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Chronic obstructive pulmonary disease (COPD) mortality and morbidity have increased significantly
worldwide in recent decades. Although cigarette smoke is still considered the main risk factor for the
development of the disease, estimates suggest that between 25% and 33% of COPD patients are
non-smokers. Among the factors that may increase the risk of developing COPD, biomass smoke
has been proposed as one of the most important, affecting especially women and children in
developing countries.Despite the epidemiological evidence linking exposure to biomass smoke with
adverse health effects, the specific cellular and molecular mechanisms by which this pollutant can
be harmful for the respiratory and cardiovascular systems remain unclear. In this article we review
the main pathogenic mechanisms proposed to date that make biomass smoke one of the major risk
factors for COPD. © 2014 SEPAR.
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