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Abstract Objective: To analyze the risk factors of relapse after effective treatment by cyclosporine A(CsA)
in patients with newly diagnosed non-severe aplastic anemia(NSAA). Methods: Data of patients with newly diag-
nosed NSAA receiving standard-dose CsA monotherapy at Peking Union Medical College Hospital from October
2012 to November 2020 were reviewed. The correlation between relapse-free survival(RFS) and risk factors such
as patients baseline characteristics, total CsA duration, full-dosage CsA duration and CsA taper was analyzed. Re-
sults: A total of 179 patients were enrolled, with 81(45.3%) of males and a median age of 46(14-85) years. The
median CsA duration was 24(6-80) months, with 69. 3% responded at a median time of 3(1-39) months. During
34(8-101) months follow-up, 42. 7% patients relapsed at a median of 28(6-59) months, making median RFS 47
months. Univariate analysis demonstrated that increased baseline neutrophil count, total CsA duration > 28
months, full-dosage CsA duration™16 months and time to response=>4 months correlated with higher RES(P =
0.006, 0.021, 0.019 and 0. 034, respectively). Multivariate Cox regression analysis showed that only increased
baseline neutrophil count(P =0. 006, HR=1. 144) and total CsA duration™>28 months(P=0.019, HR =2. 045)
were independent risk factors of RFS. Conclusion: Increased level of baseline neutrophils and longer CsA duration
may predict lower relapse rate in patients with newly diagnosed NSAA treated with CsA monotherapy.
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