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Abstract ; The Janus kinase (JAK) inhibitors are a collective term for various molecules that inhibit tyrosine kinase, mainly targeting the
inhibition of various enzymes and transcription factors involved in the Janus kinase and signal transducer and activator of transcription
(JAK-STAT) signaling pathway. It has significant therapeutic effects on a variety of inflammatory immune-related and other dermatosis
involved in this pathway, which has become a hot spot in dermatological research. This article mainly reviews the mechanism of action,

research progress and precautions of JAK inhibitors in related dermatosises, in order to provide ideas for clinical research and treatment of

related dermatosises.
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Janus JEG-15 5 %% T R % S0 IR F (the Janus kinase
and signal transducer and activator of transcription, JAK-STAT)
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Tab. 1 Relevant JAK inhibitors involved in this paper and their

main targets of action
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Fig. 1 The JAK-STAT signaling pathway can be activated by

different signaling molecules and play an important role in cell

proliferation, growth, differentiation, migration and apoptosis
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