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Abstract : Recently,,many studies have focused on the key regulatory effects of long-chain non-
coding RNAs (LncRNAs) on the development of ovarian cancer. Dysregulation of LncRNAs is often
detected in ovarian cancer tissues and cells,which can greatly promote the expression of malignant
phenotype. Based on recent research,this article describes the effects and mechanisms of LncR-
NAs on cell proliferation,apoptosis,cell cycle,migration,invasion, metastasis and drug resistance
of ovarian cancer,and discusses the values of LncRNAs in the diagnosis and prognosis of ovarian
cancer,suggests that LncRNAs may be used as potential biomarkers for diagnosis and prognosis
assessment of ovarian cancer and as potential targets for ovarian cancer therapy.
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Figure 1 LncRNAs are involved in gene regulation®
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Table 1 Role of LncRNAs in proliferation, apoptosis, migration, invasion , metastasis and drug resistance of ovarian cancer

LncRNAs Targets e Regulation
ences
Up-regualtion ~ NR_026689 ZhangP' Proliferation(+) ; apoptosis(-) ; migration(+) ; invasion(+)
LncBRM Sox4 Xit® Proliferation(+) ; migration(+) ; invasion(+)
UCAL1 MMP2,MMP9 Wang” Migration(+) ; invasion(+)
KCNQ10T1 Duf® Proliferation(+) ; invasion(+) ; metastasis(+)
LINCO0152  MCL-1 Chen®  Proliferation(+) ; apoptosis(-) ; growth(+)
EIBC Wnt/B-catenin pathway Xul™  Proliferation(+) ; metastasis(+) ; cisplatin-resistance(+)
FOXD2-AS1  MiR-150,GRP94, Wnt/B-catenin  Zhang"! Proliferation(+) ; migration(+)
pathway
LSINCTS CXCR4/CXCL12axis Long™  Proliferation(+) ; migration(+) ; invasion(+)
FAL1 MEK/ERK pathway Wang!"®!  Apoptosis(-); migration(+) ; invasion(+)
ABHD11-AS1 RhoC,P70s6k ,MMP2,BCL-xL Wul  Proliferation(+);apoptosis(—) ;migration(+);invasion(+);
growth(+)
MNX1-AS1 Lyut™  Proliferation(+);apoptosis(-); migration(+) ;invasion(+);
metastasis(+) ; growth(+)
Linc-ROR Wnt/B-catenin pathway Jiang l?roliferation(+) ;migration(+);invasion(+);metastasis(+);
EMT(+)
Lnc-0C1 MiR-34a,miR-34c Tao”  Proliferation(+) ; migration(+)
HOTAIR Atg7 Yul®  Cisplatin-resistance(+)
HOXA7 Liu"  Cisplatin-resistance(+)
MiR-214 ,miR-217,PIK3R3 Dong™  Proliferation(+) ; invasion(+) ; metastasis(+)
Ik-Ba, NF-kB Ozes?!  Platinum-resistance(+)
HOST2 MiR-let-7 Gao™  Proliferation(+) ; migration(+) ; invasion(+)
Down-regualtion GAS5 PTEN Wan'®!  Metastasis(-) ; invasion(-)
RP11-190D6.2 WWOX Tong®  Proliferation(=) ; migration(-) ; invasion(-)
MEG3 ARPC2 Xu®!  Metastasis(-)
SPRY4-IT1 Yy E)O’lif;tsl?; l(s—(z,) 5;1%(1)\5[)}1??1_%)0 ); migration (- ) ; invasion
Linc00312 Bcl-2/Caspase-3 pathway Zhang®"! Cisplatin-resistance(—) ; apoptosis(+)
NBAT-1 ERK1/2, AKT pathway Yan®™  Proliferation(=) ; migration(-) ; invasion(-)
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