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Observation on the efficacy of all-trans retinoic acid combined with venetoclax and
azacitidine regimen in the treatment of elderly patients with
myelodysplastic syndromes with excess blasts
LIU Feng, GUO Liang, AN Lin, REN Jing-jing, WU Wen’

(Institute of Hematology, Xi'an Central Hospital, Shaanxi Province, Xi'an 710000, China)

[Abstract] Objective To observe the efficacy and safety of all-trans retinoic acid combined with venetoclax
and azacitidine regimen in the treatment of elderly patients with myelodysplastic syndromes with excess blasts (MDS-
EB). Methods A retrospective analysis was performed on 58 elderly patients with newly diagnosed MDS-EB
admitted to Xi'an Central Hospital, Shaanxi Province, from July 2023 to June 2025. All patients were treated with all-
trans retinoic acid combined with venetoclax and azacitidine. The efficacy and safety were evaluated after 2 courses of
treatment. Results All 58 patients completed 2 courses of chemotherapy. Among them, 22 patients (37.93%)
achieved complete remission (CR), 13 patients (22.41%) achieved complete remission with incomplete hematologic
recovery (CRi) , 15 patients (25.86%) achieved partial remission (PR) , and 8 patients (13.79%) had stable
disease (SD) or progressive disease (PD). A total of 35 patients (60.34% ) achieved CR (CR-+CRi), and the overall
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response rate (ORR) was 86.21% (50/58). The ORR of the normal karyotype group (95.65%) was significantly
higher than that of the poor karyotype group (50.00%, %*=3.872, P=0.002) , and the ORR of the International
Prognostic Scoring System (IPSS) intermediate-risk group (97.56%) was significantly higher than that of the high-

risk group (58.82%, y'=4.216, P=0.003).Multivariate logistic regression analysis showed that chromosomal status

and IPSS score were independent influencing factors for ORR (P<<0.05). Patients with normal chromosomes and

intermediate IPSS score had a higher probability of achieving ORR after treatment. Almost all patients developed

anemia, thrombocytopenia, and leukopenia of varying degrees, among which 18 (31.03%) experienced grade [l — IV

hematological toxicity. Non-hematological toxicities mainly included gastrointestinal reactions, elevated alanine

aminotransferase, infection and hypokalemia, with infection being the most common (23 patients, 39.66% ). Adverse

reactions of chemotherapy were relatively tolerable, and no deaths occurred during chemotherapy. The median follow-

up time was 9.8 (range: 2.0—24.0) months, with 50 survivors and 8 deaths, and the median overall survival time was

20 months. Conclusion

The all-trans retinoic acid combined with venetoclax and azacitidine regimen has definite

efficacy, high remission rate, tolerable adverse reactions and high survival rate in the treatment of elderly patients with

MDS-EB.
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Table 1 Comparison of ORR in patients with different clinical characteristics
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Table 3 Multivariate Logistic regression analysis results
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Figure 1 Survival curve
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