Recent media reports have focused on the U.S. Food and
Drug Administration’s (FDA’s) medical review of unblinded data
from this study, in which the FDA reviewer commented that the
death of 1 patient in the rofecoxib group, which the investigator
had listed as from “hypertensive heart disease” on the basis of
autopsy findings, was, in the FDA reviewer’s opinion, a case of
sudden death. Although the term retrospectively proposed by the
FDA reviewer would have met criteria as a potential thrombotic
event eligible for adjudication if used by the investigator, the
term hypertensive heart disease did not trigger adjudication in the
existing standard operating procedure. Therefore, this case was
not prospectively adjudicated and is not included as a confirmed
thrombotic event in Table 1. However, on the basis of internal
blinded review, it was determined prospectively that this patient’s
death met the criteria of the APTC combined end point, and as
shown in Table 2, this patient’s death was included in the com-
bined APTC end point in the article by Lisse and colleagues (1).
It was also included in the pooled analyses of cardiovascular
events with rofecoxib published by Konstam and associates (4)
and Weir and coworkers (5).
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CLINICAL OBSERVATION

Myocarditis from the Chinese Sumac Tree

TO THE EDITOR: Background: Myocarditis is commonly assumed to
be infectious in origin in many patients who present to the emer-
gency department with chest pain, depressed ejection fraction, and a
history compatible with a viral syndrome. Certain naturally occur-
ring products, such as quassinoids in tree sap, may also cause myo-
carditis.
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Objective: To describe a case of myocarditis likely due to expo-
sure to sap from the Chinese sumac tree (Ailanthus altissima).

Case Report: A previously robust, healthy 24-year-old man pre-
sented to the emergency department reporting 3 days of fever and
chills associated with epigastric pain, substernal chest pressure that
radiated to both arms, and shortness of breath. Up to the day of
admission, he had been working as a tree surgeon on a team respon-
sible for clearing heavy areas of Chinese sumac, also known as tree-
of-heaven. Physical examination showed a blood pressure of 93/59
mm Hg, a heart rate of 60 beats/min, a temperature of 38.5 °C, and
no other significant findings. Laboratory tests revealed a troponin T
level of 1.8 ug/L and a creatine kinase level of 523 U/L, which had
11% MB; the remainder of the laboratory tests, including blood
cultures, yielded normal results. An electrocardiogram showed dif-
fuse 1-mm ST-segment elevation. Emergency department evaluation
with computed tomography ruled out aortic dissection and pulmo-
nary embolism, and the patient was treated with morphine and non-
steroidal anti-inflammatory drugs for presumed pericarditis or myo-
carditis. Initial echocardiography showed an ejection fraction of
0.42, and results of subsequent coronary angiography were normal.

The patient’s pain intensified substantdally over the next 48
hours, but then rapidly abated. He was taking only low-dose ibupro-
fen when discharged, and his discharge echocardiogram showed an
ejection fraction of 0.5. On a return clinic visit, the patient reported
that all of his coworkers had also been ill at the time of his hospital-
ization, many with gastrointestinal symptoms and some with chest
pain. He expressed concern that they may not have exercised proper
caution while clearing Chinese sumac, since, he said, “the sap on that
tree will make you sick.” One year later, the patient’s cardiac func-
tion remains normal, he is taking no medications, and he has re-
sumed his normal active lifestyle.

Discussion: Review of the literature shows that the sap of the
Chinese sumac may contain proteins, called quassinoids, that can
explain our patient’s cardiac findings, the illness of his coworkers,
and the perceived need among arborists for caution while handling
the Chinese sumac (1). The tree-of-heaven, as it is commonly
known, is a tree of the sumac family that is native to China. Initially
brought to the United States because of its ease of rapid growth and
its medicinal implications, this tree has become very common in all
areas of the country, particularly the northeastern states. The bark of
the tree-of-heaven has been used as an herbal remedy for dysentery
and, more recently, for malaria (2). Among its many implications
derived from folk medicine, the Ailanthus altissima is thought to be a
cardiac depressant and has been used to slow heart rate. Researchers
have proposed that quassinoids may have a role in treating Epstein—
Barr virus infection (3), HIV infection (4), and neoplasms, possibly
by depolarization of mitochondrial membranes (5).

Conclusion: Because Chinese sumacs spread rapidly and contin-
uously, they often need to be eliminated, posing a health concern for
the professionals who remove them. Our patient was exposed to
sumac sap through ruptured blisters due to rope burn, which re-
sulted in loss of the protective epithelium. Recent literature indicates
that this toxin may have mitochondrial mechanisms of action con-
sistent with the pathophysiologic characteristics of transient myocar-
ditis. This case describes an unusual cause of myocarditis in a previ-
ously healthy person and illustrates the importance of taking a
thorough occupational history from patients who work in the tree
removal industry.
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CORRECTION

Correction: A New Concept of Unopposed B-Adrenergic
Overstimulation in a Patient with Pheochromocytoma

A recent letter on a new concept of unopposed -adrenergic overstimu-
lation (1) contained errors. In the Background section, the first sentence
should have read, “The concept of unopposed a-adrenergic overstimu-
lation during selective B-adrenergic blockade in patients with pheochro-
mocytoma is well recognized.” In the Discussion section, the second and
third sentences should have read as follows: “In cases of catecholamine
excess, selective a-adrenergic blockade will shift all available amounts of
catecholamines to the B-adrenergic receptor compartment, enabling se-
lective B-adrenergic overstimulation concurrently with a-adrenergic
blockade. In contrast to unopposed c-adrenergic stimulation (as in the
case of selective B-blockade), where the main clinical picture is one of
severe peripheral vasoconstriction, unopposed B-adrenergic blockade

will show opposite features.”
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