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curative effect and VEGF in patients with acute myeloid leukemia”
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Abstract : Objective To investigate the evaluation value of serum soluble programmed death factor ligand-
1 (sPD-L1) and osteopontin (OPN) in the curative effect of the patients with acute myeloid leukemia (AML)
and the relationship between the expression of sPD-IL1 and OPN with vascular endothelial growth factor
(VEGF). Methods Sixty AML patients diagnosed and treated in this hospital from June 2019 to June 2020
were selected as the AML group and contemporaneous 60 cases of healthy volunteers were selected as the con-
trol group. The levels of serum sPD-L1, OPN and VEGF were compared among the various groups,and the
correlation between sPD-LL1 and OPN levels with VEGF were analyzed. Results The serum sPD-L1,OPN and
VEGF levels after treatment in the AML group were decreased (P<C0. 05) ,and the serum sPD-L1, OPN and
VEGF levels before and after treatment in the AML group were significantly higher than those in the control
group (P<C0.05). After treatment, there were 18 cases of complete remission (CR),27 cases of partial remis-
sion (PR) and 15 cases of non-remission. In the comparison of serum sPD-LL1, OPN and VEGF levels after
treatment in AML patients: CR group <<PR group <<non-remission group.and the differences all were statisti-
cally significant (P<C0. 05). According to Pearson analysis, serum sPD-L1 and OPN levels before and after
treatment were positively correlated with the VEGF level (before treatment:r=0. 345,0. 557, P <C0. 05;after
treatment:» =20, 799,0. 8388, P<C0. 05). Conclusion The levels of serum sPD-LL1,OPN and VEGF in AML pa-

tients are abnormally high expression, moreover the poorer the curative effect, the higher the levels. Therefore
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serum sPD-L1 and OPN levels have a certain evaluation value for the curative effect.
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