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Abstract Objective: To observe the expression of vascular endothelial growth factor(VEGF) and transfor-
ming growth factor B1(TGF-B1) in different risk levels of patients with recurrent acute myeloid leukemia(AML) ,
and analyze the relationship between VEGF, TGF-81 and different risk levels. Methods: A total of 92 patients
with recurrent AML admitted to the hospital from October 2019 to October 2021 were included in the study. and
the prognosis risk level of 92 patients was evaluated according to relevant guidelines; relevant examinations and
general data collection were conducted for the patients before the assessment. The examination items included
platelet(PLT), white blood cell count(WBC) , neutrophil count(NE), hemoglobin(Hb) , VEGF, TGF-81, etc.
Observed the expression of each index in patients with different risk levels, and analyzed the relationship between
VEGF, TGF-B1 and different risk levels of recurrent AML by Kendall’s tau-b correlation coefficient. Results: Af-
ter evaluation, 92 patients with recurrent AML were identified as 32 low-risk patients, 40 moderate risk patients
and 20 high-risk patients. There was no statistical significant difference in comparison of the general data of pa-
tients at different risk levels. Compared PLT, WBC, NE, GHB, VEGF and TGF-1 among patients at different
risk levels, the difference was statistically significant (P <C0.05). However, there was no statistical significant
difference in comparison of PLT, WBC, NE and Hb between low-risk and moderate risk patients, and between
moderate and high-risk patients; compared between low risk and high risk, the difference was statistically signifi-
cant(P<C0. 05). By Kendall’s tau-b correlation coefficient test, VEGF was positively correlated with the risk level
of patients with recurrent AML(>0, P<C0.05); TGF-1 was negatively correlated with the risk level of recur-
rent AML(<C0, P<C0.05). Conclusion: The expressions of serum VEGF and TGF-$1 were significantly differ-

ent in different risk levels of the patients with recurrent AML. VEGF was positively correlated with the risk level
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of the patients with recurrent AML, and TGF-381 was negatively correlated with the risk level of the patients with

recurrent AML.
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