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Effect of long-chain non-coding RNA CTD-3162L.10. 1 on the proliferation and
invasion of ovarian cancer cells by regulating the expression of SEMA3B
WEI Feng s ZHANG Jin,ZHANG Yiqun .ZHENG Rong”
(Department of Gynecology , Taihe Hospital Affiliated to Hubei University of
Medicine s Shiyan s Hubei 442000, China)

Abstract: Objective To analyze the regulation of long-chain non-coding RNA CTD-31621.10. 1 in ovarian
cancer on the expression of semaphorin 3B (SEMA3B) and its effect on proliferation and invasion of ovarian
cancer cells. Methods qPCR was used to detect the expression of CTD-31621.10. 1 in ovarian cancer and adja-
cent tissues. qPCR was used to detect the expression of CTD-31621.10. 1 in ovarian cancer cell lines A2780,
SKOV-3,H0O-8910,0C3, OVCAR-3 and human normal ovarian epithelial cells IOSE80. The ovarian cancer
cell line with the lowest expression level of CTD-31621.10. 1 was transfected and transfected with empty plas-
mid and plasmid expressing CTD-31621.10. 1,named as control group and experimental group. qPCR was used
to detect transfection efficiency. Methyl thiazolyl tetrazolium (MTT) assay and Transwell invasion assay were
used to detect the effect of high expression of CTD-31621.10. 1 on the proliferation and invasion of ovarian
cancer cells. The expression of SEMA3B mRNA was detected by qPCR. The expressions of SEMA3B, E-cad-
herin, N-cadherin,zinc finger transcription factor Snail and zinc finger transcription factor Slug protein were

detected by Western blot. Results The expression levels of CTD-31621.10. 1 in ovarian cancer and adjacent
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tissues were (1. 05+0. 35) and(7. 28 £1. 67) respectively. CTD-31621.10. 1 was lowly expressed in ovarian
cancer tissues (P <C0. 05). Compared with normal ovarian epithelial cells,CTD-31621.10. 1 was down-regulated
in ovarian cancer cell lines (P<C0.05),and OVCAR-3 cells were least expressed (P <C0. 05). Compared with
the control group.the expression of CTD-31621.10. 1 in the OVCAR-3 cells of the experimental group was sig-
nificantly increased (P <C0. 05), indicating successful transfection. Compared with the control group, CTD-
3162L10. 1 significantly inhibited the proliferation ability and invasion ability of the OVCAR-3 cells in the ex-
perimental group (P <C0. 05). Compared with the control group,the expression of SEMA3B mRNA in the
OVCAR-3 cells of the experimental group was significantly increased (P <C0. 05). The expression of SEMA3B
CTD-3162L

10. 1 is lowly expressed in ovarian cancer,and high expression of CTD-31621.10. 1 can inhibit the proliferation

and IGFBP-6 proteins was increased, and the expression of p-AKT was decreased. Conclusion

and invasion of ovarian cancer cell line OVCAR-3. The molecular mechanism may be achieved by promoting

the expression of SEMA3B gene.
Key words: CTD-31621.10. 1;

ovarian cancer;

B LI T RR R UL AR 2 — R R AR
TEHEM TN BE . I EETSEZ R
M, 2 & REwE. GRS . KEEIESTS RNA
(IncRNA) J& — 5 St AR K B i 200 AT IR 1
i RNALH RNA BA# 12560 5440
W IncRNA HAT S Rk MDA, 2 5 50
B b R BEMRIL S MIEEM R AE, In-
CRINA 5 Jifr o 4 1) 2 O S0 10 &k Rk R B DD AR O
CTD-3162L10. 1 J&—F 8 & B IncRNA, H £ B 5
T VR LS G R B . AREFSE B E R CTD-
31621.10. 1 7£ B 55 9 41 20 F0 40 M bk 19 3R 35, 40 #r
CTD-31621.10. 1 5 51 598 % A= B AH G L I3 1 vy %
ik CTD-31621.10. 1, M %< CTD-31621.10. 1 X B 5
21 fif 3% B AN 12 28 8 T IR B B T g B A

B

1 #E5H%®

1.1 #g

11,1 HZURAR 23 X 51 59 21 80 T AH I 98 55 41 21

(AL 2 >5 ecnD BLE 2016 —2018 4 F A RHT F
AR DB ) B S R RS 4 A DA L R AR 2
J N, WS 43~T71 (48,9247, 23) %,
ST B 508 A R T R 5 32 0 AR T A P A 1 3R
I7. IR RAARBEREZ R S, T R &%

A R A
L2 ZRf bk A 3 25n) A TE o O R b Rz 40 i

TOSES0 F1 5 4198 40 il bk A2780.SKOV-3,HO-8910,
OC3.OVCAR-3 g 4 H [E Bl 2= Bt I 4 i %2 . Lipo-
fectamine TM2000 ,RPMI-1640 5 3% 5 . DMEM ¥ %
FEREL TR B 26 B Invitrogen 2 Al i 45 LW 14 A
E [ Gibeo A Wl 25 3 R A & ik CTD-31621.10. 1
FR) ORI [ T M B8 A P B A R A D 5 S B o i 2

B EEE Y (qPCRO 51 A b st SR A W RHCA
PR ] qPCR G & T H A TaKaRa 22 ] ; P4 3

cell proliferation;

cell invasion

H U 5 (MTT) 320 77 &0 A0 40 i 24 g i NP4o 19 [ I
WHEAREYH RERAF; Transwell /NE W H 3£
Corning 7~ A ; B-WL 3 & [ (B-Actin) . 5 5 & 3B
(SEMA3B) JEE R KK 7455 E 1 6 (IGFBP-
6) FEHMM B(AKT) . B &AM B(p-
AKT) E AP B 92 E Becton Dickinson 24 H] .
1.2 ik

1.2.1 dpaRsFR 559 1 37 °C .52 CO, 1
FERY 5 55 4 P, OC3, OVCAR-3 41 il Bk 5 35 16 &
10% G 4 1 % 9 RPMI-1640 3535 5L p, A2780, SK-
OV-3.HO-8910 . 10SES80 4il il # 5 7= 76 & 10 % fa 2k
M%) DMEM K 5% 3k . 3 Fp X 204 K 819
OVCAR-3 4 i 2 6 FL AR . 45 40 Jfd 43 Sy Xof BECZH 0 5 5
2, 43 S0 2 e 28 R R & 35 CTD-31621L10. 1 /9 i
H, Lh 50 ng/mL AR BE AT e gy, e JL BRAE AR AR A1
Lipofectamine ™ 2000 45, ¥4 12 h j5 F L5 YL
B SR EE VS IR e B IR

1.2.2 qPCR & 4i e CTD-31621.10. 1 Fl SE-
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B 1 CTD-3162L10. 1 Xt BR &£ OVCAR-3
5 B9 52

2.5 1tk CTD-3162L10. 1 X 40 LR 2% m Xf
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