
will be referred to the MCC Executive
Board at its meeting in October 2003.

We expect that this example and
other “disconnects” in licensure and
immigration policies of the “federation
of partners” will be studied, so that
when the anticipated recommendations
of the task force are made public, they
can be acted upon by the MCC and
other bodies in a coordinated and
timely manner.

W.D. Dauphinee
Executive Director
Medical Council of Canada
Ottawa, Ont.
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A university’s name

In contrast to the information in
Table 1 of Patrick Sullivan’s article

about medical students’ debt on gradu-
ation,1 the correct name for our univer-
sity is Memorial University of New-
foundland. 

June Harris
Associate Professor of Anatomy
Director, MedCAREERS
Faculty of Medicine 
Memorial University of Newfoundland
St. John’s, Nfld.
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SARS in health care workers

Iwondered if Monica Avendano and
associates1 were planning a follow-

up report on the 14 health care work-
ers who were treated for severe acute
respiratory syndrome (SARS) at the
West Park Healthcare Centre. At the
time of publication of that report, all
of the patients had recovered suffi-

ciently to go home, but only one had
returned to work.

I am interested and concerned as to
how these patients have progressed in
the past few months.

Gordon Farrow
Tax Accountant
Scarborough, Ont.

Reference
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[The authors respond:]

We have continued to follow the
patients described in our arti-

cle1 after their discharge from the
SARS unit. They have undergone
chest radiography, pulmonary func-
tion testing, chest CT, sleep studies
and graded exercise tests. By the
eighth week after discharge, the re-
sults of chest radiography were nor-
mal for all patients. However, CT of
the chest showed abnormalities in
some patients for up to 6 months after
discharge. Convalescent serum anti-
body tests have been performed for all
patients, but the results are not yet
available. 

Most of the patients have returned
to work, the initial group going back 2
months after the onset of acute illness.
Fatigue, dyspnea on exertion and in-
somnia are the most common persist-
ing symptoms. Most of the patients
have demonstrated symptoms indica-
tive of the psychological impact of
SARS. We are planning a follow-up re-
view for next spring, 1 year after the
onset of illness.

Monica Avendano
Peter Derkach
Susan Swan
West Park Healthcare Centre
Toronto, Ont.
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Ziprasidone — not an option
for serotonin syndrome 

Arecent article concerning sero-
tonin syndrome1 contained an

inaccuracy that might result in clini-
cians attempting a misguided, if not fa-
tal, treatment option. While correctly
noting the presumed role of 5-HT1A

receptor activation in the pathophysi-
ology of the syndrome, the authors
twice surmise that ziprasidone, an atyp-
ical antipsychotic, might warrant study
as a therapeutic option because of its
potent blockade of 5-HT1A receptors.

The reference that the authors use as
the pharmacologic basis for this assertion
does acknowledge the potent binding of
ziprasidone at the 5-HT1A receptor;2

however, the high affinity of the drug for
this receptor is as an agonist, not as an
antagonist.3,4 Other effects of ziprasidone
on the serotonergic system include po-
tent antagonism of 5-HT1D, 5-HT2A and
5-HT2C receptors, as well as moderate in-
hibition of serotonin reuptake.3,4

The net result of ziprasidone on sero-
tonergic neurotransmission makes it an
inappropriate candidate for treating
serotonin syndrome. Aside from the
overt problem of directly stimulating 5-
HT1A receptors, there is also the more
subtle, yet still concerning, matter of in-
directly stimulating these same receptors
via antagonism of 5-HT2A receptors and
inhibition of serotonin reuptake. In fact,
there have been reported cases of sero-
tonin syndrome precipitated by the use
of other atypical antipsychotics, which
are also 5-HT2A receptor antagonists, in
combination with serotonergic drugs.5 

Thus, the use of ziprasidone for
treatment of serotonin syndrome seems
ill-advised and could prolong or worsen
the patient’s symptoms. In cases in
which the clinician seeks treatment
with serotonin antagonists, purported
options include methysergide, cypro-
heptadine and propranolol.6

Marshall E. Cates
Associate Professor of Pharmacy Practice
Samford University McWhorter School 
of Pharmacy

Tuscaloosa, Ala.
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Anaphylaxis treatment: 
the details

Having read the review article by
Anne Ellis and James Day,1 I have

several questions about drug therapy
for anaphylaxis. 

Ellis and Day1 report that patients
seen in their unit are usually dis-
charged with a 4-day prescription for
prednisone and diphenhydramine, a
relatively common approach. How-
ever, given that many patients must
drive or go to work, I wonder why the
authors do not advocate one of the
newer nonsedative antihistamines.
Similarly, would it be appropriate to
recommend the addition of ranitidine
for 48 hours, on the basis of the experi-
mental evidence presented by Ellis and
Day1 and given the risk of a biphasic
reaction? Since the second-phase reac-
tion may be more severe than the pri-
mary reaction,1 this approach might be
safer, although it is as yet unproved. I
also wondered what dosage of pred-
nisone is recommended for postdis-
charge therapy and whether the dose
should be tapered.

Ellis and Day1 mention the cross-
reactivity between cephalosporin and
penicillin, but there have been con-
flicting recommendations as to
whether this applies to the third-gen-
eration cephalosporins. Kelkar and Li2

recommended against prescribing
third-generation cephalosporins to
patients allergic to penicillin, but their
review was based on extrapolation and

inference. Anne and Reisman3 con-
cluded that it is safe to administer
cephalosporin antibiotics, especially
third-generation drugs, to penicillin-
allergic patients. Pumphrey and
Davis4 reported 6 anaphylactic deaths
after a first cephalosporin dose, which
occurred over a 5-year period in the
United Kingdom. Three of these pa-
tients had a penicillin allergy, but the
generation of the cephalosporins in
these cases was not indicated. In my
own experience, many physicians in
France are not reluctant to use third-
generation cephalosporins, when indi-
cated, for penicillin-allergic patients
(in the hospital environment).

Finally, prescribing epinephrine as
volumes of a 1:1000 solution is a poten-
tially dangerous dosing system. Admin-
istering epinephrine measured in micro-
grams (or milligrams), as pumped from
clearly labelled ampoules, might avoid
inadvertent ventricular tachycardia. 

Axel Ellrodt
Emergency Department
American Hospital of Paris
Paris, France 
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In their excellent review of the diag-
nosis and management of anaphy-

laxis, Anne Ellis and James Day1 men-
tion that anaphylactic patients who use
β-blockers should be given glucagon. I
was not aware of this use of glucagon.

In my own experience as a family
physician, the most significant case of
anaphylaxis that I remember involved a
patient who had not previously been
seen in our clinic and whose medical
history was unknown to us. He walked
into the clinic, bypassed the receptionist
and entered an examination room,
where he lost consciousness. Resuscita-

tion required multiple intravenous doses
of epinephrine. The patient’s condition
was eventually stabilized in hospital with
administration of corticosteroids. 

We later learned that this patient,
who was taking β-blockers and who had
not previously been aware of any aller-
gies, had been stung by an insect while
walking along a street leading toward
the clinic. Fortunately, he was able to
reach the clinic before losing con-
sciousness.

Although this incident happened 20
years ago, it remains applicable, re-
minding us that patients with anaphy-
laxis often do not present to their own
physician, and a history of β-blocker
therapy may not be evident. In this sit-
uation, would Ellis and Day recom-
mend a combination of epinephrine
and glucagon? 

Patrick J. Potter
Department of Physical Medicine and 
Rehabilitation

University of Western Ontario
London, Ont.
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[The authors respond:] 

Axel Ellrodt raises several questions
regarding discharge therapy after

anaphylaxis. The first relates to alterna-
tives to diphenhydramine prophylaxis.
Diphenhydramine has been established
as an effective agent in the treatment
and prevention of anaphylactic and ana-
phylactoid reactions, where its sedative
properties are an advantage.1 Given
orally at doses of 25 to 50 mg every 4 to
6 hours, it remains the antihistamine of
choice to prevent and manage these
episodes. A second-generation antihist-
amine could be substituted if sedation
were a concern. However, because
biphasic reactivity may be delayed for
up to 24 hours, the patient should be
advised to minimize activity (including
driving) during this interval, and seda-
tive effects may therefore be unimpor-
tant. After this interval, treatment with
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