
UNREPORTED

IN THE COURT OF SPECIAL APPEALS

OF MARYLAND

No. 0862

September Term, 2011

FREDERICK WHITE, PERSONAL

REPRESENTATIVE OF THE ESTATE OF

MARIANNE ROSS, et al.

v.

CURT M. WATKINS, et al.

Woodward,

         *Watts,

Eyler, James R.

(Retired, Specially Assigned),

JJ.

Opinion by Woodward, J.

   Filed: November 21, 2014

*Judge Shirley M. Watts participated in the

hearing of this case while an active member of

this Court, but did not participate in the

adoption of this opinion.



The instant appeal has its origins in an order of the Circuit Court for Wicomico

County granting a motion in limine to strike the opinions and testimony of two medical

causation experts.  Frederick White, as personal representative of the estate of Marianne

Ross, and Rochelle Delguzzo, appellants, sought to call as their experts James H. Grendell,

M.D. and Javid Sheikh, M.D., in appellants’ medical malpractice action against appellees,

Curt M. Watkins, M.D. and Peninsula Allergy & Asthma Associates, P.A. (“Peninsula”).  In

its order, the circuit court concluded that Dr. Grendell and Dr. Sheikh each lacked a sufficient

factual basis under the Frye-Reed  standard to give their opinions that the ingestion of aspirin1

caused Ross’s acute and, ultimately fatal, pancreatitis.

Appellants present one question on appeal,  which we have recast into two:2

1. Did the trial court err in applying the Frye-Reed standard to the

medical causation opinions of appellants’ experts, Dr. Grendell

and Dr. Sheikh?

2. Did the trial court err in excluding the medical causation

opinions of appellants’ experts, Dr. Grendell and Dr. Sheikh,

on the grounds that such opinions lacked a sufficient factual

basis under the Frye-Reed standard?

  See Frye v. United States, 293 F. 1013 (D.C. Cir. 1923); Reed v. State, 283 Md. 3741

(1978).

  In their brief, appellants presented the question as:2

Whether the court erred in concluding that plaintiffs’ experts lacked

a sufficient factual basis under Reed/Frye to opine that ingestion of

aspirin caused Ms. Ross’s pancreatitis when Ms. Ross developed

pancreatitis within hours of undergoing a negligently administered

aspirin challenge and aspirin is known to cause pancreatitis?



For the reasons explained below, we answer both questions in the negative and will

affirm the judgment of the circuit court.

BACKGROUND

Marianne Ross, a 58-year-old woman, suffered from morbid obesity, hypertension,

hypercholesterolemia, type 2 diabetes, and coronary artery disease.  Ross was taking several

medications for these conditions, including lisinopril, Lipitor, Chantix, hydrochlorothiazide

(“HCTZ”), and omeprazole.  In December 2008, Ross suffered a myocardial infarction (heart

attack) and was advised by her cardiologists to start aspirin therapy.  She was referred to Dr.

Watkins for evaluation on January 7, 2009.  

Following consultation with Ross, and based on her self-described allergy to aspirin

(the common name of the drug scientifically known as acetylsalicylic acid and classified

within the family of drugs known as salicylates), Dr. Watkins conducted an aspirin challenge

on January 26, 2009 in order to determine Ross’s level of sensitivity to aspirin.  As part of

the aspirin challenge, Dr. Watkins administered a total of 891 mg of aspirin (equivalent to

three tablets of “adult strength” aspirin plus one tablet of “children’s strength” aspirin) within

a two-hour span.  No adverse reactions were noted at that time.  Two hours after leaving the

facility, and five hours after the aspirin challenge began, Ross called and explained that she

was experiencing “severe nausea, vomiting, and epigastric abdominal pain.”  Dr. Watkins

noted, in a January 26, 2009 addendum to his medical report, that “[i]t is quite surprising that

mere three [sic] aspirin tablets could trigger acute pancreatic pain, but aspirin and
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nonsteroidals are known to trigger pancreatitis.”  Ross was taken to Peninsula Regional

Medical Center on January 26, 2009, where she was diagnosed with severe acute pancreatitis. 

In a February 6, 2009 progress report, another of Ross’s treating physicians noted that she

had pancreatitis and that the pancreatitis was “[secondary to] a drug reaction [to] ASA

[acetylsalicylic acid].”  On February 10, 2009, after her pancreatitis worsened, Ross passed

away. 

On April 13, 2010, appellants filed suit, alleging that Dr. Watkins, under the

supervision of Peninsula, committed medical malpractice.  They alleged that Dr. Watkins

breached the applicable standard of care, negligently administering an aspirin challenge by

giving Ross an unreasonably high dose of aspirin in an unreasonably short time period, which

was the proximate cause of the patient’s acute pancreatitis and death.

In support of their claims, appellants identified two expert witnesses on medical

causation: Dr. Grendell and Dr. Sheikh.  Each doctor had extensive qualifications that are not

the subject of this appeal,  and each arrived at their opinions based on their years of3

experience in the relevant field, their review of Ross’s medical records, and their

consideration of relevant medical literature.  Dr. Sheikh testified during his deposition that

  Appellees raise an argument in their brief that Dr. Sheikh was not properly qualified3

to give his opinion, but that issue was not considered by the court below during the Frye-

Reed hearing.  Because appellees did not file a cross-appeal on this issue, we will not

consider it. 
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“one of the causes of pancreatitis can be drug induced, it could include salicylates, including

aspirin.”  Dr. Grendell opined in his report that

[Ross] experienced aspirin induced severe acute pancreatitis.  The

amount and time course of aspirin administration in this case caused

[Ross’s] pancreatitis and death.  It is clear that giving less aspirin over

a longer period of time is better for patients with aspirin sensitivities.

Had hypothetically, [Ross] been administered an aspirin

desensitization protocol that gave her less aspirin spread out over a

longer period of time . . . , she would have either had no pancreatic

reaction, or if a reaction occurred, it would have been far less severe. 

Moreover, if a reaction did occur it would have been diagnosed earlier

in the regimen, before she would have received the total amount

given.  And as a consequence, [Ross] would have had less of a

hospitalization, less pain and suffering, and would have likely not died

as a result of her pancreatitis. 

On May 13, 2011, appellees moved in limine to exclude the testimony of Dr. Grendell

and Dr. Sheikh, because, they contended, the doctors’ opinions lacked a sufficient factual

basis under both Maryland Rule 5-702 and the Frye-Reed standard.  On June 10, 2011,

following a Frye-Reed hearing the day before, the circuit court issued an order granting

appellees’ motion, which stated:

After due consideration of counsels’ oral arguments, all medical

literature submitted, the depositions of the two physicians in question,

as well as applicable Maryland case law, the Court is of the opinion

that there does not exist a sufficient factual basis in accordance with

the Frye/Reed test so as to allow the testimony of either James H.

Grendell, M.D. or Javed Sheikh, M.D. as expert witnesses on the issue

of medical causation, specifically the connection between the

ingestion of aspirin and acute pancreatitis.

4



Following the circuit court’s order, appellees moved for summary judgment because,

with the exclusion of their experts, appellants had no evidence of causation.  The court

granted summary judgment in favor of the appellees on June 20, 2011.  

A timely appeal was filed thereafter.

DISCUSSION

I.

Applicability of Frye-Reed

Appellants contend that the trial court erred in applying the Frye-Reed general

acceptance standard to the medical causation opinions of Dr. Grendell and Dr. Sheikh. 

Appellants claim that the Frye-Reed standard applies only to novel scientific evidence. 

Quoting CSX Transportation, Inc. v. Miller, 159 Md. App. 123, 186-87 (2004), cert. granted,

384 Md. 581 (2005), cert. denied as improvidently granted, 387 Md. 351 (2005), appellants

assert that a “doctor’s opinion as to the etiology of his patient’s injury is simply not the type

of thing contemplated by the phrase ‘new and novel scientific technique.’”  Appellants

further argue that Frye-Reed “does not apply to medical opinions generally, and in particular,

medical causation opinions.”  They contend that under Myers v. Celotex Corp., 88 Md. App.

442, 458-60 (1991), cert. denied, 325 Md. 249 (1992), and subsequent case law, the court

should have instead applied a “reasonable medical probability” standard.  Appellants contend

that, because “Dr. Grendell and Dr. Sheikh offered their medical causation opinions in this
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case to a degree of reasonable medical probability and certainty,” their opinions were

admissible. 

Appellees respond that the Frye-Reed standard applies to the admission of all expert

evidence.  Appellees also contend that the court properly held a Frye-Reed hearing, because

the opinion that “aspirin ingestion causes fatal acute pancreatitis” is not common knowledge. 

They further assert that the doctors’ opinions are based on novel medical theories rather than

the doctors’ own medical experiences.

“A trial judge has wide latitude in determining whether expert testimony is sufficiently

reliable to be admitted into evidence, and his sound discretion will not be disturbed on appeal

unless the decision to admit the expert testimony was clearly erroneous or constituted an

abuse of discretion.”  Montgomery Mut. Ins. Co. v. Chesson, 399 Md. 314, 327 (2007)

(“Chesson I”) (citations omitted). 

Appellants’ reliance on Myers and several other cases  where this Court has stated that4

the “reasonable medical probability” standard applies to medical causation opinions, rather

than the general acceptance standard, is misplaced.  As we will explain, the precedent of this

Court’s and the Court of Appeals’ decisions in Chesson I and Blackwell v. Wyeth, 408 Md.

  The cases appellants cite in addition to Myers are: Riley v. United Services4

Automobile Ass’n, 161 Md. App. 573, 585-86 (2005), aff’d, 393 Md. 55 (2006); CSX

Transportation v. Miller, 159 Md. App. 123, 186-87 (2004), cert. granted, 384 Md. 581

(2005), cert. denied as improvidently granted, 387 Md. 351 (2005); Giddens v. State, 148

Md. App. 407, 417-18 (2002), cert. denied, 374 Md. 83 (2003); and Owens Corning v.

Bauman, 125 Md. App. 454, 498-99, cert. denied, 354 Md. 572 (1999), abrogated on other

grounds by John Crane, Inc. v. Scribner, 369 Md. 369 (2002). 
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575 (2009), make clear that any theory forming the underlying basis for a medical causation

opinion must be generally accepted.  Thus the theory itself is a proper subject of a Frye-Reed

analysis.  

In Myers v. Celotex Corp., the trial court applied the Frye-Reed standard to the expert

physician opinion that asbestos can cause cancer, as well as the expert’s “electrical charge”

theory explaining how the asbestos fiber got into the lung cells of the appellants.  88 Md.

App. at 455-56.  The trial court excluded the testimony because the physician did not

demonstrate general acceptance of the opinion within the relevant medical community.  Id. 

On appeal, we explained that “[t]he ‘generally accepted in the medical community’ standard”

applies when evaluating “the admissibility of evidence based upon novel scientific

techniques or methodologies.”  Id. at 458.  Applying this reasoning, we reversed the trial

court and held that only a “reasonable medical probability” standard applied to that expert’s

opinion.  Id.  We explained, in effect, that the trial court should have taken judicial notice of

the theory “[t]hat exposure to asbestos may cause cancer,” because it “is not a novel or

controversial assertion.”  Id.  Because the remainder of the expert’s opinion concerning

electrical charge theory merely explained how asbestos causes cancer, rather than

whether asbestos causes cancer, the expert was only required to testify to a “reasonable

medical probability.”  Id. at 458-59.

We reiterated the reasoning of Myers in Owens Corning v. Bauman, in which we

reviewed a trial court’s decision to admit an expert’s testimony about the date on which the
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appellee contracted mesothelioma.  125 Md. App. 454, 500-01, cert. denied, 354 Md. 572

(1999), abrogated on other grounds by John Crane, Inc. v. Scribner, 369 Md. 369 (2002). 

Explaining that “the expert’s testimony in Myers . . . concerned how asbestos caused cancer,

which was not a novel or controversial assertion,” we affirmed the trial court’s decision in

Bauman, because the expert’s “opinion of the growth rate of mesothelioma was not based

on any novel techniques or new scientific tests.”  Id. at 499, 501-02.  Agreeing with the

appellee’s position in that case, we again clarified the distinction between “a novel scientific

technique,” which must be evaluated under Frye-Reed, and a “medical opinion,” which

requires only a “reasonable medical probability.”  Id. at 498, 502. 

In Giddens v. State, the expert at issue was a forensic pathologist who sought to testify

about the time of the victim’s injuries based upon the autopsy he conducted.  148 Md. App.

407, 409-10 (2002), cert. denied, 374 Md. 83 (2003).  Although Giddens, like Bauman, did

not strictly involve an opinion about medical causation, we find its principles useful in

analyzing the present case.  Giddens involved a dispute among the experts over the time that

the fatal injuries were inflicted on the victim.  See id. at 410.  The State’s expert testified that

such injuries were inflicted no more than one hour prior to death, because the autopsy

revealed a lack of swelling in the victim’s spinal cord.  Id.  On the other hand, the appellant’s

expert opined that “the lack of spinal cord swelling did not permit any conclusion other than

the conclusion that the injuries were inflicted within eight hours of the victim’s death.”  Id.
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After first noting that the trial court did not err when it did not apply the Frye-Reed

standard to the “time of death” opinion based on a lack of brain swelling, this Court went on

to state that the testimony would also have satisfied Frye-Reed if it did apply.  We explained

that

[u]nder the Frye-Reed test, if it were not generally accepted by expert

pathologists that a properly conducted autopsy will reveal a lack of

swelling in the deceased’s brain and spinal column, [the trial court]

would have excluded (1) evidence that there was a lack of swelling,

and (2) a “time of death” opinion based upon that evidence.

Id. at 416.  In other words, the theory that forms the basis of an opinion (in Giddens, the

theory that “a properly conducted autopsy will reveal a lack of swelling in [a person’s] brain

and spinal column”) must be generally accepted before the opinion may be admitted.  Id.  We

concluded that, “[b]ecause expert pathologists do agree that a properly conducted autopsy

will reveal lack of swelling in the victim’s brain and spinal cord, nothing in Frye, Reed, or

Wilson [v. State, 370 Md. 191 (2002),] requires the exclusion of [the State’s expert]’s ‘time

of injury’ opinion based upon that autopsy finding.”  Id.

In CSX Transportation, Inc. v. Miller, an expert physician sought to testify that his

patient’s years of walking on the mainline ballast was the cause of the patient’s arthritis.  159

Md. App. at 186.  Writing for this Court, Judge Charles Moylan, Jr. stated, in pertinent part,

that Frye-Reed does not apply to the expert’s conclusion that, “as a general ergonomic

phenomenon, years of walking on mainline ballast can be injurious to the lower extremities

of human beings.”  Id.  The reasoning behind this conclusion was that only “new and novel
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scientific techniques” are subject to Frye-Reed, and “[a] doctor’s opinion as to the etiology

of his patient’s arthritis is simply not the type of thing contemplated by the phrase ‘new and

novel scientific technique.’” Id. at 186-87.  

In Chesson I, a physician sought to testify as an expert about the causal link between

exposure to mold and the sick building syndrome contracted by the appellant.  399 Md. at

317.  The Court of Appeals noted that it “has emphasized repeatedly that Frye-Reed is meant

to apply to evidence based on scientific opinion,” and held that, because the testimony at

issue in Chesson constituted “a medical opinion that was based on an underlying scientific

principle,” the Frye-Reed standard was applicable to the underlying theory of causation

leading to that opinion.  399 Md. at 328, 330.  Distinguishing the case from Myers and

Miller, the Court held that the case before it “involve[d] more than a generally accepted

medical opinion and diagnosis,” and that the physician’s conclusion that mold exposure

causes sick building syndrome “[was] not so widely accepted as to be subject to judicial

notice of reliability.”  Id. at 332.  The Court held that the trial court erred by not holding a

Frye-Reed hearing “to determine whether the medical community generally accepts the

theory that mold exposure causes the illnesses that respondents claimed to have

suffered . . . .”  Id. at 328.  

In Blackwell v. Wyeth, the Court of Appeals reaffirmed the need to apply the Frye-

Reed standard when a party offers novel theories of medical causation.  408 Md. at  580-93. 

The appeal in Blackwell centered on the issue of whether appellants’ medical experts could
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testify that the thimerosal in vaccines given to the appellants’ child caused the child’s autism.

 Id. at 593.  The trial court held a lengthy Frye-Reed hearing before excluding the experts’

testimony because it was not generally accepted that thimerosal can cause autism.  Id. at 593-

94.  The Court of Appeals, affirming the trial court, quoted with approval the lower court’s

observation that

[i]t is well established that where an expert witness offers a novel

medical theory of causation, the bases of the expert’s opinion,

including the theory of causation, and the methodologies, must all

be generally accepted or reliable in the relevant scientific

community.

Id. at 604 (citing Chesson I, 399 Md. at 327) (bolded emphasis added).  The Court agreed

with the conclusion of the trial court that “causation opinions on the etiology of autism

cannot be based on a differential diagnosis that includes thimerosal as a potential cause of

autism because the science does not support the plaintiffs’ purported theory of a causal

connection between thimerosal-containing vaccines and autism.”  Blackwell, 408 Md. at 615. 

The case sub judice, like Chesson I and Blackwell, centers on doctors’ medical

opinions that are based on underlying scientific principles.  The theory of causation – that

aspirin can cause acute pancreatitis – is not a settled scientific issue from which we can take

judicial notice.  See Reed v. State, 283 Md. 374, 380 (1978); see also Goldstein v. State, 339

Md. 563, 567 (1995) (“General acceptance may be proven through expert testimony or

judicial notice or a combination of the two.”).  Nor are the internal effects of ingesting

aspirin in this case as readily observable as the phenomenon of injuring one’s legs from long-
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term physical exertion, as in Miller.  The novelty of appellants’ theory is, therefore, similar

to that of whether mold exposure can cause sick building syndrome or whether thimerosal-

containing vaccines can cause autism, and unlike something as widely known as whether

asbestos can cause cancer.  See Chesson I, 399 Md. at 328-29; Blackwell, 408 Md. at 615;

Myers, 88 Md. App. at 458.  Dr. Grendell and Dr. Sheikh applied differential diagnosis

methods to reach their opinions in this case that aspirin was, more likely than not, the cause

of Ross’s acute pancreatitis and subsequent death.  Therefore, before admitting the opinions

of appellants’ experts, the trial court was required to first determine whether the medical

community generally accepts the theory that aspirin causes acute pancreatitis, and, if so, then

determine whether the physicians properly carried out a differential diagnosis of the cause

of Ross’s death. 

II.

Sufficient Factual Basis for General Causation Under Frye-Reed

Having held that Frye-Reed applies, we must determine whether appellants can

support their claim of general causation with a generally accepted theory.  See Blackwell, 408

Md. at 588-89.  Under the Frye-Reed standard, “in order to be admissible, a court must

determine that a scientific process or technique is generally accepted within the relevant

scientific community.”  Hutton v. State, 339 Md. 480, 494 n.10 (1995) (citations omitted). 

“[The] Frye standard retards somewhat the admission of proof based on new methods of

scientific investigation by requiring that they attain sufficient currency and status to gain the
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general acceptance of the relevant scientific community.”  Reed, 283 Md. at 385 (quotation

marks and citation omitted).  Although “unanimity is not required to establish general

acceptance,” Montgomery Mut. Ins. Co. v. Chesson, 206 Md. App. 569, 608 (2012)

(“Chesson II”) (citation omitted), aff’d, 434 Md. 346 (2013), testimony based on methods or

techniques that are controversial or otherwise the subject of “‘fundamental division in the

scientific  community’” must be excluded.  U.S. Gypsum Co. v. Mayor & City Council of

Balt., 336 Md. 145, 183 (1994) (quoting Reed, 283 Md. at 392). As the Court of Appeals

noted in Clemons v. State,

[a]ppellate review of a trial court's decision regarding the

admissibility of expert scientific testimony under Frye, and Reed, []

is de novo.  Moreover, we are not limited to the information contained

in the record and can and should take notice of law journal articles,

articles from reliable sources that appear in scientific journals, and

other publications which bear on the degree of acceptance by

recognized experts that a particular process has achieved.

392 Md. 339, 359 (2006) (citations and internal quotation marks omitted).  Therefore, the

court conducts an independent review of the record below.

Appellants argue that there was a sufficient factual basis for their experts’ opinions

under the Frye-Reed standard because, “in the present case salicylates, such as aspirin, are

known to cause pancreatitis.”  In support of their line of reasoning, appellants point to (1) the

medical literature they presented during the Frye-Reed hearing, (2) Dr. Watkins’s notes that

“aspirin and nonsteroidals are known to trigger pancreatitis,” and (3) the notes of Ross’s
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treating physician that she suffered from “pancreatitis - caused by a drug reaction with

[aspirin].”  5

Appellees respond that the opinions Dr. Grendell and Dr. Sheikh sought to offer were

properly excluded.  Appellees assert that the factual bases for both doctors’ opinions are

insufficient, because the medical literature upon which the doctors relied fails to establish

that “a causal relationship between aspirin and acute pancreatitis is generally accepted within

the medical field.”  6

Both Dr. Grendell and Dr. Sheikh attested in their affidavits that they relied on the

identical ten articles or textbook chapters: 1) Ayman Eltookhy & Norma Lynn Pearson, Drug

Induced Pancreatitis, 139 Can. Pharmacists J. 58 (“Eltookhy”); 2) Pramodini B. Kale-

  Appellant also argues that Dr. Grendell’s “experience, research and training, along5

with his knowledge of the literature,” provide a sufficient factual basis for his opinions. 

These considerations, however, pertain to an expert’s qualifications under Maryland Rule

5-702(1); they do not affect the general acceptance of the theory that Dr. Grendell advances,

which is the scope of our review.

 In addition, appellees contend that the opinions Dr. Grendell and Dr. Sheikh sought6

to offer were properly excluded because there was “‘simply too great an analytical gap

between the data and the opinion proffered.’”  Blackwell v. Wyeth, 408 Md. 575, 608 (2009)

(quoting Gen. Elec. Co. v. Joiner, 522 U.S. 136, 146 (1997)).  Specifically, appellees claim

that the differential diagnosis methodology that both doctors used was not reliable because

each “failed to rule out the other medications that [Ross] was taking which have been

scientifically associated with pancreatitis.”  They argue that Dr. Grendell and Dr. Sheikh

improperly “ruled in” aspirin as the most likely cause without giving the same analytical

scrutiny to Ross’s other medications.  Appellants concede that Dr. Grendell was unable to

rule out other medications that Ross was taking, but assert that Dr. Grendell’s differential

diagnosis was nevertheless reliably performed because he ruled out other significant possible

causes before concluding that it was more likely than not that aspirin caused Ross’s acute

pancreatitis.  Because we conclude that the doctors did not have a sufficient basis for their

opinions on the issue of general causation, we do not reach this issue.
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Pradhan & Jaimie L. Conroy, Pancreatitis, in Drug-Induced Diseases 537 (James E. Tisdale

& Douglas A. Miller eds., 2005) (“Tisdale”); 3) Tracie Kaurich, Drug-Induced Acute

Pancreatitis, 21 Baylor Univ. Med. Ctr. Proc. 77 (2008) (“Kaurich”); 4) Theodore W.

Underwood & Carla B. Frye, Drug-Induced Pancreatitis, 12 Clin. Pharmacy 440 (1993)

(“Underwood”); 5) Chirag D. Trivedi & C.S. Pitchumoni, Drug-Induced Pancreatitis: An

Update, 39 J. Clin. Gastroenterol 709 (2005) (“Trivedi”); 6) M. Cabooter et al., Salicylate-

Induced Pancreatitis, 80 Gastroenterology 214 (1981) (“Cabooter letter”); 7) Sidney

Sussman, Severe Salicylism & Acute Pancreatitis, 99 Cal. Med. 169 (1963) (“Sussman”); 8)

Howard A. Reber et al., The Pancreatic Duct Mucosal Barrier, 137 Am. J. Surgery 128

(1979) (“Reber”); 9) Donald D. Stevenson & Ronald A. Simon, Sensitivity to Aspirin &

Nonsteroidal Antiinflammatory Drugs, in Middleton’s Allergy: Principles and Practice 1747

(no date provided)  (“Stevenson”); and 10) N.A. Page & W.S. Schroeder, Rapid

Desensitization Protocols for Patients with Cardiovascular Disease & Aspirin

Hypersensitivity in an Era of Dual Antiplatelet Therapy, 41 Annals Pharmacotherapy 61

(2007) (“Page”).  Six other articles are also included in the record: 1) a literature review co-

authored by Dr. Grendell (with Anil Balani): Drug-Induced Pancreatitis: Incidence,

Management & Prevention, 31 Drug Safety 823 (2008) (“Grendell/Balani”); 2) Stavros

Antonopoulos et al., A Case of Acute Pancreatitis Possibly Associated with Combined

Salicylate & Simvastatin Treatment, 6 J. Pancreas 264 (2005) (“Antonopoulos”); 3) Nison

Badalov et al., Drug-Induced Acute Pancreatitis: An Evidence-Based Review, 5 Clin.
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Gastroenterology & Hepatology 648 (2007) (“Badalov”); 4) Paul S. Denker & Paul E.

Dimarco, Exenatide (Exendin-4)-Induced Pancreatitis: A Case Report, 29 Diabetes Care 471

(2006) (“Denker”); 5) Imran Ahmad et al., Ezetimibe-Induced Acute Pancreatitis, 100 S.

Med. J. 409 (2007) (“Ahmad”), and 6) K.R. Wedgwood et al., Effects of Oral Agents on

Pancreatic Duct Permeability: A Model of Acute Alcoholic Pancreatitis, 31 Digestive

Diseases & Sci. 1081 (1986) (“Wedgwood”).  Before analyzing whether these articles, except

Page,   suffice to demonstrate general acceptance of the theory that aspirin can cause acute7

pancreatitis, we encapsulate the findings of each article from our search through the record,

in chronological order.

1)  Sussman (1963).  The first reported possible relationship between aspirin and acute

pancreatitis in the literature appears in Sussman’s Severe Salicylism and Acute Pancreatitis,

published in July 1963.  After noting that a “[s]earch of the [medical] literature did not reveal

any previously reported association between salicylism and pancreatitis,” Sussman provides

the case report of a single two-year-old boy who had ingested over 500 mg of aspirin. 

Sussman discusses the fact that “[i]t cannot be determined from the available data if toxic

amounts of acetyl salicylic acid were responsible for the pancreatitis.”  Although he notes

that “there is evidence suggestive of acute pancreatitis,” the author concludes that the

“[r]elationship between salicylate poisoning and pancreatitis is speculative.”  

  The Page article does not appear in the record beyond being cited in the doctors’7

affidavits, nor was it mentioned by the parties in their briefs or at oral argument.  Therefore,

this Court will, in its discretion, not consider it. 
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2)  Reber (1979).  The Reber article from 1979 details a clinical study of the

intravenous infusion of aspirin and ethanol into the pancreatic ducts of cats.  The article

notes, among other things, that highly acidified aspirin caused significant damage to the

mucosal barrier of the cats’ pancreases, but aspirin at a relatively neutral pH did not.  The

Reber study concludes that the “clinical significance of these observations is uncertain.”  

3)  Cabooter letter (1981).   Cabooter’s letter, entitled Salicylate-Induced Pancreatitis,8

provides anecdotal reports of “two cases of suicidal salicylate intoxication with concomitant

pancreatitis.”  After acknowledging that an article by Mallory and Kern  stated that “no clear9

causal relationship between salicylates and acute pancreatitis is established,” Cabooter details

two reports of teenagers, each of whom ingested at least 30 grams of aspirin within the span

of a few hours.  Based solely on these two reports, Cabooter concludes that “the close time

relationship between the intake of salicylates and the transient elevation of serum amylase

(and lipase) suggests a causal relationship” between aspirin and acute pancreatitis.  The letter

concludes that “[s]upratherapeutic levels of [aspirin] may cause a mild form of acute

pancreatitis, independent from serum pH changes.”   

In their return correspondence printed directly after Cabooter’s letter, Mallory and

Kern acknowledge that “the patients probably had pancreatitis,” but note “the apparent

  Though no date appears on the Cabooter letter itself, appellees’ counsel represented8

during oral argument that it is from 1981.

 Andrew Mallory & Fred Kern, Jr., Drug-Induced Pancreatitis: A Critical Review,9

78 Gastroenterology 813 (1980).
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absence of symptoms suggesting pancreatitis” in the patients described by Cabooter. 

Pointing to contemporaneous studies by Reber and others, Mallory and Kern wonder

“whether Dr. Cabooter’s patients may have also ingested ethanol in their suicidal attempts.” 

4)  Wedgwood (1986).  Like Reber, Wedgwood focuses on a study where cats were

pretreated orally with aspirin and ethanol and then pancreatic juice was perfused along the

pancreatic duct.  The study found that “[a]nimals pretreated with aspirin, ethanol, or both,

and in which ducts were perfused with activated juice, developed acute edematous

pancreatitis.”   No other conclusion is drawn by Wedgwood.

5)  Underwood (1993).  Underwood classifies drugs that may induce pancreatitis into

three different groups by strength of association between the drugs and acute pancreatitis:

the association is either 1) definite; 2) probable; or 3) questionable.  Footnote 8 of the article

explains that 

[a]ssociation is considered definite if pancreatitis developed during

exposure to the agent, disappeared after withdrawal, and recurred after

rechallenge.  Association is considered probable if an association is

thought to exist but the three criteria above were not all met. 

Association is considered questionable if published evidence is

inadequate or contradictory. 

Underwood states that salicylates have a “probable association” with pancreatitis. 

Furthermore, of the five references cited by Underwood in support of this proposition, four
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pertain to salicylates other than aspirin; only the Cabooter letter is relied on to support the

notion that aspirin specifically can cause acute pancreatitis.10

6)  Antonopoulos (2005).  The Antonopoulos article notes that “[f]rom time to time,

several cases have been reported in which statins or salicylates have been associated with the

development of acute pancreatitis.”  The article highlights a single case report in which a 58-

year-old man had taken aspirin for six years and simvastatin for two months prior to being

admitted to a hospital for acute pancreatitis.  Because “all possible common causes of acute

pancreatitis were excluded,” Antonopoulos concludes: “It is a rational assumption to connect

this case to the co-administration of simvastatin and acetyl-salicylate.  However, the

pathophysiological mechanism behind the onset of acute pancreatitis due to a statin, or, even

more, due to its combination with salicylate, remains vague.”  (Emphasis added).  

7)  Trivedi (2005).  The Trivedi article lists “all medications with pancreatitis listed

as an adverse reaction.”  The medications are categorized into one of three classes.  Class I

medications are those featuring both at least twenty reported cases of acute pancreatitis and

at least one case with a positive rechallenge.  Class II medications have between eleven and

twenty reported cases of acute pancreatitis, with no rechallenge requirement.  Class III

medications are reserved for all other medications implicated in pancreatitis, with ten or

  Thiazides are listed as having a “[d]efinite [a]ssociation” with acute pancreatitis,10

with hydrochlorothiazide (“HCTZ”) specifically named in the text of the article.  In addition,

lisinopril is specifically listed as having a “[q]uestionable [a]ssociation” with acute

pancreatitis. 
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fewer total “reported cases or unpublished reports in pharmaceutical or FDA files.”  Trivedi

lists aspirin as a Class III medication “implicated in” or “associated with” pancreatitis, within

the broader category of anti-platelets/thrombolytics.   11

8)  Tisdale (2005).  Tisdale’s textbook chapter utilizes the same three-tiered

classification employed by Underwood: drugs discussed have either a 1) definite; 2)

probable; or 3) questionable association with acute pancreatitis.  

Within a table entitled “Drugs That Have Been Reported to Cause Pancreatitis,” the

class of salicylates is listed as having a “probable association” with acute pancreatitis.   The12

chapter also mentions aspirin as a salicylate. Tisdale devotes a separate paragraph to

acetylsalicylic acid, stating that “[t]he precise mechanism of salicylate-induced pancreatic

injury is unknown,” but noting that, in animal studies, aspirin has increased pancreatic duct

permeability.  The only sources cited in support of the probable association between

salicylates and pancreatitis that are part of the record in the instant case are the Cabooter

letter and the Sussman report.

  Among the other drugs listed in the article are lisinopril, which is also specifically11

listed as a Class III drug.  HCTZ is listed as a Class II drug.   Indeed, in Table 4 of the article,

HCTZ is listed as being implicated in twelve reported cases of acute pancreatitis, which

ranks it the tenth most widely reported among “commonly prescribed medications.”  There

were reported cases of acute pancreatitis in patients between ages eleven and seventy-two. 

As the article itself notes, “[c]linicians should have a high index of suspicion for [acute

pancreatitis] for patients taking various preparations of acetaminophen, hydrochlorothiazide,

and steroids and women on any form of estrogen.”

  Also listed as having a probable association with acute pancreatitis is lisinopril,12

within the broader class of antihypertensives.  Additionally, a separate paragraph is devoted

to thiazide diuretics, noting that “[HCTZ] . . . ha[s] [ ] been reported to cause pancreatitis.”
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9)  Eltookhy (2006).  The Eltookhy article is a literature review that consolidates

anecdotal case reports from various sources.  Aspirin is specifically listed in Table 2 of the

article, within the larger category of antiplatelets and thrombolytics, as a drug “associated

with pancreatitis.”   Among the sources cited by Eltookhy in support of this finding are13

Trivedi’s 2005 update and a 1988 paper from Mallory and Kern.   The Eltookhy article also14

notes that “[p]harmacists should pay close attention to patients on multiple medications”

when evaluating a given patient’s risk for acute pancreatitis. 

10)  Denker (2006).  Denker presents a single case report of a 69-year-old type 2

diabetic man who experienced acute pancreatitis after ingesting exenatide, which is a

salicylate.  Denker concludes that “exenatide appears to be the etiologic agent.”  No mention

is made of aspirin. 

11)  Ahmad (2007).  Ahmad presents a single case report involving a 64-year-old

woman who developed pancreatitis after taking ezetimibe, which is a salicylate.  Ahmad

concludes that ezetimibe “is a rapid, easily reversible and immunologically mediated cause

of acute pancreatitis.”  The subject of the case report, however, was taking a number of other

medications, including aspirin.  The report notes that “[s]imvastatin, furosemide, and aspirin

all have been shown to be associated with acute pancreatitis.”  Ahmad goes on to state:

  In addition, Table 1 lists HCTZ as one of the “[d]rugs most commonly associated13

with pancreatitis,” for which there have been more than ten reported cases.  Table 2 also lists

lisinopril and omeprazole as medications associated with pancreatitis. 

  Andrew Mallory & Fred Kern, Jr., Drug-Induced Pancreatitis, 2 Baillières Clinical14

Gastroenterology 293 (1988).
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[I]n our case, the patient was on all of these medications for several

years, and there was no recent change in their dosages.  In fact, her

symptoms resolved and her lipase level normalized despite

continuation of aspirin, furosemide and simvastatin.  All of these

factors ruled these medications out as a cause of acute pancreatitis

in this particular case.

(Emphasis added).

12)  Badalov (2007).  Badalov’s literature review of drug induced pancreatitis covers

1,214 case reports in the English language medical literature from 1955-2006.  Badalov

classifies 120 drugs into four classes.  According to Badalov, the best evidence of cause and

effect is whether acute pancreatitis recurred on rechallenge.  Recurrence on rechallenge is

a three-step process: the patient must have 1) ingested the drug and subsequently experienced

acute pancreatitis; 2) stopped taking the drug and no longer experiencing symptoms; and 3)

began taking the drug again and, again, having experienced acute pancreatitis.  Even without

a rechallenge, a drug may be strongly suspected if there is a consistent latency (time between

initiating the drug and the onset of acute pancreatitis) among the case reports.

Badalov defines the classes so that Class I drugs led to a recurrence of acute

pancreatitis on rechallenge.  Class I drugs are divided into two subclasses: Class Ia drugs, in

which all other causes for pancreatitis (including other medications) are ruled out; and Class

Ib drugs, in which other causes cannot be excluded.  Class II drugs have at least four

published cases in the medical literature, with a consistent latency in over 75% of cases, but

no recurrence on rechallenge.  Classes III and IV feature neither recurrence on rechallenge

or consistent latency, but feature at least one published case report describing a relationship
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between the drug and acute pancreatitis.  Drugs with at least two published case reports fall

into Class III, and drugs with only one case report fall into Class IV.  

Neither salicylates nor aspirin are listed by Badalov in any of these classes.15

13)  Kaurich (2008).  Kaurich incorporates the classification system used by Badalov,

categorizing drugs as either Class Ia, Ib, II, III, or IV.  The Kaurich textbook chapter

expressly includes aspirin in a table of the “[d]rugs and drug classes associated with acute

pancreatitis,” but does not list aspirin in any one of the Badolov classes.   Of the five sources16

Kaurich cites in support of the table, four (those authored by Badalov; Trivedi; Denker; and

Ahmad, respectively) appear in the record before the court.

14)  Grendell/Balani (2008).  Grendell and Balani’s literature review of English

language medical literature published from 1950-2007 consolidates the “[d]rugs commonly

associated with acute pancreatitis” and drugs that are “[s]trongly [i]mplicated as [c]ausing

  Although Badalov’s article does not mention aspirin or salicylates, lisinopril and15

HCTZ are each specifically listed among Class III drugs in the article.  Moreover, in

Supplementary Table 2, both lisinopril and HCTZ are listed as being linked to both “mild and

severe” acute pancreatitis.  See Nison Badalov et al., Drug-Induced Acute Pancreatitis: An

Evidence-Based Review, 5 Clin. Gastroenterology & Hepatology 648 (2007) available at

http://www.cghjournal.org/article/S1542-3565%2806%2901201-8/fulltext (table only

available in the online version).  In addition, mesalamine is described as a Class Ia drug, and

omeprazole is a Class Ib drug.

  The Kaurich chapter states that “ACE inhibitors,” specifically lisinopril, “are16

categorized as Class Ia, III, and IV” according to the Badalov classification system.  The

Kaurich chapter also states that “thiazide diuretics,” including HCTZ, are Class II and III

agents.  Kaurich notes that “[i]t can be difficult to rule out other causes of AP [i.e., Acute

Pancreatitis], especially in patients who . . . use multiple medications,” and that “[t]he

greatest challenge to understanding the cause of drug-induced AP is the ability to rule out

other causes.” 
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[a]cute [p]ancreatitis.”  In order to be considered “well documented,” the authors explain,

the case reports are required to contain the same criteria as a “Class I drug”as defined by

Badalov and repeated by Kaurich.  These criteria include the development of pancreatitis

during treatment with the drug; resolution of the pancreatitis after discontinuing use of the

drug; recurrence after readministration of the drug; and the absence of other likely causes. 

Grendell notes that “[t]hese case reports are considered to provide the best evidence for drug-

induced pancreatitis.” 

The article does not mention any causal relationship between salicylates and acute

pancreatitis generally, or between aspirin and acute pancreatitis in particular.  (Moreover, Dr.

Grendell acknowledged the absence of both aspirin and salicylates in his article during his

deposition.)   Table II lists risk factors for drug-induced pancreatitis and includes being17

female and “[e]lderly patients taking multiple medications.”  The article also notes that,

before diagnosis, “[a] careful review of current medications and their duration of use should

be obtained.”  Moreover, “multiple medications” are listed as one of the “[c]onfounding

factors” that “make it difficult to determine the true epidemiology.”

15)  Stevenson.  The publication date of Stevenson’s book chapter is not provided in

the record.  Although the chapter discusses aspirin, it notes only that aspirin and other

antiinflammatory drugs “actuate a number of adverse reactions including gastritis, gastric

  Among the drugs commonly associated with acute pancreatitis, however, are HCTZ17

and omeprazole.  Lisinopril is not listed in the chart; nevertheless, it is named in the article

as a strongly implicated drug, based on case reports. 
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ulcerations, anemia, blood dyscrasias, prolonged bleeding, nephritis, hepatitis, erythema

multiforme, and Stevens-Johnson Syndrome.”  The chapter makes no mention of pancreatitis

or acute pancreatitis and, therefore, no mention of any association or causal relationship

between aspirin and acute pancreatitis.

Analysis

Based on the record in the instant case, we conclude that under the Frye-Reed

standard, the medical literature and other evidence relied upon by appellants’ experts do not

establish that a causal relationship between aspirin and acute pancreatitis is generally

accepted within the relevant medical community, and thus the requirement of general

causation is not satisfied.   We shall explain.18

 Because we conclude that the evidence fails to demonstrate general causation, we18

do not reach the issue of specific causation.  Even assuming arguendo that appellants did

sufficiently demonstrate general causation, we would reach the same outcome because Dr.

Grendell and Dr. Sheikh did not properly carry out the differential diagnosis method when

evaluating Ross’s condition.  

The Court of Appeals stated in Blackwell v. Wyeth that “[a] differential diagnosis that

fails to take serious account of other potential causes may be so lacking that it cannot provide

a reliable basis for an opinion.”  408 Md. at 616 (internal quotation marks and citations

omitted) (alterations in original).  In the case sub judice, although Dr. Grendell did rule out

certain other known causes of acute pancreatitis (including alcohol, hypertriglyceridemia,

hypercalcemia, autoimmune disorders, and liver function), he acknowledged that Ross was

taking several other medications, including lisinopril, Lipitor, omeprazole, and HCTZ.  As

documented supra, there is a definite association between HCTZ and acute pancreatitis, and

lisinopril and omeprazole are also documented as being associated with acute pancreatitis. 

Dr. Grendell conceded that he could not rule out these other medications as the cause, and

that the temporal proximity between Ross’s aspirin ingestion and her acute pancreatitis was

the primary reason for concluding that aspirin was the most likely cause. This Court,

however, recently expressly rejected the approach that temporal proximity, standing alone,

(continued...)
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As set forth above, appellants’ experts testified in their depositions that aspirin can

cause acute pancreatitis.  A total of fifteen articles or textbook chapters were before the trial

court on this issue of general causation.  In general, three articles or chapters found a causal

connection or probable association (Cabooter letter (“may cause”), Underwood (“probable

association”), and Tisdale (“probable association”)); four articles or chapters determined that

aspirin was “associated with” acute pancreatitis (Trivedi, Eltooky, Ahmad, and Kaurich);

three articles stated that the relationship between aspirin and acute pancreatitis was

“speculative,” “uncertain,” or “vague” (Sussman (“speculative”), Reber (“uncertain”), and

Antonopolous (“vague”)); two articles did not mention aspirin in their review of the literature

(...continued)18

may support a conclusion of medical causation.  Montgomery Mut. Ins. Co. v. Chesson, 206

Md. App. 569, 588 (2012) (“Chesson II”), aff’d, 434 Md. 346 (2013).  We explained that,

although such an approach would be admissible under a Daubert regime, under the

Frye/Reed standard, experts may not base their differential diagnosis conclusions solely upon

the time lapse between exposure or ingestion and the ultimate disease.  Chesson II, 206 Md.

App. at 588 n.6 (quoting Moore v. Ashland Chem., Inc., 151 F.3d 269, 278 (5th Cir. 1998)

(“In the absence of an established scientific connection between exposure and illness, or

compelling circumstances . . . , the temporal connection between exposure to chemicals and

an onset of symptoms, standing alone, is entitled to little weight in determining causation.”)

(footnote omitted); see also Hasler v. United States, 718 F.2d 202, 205 (6th Cir. 1983), cert.

denied, 469 U.S. 817 (1984) (“Without more, this proximate temporal relationship will not

support a finding of causation.”).  This is consistent with those courts that have concluded

that temporal proximity alone is an insufficient basis for an opinion on causation.  See, e.g.,

Rolen v. Hansen Beverage Co., 193 F. App’x 468, 473 (6th Cir. 2006) (“Expert opinions

based upon nothing more than the logical fallacy of post hoc ergo propter hoc typically do

not pass muster under Daubert.”); McClain v. Metabolife Int’l, Inc., 401 F.3d 1233, 1244

(11th Cir. 2005) (“[S]imply because a person takes drugs and then suffers an injury does not

show causation.  Drawing such a conclusion from temporal relationships leads to the blunder

of the post hoc ergo propter hoc fallacy.”).  
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on drug-induced pancreatitis (Badalov and Grendell/Balani); and three articles or textbook

chapters on the subject either did not mention aspirin or came to no conclusion (Wedgwood

(no conclusion), Denker (no mention), and Stevenson (no mention)).

On the surface, the above summary of the medical literature indicates that a causal

connection between aspirin and acute pancreatitis is not generally accepted in the medical

community.  The Court of Appeals has cautioned, however, that unanimity is not required

to establish general acceptance within the relevant scientific community.  See Wilson, 370

Md. at 210.  Therefore, we must delve deeper into the medical literature to ascertain whether

general acceptance exists or does not exist.

At the outset of our review, the above articles and textbook chapters contain

epidemiological evidence that is “offered to establish or dispute whether exposure to an agent

caused a harmful effect or disease.”  Fed. Judicial Ctr., Reference Manual on Scientific

Evidence 551-52 (3d ed. 2011).  “Epidemiology is the field of public health and medicine

that studies the incidence, distribution, and etiology of disease in human population.”  Id. at

551.  It “focuses on the question of general causation (i.e., is the agent capable of causing

disease?) rather than that of specific causation (i.e., did it cause disease in a particular

individual?).”  Id. at 552. 

Epidemiologic studies often use the term “association” to describe the relationship

between an agent and a disease.  “[I]t should be emphasized that an association is not

equivalent to causation.”  Id. (emphasis in original).  The term “association” 
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is used to describe the relationship between two events (e.g., exposure

to a chemical agent and development of disease) that occur more

frequently together than one would expect by chance.  Association

does not necessarily imply a causal effect.  Causation is used to

describe the association between two events when one event is a

necessary link in a chain of events that results in the effect.  Of

course, alternative causal chains may exist that do not include the

agent but that result in the same effect.  

Id. at 552 n.7 (emphasis added).

An association identified in an epidemiology study, however, may lead to a

determination of a causal relationship.  See id. at 552-53. “Once an association has been

found between exposure to an agent and development of a disease, researchers consider

whether the association reflects a true cause-effect relationship.”  Id. at 597.  “[C]ausation

is a judgment for epidemiologists and others interpreting the epidemiologic data.”  Id. at 598. 

In other words, “epidemiologic evidence can justify an inference that an agent causes a

disease.”  Id. at 553 n.7; see Restatement (Third) of Torts: Liability for Physical and

Emotional Harm § 28 cmt. c (2010) (“[A]n evaluation of data and scientific evidence to

determine whether an inference of causation is appropriate requires judgment and

interpretation.”).  “Before any inferences are drawn about causation, the possibility of other

reasons for the association must be examined, including chance, biases such as selection or

informational bias, and confounding causes.”  Nelson v. Tenn. Gas Pipeline, 243 F.3d 244,

253 (6th Cir.) (citing Fed. Judicial Ctr., Reference Manual on Scientific Evidence 354 (2d ed.

2000)), cert. denied, 534 U.S. 822 (2001).
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Given the lack of equivalency between “association” and “causation,” the six articles

finding an “association” or “probable association” between aspirin and acute pancreatitis do

not support an inference of general causation.  None of the authors make any judgment as

to causation.  Moreover, in each of the articles, aspirin is not listed in the highest category

of “association” with acute pancreatitis: Underwood (“probable” as opposed to “definite”

association); Tisdale (same); Trivedi (Class III, which are the medications with lowest level

of “association”); Eltookhy (aspirin listed in Table 2 “Drugs associated with pancreatitis,”

and not in Table 1 “Drugs commonly associated with pancreatitis”); Ahmad (passing

reference to association of aspirin with acute pancreatitis); and Kaurich (aspirin listed as

“associated” with acute pancreatitis, but not otherwise discussed).

Of the fifteen articles or textbook chapters, only one, the Cabooter letter, makes a

specific reference to causation.  As stated above, the Cabooter letter concluded that a

“supratherapeutic” level of aspirin “may cause a mild form of acute pancreatitis.”  Yet the

Cabooter letter is based on nothing more than two case reports of “suicidal salicylate

intoxication with concomitant pancreatitis;” it does not involve a clinical study.  In the realm

of epidemiological studies, this Court has stated that “case reports and other anecdotal

evidence are not probative of either general or actual causation.”  Dixon v. Ford Motor Co.,

206 Md. App. 180, 198 (2012) (quotation marks omitted), rev’d on other grounds, 333 Md.

137 (2013).  Thus, even standing alone, the Cabooter letter cannot serve as a factual basis for

a finding of general causation.
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None of the remaining eight articles or textbook chapters support a causal relationship

between aspirin and acute pancreatitis.  Aspirin is not listed as “associated” or otherwise

related to acute pancreatitis in any of these articles or textbook chapters.  Of particular

importance are the articles by Badalov and Grendell/Balani.  Both articles are a review of

published medical literature on drugs commonly associated with acute pancreatitis.  Neither

article lists aspirin as a drug that is implicated in the development of acute pancreatitis. 

Indeed, aspirin is not even mentioned.

Finally, as to evidence apart from the medical literature, the notes of Dr. Watkins and

one of Ross’s treating physicians, stating that it was “known that aspirin triggers pancreatitis”

and that Ross’s pancreatitis was “caused by A[cetyl]S[alycilic ]A[cid],” do not demonstrate

general causation.  In essence, appellants ask us to conclude that it is generally accepted that

“aspirin triggers pancreatitis” merely because these physicians think so.  This is the epitome

of ipse dixit, which is plainly insufficient.   See Blackwell, 408 Md. at 606 (quoting Joiner,19

522 U.S. at 146).  Although the notes of an individual physician (or physicians) may provide

some evidence of general causation, they do not, as a matter of law, rise to the level of

general acceptance in the relevant medical community.  To conclude otherwise would run

aground of the requirements, and reliability concerns, of Frye-Reed.

  The fallacy of appellants’ argument is further demonstrated by Dr. Grendell19

himself, who characterized in his deposition the relationship between aspirin intake and

pancreatitis as merely “plausible” based on his review of the literature and Ross’s medical

records. 
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For the foregoing reasons, we conclude that the medical literature and other evidence

cited by appellants do not provide evidence of the general acceptance of the theory of a

causal relationship between aspirin and acute pancreatitis.  We hold, therefore, that the trial

court properly excluded the opinion testimony of appellants’ experts under the Frye-Reed

standard.

JUDGMENT OF THE CIRCUIT COURT

FOR WICOMICO COUNTY AFFIRMED; 

APPELLANTS TO PAY COSTS.
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