(P BZAER L) 20204530557

538 Xiifﬂaé;izwl/dﬁ% CHINA ONCOLOGY 2020 Vol.30 No.7

RRGTAENEREFNARRER

REBn, RiNE
S HR I i B B i BL, B EOR S B BB &R, il 200032

[(HWE] PSRN RIERANE, HEFERAR, ML TN B, SEAEFFRN30%~45%, ™ HEME
LA RR . S IR T U S A R RIVA ST R AR BB RN CLA At T M S B A R ) 2 R S B TR R U
I7 . BT yT i — LT Ut e o O S B B AR BSR4 1 R LB 5 Bk

[REEIA ] ORI, GPRTT: Suh 2 A
DOI: 10.19401/j.cnki.1007-3639.2020.07.009
hE4S S R737.31 XEMFERG: A XEHS: 1007-3639(2020)07-0538-08
Research progress of immunotherapy in ovarian cancer ZHAO Haiyun, WU Xiaohua (Department of
Gynecology, Fudan University Shanghai Cancer Center; Department of Oncology, Shanghai Medical College, Fudan
University, Shanghai 200032, China)
Correspondence to: WU Xiaohua E-mail: wu.xh@fudan.edu.cn

[ Abstract] Five-year survival of ovarian cancer is 30%-45% for its non-obvious clinical symptoms, limited screening methods
and advanced stage at initial diagnosis, which seriously threatens the health of women. Immunotherapy, especially immune
checkpoint blockade, has been approved for treatment for patients with metastatic or recurrent multiple cancers for its durable anti-
tumor effect. Also, the research progress of immunotherapy provides clinical management of ovarian cancer patients with new

opportunities and challenges.
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