R EHKEER

526 4 310 Vol. 26, No. 3
244 2020 45 A Journal of Tianjin Medical University May 2020
XEHS 1006-8147(2020)03-0244-05 o e
= (20200 o

CFLI BYZRIATHI 5 B o 2 R 5 W B9 B 52

HET¢, R0, 5i@, TEK
(CRFERIR A5 IRBEIBIRINEE , KHE T M RINRHITFERT , K 300211)

WE B4R CFL1 £ 87 70 IR 7 69 F A B oL, 5 s L xPaT 50 B it R 09 #vm . 73K R R S 98 2048 . qPCR & Western
blot #-] CFL1 #9 & & 1 5L, R A Transwell 5% 3aAs-i] 4o fL 64 i€ 7 BAZ £ A8 1, CCK-8 S23athin 4m LA 38 sh AL 1 BE R . R B L AR
RT3 A% P CFLL 694 & & mRNA £ A KPR 5, THAZIG k2, BT 5 IR 38 A A% (P<0.05) ; Transwell 553 %
A si-CFL1 2848 si-NC 41, F it % A% £ 4k A 3 EAK (3 P<0.05);CCK-8 36 R 8K CFL1 J& , AT 9 Bk 4m 6L ) 3% 7 4% )
M(P<0.05), Z5i:CFLI 3T 5\ M98 W 3 8K, f il AR & 3K AT =T A 430 37 51 B vl 1

KGR ATAIME CFLL s i it A543 2 38 A

hESES R697.3 MHERFRERD A

Effect of CFL1 expression on prostate cancer progression

XIAO Long—fei, PENG Hua—hong, YANG Kuo, WANG Yu-zhuo

(Department of Urology, The Second Hospital, Tianjin Medical University, Tianjin Institute of Urology, Tianjin 300211, China)
Abstract Objective: To investigate the expression of CFLI in prostate cancer and to determine its effect on the progression of prostate
cancer. Methods: The immunohistochemistry, qPCR and Western blot were used to detect the expression of CFL1. Transwell assay was
used to detect the migration and invasion ability of cells. CCK—8 assay was used to detect the proliferation of cells. Results: In prostate
cancer with high malignancy, CFL1 had the highest protein and mRNA expression levels, followed by low malignancy and benign prostatic
hyperplasia(all P<0.05). Transwell experiments showed that the migration and invasion ability were decreased in si—-CFLI group compared
with si—=NC group(P<0.05). The CCK-8 experiment showed that the proliferation of prostate cancer cells was decreased after CFL1

knockdown(P<0.05). Conclusion: CFLI is highly expressed in prostate cancer, and reducing its expression can inhibit the progression of

prostate cancer.
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Fig 5 Changes in cell migration and invasion capacity after CFL1 knockdown
2.6 CFLIARAA T IR AT 50 M 2009 34 78 5F HAL  JH 3T Western blot SEI AN @Ik CFLY J5 4 i T
AT TR CFL RS Th i A= PraEW e AR, A B H T2 42 2E I caspase3 1) 3%
Ve Ihie A8 PC-3 4 R P e fik CFLL, Ah s adad A i, S T30l 5 BCL-2 Ay 3RA wFEAR (&
CCK-8 S5 o I 240 i 44 5 BE 1 OB, 45 2R i 6B). L5, AL CFL1 v] LR 2 5 51 B Jas 40
% CFLL i PC-3 AHAEAYSETERE S EFRIR(E 6A). MU T,

A PC-3 B _ PC-3
1.5
_ -_— : BCL-2
si-NC == d
-= si-CFL1
I~ 1.0 g Caspase3
j_i %
—-—  —— GAPDH
OO L] L 1
24 h 48 h 72 h si-NC si—CFLI1
1 A.CCK-8 S K6 PC—3 40 2 345 (19 240 7% s Bl i Western blot KRR CFL1 5 T M 2 b5 &M 007284k ; 55 si-NC H 1L #P<0.05,
##P<().01

B 6 ALK CFL1 SHAIGFEFA T I
Fig 6 Changes in cell proliferation and apoptosis after CFL1 knockdown
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