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Abstract Objective: To analyze the clinical efficacy of azacitidine combined with Bcl-2 inhibitor venetoclax in
the treatment of elderly acute myeloid leukemia(AML). Methods: The clinical data of 68 elderly patients with
AML admitted to our hospital from May 2018 to August 2021 were retrospectively analyzed, and they were divid-
ed into two groups according to different treatment regimens. Patients treated with azacitidine combined with
venetoclax were set as the observation group(30 cases), and patients treated with azacitidine combined with half-
dose pre-excitation chemotherapy were set as the control group(38 cases). The curative effects and adverse events
of chemotherapy were compared between the two groups. Results: After two courses of induction therapy. the
complete remission rate and total effective rate in the observation group were significantly higher than those in the
control group(63.3% vs 36.8% ., 76.6% vs 52. 6%, P<C0.05). The platelet recovery time and neutrophil recov-
ery time in the observation group were significantly shorter than those in the control group (P <C0.05). After
treatment, the counts of CD3" T lymphocytes and CD4" T lymphocytes in the two groups were significantly lower
than those before treatment(P <C0. 05), and there was no significant difference between the two groups. The me-

dian follow-up time was 18(5-25) months. The median survival time in the observation group was 17. 00095 % CI
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13.53-20. 46) months, which was significantly higher than that of 12.00(95% CI 10.00-14. 00) months in the

control group(P<C0.05). In terms of hematological adverse events, there was no significant difference in the inci-

dence of grade [l[-IV neutropenia, grade [[[-[V thrombocytopenia, and grade [[[-IV neutropenia with infection be-

tween the two groups. In terms of non-hematological adverse events. there was no significant difference in the in-

cidence of gastrointestinal adverse events between the two groups. There was one case of tumor lysis syndrome in

the observation group, which improved after hydration, alkalization and other comprehensive treatment. No pa-

tient died during the induction chemotherapy. Conclusion: Compared with azacytidine combined with half-dose pre-

excitation chemotherapy, azacytidine combined with venetoclax chemotherapy can improve the complete remission

rate and total effective rate of elderly patients with AML, shorten the recovery time of platelets and neutrophils af-

ter chemotherapy, significantly prolong the median survival time of patients, and does not increase the hematolog-

ical and non-hematological adverse events. Elderly patients can tolerate it, which has obvious advantages.
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