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Clinical observation of sorafenib combined with azacitidine
and low—dose CHG regimen in the treatment of refractory/relapsed
FLT3-ITD—-positive AML

REN Xinxin, HAN Xiaohui, ZHAO Hongbo, WEI Shufang, LIU Yaning, LI Yan
(Department of Hematology, the First Hospital of Handan City, Handan, 056000, Hebet, China)

Abstract: Objective To investigate the clinical efficacy of sorafenib combined with azacytidine and low—dose CHG (re-
combinant human granulocyte colony stimulating factor+homoharringtonine+cytarabine) in the treatment of refractory/re-
lapsed Fms—like tyrosine kinase 3—internal tandem duplication (FLT3-ITD)—positive acute myeloid leukemia (AML). Meth-
ods Seventeen patients with refractory/relapsed FLT3-1TD—positive AML in our hospital between February 2020 and Febru-
ary 2022 were selected as the research object. All patients were treated with sorafenib plus azacitidine and low—dose CHG reg-
imen. The therapeutic effect and safety of the patients were analyzed, and the expression levels of FLT3 and nuclear transcrip-
tion factor—k B (NK—kB) before and after treatment were compared. Results The overall response rate (ORR) was 82.35%. The
main adverse reactions included myelosuppression and infections, all of which were resolved after treatment. Post—treatment
FLT3 and NF-kB expression levels were significantly lower than pre—treatment levels (P<0.05). Conclusion The combination
of sorafenib, azacitidine, and low—dose CHG demonstrates significant efficacy in treating refractory/relapsed FLT3-ITD—posi-
tive AML, effectively reducing FLT3 gene expression levels, and is worthy of clinical application and promotion.
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