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Effect of Shihu Compound on the Expression of Proteins of Hepatic Insulin Singal Pathways in db/db Mice
Zhang Jieping, Wang Xiaoning, Yu Wenzhen, Zheng Yanfang, Chen Xuehua, Shi Hong
( Fujian University of Traditional Chinese Medicine, Fuzhou 350122, China)
Abstract Objective:To observe the effect of Shihu Compound (DC) sequential therapy on gene expression of protein of hepatic
insulin signal pathways in db/db mice and to discuss the molecular mechanism of regulating blood sugar. Methods: Eighteen male
db/db mice of 12 ~ 14 weeks old were randomly divided into model group, metformin group, and DC group according to FBG and
body mass. Six db/m mice were taken as normal control group. They were given by continuous gavage for 6 circles (54 d). OGTT
were measured at the end of the experiment. The concentrations of FBG, GSP, insulin, TG and Tch in sernm were measured, and
the expression of insulin receptor, insulin receptor substrate 1/2 and PI3K in liver were assayed RT-PCR. Results : Compared with
model group, FBG, Ins and GSP in DC group and metformin group decreased significantly ( P <0.05) , and glucose tolerance im-
proved (P <0.05 ~0.01). The level of mRNA expression on InsR, TRS1/2 and PI3K were increased. Conclusion ; Dendrobium
Compound sequential treatment effectively reduced glucose and lipid, and improved glucose tolerance in db/db mice,which could
be associated with increased the expressions of components in the insulin signal pathway, such as InsR, IRS1/2 and PI3K.
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4200111863, Fermentas 2\ A] ) , SZ 5 & PCR i %]
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InsR 134 5'-TTTTTGTCCCCAGGCCATCC-3’
5'-CCTGTGCTCCTCCTGACTTG-3'

IRS1 128 5'-TTAGGCAGCAATGAGGGCAA-3’
5'-TCTTCATTCTGCTGTGATGTCCA-3’

IRS2 197 5'-CGCAGCCAGGAGACAAGAAC-3’
5'-AGCGCTTCACTCTTTCACGAC-3’
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JPHt 6 0.41 £0.0222 86.50 £18.40* 42 3.79 £0. 8424 1.07 0. 17

T FRHIERAREZERAGEITFRE (P <0.05) " " FR SIEWHAERERA LI FEE L (P <0.01) ;* TR SRR L2 F A
GirtaE L (P <0.05) ; 42 FR BN W A G R X (P <0.01)

x4 ARIEFIZT db/db IINERBF TnsRIRS1,IRS2 #1 PI3K mRNA 3Rk EL 2SN (v +5)

2H 5 R InsR IRS1 IRS2 PI3K

IEH 6 1 1 1 1

5T 6 0.43 +0.07** 0.58 +0.08 * * 0.71 £0.10* * 0.66 £0.11**
e 6 0.81 £0.094% 1.27 £0. 11 * 44 0.80 0. 114 0.94 £0.09%
il 6 2.25+0.31* 44 1.87 +0.33** 44 1.36 0. 16 * * 42 2.32+£0.35* 44

0 RR S EFA B ERA G B L (P<0.05) ;" " FR GIEF A EIE R A G5 L (P <0.01) ;2 R GROMA W22 R A
e (P <0.05) ;22 Fok G 2 T A G2 L (P <0.01),

2.3 HHEFIRT db/db /N EJIF InsR IRST IRS2 Al
PI3K mRNA 23k HCR K52 5 1E % 414 Fe ik, e
T F 40 InsR . IRS1/2 . PI3K mRNA 55 ¥ % ik
TRE(P <0.01); SR A, FE25 4 5 7 BT 4
InsR [ IRS1/2 | PI3K A7 A [m] 2 B ik 38 fm, (P <
0.01), WL#E4,
3 itig

W DR I T B 24 1) TR T B . AR R
REART GFaE E BURAS R VR RS TR
FOHUARES , A AR, 5 B, 3 I8 5 H
B SHE B , 2 ik 2k T3 7%, BT BH A<l
RAH e B PR o it 2T 2042 AR i i R
ST, R0 B A A bR, IS 51 252 IR 26,
FEZIG BRI R I IR R B LA AL R
S I R-SE - R 0 R AR E T 25
A L R B Rk BIVAE P AR R
RiATT ARG R 1 57 (5d) +2 55 (3 d),
RENEIEIT o« 150 LA it Ao B0
OB PFS AR ML, BT B AR AN I T
YA, R S, HR AR TR H IR, 1 9E
TH AR, = TH A2 5 07 AR BRI LR BT

M = A RS TROZ Y, e 7 BRI LR, DLW A1k
TR 1 2455 0 LA AR Ity 0 Tl R
PRAN o i REORE R 227 507k W A s B e 4
T UM REIE Y 2 BUAR R 8 MR B e | R T
i ARREAR , BRI IR , B s

db/db /NI CSTBL/6J /I ) AP 8 2K 52 AR 5 I
BRI JEAE 2, FA g MR 3R LA | g B AC fE 25
TR R, R AZE 2 BURE IR A A sh A B 2
—o HT db/db /N R B AR L N Bk T2 10 R
FRHUIRAS , T BUBRNR B 20 70 6 9 5 Z R 2 08 o
P R I A R AR o 3 AR 2 R A
VORI KRB UGB N R 2 — , R e 1 3 RS T [ AR
SN LU B IR 5 3R 2 AR S B 5 R A
(5 S, DA T /240 ko 25 4 114 SR M T S ol
e 5 ORI — AL R, 7 OB ER T ok
AR 1 I 2R IMLAE , 88 e R 5 B AU AP, Bl R I KA
P, S REARIAE L3R T DRI (0 SCHEER Y

ARSI FA LR db/db /)N FR B H 1 i 1
B 2R MUAE , AR i 52 A, OGTT 15 Ay I A 252 24
FRERF, MR TG 5 Teh BLE TV, R B bLIRAL T
FEEE B FARYUIRES IR AU L. S A fta



HEF B2y 2016 4F 10 H 55 11 548 10 1)

- 2097 -

R P TOIRYT , db/db /)N BRI 4 25 WE TR 1 565 0, 1R
TG 5 Teh A7 AN 6] F2 FZ A REAR, 10075 192 5 /K7 B i
TR SRR IR A R G, AT RE S I R K
A R B BB A G

FENR S R A5 T Sl i Wi B S ¥ 40 e 2k
T 1R 15 & 22 & (Insulin Receptor, InsR ) o WV FE 4%
AL TN B I B IR BRI I F I K 2
PRI TG PE . TS R Z K Y) 1/2 (Insulin Receptor
Substrates1/2 ,IRS1/2) 8 iR 7 3545 & W5 B2 AL /9 In-
sR WA, FE — 20 00 LT i i DR TOE DL 3 il iy
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