452

Medical Science Journal of Central South China,Sep 2014 ,Vol. 42 No.5

XEHES 2095 -1116(2014)05 - 0452 - 03

- AR

miR-222 T AR T /D EL RGN TIMP3 33X

X2 E(CX H i
(HRKFMEE —ERAN2WA, ¥ %M 421001)

# E. BHM T miR222 2 Fid@adediAds TIMP3 A AL AR T RGO ATE Nmit—F B 5
o m B R E AL, A3k iEA qRT-PCR 4M 2 25 mmol/L #] £ 4B 4L 32 69 v R & B 4w i (HG 28) Fo 3t B
BB IE(5 mmol/L H) B 45 NG 41) F miR-222 f= TIMP3 9 & & ; ¥ miR-222 mimics 3% 4 ) & & B 40 BeL | VA
TIMP3 siRNA 7 Fa b5t B& ) 5K JH Western blot # J 3+ TIMP3 & & kA K Fag¥Hm, LHR RT-PCR AN LR
RF,miR-222 EZ GG DR AR M PR A S EFTREBLEZA DR AR TH R LA R
TIMP3 /22 & 45 2 22 65 /)N R 4 S 40 I F mRNA 69 £ X AT Y B ik B AE AL 32 6 R A IR 28 e F 91 2 T 8 ; Western
blot 25 % 27 i & ik miR-222 3, F 3 TIMP3 T4p4] TIMP3 & @ 89 %34 (P <0.05), £ miR-222 Tl LA
¥= TIMP3 64 %5 & 5 0 s B om e K A K JE

KR miRNA-222; BEBER; 2KFOHAZIHET3

FE %S R587. 1 XERFRIAAG ;A

miR-222 Downregulates the Expression of TIMP3 in
Mouse High Glucose Mesangial Cells
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Abstract . To explicit whether miR-222 involved in diabetic nephropathy progression by targeting
Methods A qRT-PCR was conducted for detect the

expression of miR-222 and TIMP3 mRNA in high glucose condition (25 mmol/L glucose) and normal glucose condition (5

Objective

TIMP3 , thus to reveal molecular mechanism of diabetic nephropathy.

mmol/L glucose)in SV40 MES 13 mouse mesangial cells. SV40 MES 13 mouse mesangial cells were transfected with miR-
222 mimics,and TIMP3 siRNA as for positivecontrol, Western blot was performed to detect the expressions of TIMP3 pro-
tein. Results qRT-PCR showed that miR-222 was up-regulated in high glucose condition, however,the mRNA of TIMP3
was down-regulated in high glucose condition. Western blot showed that the expressions of TIMP3 protein was inhibited by

transfected with miR-222 or siR TIMP3 in SV40 MES 13 mouse mesangial cells. Conclusion miR-222 may involvedin

diabetic nephropathy progression by regulating TIMP3.
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