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Relationship between the efficacy of TKI therapy and the expression of PD-L1 in
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MA Haoxia L1 Jinlei /WANG Liyan
Department of Oncology ,]incheng People's Hospital . ] incheng » Shanxi 048000 ,China

Abstract: Objective To explore the relationship between the efficacy of tyrosine kinase inhibitors (TKI)
and the expression of programmed death ligand-1 (PD-L1) in epidermal growth factor receptor (EGFR)-mu-
tant non-small-cell lung cancer (NSCLC) patients. Methods A clinical and follow-up study was conducted on
totally 88 NSCLC patients with EGFR mutations admitted to the hospital from July 2016 to July 2017. EGFR
gene mutations were detected using second-generation sequencing technology. Clinical samples from patients
were collected,PD-L1.1 expression was detected using immunohistochemistry, the relationship between PD-11
expression and pathological characteristics of NSCLC patients with EGFR mutations,as well as the efficacy of
EGFR-TKI treatment were analyzed. Results After treatment, the objective response rate (ORR) of 88
NSCLC patients with EGFR mutations was 47. 73% (42 cases) and the disease control rate (DCR) was
68.18% (60 cases). The univariate analysis results showed that there were differences in the efficacy of pa-
tients with different clinical stage,lymphatic metastasis and PD-L1 expression (P<Z0. 05) ,and the Logistic re-
gression results showed that clinical stage,brain metastasis and PD-1.1 expression were all factors influencing
the efficacy of NSCLC patients with EGFR mutations (P <C0. 05). The positive rate of PD-LL1 was higher in
NSCLC patients with EGFR mutations with brain metastasis than those without brain metastasis (P <<0. 05).
Survival analysis showed that progression free survival (PFS) and overall survival(OS) were higher in PD-L1
negative patients than in PD-11 positive patients,and LLog-Rank test showed that the differences in PFS curves
and OS curves between the two groups were statistically significant (P<C0. 05). Conclusion NSCLC patients
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with PD-L1 negative and EGFR mutations have better TKI treatment efficacy, higher ORR,DCR and longer
PFS and OS. The positive expression of PD-I.L1 may be a potential predictor of the efficacy of EGFR-TKI

treatment.
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