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Doubts about the role of cannabis in causing lung
cancer
To the Editors:
We read with interest the article by ALDINGTON et al. [1] entitled
‘‘Cannabis use and risk of lung cancer: a case–control study’’.
However, we are concerned that the conclusion stating that
‘‘long-term cannabis use increases the risk of lung cancer in
young adults’’ is inadequately supported by the data, given the
study’s several methodological flaws.
First, ALDINGTON et al. [1] argue that the risk of lung cancer
increases linearly by 8% per pack-yr smoked, based on the
assumption that cancer risk from cannabis smoking is similar
to cancer risk from tobacco smoking, which also increases
linearly with pack-yrs. However, their own data show that the
cancer risk from tobacco smoking does not increase linearly,
but rather geometrically, rendering the assumption invalid.
Furthermore, the authors found an increased risk of lung
cancer only in the highest tertile of cannabis smokers,
rendering the posited linear relationship inappropriate.
Secondly, since over half of the subjects were .50 yrs of age, it
seems misleading to refer to them as ‘‘young adults’’.

joint-yr reported by the authors. Consequently, their conclusion is probably only a chance finding.
Fourthly, although the study is termed ‘‘case–control’’, the
cases are adequately matched with controls only for sex.
Subjects in the case group were disproportionate in age,
education, wealth, heritage and smoking history; all of which
are independent risk factors for lung cancer.
With that in mind, ALDINGTON et al. [1] dismissal of a much
larger study of 2,252 subjects by HASHIBE et al. [2] in 2006,
which found no increase in cancer risk, even in those patients
who smoked .60 joint-yrs on the grounds that controls were
matched for neighbourhood is puzzling, because controls
should be matched for neighbourhood.
Finally, an observational study such as ALDINGTON et al. [1]
cannot establish causality, only correlation. Even presupposing
that the study was methodologically impeccable, the strongest
conclusion that could be drawn would be that ‘‘long-term
cannabis use is associated with an increased risk of lung
cancer’’, not that cannabis use causes lung cancer.

Thirdly, although the study is powered at 80% to detect an
odds ratio (OR) of 2.4 for lung cancer in the 15% of the
population who smoke cannabis, it is only the considerably
smaller population that had smoked .10.5 joint-yrs that
showed an increased risk. Epidemiological data on the
percentage of the population that has smoked .10.5 joint-yrs
are not available, but if the sample provided by ALDINGTON et
al. [1] is representative, the figure is only 4.5%. Therefore, the
study is underpowered at 25% for an OR of 2.4 and 31% for an
OR of 2.7. A sample of 12,000 cases and 50,000 controls would
be required to detect, at 80% power, a relative risk of 1.08 per
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Given the acrimonious debate over the role of cannabis in
society, and the substantial chance that this paper will
contribute to public policy decisions, we feel it is important
to keep conclusions that are stated in abstracts and papers as
close to the actual scientific findings as possible.
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Noninvasive ventilation and the potential risk
of transmission of infection
To the Editors:
In their exhaustive review on noninvasive ventilation (NIV) in
acute respiratory failure, AMBROSINO and VAGHEGGINI [1] do not
mention the potential risk of transmitting infections during its
application.
Noninvasive positive-pressure ventilation (NPPV) is becoming
increasingly used in patients with acute respiratory failure
caused by a wide range of infectious aetiologies such as
human-adapted avian influenza, aspergillosis and varicella
[2–4], in order to avoid intubation or as a bridge to invasive
mechanical ventilation. Substantial exposure to exhaled
air occurs within a 0.5-m radius of patients receiving NPPV
at usual pressures (expiratory positive airway pressure
45 cmH2O (0.39 kPa); inspiratory positive airway pressure
1,215 cmH2O (1.18 kPa)): higher ventilator pressures result in a
wider distribution of exhaled air [5]. Indeed, in the recently
proposed World Health Organization interim guidelines on
prevention and control of acute respiratory diseases in healthcare,
NIV has been included among those aerosol-generating procedures in which the risk of pathogen transmission is still
‘‘controversial/possible’’ but not documented [6].
Furthermore, reusable equipment used in delivering NPPV
may be exposed to potentially infectious material during
routine use through contact with the patient’s skin, mucousal
membranes, respiratory secretions and blood. If this reusable
equipment is not properly disinfected between patients it can
lead to a major nosocomial transmission of a wide range of
respiratory pathogens.
Reusable masks and exhalation valves should be disassembled
into their component parts before undergoing an automated
process utilising a combined washer/disinfector/drier that
uses heat at a moderate but effective temperature; e.g. the
Health Technical memorandum HTM2030 cycle which peaks
at 87uC for 1 min. Reusable tubing is difficult to decontaminate
effectively using this method (because of the length and
diameter of the lumen); however, it can be autoclaved at 134uC
for 3.5 min. Headgear and chinstraps should be treated in a
washing machine with a cycle that reaches either 65uC for
10 min or 71uC for 3 min. In most ventilators used for NIV
there is no airflow from the patient back into the ventilator.
816
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Hence, the risk of contamination of the ventilator is extremely
low providing a bacterial filter is used and superficial cleaning
of the ventilator between patients is satisfactory.
Healthcare workers should be aware of the potential risks of
infection transmission during noninvasive positive-pressure
ventilation, and should take stringent contact and droplet
precaution.
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