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Characteristics analysis of 120 myelodysplastic syndromes patients with SF3B1 gene mutation
Yan Fahong,Zhang Xiaoting, Yang Xiaojing , Ran Xuehong, Cao Rongxuan, Qiv Zhiyuan, Gong Fang,
Wang Shan, Zhao Jing, Liu Liping. Department of Hematology, the First Affiliated Hospital of Weifang
Medical University ,Weifang People’ s Hospital , Weifang 261041 , China

[ Abstract] Objective To investigate the clinical, biological and survival characteristics of
myelodysplastic syndromes ( MDS) patients with SF3B1 gene mutation. Methods A total of 120 newly
diagnosed MDS patients in our hospital from August 2018 to August 2021 were retrospectively included.
According to the presence or absence of SF3B1 gene mutation, 120 MDS patients were divided into SF3B1
gene mutation group (22 cases) and SF3B1 gene wild group (98 cases). According to whether or not
K700E mutation was present, the 22 patients in SF3B1 gene mutation group were divided into K700E
mutation group (12 cases) and non-K700E mutation group( 10 cases). According to the number of other
gene mutations combined with SF3B1 gene,22 patients in SF3B1 gene mutation group were divided into
combined gene mutation <2 group( 15 cases) and combined gene mutation=2 group (7 cases). General
data, laboratory examination result, WHO typing, chromosome analysis results, International Prognostic
Score System(IPSS) , WHO Classification Prognostic Scoring System ( WPSS) , and revised version PSS
(TPSS-R) risk stratification, survival of all patients were collected and compared in groups. Survival
analysis was performed by Kaplan-Meier method. Results The mutation rate of SF3B1 gene in 120
patients was 18.3% . PLT count and serum ferritin( SF') level ,the proportion of MDS with ring sideroblasts
(MDS-RS) in SF3BI gene mutant group were higher than those in SF3BI gene wild group, while the
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proportion of bone marrow blast cell (BM blast) and MDS with excessive blasts( MDS-EB) were lower
than those in SF3B1 gene wild group(P <0.01). The SF3B1 gene mutation rate in MDS-RS patients was
significantly higher than that in non-MDS-RS patients ( P < 0. 001 ). The proportions of patients with
normal chromosome,low risk IPSS,low risk WPSS and low risk IPSS-R in SF3B1 gene mutant group were

higher than those in SF3B1 gene wild group( P <0.05) . There was no significant difference in general and

laboratory examination result between K700E mutation group and non-K700E mutation group, combined

gene mutation <2 group and combined gene mutation=2 group( P >0.05). Median overall survival( OS)

was significantly longer in SF3B1 gene mutant group than that in SF3B1 gene wild group(P =0.022).

Conclusion MDS patients with SF3B1 gene mutation present relatively low risk clinical characteristics

and better prognosis. K700E mutation and two or more comutations have no influence on clinical

characteristics.
[ Key words |
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