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Abstract: Objective To investigate the effect of olaparib and platinum-based regimen on tumor angiogen-
esis-related factors and programmed death-1 (PD-1)/programmed death-ligand 1(PD-1.1) signaling pathway
in platinum-sensitive relapsed breast cancer susceptibility gene (BRCA) mutation ovarian cancer (OC) pa-
tients. Methods A retrospective analysis was conducted on 95 platinum-sensitive recurrent BRCA mutation
OC patients in a hospital from May 2018 to May 2020. The patients were divided into two groups based on
their treatment regimen:the control group (47 cases) received paclitaxel plus platinum therapy,and the obser-
vation group (48 cases) received olaparib tablets. The efficacy,safety,tumor angiogenesis-related factors [an-
giogenin-2 (Ang-2) ,vascular endothelial growth factor (VEGF) ,stromal cell-derived factor-1a (SDF-1a) ], pe-
ripheral blood CD4" T cells PD-1,PD-L1 levels were compared between the two groups. Results DCR in ob-
servation group was higher than that in control group,the difference was statistically significant (P <C0. 05).
There was no significant difference in the incidence of nausea,fatigue and fatigue, vomiting,anemia,diarrhea,
leukopenia,neutropenia and anorexia between the observation group and the control group (P >>0. 05). The
serum levels of VEGF, Ang-2 and SDF-1« in the observation group were lower than those in the control group
after 3 and 6 cycles of treatment,and the differences were statistically significant (P<C0. 05). The levels of periph-
eral blood CD4" T cells PD-1 and PD-L1 in the observation group were lower than those in the control group at 3 and
6 cycles of treatment,and the difference was statistically significant (P <C0. 05). Conclusion Olaparib is used in
platinum-sensitive relapsed BRCA mutation OC patients to regulate the PD-1/PD-L1 signaling pathway, re-
duce the levels of tumor angiogenesis-related factors,and improve therapeutic efficacy.
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