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Mechanism of silica dust-induced lung damage
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Abstract: Silicosis is a disease characterized by extensive nodular fibrosis in lungs caused by long term exposure to silica

dust, that is one of the most common and serious type of pneumoconiosis. Its progression is very complex, not a few of mecha-

nisms including inflammation, immune response, structural damage and repair of cells and tissues, collagen hyperplasia and fi-

brosis formation, etc. Silicosis is the result of interaction of many factors, the main mechanisms involved are direct cytotoxicity,

production of reactive oxygen species (ROS) and reactive nitrogen species (RNS) , secretion of inflammatory factors and chemo-

kines, initiation of the pathways leading fibrosis and cell death. This review will offer some highlights of the mechanisms of lung

damages by silica dusts, thereby provide a scientific basis for clinical therapeutic silicosis.
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Prospects on application of pneumoconiosis proteomics biobank

He Jin, Liu Guangfeng, Cui Ping
(Shandong Academy of Occupational Health and Occupational Medicine, Ji'nan 250062, China)

Abstract: The pneumoconiosis had the highest morbidity and mortality among occupational diseases in China. Pneumoconi-

osis was occupational lung disease characterized by progressive pulmonary fibrosis,

but clinical treaments lacked of efficacious

drug and molecular marker in early diagnosis. Differential protein expression of blood samples and bronchoalveolar lavage fluid

were analyzed by tissue of biobanks and proteomics technology. This would made for development of efficacious drug and estab-

lishment of molecular marker in early diagnosis.
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