(P BBESR L) 2015FE2555310
CHINA ONCOLOGY 2015 Vol.25 No.3

231

LR PR NG B R A AUBS o B v] SR i BE 11
A, ML RE A Ik B B AR R e B
R,

a7«<%;ms%?ﬁﬁd§FaéﬁJk”urﬁh&b@?ﬁzﬁiﬁé

BAE, S, %m¢
>

SE R M R R Be e Bl RO

ﬁ

B~ &, [ 200032

[HEZ ] O0ER R AORR K IIUAR S A 5 s T HAR IR, 29209% L) b i 90 S0 B E Ar 7E s IR A
i TR BN R BEIRAS,  THEE DI RE A ik BE S WA R PE i AR e, RS B BUS RN R . i
AR, R BEIRZSIZ T R UP SIS U A BT, AR SCRE B SRR R R BRSO L] | I R SO
KIS T IHEATER A
[k ] OREUE; SBbRE; AgiENR-6
DOI: 10.3969/j.issn.1007-3969.2015.03.012
FESES: R737.31 XERFRERRG: A XEHES: 1007-3639(2015)03-0231-04
Clinical advancement of hypercoagulability in patients with ovarian cancer FENG Zheng, WEN
Hao, WU Xiaohua (Department of Gynecological Oncology, Fudan University Shanghai Cancer Center;
Department of Oncology, Shanghai Medical College, Fudan University, Shanghai 200032, China)
Correspondence to: WU Xiaohua E-mail: docwuxh@yahoo.com
[ Abstract ] The incidence of venous thromboembolism in patients with ovarian cancer is much higher than other
gynecologic cancers. Approximate 20% of ovarian cancer patients have hypercoagulable status during different phases
of their disease. Ovarian cancer itself can induce hypercoagulability, but meanwhile the over activated coagulation
system may promote disease progression. Coagulation system disorder is one of the most important prognostic factors
in ovarian cancer. Recently, hypercoagulability becomes a hot spot in the ovarian cancer research field. This article
reviews the mechanism of hypercoagulability, its clinical implication and correlated treatment in ovarian cancer

patients.
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