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Abstract Objective: To evaluate the safety and effects of chidamide in the treatment of peripheral T-cell lym-
phoma (PTCL) ,and to explore new combined treatment. Method: The clinical data of 21 PTCL patients treated
with chidamide at our institution from November 2009 to May 2020 were analyzed retrospectively. The responses
and adverse events were evaluated. Result: Among 21 patients, 1 case achieved complete remission,9 cases achieved
partial remission, 1 case being with stable disease and 10 cases being with progressive disease. The overall response
rate was 52.4%. The median follow-up time was 9 months and the median progression-free survival (PFS) was
140 days. The 6-month PFS and the 1-year PFS were 58. 8% and 52. 9 % .respectively. For 4 patients receiving chi-
damide monotherapy,the overall response rate was 50. 0%. For 17 patients receiving chidamide combination thera-
pysthe overall response rate was 52. 9%. Most adverse events were grade 1 to 2. Adverse events of grade 3 or
higher mostly were thrombocytopenia and neutropenia. Conclusion: This real-world study demonstrates that chi-
damide has a favorable efficacy and an acceptable safety profile for patients with refractory or relapsed PTCL. Chi-
damide combined with chemotherapy or demethylation agents may be a new treatment option for patients with re-
fractory or relapsed PTCL.
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