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[Abstract] Objective To evaluate the efficacy and safety of bevacizumab combined with niraparib in maintenance
therapy for recurrent ovarian cancer. Methods A total of 112 patients with recurrent ovarian cancer treated at the Department
of Gynecologic Oncology, Gansu Wuwei Cancer Hospital, from January 2020 to August 2024 were enrolled. Patients were
randomly assigned in a 1:1 ratio to an observation group or a control group using a computer-generated random number table.
The foundation chemotherapy regimens were carboplatin + paclitaxel or gemcitabine + docetaxel. The control group received
bevacizumab, while the observation group received niraparib in addition to the regimen of the control group. Clinical efficacy,
changes in tumor marker levels, quality of life, and incidence of adverse reactions were compared between the two groups. Re—
sults Among the 112 enrolled patients, 110 completed follow-up and reached the treatment endpoint, with a follow-up rate of
98.2% (110/112). The last follow-up was on February 20, 2025. The objective response rate (ORR) and disease control rate
(DCR) in the observation group were 61.8% (34/55) and 90.9% (50/55), respectively, which were significantly higher than
those in the control group 41.8% (23/55) and 76.4% (42/55) (° =4.406,P =0.036;X° =4.251,P =0.039). The median pro-
gression—free survival (PFS) in the observation group was 16 months (95%CI : 11.95-21.06), and the median overall survival
(OS) was 20 months (95%CT:12.97-25.03); in the control group, the median PFS and OS were 12 months (95%CI: 9.11-
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14.89) and 16 months (95%CI :13.11-18.89), respectively (Log-rank X’ =7.406,P =0.007; Logrank X* =6.576,P =0.010). Se—
rum levels of carbohydrate antigen 125 (CA125) and human epididymis protein 4 (HE4) decreased significantly in both groups

during treatment, while scores for physical function, role function, emotional function, social function, and overall quality of

life increased significantly (all P <0.05). After 3 and 6 cycles of treatment, patients in the observation group had significantly

lower serum CA125 and HE4 levels and significantly higher scores for the aforementioned quality-ofife domains compared

with the control group (all P <0.05). The overall incidence of adverse reactions in the observation group was 47.3% (26/55),

which was not statistically significantly different from that in the control group 40.0% (22/55) @’ =0.591,P =0.442). Con—

clusion The combination of bevacizumab and niraparib demonstrates superior disease control in patients with recurrent ovar—

ian cancer, more significantly reduces tumor marker levels, and improves patients' quality of life, with a favorable clinical

safety profile.
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Tab.1 Comparison of clinical data between the control group and
the observation group
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Tab.2 Comparison of clinical efficacy between the control group and the observation group
CR PR SD PD ORR DCR
55 5(9.1) 18(32.7) 19( 34.5) 12( 23.6) 23(41.8) 42(76.4)
55 8( 14.5) 26(47.3) 16( 29.1) 5(9.1) 34(61.8) 50( 90.9)
X? 0.785 2.424 0.377 4.251 4.406 4.251
P 0.376 0.119 0.539 0.039 0.036 0.039
3 (x+s)
Tab.3 Comparison of serum tumor marker levels between the control group and the observation group
CA125( U/ml) HE4( pmol /L)
3 6 3 6
55 121.25+16.16 88.81+11.96" 54.51+16.01° 78.84+14.80 56.70+14.37* 43.66+12.24"
55 121.88+12.78 79.08+11.61° 46.36+13.84" 79.16+12.86 51.56+11.53* 35.31+12.56"
! 0.227 4.328 2.855 0.120 2.068 3.535
P 0.821 <0.001 0.005 0.904 0.041 0.001
*P<0.05.
1t/P=4.153/<0.001.4.696/<0.001.6.367/<0.001 5
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Tab.5 Comparison of clinical safety between the control group and

the observation group

(n=55) (n=ss) X P
0.646  0.886
4(7.3) 6(10.9) - -
3(5.5) 4(7.3) - -
3(5.5) 3(5.5) - -
0.000 1.000
5(9.1) 6( 10.9) - -
4(7.3) 4(7.3) - -
5(9.1) 5(9.1) - -
3(5.5) 5(9.1) - -
2(3.6) 3(5.5)
13
14
PARP PARP
DNA b,
ORR DCR



* 602 ¢

20

18-19
o 2

DNA

2122

PFS.0S

ORR.DCR
3.6

2026

25 6 Chin J Diffic and Compl Cas June 2026 Vol.25 No.6

DNA
DNA
DNA

2324

25

ORR.DCR

110

PFS. 0S
CA125.HE4

N

10

11

. {ESGO.ESHRE.ESGE N
»
I 2024 40( 10) : 1026-1031.
DOI: 10.19538/j.1k2024100113.
J.
2024 39( 5):407-412. DOIL 10.13267/j. cnki. syzlzz.
2024.061.

(2023 ) ). 2023
39(19) :935-942. DOI: 10.19538/j.1k2023090117.
I
2024 40( 14) : 1901-1907. DOI: 10.3969/j. issn.
1006-5725.2024.14.001.
Chen WC Huang HJ Yang LY et al. Hyperthermic intraperitoneal
chemotherapy for recurrent epithelial ovarian cancer J . Biomed ]
2022 45(5) : 821-827. DOI: 10.1016/j.bj.2021.10.003.
Hao XY Song WW Li ML et al. Past and present: a bibliometric
study on the treatment of recurrent ovarian cancer J . Front Pharma—
col 2024 15:1442022. DOIL: 10.3389/fphar.2024.1442022.
Goldlust IS Guidice E Lee JM. PARP inhibitors in ovarian cancer
J . Semin Oncol 2024 51( 1-2):45-57. DOL: 10.1053/j.semi—
noncol.2024.01.001.
Zhou Y Xu J. Impact of PARP inhibitors on progression-ree
survival in platinum—sensitive recurrent epithelial ovarian cancer: A
retrospective analysis J . World J Surg Oncol 2024 22( 1) : 276.
DOI: 10.1186/s12957-024-03562-8.
Khanmammadov NJ Dogan I Okay NS et al. Comparative analysis
of doublet chemotherapy regimens plus bevacizumab in patients with
recurrent ovarian cancer J . Medicine ( Baltimore) 2024 103
(1) : €36750. DOI: 10.1097 /MD.0000000000036750.
Karacin C Sunar V Urakci Z et al. Efficacy and safety of bevaci—
zumab in patients with low-grade serous ovarian cancer J . Future
Oncol 2024 20( 4) : 207214. DOI: 10.2217/fon2023-0763.
Aaronson NK  Ahmedzai S Bergman B et al. The European organi—
zation for research and treatment of cancer QLQ-C30: A quality-of—
life instrument for use in international clinical trials in oncology J .
J Natl Cancer Inst 1993 85( 5) : 365-376. DOI: 10.1093/jnci/85.
5.365.

( 668 )



* 668 2026 6 25 6 Chin J Diffic and Compl Cas June 2026 Vol.25 No.6
100-5930( 2022) 04-0675-04. 2022.831949.
3 Bmi- HPV-DNA 12 Jiang A Zhou Y Gong W et al. CCNA2 as an immunological bio—
J . 2024 23 marker encompassing tumor microenvironment and therapeutic re—
(24) : 2644-2647. DOL: 10.3969/j.issn.1671-4695.2024.24.018. sponse in multiple cancer types J . Oxid Med Cell Longev 2022
4  Yang X Zhou M Luan Y et al. Identification of key genes associ— 2022:5910575. DOI: 10.1155/2022/5910575.
ated with cervical cancer based on bioinformatics analysis J . BMC 13 Car Y Yang W. PKMYTI regulates the proliferation and epithelial—
Cancer 2024 24(1):897. DOI: 10.1186/s12885-024-12658-2. mesenchymal transition of oral squamous cell carcinoma cells by tar—
5  Jung MM Tran VL Xiong Y et al. GATA2 decommissioning of en— geting CCNA2 ] . Oncol Lett 2022 23(2):63. DOL 10.3892/0l.
hancers: A mechanism to constrain inflammatory signaling J . Cell 2021.13181.
Rep 2025 44(10):116344. DOI: 10.1016/j.celrep.2025.116344. 14 .
6 Wang R Zhang F LiJ etal. GATA2 promotes cervical cancer pro— I 2022 51(6) : 134-439. DOL: 10.
gression under the transcriptional activation of TRIP4 J . Cell Sig— 11969 / j. issn.1673-548X.2022.06.029.
nal 2025 132:111778. DOIL: 10.1016/j.cellsig.2025.111778. 15 Bresnick EH Jung MM Katsumura KR. Human GATA2 mutations
7  Bedell SL  Goldstein LS  Goldstein AR et al. Cervical cancer and hematologic disease: How many paths to pathogenesis J . Blood
screening: Past present and future J . Sex Med Rev 2020 8 Adv 2020 4 ( 18 ): 45844592. DOL: 10. 1182/
(1) :28-37. DOI: 10.1016/j.sxmr.2019.09.005. bloodadvances.2020002953.
8  Rezende GAS Rezende MT Carneiro CM. Low—cost interventions to 16 ~ Wang D Uyemura B Hashemi E et al. Role of GATA2 in human
improve cervical cancer screening: An integrative review J . Oncol NK cell development J . Crit Rev Immunol 2021 41(2):21-33.
Nurs Forum 2022 50( 1) : 59-78. DOI: 10.1188/23.0NF.59-78. DOI: 10.1615/CritRevimmunol.2021037643.
9  Zagorianakou N Mitrogiannis I Konis K et al. The HPV-DNA test 17 . ICAM-1.HPC2  GATA3
in pregnancy: A review of the literature J . Cureus 2023 15(5): J . 2020 35( 11):1793-
€38619. DOL: 10.7759/ cureus.38619. 1796. DOL: 1001-5930( 2020) 11-1793-04.
10 . HPV-DNA NLR.DCLK1 18  Singh P Heer M Resteu A et al. GATA2 deficiency phenotype as—
J . 2024 62(8):12- sociated with tandem duplication of GATA2 and overexpression of
16. DOIL: 10.3969/j.issn.1671-4695.2024.08.003. GATA2-ASI ] . Blood Adv 2021 5(24):5631-5635. DOI: 10.
11 Zhang L. Tan W Yang H et al. Detection of host cell gene/HPV 1182 /bloodadvances.2021005217.
DNA methylation markers: A promising triage approach for cervical ( :2025-12-04)
cancer J . Front Oncol 2022 12:831949. DOI: 10.3389/FONC.
662 ) 1016/j.critrevonc.2021.103336.
12 Mirza MR Avall Lundqvist E Birrer MJ et al. Niraparib plus beva— 19 ADAMI10. UBE2T
cizumab versus niraparib alone for platinum-sensitive recurrent ] 2025 24
ovarian cancer ( NSGO-AVANOVA2/ENGOT-0v24) : A randomised (6) : 688-692.DOI: 10.3969/j.issn.1671-6450.2025.06.010.
phase 2 superiority trial J . Lancet Oncol 2019 20( 10) : 1409- 20 Zhao D Long X Wang J. Metabolism-related pharmacokinetic drug—
1419. DOL: 10.1016/S1470-2045( 19) 30515-7. drug interactions with poly ( ADP-ribose) polymerase inhibitors
13 (Review) J . Oncol Rep 2022 47( 1):20. DOI: 10.3892/or.
I 2024 40( 6) : 464-468. 2021.8231.
14 . 21 . p53 DNA
I 2022 41( 3) : 97-06. D .
15  Monk B] Romero I Graybill W et al. Niraparib population phar— 2022.
macokinetics and exposure—response relationships in patients with 22
newly diagnosed advanced ovarian cancer J . Clin Ther 2024 46 I
(8) : 612-621. DOI: 10.1016/].clinthera.2024.06.001. 2025 38(4) :43-49.DOI: 10.3969/j.issn.1002-3429.2025.04.009.
16 23
J. 2024 46 J. 2024 31
(7) :696-702. DOI: 10.3760/cma.j.cn112152-20231024-00224. (8) :71495.DOLI: 10.3969/j.issn.1674-4721.2024.08.018.
17 Musacchio L Palluzzi E  Di Napoli M et al. Real world data of 24 .
niraparib in platinum sensitive relapsed ovarian cancer: A I 2023 26( 7): 639-643. DOL: 10.
multicenter experience of the MITO group J . Gynecol Oncol 14053 /j.cnki.pper.202307013.
2024 184:24-30. DOI: 10.1016/j.ygyno.2024.01.022. 25
18  Hirte H Yao X Ferguson SE et al. Consolidation or maintenance J. 2024 44(20) : 2386-
systemic therapy for newly diagnosed stage I 1 or IV epithelial 2390 2432. DOI: 10.13286/j.1001-5213.2024.20.09.
ovary fallopian tube or primary peritoneal carcinoma: A systematic ( 12026-01-07)

2021 162: 103336. DOL: 10.

review J . Crit Rev Oncol Hematol



