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Clinical observation of crizotinib combined with paclitaxel and cisplatin in treatment
of anaplastic lymphoma kinase positive non-small cell lung cancer

GAO Lun, SUN Xiu-e
Department of Respiration, the First Hospital of Yulin, Yulin 718000, China

Abstract: Objective To investigate the clinical effect of crizotinib combined with paclitaxel and cisplatin in treatment of anaplastic
lymphoma kinase (ALK) positive non-small cell lung cancer (NSCLC). Methods Patients (67 cases) with NSCLC in the First
Hospital of Yulin from January 2012 to March 2015 were randomly divided into control group (33 cases) and treatment group (34
cases). Patients in the control group were iv administered with Paclitaxel Injection 175 mg/m? once daily. And Patients in the control
group were also iv administered with Cisplatin Injection 75 mg/m?, once daily. Patients in the treatment group were po administered
with Crizotinib Capsules on the basis of the control group, 1 grain/time, twice daily. Patients in two groups were treated for 2 months,
and followed up for 24 months. After treatment, the clinical efficacies were evaluated, and serum tumor marker, adverse reaction, and
survival rate in two groups were compared. Results ~ After treatment, the clinical efficacies in the control and treatment groups were
27.27% and 61.76%, respectively, and there was difference between two groups (P < 0.05). After treatment, the levels of CEA,
CA125, and CYFRA21-1 in two groups were significantly decreased, and the difference was statistically significant in the same
group (P < 0.05, 0.01). And the observational indexes in the treatment group were significantly better than those in the control group,
with significant difference between two groups (P < 0.05). After follow-up, the mortality rate in the control and treatment groups
were 24.24% and 14.71%, respectively, the median PFS in the control and treatment groups were 13 and 17 months, respectively, and
there was difference between two groups (P < 0.05). Conclusion Crizotinib combined with paclitaxel and cisplatin has clinical
curative effect in treatment of ALK positive NSCLC, can decrease serum tumor marker, extend median PFS, and improve survival
rate, which has a certain clinical application value.
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