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[Abstract] Immune senescence involves central and peripheral immune organs, which can cause changes in

the number and function of a variety of immune cells and cytokines in the skin, and plays an important role in the

pathogenesis of pemphigus, systemic lupus erythematosus, systemic sclerosis, alopecia areata and other diseases. This article

reviews the relationship between skin immune aging and skin diseases, and provides reference for etiological research and

clinical diagnosis and treatment of related diseases.
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