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Abstract

Objective: To observe the recurrence status of patients with acute myeloid leukemia (AML) af-
ter allogeneic hematopoietic stem cell transplantation (allo-HSCT), and to explore the risk factors of
recurrence. Methods: A total of 146 AML patients at Zhejiang Provincial People’s Hospital were en-
rolled from March 2021 to March 2023, and they received allo-HSCT treatment. The recurrence af-
ter transplantation was observed. Univariate and logistic regression models were used to analyze the
risk factors affecting recurrence, and a prediction model was constructed. Receiver operating charac-

teristic curve (ROC) was drawn to evaluate the predictive efficiency of the model. Results: There
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were 35 cases of recurrence among 146 patients with AML after transplantation, and the recurrence

rate was 23.97%. Univariate analysis showed that non-remission of chemotherapy, TP53 positive,

losses/low expressions of human leukocyte antigen (HILA)-related molecules after transplantation and

positive programmed death receptor 1 (PD-1) were related to the recurrence of patients (P<<0. 05).

Logistic regression analysis indicated that non-remission of chemotherapy, TP53 positive, losses/low

expressions of HILA-related molecules after transplantation, and positive PD-1 were risk factors for re-

currence after transplantation (P<Z0. 05). ROC curve suggested that the area under the curve (AUC)

of the model established by the four variables such as non-remission of chemotherapy, TP53 positive,

losses/low expressions of HILA-related molecules after transplantation and positive PD-1 was 0. 732,

and the sensitivity and specificity were 0. 457 and 0. 919, respectively. Conclusion: The recurrence of

AML patients after transplantation may be related to non-remission of chemotherapy, TP53 positive,

losses/low expressions of HI.A-related molecules after transplantation and positive PD-1. These four

variables have high predictive value for recurrence risk.
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