BEEF2015E1RAE26055 11 Hainan Med J, Jan. 2015, Veol. 26, Ne. 1

d0i:10.3969/].i1ssn.1003-6350.2015.01.0006 . -L/l,: % .

TRPMS = EMT
Rt N SEAE A48 TR R EENIERAMR

% RERLER T, ART
(B TR/ R 5% — AR ERMNEA, 7 A& bl 528000)

(FHE] BE RITBREZ A A M8 (TRPMS8) & 75 1) [ J — 1] 8 5 4 Ak (EMT) 5% i A B Ji 440 i 14 4 2%
KiERfe S, Ak FIHAZDOEE B PCRAK I E JE 41 A498 ,786-0 A K GRC-1 H1 TRPMS K3k /K5 15
T1FFG B ] TRPMS (4R 57 shRNA , 38 20 i Ji (4G e 55 Yt TRPMS 635 f v 1) B I AN AL A498 LA 3RS
k3235 TRPMS 4fi L #k , i 1 Western blot FI7E fit PCR > B iE sShRNA ) T HLR0% 5 8 1 Transwell PR T )5 4
B IT RS S AR ZBHE 71, Western blot 2246 1] EMT #H ¢ #8#5 E-cadherin 1 N-cadherin A ) H: F #1455 43T Snail £
WNT-5a 7254k, 4558 TRPMS-shRNA #5445 , BEMEAT RN A498 21 Jifl v TRPMS ()32 1k ; Transwell 7446 I 41
Ji 12 78 BE 1 45 5 %, A498 41 . Control £ F1 ShRNA 41 4 27 5 41 i1 55 23 1) 9 (102.56£11.41) . (105.67+10.83)
(74.62+8.65), A498/shRNA 21 il [if1 12 72 68 F1 52 21| 254 il (F=49.105, P<0.01); Transwell A5 41 I 1T 5% 66 1 45
IR, A498 41 Control 41 Fl SARNA 41119 2 BRI 43531 4 (115.45+10.31) . (109.33+7.53) . (76.21+13.28) , A498/
ShRNA 2H 41 Jft 3T %% fik 77 32 3| B % 3104 (F=36.168, P<0.01) ; Western blot 1 4% 5% % ¥, TRPMS T~ 4 £H 4 Jifd 114
E-cadherin ZE 153411, N-cadherin F)#6i5 [ 5 ; A, TRPMS T-HE2H 40 A Snail DL K WNT-5a F35%8 % I8 2H i 3%
TR, Bt 2 RNA THRHE RGN A 20ITER A498 4HHLY) TRPMS JE[H |, 3117 T HIT AR 8 RE 1 10 R I, HomT
BE ML 3 2L 8 5 EMT (9 F (554> Snail . WNT-5a 193234 S I8 EMT, DT 52 1) 1556 200 e 4 10 4% M 4
78, VL IR TRPMS 7E B 1) & 2B & Je ol S 24, 3] TRPM 1192635 1 BB ILCh — FIGY 7 B9 8 )i

(X8 @im] TRPMS; i (225 T8

[hES%ES] R737.11  [XEERIERB] A [XEHS] 1003—6350(2015)01—0018—04

Down-regulation of TRPMS8 suppresses invasion and migration of human renal carcinoma cell A498 via
inhibiting EMT. HUANG Wei, CHEN Jie—yi, HUANG Jun—yong, ZHOU Cheng—yu. Department of Oncology, the First
People’ s Hospital of Shunde District of Foshan, Foshan 528000, Guangdong, CHINA

[Abstract] Objective To investigate the effect of down-regulation of TRPMS on the invasion and migration
of renal carcinoma cells A498. Methods The expression of TRPMS in human renal carcinoma cell A498, 786-0
and GRC-1 were detected by fluorescence quantitative PCR. shRNA targeting TRPMS8 was designed and synthe-
sized, and then transfected into the A498 cells via Lipofectamine 2000 mediation. The interference efficiency of shR-
NA was evaluated by Western blot and quantitative PCR. The migration ability and invasion ability of A498 were de-
tected by using transwell assay. Expression of E-cadherin, N-cadherin, WNT-5a and Snail were detected by using
Western blot. Results TRPMS8-targeted shRNA could down-regulate the TRPMS expression of A498. Transwell
Cell number of invasion was (102.56+11.41), (105.67+10.83), (74.62+8.65) in A498 group, control group and shRNA
group, respectively, which indicated that cell invasion ability were significantly inhibited in shRNA group (F=49.105,
P<0.01). Transwell Cell number of migration was (115.45+10.31), (109.33+7.53), (76.21£13.28) in A498 group, con-
trol group and shRNA group, respectively, which indicated that cell migration ability were significantly inhibited in
shRNA group (F=36.168, P<0.01). In addition, the expression of E-cadherin was increased, while that of N-cadherin,
WNT-5a and Snail was decreased in shRNA interference group. Conclusion Down-regulation of TRPMS can induce
inhibition of invasion and migration in human renal carcinoma cells A498 via regulating epithelial mesenchymal tran-
sitions (EMT), specifically, the upstream signal molecule Snail, WNT-5a of EMT. It could be regarded as a novel tar-
get for clinical diagnosis and gene therapy for renal carcinoma.
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