
EDITORIAL

Cannabis: the next villain on the lung cancer

battlefield?
C. Brambilla*,# and M. Colonna*,"

L
ung cancer epidemics arose and spread in western
countries when the tobacco industry created the
manufactured cigarette and realised that nicotine

addiction was the most adaptable way to increase and secure
long-term sales [1]. In spite of well-known toxicity of tobacco
smoke [2] and the proven relationship of tobacco smoking with
lung cancer incidence [3], the tobacco industry took advantage
of the lack of response by western governments, concerning
the alarms raised by physicians and citizen associations, and
set up a very powerful marketing process directed at smokers,
adult males and nonsmokers, females and adolescents with
devastating effects. In all western countries the percentage of
smokers increased, and the age at which the first cigarette was
smoked decreased. Since susceptibility of females to tobacco
carcinogens is higher, lung cancer in females equalled or
exceeded lung cancer in males in different countries [4], even
in females with a lower, but regular, cigarette consumption.
The age of lung cancer occurrence followed the age that people
started smoking. In the 1950s, the average ages for the first
cigarette smoked and for lung cancer onset were 20–30 yrs and
o60 yrs, respectively, but at the turn of the 20th century these
were ,12 yrs and o40 yrs, respectively. The electroshock was
the revelation of the tobacco industry’s villainies and was
associated with a strong consumer pressure on the western
governments, at least to ban tobacco from advertisements,
schools and public housing. The most powerful action was
probably the individual realisation that tobacco smoking is a
killer. However, the story of tobacco epidemics is not over as
the tobacco industry has focused on non-western countries,
with the help of governments who were happy to receive the
tax bonanza or become competitors with national production,
such as in China.

Nonetheless, tobacco cessation is now gaining ground and the
incidence of lung cancer has peaked in the USA. Cancer
incidence first decreased in males and apparently has now also
decreased in females [5] and is becoming more and more a
cancer of ex-smokers. Tobacco smoking prevention, as well as
early detection of lung cancer, remains the driving force of the
respiratory community for the forthcoming years.

If the respiratory community wants to continue this trend in
countries where tobacco regulations are enforced, should it
raise the alarm against the arrival of a new villain on the lung
cancer battlefield? The study by ALDINGTON et al. [6], in the
present issue of the European Respiratory Journal, shows that the
risk of developing lung cancer is higher in a population of
cannabis smokers as compared with a population matched for
associated tobacco consumption. In this population-based,
case–control study, the cases are representative of the
distribution of cancers according to histology, age and sex,
and the quantification of the association between cannabis
smoking and lung cancer is representative of situations that
may be encountered in countries similar to New Zealand. In
this population, the risk of lung cancer among cannabis
smokers with o10.5 joint-yrs of exposure was 5.7-fold higher
than the risk among noncannabis smokers.

Although some may comment on the methodology of the study,
the conclusions are robust; cannabis smoking increases the risk
of developing a lung cancer independently of an eventual
associated tobacco exposure. The study confirms preliminary
conclusions [7] using a population-based, case–control study
that avoids the bias of hospital-based studies. As in the tobacco
story, we are now confronted with evidence and have to switch
from a statistical association to the biological indication that
some components of cannabis itself or cannabis smoke are real
lung carcinogens, able to induce oncogenic molecular changes
in the respiratory tract. The prudence principle should be
sufficient to convince everybody that lung cancer has to be
added to the list of secondary effects of cannabis smoking, along
with asthma and chronic obstructive pulmonary disease [8–11].
Again, as in the tobacco story, the delay between smoking and
death from cancer strongly attenuates an individual’s percep-
tion of risk, whereas the political opinion is that cannabis
consumption is lethal. It is easier to understand that driving a
car under the influence of several ‘‘joints’’ is dangerous,
particularly for the innocent individuals who may become
inadvertently involved [12]. In this case, it is easy to convince
politicians of the risk, but individual attitudes will probably take
many years to educate [13]. The biological effects of cannabis
components have been studied particularly for their psycho-
tropic effects, and may be used to alleviate the consequences of
advanced disease [14]. However, the studies on molecular
alteration risk are sparse. The first report [14] was rather
optimistic since the conclusions were that cannabinoids could
be considered as anti-oncogenic molecules, which is true for
some components of cannabis. A further study showed that, on
the contrary, cannabis smoke and some main components of
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cannabis smoke clearly induce oncogenic changes in cell lines,
as well as in bronchial biopsies [15]. The case–control study by
ALDINGTON et al. [6] provides a quantification of the effect
of cannabis smoking: the increased risk for each joint-yr of
cannabis smoking was similar to that for each pack-yr of
cigarettes. In other words, the risk of lung cancer increased by
8% for each joint-yr of cannabis exposure after adjustment for
confounding variables, including tobacco smoking.

We have the epidemiological association and the biological
clue, but is this a societal or a minority problem? To be clear, is
there a risk of spreading from a leisure occupation in a
restricted part of society to a regular generalised consumption
particularly in youngsters, reproducing the tobacco epidemics
of the 20th century? Epidemiologists present alarming data on
this point [16] showing that the use of cannabis has to be
considered as a societal problem.

It would surely be interesting to find out the percentage of
readers of our editorial who have been confronted by the fact
that their children or their friends’ children are cannabis
smokers or have been approached by cannabis dealers. We are
not facing the big tobacco companies with their huge amount
of legal money, but an even more vicious underground enemy.

The conclusion of our editorial is that yes, cannabis is
dangerous. We have to alert our authorities and, more
practically, to ask in our every day practice ‘‘do you smoke
tobacco and/or cannabis?’’ in order to systematically provide
minimal council to our patients, friends and children.
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