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Expression and Clinical Significance of PD-L1 in Acute Myeloid Leukemia
BAI Xue,ZHU Hai-bo,DENG Qi,LI Yu-ming
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Abstract: Objective To investigate the expression and clinical significance of programmed death molecule 1 ligand-1 (PD-L1) in acute myeloid
leukemia (AML). Methods From January 2013 to December 2016, 49 patients with initial diagnosis of AML were enrolled in our hospital. The
observation group was selected from 27 non-malignant diseases such as iron deficiency anemia and giants treated in our hospital. A young cell anemia
was used as a control group. The levels of PD-L1 in the blood of the two groups were compared. The effects of gender, age, white blood cell count,
and subtype on PD-L1 in the blood were analyzed to determine the correlation between PD-L1 expression and clinical efficacy. Results There was
no significant difference in the expression of PD-L1 between the control group and the observation group (P>0.05). After treatment, the expression of
PD-L1 in the observation group was higher than that in the control group,the statistical significance was significant (P<0.01). Univariate results
showed that the expression level of PD-L1 in newly diagnosed patients with AML was not correlated with gender, age, number of newly diagnosed
WBC, and type (P>0.05). The expression of PD-L1 was higher in patients without AML. Patients with AML were continuously relieved (P<0.01).
Conclusion PD-L1 may be involved in the immune escape mechanism of AML and may be related to the progression of the disease and the
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therapeutic effect.
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