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Application of CCNEI in diagnosis and treatment of ovarian tumor*

Hai-yan Dong , Xiao-yan Pang , Lei Dou , Dong-li Tian , Yi Zhang
(Department of Gynecology, The First Hospital of China Medical University,
Shenyang, Liaoning 110001, China)

Abstract : Genomic instability with copy number alterations in tumor cells can affect cell homeostasis,
which can lead to malignant changes in cells. CCNEI encodes Cyclin El protein. CCNEI amplification or
overexpression changes the expression of Cyclin E1 and affects a large fraction of genome. It is involved in the
development of various malignant tumors. CCNE!I amplification or overexpression is closely related to the
occurrence, drug resistance, targeted therapy and prognosis of ovarian cancer. Therefore, this paper reviews the role
of CCNEI in the diagnosis and treatment of ovarian cancer on the purpose of exploring new therapy for ovarian
cancer.
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