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Psoriasis and atherosclerosis are both chronic inflammatory diseases, and share the common basic lesion

Clinical epidemiological studies suggest the correlations between

psoriasis and atherosclerosis, and those in immunologic pathogenesis are reviewed in this essay from the perspective of im-

munological mechanisms and inflammatory pathways.
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Table 1. Effect of four major adipocyte factors on the metabolism, blood vessels, innate immunity, the adaptive immunity
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