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Abstract Objective To compare clinical effect and influence factors of prognosis of reducing dose chemotherapy regimen in elderly
patients with acute myeloid leukemia (AML). Methods Forty cases of elderly AML patients were randomly divided into two groups ac-
cording to random number table. Low — dose group (n =20) was given reducing dose chemotherapy, and standard chemotherapy group(n
=40) was given standard dose chemotherapy. The overall response rate (ORR), overall survival (0S) were observed. The influence
factors for prognosis of elderly patients with AML were analyzed using multivariate COX model. Results There was no significant differ-
ence in the ORR between low — dose group (55.0% ) and standard chemotherapy group(65.0% ) (P >0.05). The median OS in low —
dose group and standard chemotherapy group was 8.0 months(95% C1:6.5 -9.5) and 9.1 months (95% C1:8.2 -9.9), it was not sta-
tistically different( P >0.05). Multivariate COX model analysis showed that age, PS score, WBC count at initial treatment and positive ex-
pression of MRD — WTlwere the risk factors for the prognosis of elderly patients with AML (P <0.05). Conclusion Reducing dose

chemotherapy regimen in the treatment of elderly AML has similar effective rate and OS, and age, PS score, WBC count at initial treat-

ment and positive expression of MRD — WTI are the risk factors for the prognosis of elderly patients with AML.
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