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Sarcoidosis is an unexplained granulomatous disease involving multi-system. Sarcoidosis primarily affects lung and
lymphatic system, followed by eyes and skin. Granuloma is one of the most complex immune responses involving
multiple cells, dynamic intercellular molecular interactions, and changes over time. In recent years, new insights
into the pathogenesis of sarcoidosis have emerged. This article will review recent advances in the pathogenesis of

pulmonary sarcoidosis, including innate immunity of sarcoidosis, Th17 cells, Treg cells, serum amyloid A, and
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