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Effect of MG132 on expression of Smad7 in cultured glomerular mesangial cells induced by high concentration of glucose”

MA Hong-yan' s YANG Jun', XIAO Bin® , et al.
(1. Department of Endocrinology, Af [iliated Hospital;2. Department of Biochemistry,
Luzhou Medical College, lLuzhou, Sichuan646000, China)
Abstract: Objective To observe the expression of Smad7 in rat glomerular mesangial cells(GMC) stimulated by the high glu-
cose of different concentration,and to investigatiethe the effect of the ubiquition in this smad signal by adding MG132 as a protea-
some differential inhibitor. Methods Cultured rat GMC were divided into normal group(the concentration of glucose:5. 6 mmol/
L) ,high glucose group (20 mmol/L, 30 mmol/L respectively) , therapy group (30 mmol/L high glucose with M(G132) , mannital
group,normal glucose+MG132 group, 30 mmol/L glucose+ solvent group. The expression of Smad7 mRNA of each group was
measured by quantitative PT-PCR and protein was measured by indirect immunfluorescence and laser scanning confocal microscope
respectively. Results (1)Compared with normal control group,the expression of Smad7 mRNA had no significant change. (2) The
expression of Smad7 protein was decreased significantly in a dose dependent manner in high glucose ( P<<0. 05) ;in therapy group,
the expression of Smad7 protein was enhanced. Conclusion (1) High glucose can increase the ubiquitinated degradation of Smad?7
protein in glomerular mesangial cells. (2) Compared with 30 mmol/L glucose group,the degradation of Smad7 protein could be re-
verted mostly by MG132( P<<0. 05). Ubiquition-proteasome pathway(UPP) is related with the regulation of Smad signal transduc-
tion pathways in diabetic nephropathy(DN).
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=1 FHXRRERBEMA Smad7 mRNA RIEEEE (at )
4151 FEAR KL B-ACTIN(CT Value) Smad7(CT Value) ACT 2—ANCT
A TE R T R4 3 16.000. 00 21.5040. 00 5.504+0. 00 1.0040. 00
B: 20 mmol/L % 4 20 3 16.50£0. 00 21.9140. 00 5.4140.00 1. 06 0. 00
C:30 mmol/L 7 % M 41 3 16.1740. 29 21.84+0. 33 5.67+0.12 0.89+0. 01
E. H#ma 3 16. 000. 00 21.4240. 00 5.424+0.00 1. 06+0. 00

A4 5 IEH N A L E 1 P>0. 05,
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mega AT . AT S 20 mL ¢ 10 g ORI & BT 251
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0.05% T,
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TaKaRa AF A . Smad?: EiiE514) 5'-CTGCAACCCCCAT-
CACCTTA-3', Fii#514 5'-CCAGAAGAAGTTGGGAATCT-
GA-3", ¥ 7= K /N Hy 185 bp;R-actin: F#51#H 5'-GCCAA-
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BACT. ¥ 4 41 ACT 5 IE % Xt R4 0 ACT Mk 15
ANCT IEH 2—ANACT RV 45 3 45 41 AR 148 46 #5 D1 4K
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2.2 T RBEAN Smad7 B R GE RS & MG132 B4R
ATt a2 |1, IE R W AT Smad7 &
FEMISE MOAZ B A Fak G 2 B 1A, BN Smad? F ik
U5 5 A ) S o R U 55 T s (2 /] 1BL.O) , MG132 fE
HJE , BMi Smad7 8 R 3A IG5 (3 2 & 1D),
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E 15 63.7647.43 0. 908
F 15 65.27+7.96 0.706
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