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Abstract: Objective To observe the therapeutic effect and adverse reaction of second-line treatment in
patients with advanced non-small cell lung cancer (NSCLC) without driver gene mutations, which aims to pro-
vide theoretical basis and treating strategies for second-line treatment of advanced NSCLC patients without

driver gene mutations. Methods This study retrospectively analyzed 90 cases with advanced NSCLC without
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driver gene mutations who were admitted to the First Affiliated Hospital of Bengbu Medical College from July
2019 to December 2020. All patients were divided into three groups according to therapeutic schedules: group
A (n =30) treated with docetaxel monotherapy; group B ( 7 =30) treated with the combination of anlotinib
and docetaxel; group C ( n =30) treated with the combination of sintilimab and docetaxel. For the three types
of second-line therapeutic schedules, their clinical efficacy was analyzed; the safety and adverse reactions were
Results

evaluated. In group C, the median progression-free survival (PFS) was 7. 3 months; the median o-

verall survival (OS) was 10. 3 months. In this group, there were no patients with complete remission (CR),
11 patients (36.67%) of partial remission (PR), 13 patients (43. 33%) of stable disecase (SD). The disease
control rate (DCR) was 80. 00% ; the objective response rate (ORR) was 36. 67%. In group B, the median
PFS was 6. 6 months; the median OS was 8. 5 months; the DCR was 50. 00% ; and the ORR was 23. 33%. The
median PFS, median OS, DCR and ORR in group B and group A were all lower than those in group C, and the
differences were statistically significance (P <C 0. 05) . The common adverse reactions (including abnormal liv-
er function, skin and nerve terminal reactions, gastrointestinal reactions, bone marrow suppression and cardio-
vascular events) had no significantly differences between the two groups ( P >>0.05). Conclusion Sintilimab
combined with docetaxel treatment can improve the OS and PFS in patients with advanced NSCLC without

driver gene mutations. with adverse reactions controllable. It provides a choice for the second-line treatment

for advanced NSCLC without driver gene mutations.
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