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Efficacy evaluation and survival analysis of etoposidelobaplatin—+anlotinib—+

sintilimab firstline treatment for extensive-stage small-cell lung cancer”
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[Abstract] Objective To explore the effectiveness evaluation and survival analysis of immune check-
point inhibitors combined with anti-angiogenic therapy and chemotherapy as first-line treatment for extensive-
stage small-cell lung cancer (ES-SCL.C). Methods Thirty cases of EC-SCLC treated in department of Oncolo-
gy,Inner Mongolia Autonomous Region People’s Hospital from June 2020 to June 2021 were selected as the
study subjects and treated by etoposide+lobaplatin+anlotinib—+ sintilimab firstline treatment, the therapeutic
effect,improvement of living quality and adverse reactions were evaluated. Results The follow up was until
August 2023. The median overall survival (OS) time was 17. 3(15. 1,19. 4) months, the 1 year OS rate was
83.3% (95%CI:64.3% —94.1%). The median progression-free (PFS) time was 8. 7(6. 4,12. 1) months.,
there was 1 case of complete remission (CR), 24 cases of partial remission (PR), 3 cases of stable disease
(SD) and 2 cases of progress of disease (PD) ,the objective remission rate (ORR) was 83. 3% , the disease con-
trol rate (DCR) was 93. 3%. Twenty-three cases (76.7%) developed different adverse reactions without more
than grade three or above adverse reactions occurrence. Conclusion The etoposide+lobaplatin+anlotinib-+ si-
ntilimab firstline treatment regimen obviously prolong median OS and PFS durations, moreover the adverse
reactions are controlled.
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