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WE HN MRLTRXF . E2HF . ARELF. R ZH(HIIB) I xF3F B M1 R by AT X
(NASH) X S B Z 55 7 T TREA . FAix KA ZMBKRE 14 B 500 KRB Z 34 NASH
A, ERAEE 9 A, My AR HHA(F %I E,0.4 mgkg) =¥ 40 (HIIB), T
6 A G , MEAALRET(HE &) ,anIFALR TG 4% ALT Eh ai 2Bk S %L (FINS) &8 .2
W dE(FBG) 4% M B Z 335 2 (HOMA-IR) , ¥l AP 8 2 Mk 8 % % 4k &4 1 (IRS1) . B i 1L IRST
(pIRS1) B i BEMLES-3-i5t B4 ( PIBK ) B B2 4L PI3K (pPI3K) . & @ #8 B (PKB) .52 1 PKB (pPKB ) &
B & 2 n T4 IRST.PIBK.PKB mRNA K-, &R L5 Ewarbi, BA 4 4 I e g by T4,
TG.ALT.FINS.FBG % HOMA-IR # & (P <0.01),IRS1.pIRS1.PI3K . pPI3K .PKB .pPKB % & % IRS1 .
PI3K .PKB mRNA HA&(P <0.01), 5AEA 2 bss, b 25204075 25 20 L3R R 22 5 B 9 B 42, i TGLALT,
FINS.FBG % HOMA-IR 4% %{%(P <0.05) ., " 2541 IRS1.pIRS1.PI3K .pPI3K .PKB .pPKB & & % IRS1 .
PI3K .PKB mRNA KP4 80 B ¥ 25 289 & (P <0.01,P <0.05) , TG % ALT 4 25 20 41 (P <0.01) ,
%1% HJIB &£ T L NASH X SUFIE IRS1 AR Rk A& G4 &, & PIBK/PKB 125 i85,
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Effect of HJJB Compound on Insulin Signal Transduction Link of Non-alcoholic Steatohepatitis
Rats LI Hong-shan'?, YING Hao', HU Ai-rong’, HU Yao-ren', and CHEN Shao-dong® 1 Depart
ment of Hepatology , Ningbo No. 2 Hospital, Zhejiang (315010) ; 2 Medical College of Ningbo University,
Zhejiang (315010) ; 3 Medical College of Xiamen University, Fujian (361005)

ABSTRACT Objective To observe the intervention effect of HIJB compound(salidroside, curcu-
min, gypenosides and atractylodes polysaccharides) on insulin signal transduction link of non-alcoholic
steatohepatitis (NASH) rats. Methods SD male rats were induced by high-fat diet for 14 weeks for insu-
lin resistance NASH model. From the ninth week, the rats were divided into the model group, the Western
medicine(WM) group (rosiglitazone, 0.4 mg/kg) and the Chinese medicine (CM)group (HJJB) at ran-
dom. Six weeks after medication, liver pathology (HE staining) , hepatic TG content, serum ALT activity,
serum fasting insulin (FINS), serum fasting blood glucose (FBG), insulin resistance index (HOMA-IR)
were observed. Protein content of hepatic insulin receptor substrate insulin receptor substrate 1 (IRS1),
phosphorylation of IRS1(pIRS1) ,phosphatidylinositol-3 kinase (PI3K), phosphorylation of PIBK(pPI3K) ,
protein kinase B (PKB) and phosphorylation of PKB (pPKB) were detected. mRNA expression of hepatic
IRS1, PI3K, PKB were also detected. Results  Significant hepatic steatosis were observed in the model
group. TG, ALT, FINS, FBG and HOMA-IR of model group were higher than those of the normal group (P <
0.01). Hepatic IRS1, pIRS1, PI3K, pPI3K, PKB, pPKB protein expression level and IRS1, PI3K, PKB
mRNA level were lower than those of the normal group (P <0.01). Hepatic pathological changes in the
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CM group and WB the group were meliorated, ALT, FINS, FBG, HOMA-IR and TG of the CM group and the
WM group were lower than those of the model group(P <0.05). Hepatic IRS1, pIRS1, PI3K, pPI3K, PKB,
pPKB protein expression level and IRS1, PI3K, PKB mRNA of the CM group were higher than those of the
model group and the WM group(P <0.01, P <0.05) ,ALT and TG of the CM group were lower than those

of the model group (P <0.01). Conclusion

HJJB Compound can significantly increase hepatic IRS1

gene expression and protein content of fatty liver in rat, and then improve the PI3K/PKB signal pathways.
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FRLAFENLANING DFEA R SE 96 & PCR 245
I, RNA S B 4 500 Sk A7, S i sk e B s
MEEAE 5P 5 0L% 1, PCR ¥ 3 5144
95 C,5 s; 40 4MiE#,95 C,5 s;60 C,30 s,

F1 HBENG Y5

SR 2R ]l K (bp)
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PKB  L#:5'-TTGTCCTTTTAGATGCTT-3’ 160

Fi#:5 -CGATTTTTATTGACTTTG-3’

5.5 HFFWEH L HE et K RALFE 5 i of i
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