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ZHAO Linglin' , LI Guoyuan®”
(1. Department of Emergency .Qinghai People’s Hospital , Xining sQinghai 810007 ,China ;2. Department
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[ Abstract] Objective To compare the efficacy between Oxaliplatin combined with Xeloda (XELOX reg-
imen) and Oxaliplatin combined with S-1 (SOX regimen) as first-line chemotherapy and sequential mainte-
nance therapy for advanced gastric cancer. Methods A total of 129 initial gastric cancer patients in phase [V
met the inclusion criteria in Qinghai People’s Hospital from January 2016 to December 2017 were selected. Ac-
cording to treatment regimen, patients were divided into the XELOX group (n=62) and the SOX group (n=
67). Efficacy was evaluated every 2 cycles of chemotherapy, the effective rate (RR), disease control rate
(DCR) and adverse reactions of each group were retrospectively analyzed. Among the 99 patients who achieved
the disease control after first-line chemotherapy,there were 21 patients who continued Xeloda for maintenance
(the Xeloda maintenance group),23 patients continued S-1 for maintenance (the S-1 maintenance group) ,and
55 patients were observed. RR,DCR and adverse reactions of the 2 maintenance groups were observed. A total
of 99 patients were followed up with disease progression free (PFS),overall survival (OS). Results There
was no significant difference in RR and DCR between the XELOX group and the SOX group (P>>0. 05). After
first-line chemotherapy achieved disease control and sequential maintenance therapy continued, the mainte-
nance efficacy of two groups was basically equal (P>>0. 05). The adverse reactions of chemotherapy and se-
quential maintenance therapy in the XELOX group and the SOX group were mostly degree [ — [ ,few degree
IT —IN. The incidence of hand-foot syndrome was higher in the XELLOX group than that in the Xeloda maintenance
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group (P<C0.05). While the XELOX group was compared with the SOX group,there was no significant differ-

ence in PFS and OS (P>>0. 05). While the Xeloda maintenance group was compared with the S-1 maintenance

group,there was no significant difference in PFS and OS(P>>0. 05). There was statistically significant differ-

ence in PFS between the maintenance group and un-maintenance group. (P<Z0. 05), but the difference in OS

was not statistically significant. (P>>0. 05). Conclusion The efficacy of first-line application of XELOX regi-

men is similar to SOX regimen in the treatment of advanced gastric cancer combined with Xeloda or S-1 for se-

quential maintenance treatment. The adverse reactions can be tolerated.
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