T E PG REL A ek 2014 4E 5 45 34 545 5 B CJITWM, May 2014, Vol. 34, No. 5 - 597 -

KRB 25 B O ) = R S RIS N B /N ER & R A1 i
gl K IRS-1 PI-3K 25 [ #1552 )

XHE h o # mme’ % B AR RER KB

HE HHM MEEBEZFFT S EHFOARDKRAB /1 (human glomerular mesangial
cells, HMCs) 374 % 5 Wk & % % 4k & 41 (insulin receptor substrate 1, IRS-1) . Eﬁﬂ‘éﬁiﬂmﬁ?}—&ﬁi@&
(phosphatidylinositol-3-kinase, PI-3K) & & & k¢ &% ., FHix H HMCs 2 A EF =B (F
L) H MR B AR R R AL P, B RTRSE I A MR S & AR A A ke BOR 7 R R kéﬂ/\
R AR RE 3Rk, T 84T RPMIN640 3257k, 4 3 2839 T4 100 nmol/L f 5 Z 3k, 35424 h,
) Bt A o) A 28 P 25484 %) F 80 wmol/ L LY294002.125 mg/L 4% 5 K7 T, 4 4:35 %4 48 h, £ A
MTT % ZoR X 4a e B K4 m] HMC 3% 75, R B %, 9% 44t A= Western blot # K4&m| IRS-1.PI-3K & & & ik,
R ESMBEFFT,PHEAdpH A4 HMC 385439 2 # %1%, IRS-1.PI-3K & g & &k K -F T A
(P<0.01); 544 M 2arbd, 2520 IRS1 \PI-BK & & & &AK-F FRAMIB(P<0.05), &t BHEIZEH

B A3 M By A5 09 HMC 3786948 A, Lkl Tk 5 T 5 £ 2 5@ %A X

KB MAER BT B R ABLA I MR B R R -1 5 B IE B VUEL -3 - Bl

Effect of Jiangang Yishen Recipe on High Insulin Induced Cell Proliferation of Human Glomerular
Mesangial Cells and the Expression of Insulin Receptor Substrate 1 and Phosphatidylinositol-3-ki-
nase WU Yong-jun', YU Rong®, CHENG Xi-hua®, WU Hui*, WU Can-rong®, WEI Guan-de’, and
ZHANG Qin*> 1 College of Pharmacy, Hunan University of Chinese Medicine, Changsha (410208),
China; 2 Key Laboratory of Internal Medicine of Traditional Chinese Medicine, Hunan University of Chi
nese Medicine, Changsha (410208 ), China; 3 Key Laboratory of Cell Biology and Molecular Technology,
Hunan University of Chinese Medicine, Changsha (410208), China

ABSTRACT Objective To investigate the effect of Jiangtang Yishen Recipe (JTYSR) on high in-
sulin induced cell proliferation of human glomerular mesangial cells (HMCs ) and the expression of insulin
receptor substrate 1 (IRS-1) and phosphatidylinositol-3-kinase (PI-3K ). Methods HMCs were divided
into 4 groups, i.e., the negative control group, the high insulin model group, the JTYSR group, and the
LY294002 group. The concentration of insulin, JTYSR, and LY294002 was respectively confirmed by pre-
experiment. Different culture solution was respectively added for different groups. RPMI1640 culture solu-
tion was added for HMCs in the negative control group, while HMCs in the rest 3 groups were cultured by
100 nmol/L insulin for 24 h. Meanwhile, HMCs from the JTYSR group and the LY294002 group were ex-
posed to 125 mg/L JTYSR and 80 pmol/L LY294002 respectively for further 48 h. The proliferation of HMCs
was detected by MTT and flow cytometry. The protein expression of IRS-1 and PI-3K in HMC was detected
by immunohistochemical assay and Western blot. Results  The proliferation of HMCs induced by high in-
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sulin could be significantly lowered, and the protein expression of IRS-1 and PI-3K could be down-regula-
ted in the JTYSR group and the LY294002 group (P <0.01). Compared with the LY294002 group, the pro-
tein expression of IRS-1 and PI-3K could be slightly down-regulated in the JTYSR group (P <0.05). Con-

clusion
lated to insulin signaling pathway.
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JTYSR could lower high insulin induced proliferation of HMCs, and its mechanism might be re-
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OD fH / Ifii ' B, D5 1y 5% 50 F bR & 28 W B 38 o
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A, G2 + S WM W £ HMC TR B TS
(P <0.01) ; 5454l b, 2541 HMC I 1- % f%
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F1 KU HMC HFEA R ILEL (% xxs )

@H TEWE  on e G1 4 G2 +SHj
EH# — 5 23.51:1.21* 71.3+3.2° 28.7+2.0"
HE — 5 1.75+0.09 50.5:2.4 49.5x2.2
WA 80 nmolimL 5 69.81+4.12* 21.2:3.1° 78.8+7.8"

25 125 mgll 5 52.3224.287%22.4+2.4" 77.6%6.4"
T SRR, TP <0.01; SHHIN4L AL, AP <0.05

2 Western blot £ ARkl %41 IRS-1.PI-3K &
HFIREE A (£ 2,K2)  SIER A R, Fag
IRS-1 .PI3K & [ £k K- THm (P <0.05) . S5
RIA LA, 2 LA LRI 4 IRS-1 PI-BK 2 3%
KK AR (P <0. 01) ;1S54 F 4l b, W 24
AT IRS-1 .\ PI-BK R B KFRIE R 8 (P <
0.01),

£ 2 Western blot i AKM454H IRS1 .

PI-BK M RN KL LR (X +s )
415 THKE n IRS-1/B-actin PI3K/B-actin
EH — 5 0.262+0.021" 0.437 +0.034 *
] — 5 0.349 £0.027 0.567 £0.040
7 80 nmolimL 5 0.085+0.011** 0.185+0.017 **

hzh 125 mglL 5 0.203£0.019**%  0.364 +0.032** 2
T S, “P <0.05, **P <0.01; 5141 4, 2P <0.01
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E 2 Western blot £ A4 %41 IRS-1 .
PI-3K HE £ AL

3 SABC K454 IRS-1.PI-3K &£ k%
RHHE(FESI,E3) SIEFALE, BRY IRS,
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B, W2 AR 2 IRS-1  PI-3K 2R [ 2635 /K - B
WGP <0.01) ; S|4 b, R 2541 IRSA1 |
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R 3 SABC &ML IRS1 .

PI-3K HEHRAKEEILE (x5 )
4153 T B n IRS-1 PI3K
% — 0.125 +0.008 * 0.138 +0.005 *
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% 80 nmol/mL
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AT R 6% 4 2 B AT PR /0 BRI 35 PR 28 280 LT PR Ak
B, -8 1 & i, W0 s B 0l i 3 )
SESEE REARE NER N R iR RS, BT
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