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Transmission of HPV

John W. Sellors and colleagues1 have
described human papillomavirus

(HPV) infection in women, relating
this infection to various risk factors, in-
cluding number of previous sexual part-
ners. It should be pointed out, however,
that HPV is not a typical sexually trans-
mitted infection.

As the recent paper by Winer and
associates2 highlighted, sexual contact is
not necessary for the transmission of
HPV. Although these authors showed
that the cumulative incidence of HPV
over the first 4 years after first sexual
intercourse was about 50%, they also
showed that HPV infection was ac-
quired by virginal women at a cumula-
tive rate of 7.9% over 2 years. Accord-
ing to these authors, abstaining from
penetrative sex did not protect women
from HPV transmission, and they pro-
posed that skin-to-skin contact during
nonpenetrative sexual contact may be a
primary mode of genital HPV trans-
mission.

Furthermore, no protective effect
has been associated with condom use.3

This failure to prevent HPV may be re-
lated to the poor validity of self-
reported condom use, condom break-
age, slippage and incorrect use, but it
may also be caused by the ability of bio-
logical material to pass through con-
doms.4

Perhaps researchers should move
away from collecting data on the num-
ber of previous sexual partners a
woman has had, especially given that
data of this type help to stigmatize
HPV as a virus affecting only promis-
cuous women who have unprotected
penetrative sex.

Sarah Giles
Class of 2005
Dalhousie University
Halifax, NS
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[Four of the authors respond:]

As Sarah Giles points out, nonpen-
etrative sexual activity is associ-

ated with increased risk of genital
HPV infection.1 We did not define
sexual activity when we asked women
to report the number of their sexual
partners.2 However, it is likely that at
least some respondents included part-
ners with whom sexual activity was
nonpenetrative.3

We also agree with Giles that evi-
dence for the protective effect of con-
doms against HPV infection is lacking.4

Giles raises an important issue re-
garding the potential stigmatization of
women with genital HPV infection.
Approximately 65% of women (or
more) have been infected with HPV
sometime in their lives, the vast major-
ity of these infections being transient.5

It is reasonable to assume that the same
proportion of men are infected, given
that the risk factors for genital HPV
infection are similar in men and
women.6 Such infection is therefore
widespread and common, especially at
younger ages. To assume that any par-
ticular infected individual has had nu-
merous sexual partners is wrong. Al-
though an increasing number of
partners does increase the risk of infec-
tion, sole contact with one infected
partner can lead to acquisition of geni-
tal HPV.7

Nevertheless, as research has
shown, a certain proportion of women
and men with HPV infection have had
numerous sexual partners.2,6,7 A MED-
LINE search for the period January
1966 to March 2003, using “human pa-
pillomavirus” as a subject heading and
“promiscuity” as a keyword, identified
7 articles that used the word “promis-
cuous” in the abstract when referring

to such a sexual history in people in-
fected with genital HPV. We believe
that terms such as this one are morally
charged and judgement laden, and that
they should be avoided by physicians
and researchers.
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ECT for Parkinson’s?

Mark Guttman and associates,1 in
their review of diagnosis and

management of Parkinson’s disease,
make no reference to electroconvulsive
therapy (ECT) as an option for patients
with insufficient response to pharma-
cotherapy.



The most contemporary and author-
itative review of psychiatric practice in
this field2 strongly endorses the use of
ECT for the management of refractory
Parkinson’s disease, citing numerous
references from the neurology and psy-
chiatry literature in support of this en-
dorsement. Many psychiatrists who ad-
minister ECT are aware of this
literature.

I would appreciate the authors’
comments on the available evidence for
the effectiveness of ECT in Parkin-
son’s disease. If warranted, ECT
should then be given its appropriate
place in the treatment algorithm for
this illness.

B.A. Martin
Head, ECT Service
Centre for Addiction and Mental Health
Toronto, Ont.
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[One of the authors responds:]

Although we did not mention ECT
in our article,1 we agree that it may

have a role in the treatment of specific
symptoms of Parkinson’s disease.

Parkinsonian patients who are se-
verely depressed and whose condition is
refractory to antidepressant therapy are
candidates for ECT to treat their de-
pression. Patients with drug-induced
psychosis that is resistant to atypical
neuroleptic medication who cannot tol-
erate reductions in their antiparkinson-
ian medication may also be candidates
for ECT. However, ECT should not
be offered to patients with dementia
because there is the potential that such
treatment may cause worsening of cog-
nition and may induce delirium. There
is insufficient evidence to suggest that

motor symptoms related to Parkinson’s
disease should be treated with ECT,
and in our opinion this should not be
considered an indication for its use. 

Mark Guttman
Departments of Medicine and Psychiatry
University of Toronto
Toronto, Ont.
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The return of “negative”
trials?

Iwas surprised that several important
issues were not addressed in the

original reports1,2 and editorial3 about
rate versus rhythm control in atrial fib-
rillation published in the New England
Journal of Medicine, or in the review4

and editorial5 published subsequently in
CMAJ. 

The Atrial Fibrillation Follow-up
Investigation of Rhythm Management
(AFFIRM) investigators found no sta-
tistically significant difference between
rhythm control and rate control.1 How-
ever, one cannot rule out the possibility
of a type II error, given that a sample
size of 5300 was planned6 but only 4060
patients were enrolled in the study.

In the noninferiority study by Van
Gelder and associates,2 the efficacy of
rate control was within the upper
bound of the 95% confidence interval
of that of rhythm control. However, 3
concerns must be addressed.

First, it is not clear if the rhythm
control strategy is a suitable active com-
parator. Neither the authors nor the
practice guidelines cited7 provided de-
tails on any earlier trials that showed
rhythm control to be consistently better
than placebo. Thus, it is not possible to
assess the similarity of the current trial
to those earlier trials, the expected ef-
fect size of rhythm control relative to
placebo8 or the consistent responsive-
ness to rhythm control of the compos-
ite endpoint components9 used in the
current trial.
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