoing memorandum provides a summary of the 

critical facts and law relevant and applicable to Plaintiff’s claims in this case. 

 

Respectfully submitted, 

/s/ Michael J. Bayer______ 
Cynthia D. Vreeland (BBO# 635143) 
Michael J. Bayer (BBO# 660654) 
Kevin S. Prussia (BBO# 666813) 
Wilmer Cutler Pickering Hale and Dorr LLP 
60 State Street 
Boston, MA 02109 
Telephone:  (617) 526-6000 
Facsimile:  (617) 526-5000 
cynthia.vreeland@wilmerhale.com 
michael.bayer@wilmerhale.com 
kevin.prussia@wilmerhale.com 
 
Wilfred P. Coronato (admitted pro hac vice) 
Hughes Hubbard & Reed LLP 
101 Hudson Street. Suite 3601 
Jersey City, NJ 07302 
Telephone: (201) 946-5700 
Facsimile: (201) 536-0799 
 
Theodore V.H. Mayer (admitted pro hac vice) 
Michael D. Tiger (admitted pro hac vice) 
Jessica S. Studness (admitted pro hac vice) 
Hughes Hubbard & Reed LLP 
One Battery Park Plaza 
New York, NY  10004-1482 
Telephone:  (212) 837-6000 
Facsimile:  (212) 422-4726 
 
Anand Agneshwar (admitted pro hac vice) 
Arnold & Porter LLP 
399 Park Avenue 
New York, NY 10022 
Phone: (212) 715-1000 
Facsimile: (212) 715-1399 
 

Case 1:11-cv-10466-RGS   Document 198   Filed 07/14/14   Page 32 of 33



 
 

33 
 

Heidi K. Hubbard (admitted pro hac vice) 
Williams & Connolly LLP 
725 Twelfth Street, N.W. 
Washington, D.C. 20005 
Phone: (202) 434-5451 
Facsimile: (202)-434-5029 

Attorneys for Defendants Wyeth LLC f/k/a/ 
American Home Products Corp., Wyeth 
Pharmaceuticals Inc., Wyeth-Ayerst Laboratories, 
and Wyeth-Ayerst Pharmaceuticals, Inc. 

Dated:  July 14, 2014 

 

CERTIFICATE OF SERVICE 

I hereby certify that on July 14, 2014, a copy of the foregoing document was filed 
electronically and will be sent to counsel for all parties by operation of the Court’s electronic 
filing system (CM/ECF).  Parties may access this filing through the Court’s system. 

 
      /s/ Michael J. Bayer______ 
      Michael J. Bayer 

 
 

Case 1:11-cv-10466-RGS   Document 198   Filed 07/14/14   Page 33 of 33


	I. PLAINTIFF
	II. FACTS REGARDING PULMONARY HYPERTENSION AND PAH
	III. THE INTERNATIONAL PRIMARY PULMONARY HYPERTENSION STUDY
	IV. FACTS REGARDING RELEVANT PONDIMIN LABELING
	V. FACTS REGARDING WYETH’S DISTRIBUTION OF INFORMATION PERTAINING TO THE UPDATES TO PONDIMIN LABELING AND TO THE RISKS OF PONDIMIN
	VI. PLAINTIFF’S USE OF PONDIMIN AND ALLEGED PAH
	I. PLAINTIFF’S CAUSES OF ACTION
	II. LEGAL ISSUES LIKELY TO ARISE AT TRIAL
	A. Does Plaintiff Have PAH?
	B. Could Plaintiff’s Ingestion Of Pondimin Have Caused His Alleged PAH?
	C. Did Wyeth Adequately Warn Plaintiff’s Prescribing Physician – Dr. Kent Sharian – Of The Risks Associated With Pondimin?


