541 B 4 TR B OB OR ¥ %Ol Vol. 41 No. 4
2023 4 8 A JOURNAL OF GUANGDONG MEDICAL UNIVERSITY Aug. 2023 367

EGFLS E[E 3R iA T F & P &= A p0igsE  EBMEE

B A AR, FAA Y R F kA T T RERRSY 1L I EEZIG; 2. MR ER R,
TR 524023)

M OE: BM WBREAEKE PR 8 (BEGFLS) JEPH 7E B HL05 rh S 363k S Xt pg 4n i s o B8 A= 2%
TS . ik AT 36 (o3I RN SL9 R 2R AR 8 143 IE & DR S AL SR A A T o ie Uk~ # e (5 K IIEGFLS 1335
M T RT-PCR 52505 HrEGFL8 7B SR AN MUk e Y235 o A EGFLS8 [1siRNA (siEGFL8) J4% 4L Bl S A1, 43 B Hit
BREGFLS FKiAMHE ST o SRHAICell Counting Kit-8 (CCK-8) i ATk JK 256 Lk K Transwell 5255 53 55T siEGFL8 X Bl i
FRANMLY R A R AR ZERE RN, SR HIEW O EA SR, U HLE A1 2 EGFLS & &£ ik (P<0.01) . EGFLS
LD E GEO U4 5 v i) GSE14407 %Uia4E L K B §49% Caov3. A2780. SKOV3 40k i 363k 1 3 F i (P<0.05 5
0.01) o NIt siEGFLS I EGFL8 & A (2 ik , 30 B S50 40 A 1 4 5 s ()R P (P<0.01 51 0.05) o 4 LR AN
transwell {222 05025 W], EGFL8 JE[R 33k 24 J5 HIT AL AR 2808 1 3 T B (P<0.01) . 5% EGFLS L[R50
BURAIRRG s R FRZE

KR REER N TSR 8; BRI HLE  AMMINGGE ; AMTRS ; AR

FESES: R735.7 XHAREE: A MXEHRS: 2096-3610 (2023) 04-0367-06

Inhibition of the proliferation, migration and invasion of ovarian cancer cells by downregulating

the expression of EGFLS gene
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Guangdong Medical University, Zhanjiang 524023, China; 2.Department of Gynecology and Obstetrics, Affiliated
Hospital of Guangdong Medical University, Zhanjiang 524023, China)

Abstract: Objective To investigate the aberrant expression of EGFL8 gene in ovarian cancer and its regulation over
proliferation, migration and invasion of ovarian cancer cells. Methods The EGFLS in 36 clinical ovarian cancer tissues and
8 normal ovarian tissues were identified with immunohistochemical staining. The expression of EGFL8 in ovarian cancer cell
lines was determined by using Real time-PCR(RT-PCR). The EGFL8 siRNA was designed and manufactured before transfected
into ovarian cancer cells to test its capacity to silence EGFL8. The Cell Counting Kit-8 (CCK-8) method, cell scratch assay, and
transwell experiment were used to investigate the effect of sSiIEGFL8 on the proliferation, migration, and invasion of ovarian
cancer cells. Results  The expression of EGFLS in ovarian cancer tissues was significantly higher than that in healthy ovarian
tissues (P<0.01). The expression of EGFL8 gene was significantly upregulated in the GEO database’ s GSE14407 dataset and
in the ovarian cancer cell lines Caov3, A2780, and SKOV3 (P<0.05 or 0.01). The successfully designed siEGFLS inhibited the
expression of EGFL8 gene, inhibiting the proliferation of ovarian cancer cells in a time-dependent manner (£<0.05 or 0.01).
Cell scratch and transwell invasion experiments revealed that the migration and invasion ability of EGFL8 gene decreased
significantly after its expression was inhibited (P<0.01). Conclusion EGFLS8 gene regulates the proliferation, migration and
invasion of ovarian cancer cells.
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