
ROLE OF SILICOSIS IN SILICA ASSOCIATED LUNG CANCER

Proposed mechanism of silica-induced play a role in cancer generation (Figure 1).

Further supporting the human epidemiologic data, murine models show that chronic silicosis is associated
with an increased risk of lung cancer. In Turkey, in parallel with the increase in number of people working at
occupation of denim sandblasting, incidence rate of silicosis has increased, too [1]. Cigarette smoking and
silicosis, acting as an indicator of heavy CS dust exposure, are potential causes of lung cancer among workers
exposed to CS dust, but their joint effects are unclear. The onset of disease is influenced by both the
concentration and duration of exposure. Their study is reported in today's Nature Communications. This article
has been cited by other articles in PMC. Silica exposure and smoking interactions Smoking is by far the
largest risk for lung cancer and must be considered in any occupational study of lung cancer. Further
supporting the human epidemiologic data, murine models show that chronic silicosis is associated with an
increased risk of lung cancer. There is no known cure for silicosis. Moreover, this result also was replicated in
an implantable lung cancer model. Yet, recent epidemiologic studies strongly support the conclusion that silica
exposure increases the risk of lung cancer in humans independent of confounding factors including cigarette
smoke. Non-commercial uses of the work are permitted without any further permission from Dove Medical
Press Limited, provided the work is properly attributed. Silicosis in the developing part of the world is of an
even higher concern as it is spreading like an epidemic with more than 10 million people affected around the
world as a result of rapid industrialization, massive expansion of construction industry and possibly less
regulated working environments. Leukotrienes are involved in regulating inflammation, especially in the
lungs. Novel epidemiological approaches are required, which incorporate more detailed exposure information
[ 74 ]. Keywords: silicosis, lung cancer, inflammation, fibrosis, occupational lung disease This work is
published and licensed by Dove Medical Press Limited. In a pooled analysis of six cohorts, the cumulative
risk of death at an exposure of 0. All these pathways provide inflammatory stimuli and place cells at increased
risk of genotoxic DNA damage that increases susceptibility to tumor formation. Open in new tab Occupational
exposure to respirable crystalline silica RCS is a serious but preventable health hazard. Chronic obstructive
pulmonary disease is an independent predictor of lung cancer risk, and numerous studies report an increased
risk of lung cancer among adults with asthma, tuberculosis or interstitial fibrosis in patients with systemic
sclerosis [ 55â€”62 ]. As a consequence, Steenland et al. In the study of the association of CS and lung cancer,
the interaction of smoking and other factors is less clear, and some have suggested the investigation is at the
same stage asbestos was 20 years ago [ 28 ]. This study also outlines the critical role of the inflammatory
mediator LTB4 and its receptor BLT1 in promoting silica mediated lung tumor growth. Goldsmith and
Guidotti [ 48 ] pointed out that the combined exposure to smoking and CS was associated with more lung
cancer cases than expected from the sum of the estimates of their separate effects, which Greenland and
Rothman [ 49 ] interpreted as a biological interaction or synergy. Exposure to crystalline silica CS is common
to a variety of industrial operations including mining, quarrying, sandblasting, rock drilling, road construction,
pottery making, stone masonry, and tunneling operations. However, in mice, CS causes fibrosis but not lung
cancer, and in hamsters, it causes neither [ 63 ]. Inhalation of silica particles promotes the development of
pulmonary fibrosis that over prolonged periods increases the risk of lung cancer. However, the findings have
been inconsistent and in most studies, there has been joint exposure to other risk factors. Conflicts of interest.
The patient became exitus as a result of rapidly progressive clinical deterioration and hypoxemic respiratory
failure after a short period of time. Inhalation of silica particles promotes the development of pulmonary
fibrosis that over prolonged periods increases the risk of lung cancer.


