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Air Pollution as a Risk Factor for Lung Cancer:
Potential Mechanisms
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Given our active research in the areas of epidemiology and Newcastle upon Tyne, United Kingdom

mechanisms of obstructive lung disease and how/why chronic
obstructive pulmonary disease (COPD) and lung cancer fit as Shakti D. Shukla, Ph.D.
closely together as they do, we were particularly interested in University of Technology Sydney
the recent stimulating article by Huang and colleagues (1) and ~ UMtimo, New South Wales, Australia
the accompanying editori.al by Chistiani (2), pgblished on'line E. Haydn Walters, M.A., D.M.*
on August 9, 2021. The tight focus of each article was a timely  ypjersity of Tasmania
analysis of the powerful UK Biobank Cohort database Hobart, Tasmania, Australia
indicating genetic- and air pollution-related risks for lung
cancer, with some other relevant factors taken into account in
the analyses.

We were interested that neither article mentions COPD because
there is evidence for this being a major causative link to lung cancer
in smokers, which remains after accounting for the risk associated
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effects by antioxidant gene polymorphisms (5). In view of this Copyright © 2022 by the American Thoracic Society

background, we would be very interested to know if Huang and
colleagues (1) in their studies of this large United Kingdom
population database have been able to explicitly integrate
obstructive lung function spirometric abnormalities into their M) Cheok for updates
analysis, looking specifically for mediation or interactions by
airway obstruction in the apparent air pollution effect on lung
cancer. We believe that if it is possible within the UK Biobank
data set, such an analysis could help inform and/or confirm
potentially core relationships between environmental air
pollution exposures, airway pathology, and the etiology of lung
cancer in this globally relevant context of air pollution.
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