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miR-375 promotes prostate cancer cell migration and invasion by targeting KLF4
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[ Abstract |

PCa cells were cultured and transfected with plasmid, the migration and invasion of PCa were detected by Transwell; the expression

Objective To explore the expression,role and mechanism of miR-375 in prostate cancer (PCa) cells. Methods

of miR-375 and KLF4 mRNA were detected by qPCR; the expression of KLLF4 were detect by Western blot; the potential target
genes of miR-375 were analyzed by bioinformatics and verified by dual luciferase report. Results The expression of miR-375 were
significantly up-regulated in the PCa;Inhibited the expression of miR-375 could significantly inhibit the migration and invasion of
PCa cells. KLF4 was the potential target genes of miR-375, which verified through bioinformatics analysis and dual luciferase report. The
expression of KLLF4 were significantly down-regulated in the PCa. Inhibited the expression of miR-375 could significantly up-regulated the

expression of KLLF4. Inhibited the KLLF4 expression was able to reverse the suppressive effect miR-375 has on the migration and invasion of

PCa cells. Conclusion miR-375 promotes the migration and invasion of PCa via inhibiting the expression of KLF4 and play the oncogene

role. MiR-375 can be used as therapeutic targets for PCa,and provide a new direction for the treatment of PCa.

[Key words] microRNA 375;KLF4;prostatic neoplasms;cell movement;neoplasm invasiveness

HiT 5 it i (prostate cancer, PCa) J& — P /™ B gl 55 14 4 4w
P T R L TE 56 I BN T B A B PCa (W &0 e 5 1
PR RSS2 O AR TR S SO BE T HESS 5 T
PCa 7€ H [ (1 & g AR T V8 4 B K AR AR ke BB 4F
T, P4 E 2004 —2005 4E55 3 RAE A Bl FE 98 A &
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1.2.1 43 RWPE-1,LNCaP,DU145 il PC3 ¥ 7E &
A 10% a4 Mg 100 U/mL 8 % G 1 100 pg/ml 55 5% %
[ RPMI-1640 53R 37 °C 5% CO. #EATHE IR . M40 mt
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RFA 20 pL. PCR 71§ 5544 : 94 CHAE M 5 min; 94 °C
30 5,55 C 30 5,72 °C 1 min 30 s, #47 40 NFFR . AAXF %Kik
KPR 2-AAC AT IR B A T I 3 K A g
P 1,
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*1 gRT-PCR # i 5] 41 /5 51
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U6
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Tisly GTGCAGGGTCCGAGGT
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eI TGTGCCTTGAGATGGGAACT
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S ACACCCACTCCTCCACCTTT
TS TTACTCCTTGGAGGCCATGT
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B 5 min, BIA 10 mL 5 B 09 BOR 2oF 40 0k 9 W A 0 1 — 40
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M KLF4-WT + miR-375 41 KLF4 7B [ % ik; E: qPCR # Il KLF4-
WT+miR-NC Hl KLF4A-WT+ miR-375 41 KLF4 mRNA ik
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M IE B AR 22 . LSS R K E  miR-375 1E PCa h kK 298
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R T HE—2 T ff miR-375 £ PCa & 4% J 3 K 1) 11 A Bl
il o A B 5 8 A3 AR P AE B A i1 2 B KLF4 o miR-375 19 1 78
FIVE TR & . R T B UEIR 43 BT » A B 53 SR F U 0 28 8l 4 i 3
WE L 25 52 35 B miR-375-+ KLFA-WT 41 i 4 % 9% 0% 2 il 75 v
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AR KLF4 B8R (35 W3 AL, B miR-375 AN 3¢
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L OB A
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M FRE T . Li 45 38 2 #F 58 UE 52 KLF4 Xt 52 1k 40 B 1 4%
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TEFLIRIE T KILF4 5 2= 7K #F T 8 49 80 56 B 1) 2% 38 L B 5% )
200 0 258 B8 B 0 T A S R R A R 0 R DR A 1 T
AWFFE K W 7E PCa Hf miR-375 REME ) KLF4 )3k, o
FE 5 55 R 19 PCa 4l s DU145 o, KLF4 33k 8 3 B K. 30 I
miR-375 F ik R84 12 i KLF4 () 3%k, Ml miR-375 Kk iy
) 40 ) KLF4 (938 35 BB 8 2 #F PCa 13T B R {228, 3R WI 4
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