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[Abstract] Vitiligo is a depigmentation skin disease,seriously affects the quality of life of the patients.
Previously, clinicians usually regarded vitiligo as a simple skin disease,but more and more research evidences
show that vitiligo is correlated to a variety of autoimmune diseases. The risks of vitiligo complicating thyroid
disease,alopecia areata,diabetes,systemic lupus erythematosus,rheumatoid arthritis,inflammatory bowel dis-
ease,Sjogren syndrome and other autoimmune diseases are significantly higher than those in the general popu-

lation. This paper systematically sorted out the evidences of vitiligo complicating autoimmune comorbidity,so

as to increase clinicians understanding of vitiligo autoimmune comorbidity.
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