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Research and development of new vitiligo drugs: challenges and prospects
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[ Abstract] Vitiligo is a kind of refractory depigmentation skin disease, which seriously affects the appearance
and psychology of patients. At present, the pathogenesis of vitiligo includes heredity, oxidative stress, autoimmunity
and environmental factors. The treatment includes systematic application of glucocorticoid, local application of
glucocorticoid or calcineurin inhibitor, phototherapy and melanocyte transplantation. In this article, we reviewed
the commonly used therapeutic drugs for vitiligo in the past and summarized the new progress of therapeutic drugs
for the treatment of vitiligo. The emergence of new small-molecule targeted drugs, such as Janus kinase inhibitor
baricitinib, has brought hope for vitiligo.
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