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Clinical study on thalidomide combined with XELOX regimen in treatment of
advanced gastric cancer

DING Li-fang
Department of Oncology, Danyang People’s Hospital, Zhenjiang 212300, China

Abstract: Objective To explore the clinical effect of thalidomide combined with XELOX regimen (oxaliplatin + capecitabine) in
treatment of advanced gastric cancer. Methods Patients (180 cases) with advanced gastric cancer in Danyang People’s Hospital from
January 2013 to January 2016 were randomly divided into control and treatment groups, and each group had 90 cases. Patients in the
control group were iv administered with Oxaliplatin for injection, 130 mg/m?, once every 14 d, and at the same time, they were po
administered with Capecitabine Tablets, 1 250 mg/m?’ twice daily. Patients in the treatment group were po administered with
Thalidomide Tablets on the basis of the control group, 200 mg/time, once daily, and 14 d was a course of treatment, and they were
treated for 2 courses of treatment. After treatment, the clinical efficacy was evaluated, and the KPS scores, VEGF, ESM-1, and NRP-1
levels in two groups before and after treatment were compared. Results After treatment, the objective reaction rate in the control
group was 35.6%, which was significantly lower than 51.1% in the treatment group, and there were differences between two groups
(P <0.05). After treatment, the KPS scores in two groups were significantly increased (P < 0.05), and the KPS scores in the treatment
group were significantly higher than that in the control group (P < 0.05). After treatment, the serum VEGF, ESM-1, and NRP-1 levels
in two groups were significantly decreased (P < 0.05), and these indexes in the treatment group were significantly lower than those
in the control group (P < 0.05). Conclusion Thalidomide combined with XELOX regimen can effectively inhibit tumor
neovascularization, reduce serum ESM-1, NRP-1 expression, which has a certain clinical application value.
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Fig.1 Comparison on OS and PFS between two groups
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