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Impact of sunitinib combined with capecitabine on angiogenic factor and
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Abstract: Objective To observe the efficacy of sunitinib combined with capecitabine in triple-negative
breast cancer and its impact on angiogenic factor and apoptosis factors. Methods A total of 90 patients with
advanced breast cancer who were diagnosed and treated in our hospital from January 2020 to December 2021
were divided into observation group and control group according to different treatment methods,with 45 cases
in each group. The control group was treated with capecitabine, and the observation group was treated with
sunitinib on the basis of the control group. The efficacy and adverse reaction rate after treatment were ob-
served in the two groups. The serum levels of tissue polypeptide-specific antigen (TPS),carbohydrate antigen
(CA)125,CA153, carcinoembryonic antigen (CEA),vascular endothelial growth factor (VEGF)-121, VEGF-
145,VEGF-165,decoy receptor 3 (DcR3),Survivin, X-linked inhibitor of apoptosis protein (XIAP) and Bcl2-
associated X protein (Bax) were detected and compared in two groups before and after treatment.
Results The objective response rate (ORR) was 55. 56% in the observation group, which was significantly
higher than that of 31.11% of control group (X*=4.525,P < 0. 05). The disease control rate (DCR) of the
observation group was 84. 44% , which was significantly higher than 55. 56% of the control group (X* =
7.619,P<C0.05). There was no significant difference in adverse reaction rate between two groups (P >>0.05).
There was no significant difference in serum levels of TPS, CA125, CA153, CEA, VEGF-121, VEGF-145,
VEGF-165,DcR3, Survivin, XIAP and Bax between the two groups before treatment (P >>0. 05),after treat-
ment the levels of CA125,CA153,CEA, VEGF-121, VEGF-145, VEGF-165,DcR3, Survivin and XIAP in two
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groups were significantly lower than those before treatment (P <C0. 05) ,and the levels of those in the observa-

tion group were significantly lower compared with the control group (P <C0. 05). The serum Bax levels in the

two groups were significantly higher than those before treatment (P<C0. 05) ,and the levels of that in the ob-

servation group were significantly higher compared with the control group (P <C0. 05). Conclusion The

sunitinib combined with capecitabine has a significant efficacy on triple-negative breast cancer. The sunitinib

can inhibit the synthesis of angiogenesis factors and regulate the balance of apoptosis factors in the body.
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