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Abstract

Objective: To detect the related gene expressions of insulin signaling pathway in skeletal muscle of insulin resis—
tant(IR) mice induced by high fat diet with microarray technique, to provide theoretical evidence for searching po-
tential drug targets of IR.

Method: Forty male C57BL/6 mice were randomly divided into normal diet control group (NC) and high fat diet
group (HC). After 16-week different diets, oral glucose tolerance was detected by oral glucose tolerance test
(OGTT); fasting insulin(FIN) concentration was measured by ELISA. Total RNA was extracted from quadriceps fem—
oris, then labeled with fluorescent dye for microarray hybridization. Hybridized microarray slides were scanned to
generate gene lists with corresponding fluorescence intensity data. The data were analyzed using relevant computer
software.

Result: After 16—week high fat diet, in HC group the weight of mice increased significantly by 25.33%(P<0.05),
and insulin level increased significantly by 77.19% compared with NC group(P<0.05). The peak value of OGTT
curve in HC group increased significantly compared with NC group, and the time point of OGTT peak shifted
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backward. Data analysis showed that 11 genes of insulin signaling pathway differentially expressed in the HC

group compared with NC group, among which 3 genes were up and 8 down-regulated, which involved in glycogen

metabolism, lipid metabolism, signal transduction and transcription.

Conclusion: Sixteen—week high fat diet induced IR of C57BL/6 mice. Differentially expressed genes of insulin sig—

naling pathway in HC group were relevant with IR. This study provides theoretical evidence for searching poten—

tial drug targets of IR.
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. Regulation of Jnk Cascade; Protein
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NM_153744 Priag3 Gamma 3 Non-Catatlytic Subunit 036 Transport; Glycogen Biosynthesis
NM_199446 Phkb Phosphorylase Kinase Beta 0.35 Glycogen Metabolism
. Phosphatidylinositol 3-Kinase, Catalytic, Signal Transduction; Protein Amino Acid
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NM._ 008904 PGCla Peroxisome Proliferative Activated Receptor, 0.14 Respiratory Electron Transport Chain;

Gamma, Coactivator 1 Alpha
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TRATFERM, 18 R A5 S B Y 5 2 IR AR R
S

B TR IE R S 10 IR Sh A T 5 A 2B AT e
SR IR BHLEIARML, HATE 20 T IR AL
FOBIFFE R, AR SEG i e R AR CSTBIL/6 /N L 16 Sl
PRIRE LI EE S IR . BRI R A0 4 R s
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GLUT4 Y RIKAAE o Fi e fiEnd , TR /N Bl L2 M
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