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Abstract

Objective: To evaluate the efficacy and safety of oral Janus kinase (JAK) inhibitors for alopecia
areata (AA) treatment. Methods: A comprehensive search was conducted in PubMed, Cochrane Li-
brary, Embase, and Web of Science for randomized controlled trials (RCTs) or retrospective studies
on oral JAK inhibitors for AA up to March 2025. Two trained researchers independently screened and
assessed the included studies. Data analysis was performed using R software, with the "gemtc" pack-
age employed for Bayesian meta-analysis. Results: A total of 12 clinical trials involving 3 047 patients

were included. Meta-analysis revealed that oral JAK inhibitors significantly reduced the severity of alo-
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pecia tool (SALT) score in AA patients. Deuruxolitinib demonstrated the most pronounced percent-
age change in SALT score from baseline compared to other agents (RR (95% CI): —45. 24(—49. 53-
—40.00)). Regarding safety, oral JAK inhibitors were well-tolerated, with Ruxolitinib significantly

reducing the incidence of severe adverse events compared to the control group (RR (95%CI): 3. 99

(1.32-26.26)). The most common adverse events included upper respiratory infections, headaches,

and acne. Although rare, severe adverse events such as follicular lymphoma and serious infections

were reported. Conclusion: Oral JAK inhibitors are effective in improving hair density in AA patients

and demonstrate a favorable safety profile. Among these, Deuruxolitinib stands out for its superior effi-

cacy in promoting hair regrowth.
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