Who is the bad apple?

Re: Canadian medical students want
more nutrition instruction, News Aug.
4.' This survey couldn’t come at a better
time. Despite what many developed
countries are calling the ‘obesity epi-
demic,” more and more physicians seem
stumped when it comes to giving nutri-
tional advice. Dr. Genevieve Moineau,
associate dean of undergraduate med-
ical education at the University of
Ottawa, points out that many health
issues can either be prevented or treated
through proper nutrition. Why, then, is
nutrition not integrated into each and
every module of medical students’
training?

Jennifer L. Pikard
Queen’s University, Kingston, Ont.

REFERENCE

1. Collier, R. Canadian medical students want more
nutrition instruction. CMAJ 2009;181:133-134.

For the full letter, go to: www.cmaj.ca/cgi/eletters
/181/3-4/133#169264

DOI:10.1503/cmaj.109-2017

Acetaminophen and asthma

I must congratulate Padmaja Subbarao
and colleagues for their elegant review,
Asthma: epidemiology, etiology and risk
factors'. But they missed covering aceta-
minophen as an etiological cause of
asthma in both adults and children. Sev-
eral studies have shown a relationship
between acetaminophen consumption
and presence of asthma. For example,
Cohet and colleagues’ studied the associ-
ation between infections in children aged
0 to 4 years and medications used (antibi-
otics and acetaminophen) and the subse-
quent presentation of asthma at age 6 to
7; the authors observed that the use of
acetaminophen in the first year of life was
weakly associated with wheezing,
asthma, rhinitis, and eczema. In their
prospective study, Barr and colleagues®
found that acetaminophen use was asso-
ciated with the presence of newly diag-
nosed asthma among women. Several
mechanisms have been postulated that
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may explain the possible risk of asthma
with acetaminophen use. The main mech-
anism involves glutathione, which is a
potent antioxidant found in lung tissue.
Acetaminophen has shown to lower
serum glutathione levels in healthy vol-
unteers.* A second possible mechanism is
thought to be acetaminophen’s lack of
inhibition of the enzyme cyclooxygeanse,
the key enzyme involved in the produc-
tion of prostaglandins playing a major
role in the inflammatory cascade in
asthma.’ Finally, an emerging hypothesis
involves the possible antigenic effect of
acetaminophen and subsequent rise in
IgE and histamine levels with exposure to
acetaminophen.’

Akashdeep Singh, senior pulmonologist
SPS Apollo Hospital, Ludhiana, India

REFERENCES

1. Subbarao P, Mandhane PJ, Sears MR. Asthma:
epidemiology, etiology and risk factors. CMAJ
2009. DOI:10.1503/cmaj.080612

2. Cohet C, Cheng S, MacDonald C, et al. Infections,
medication use, and the prevalence of symptoms of
asthma, rhinitis, and eczema in childhood. J Epi-
demiol Community Health 2004;58:852-7.

3. Barr RG, Wentowski CC, Curhan GC, Somers SC,
et al. Prospective study of acetaminophen use and
newly diagnosed asthma among women. Am J
Respir Crit Care Med 2004;169:836-41.

4. Nuttall SL, Khan JN, Thorpe GH, et al. The impact
of therapeutic doses of acetaminophen on serum
total antioxidant capacity. J Clin Pharm Ther
2003;28,289-94.

5. Varner AE, Busse WW, Lemanske RF Jr. Hypoth-
esis: decreased use of pediatric aspirin has con-
tributed to the increasing prevalence of childhood
asthma. Ann Allergy Asthma Immunol 1998;81:
347-51.

6. De Paramo BJ, Gancedo SQ, Cuevas M, et al
.Acetaminophen (acetaminophen) hypersensitivity.
Ann Allergy Asthma Immunol 2000;85:508.

For the full letter, go to: www.cmaj.ca/cgi/eletters
/cmaj.080612v1#201684

DOI:10.1503/cmaj.109-2026

The authors’ response:

We would like to thank Dr. Singh for
his comments and his in-depth review
of the acetaminophen and asthma liter-
ature.' As in any review, it is difficult to
address all possible risk factors and we
attempted to link data that was causally
linked in multiple studies with incident
asthma. The meta-analysis by Etminan
et al,” published earlier this year pro-
vides a comprehensive overview of the
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studies associating acetaminophen and
asthma risk. As per the overview, the
evidence is mounting that aceta-
minophen use is linked to increased
rates of asthma but to date little evi-
dence is available to suggest that aceta-
minophen is actually causing asthma.
Of particular note is the absence of a
consistent data between prenatal aceta-
minophen use and asthma develop-
ment. As mentioned in the Etminam
article, at this point there are many
potential confounders such as viral
infection which may in part explain this
finding. Careful further study may help
to elucidate the role of acetaminophen
in the development of incident asthma.

Padmaja Subbarao MD MSc
Toronto, Ont.

Piush J. Mandhane MD PhD
Edmonton, Alta.

Malcolm R. Sears MB ChB
Hamilton, Ont.
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H1N1-related SIRS?

Much of the journalism concerning
HINT influenza virus continues the sim-
plistic infectious disease model that it is
a virulent virus which can be managed
with handwashing and vaccination.' The
infectious disease model suggests that
lower standards of living and medical
care explain these disparities. A more
plausible explanation is available. The
response to HIN1 may be one of two
types: severe inflammatory response
syndrome (SIRS) versus mild influenza.
It has been known for years that distinct
populations behave differently after
organ transplantation. One of the mecha-
nisms proposed for this difference is the





