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ALT triglyceride total cholesterol highdensity lipoprotein and the content of MDA in liver tissue were significantly
increased (P <0.01) T-SOD and GSH-Px were decreased (P <0.01). Liver pathological injury was obvious and
the protein expression levels of IRS2 PI3K p-AKT GLUT4 in liver tissue were decreased. Compared with the

model group AS-V (20 40 80 mg/kg) group significantly improved the above indexes reduced the injury of liver
tissue and increased the protein expression levels of IRS2 PI3K p-AKT and GLUT4. Conclusion AS-IV has pro—

tective effect on liver injury in diabetic rats and the mechanism underlying. And the mechanism underlying may be

related to anti-oxidative and up-regulation of PI3K / AKT signal pathway in liver.
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The mechanism study of B-glucan on inhibiting lung fibrosis

in rats induced by SiO,
Wang Lu Sun Yue Liu Jiagi et al

(Medical Research Center Geriatric International Scientific and Technological Cooperation Base

North China Universiiy of Science and Technology Tangshan 063000)

Abstract Objective To investigate the effect of B—glucan on the inhibition of pulmonary fibrosis in rats and po-
tential oxidative stress mechanism. Methods Silicotic model was made by inhaled SiO, in a dynamic manner. Rats
were divided into four groups: control group silicosis group B-glucan pre-treatment and post-treatment group. The
pathological morphology of lung was observed by HE staining. The levels of MDA CAT and GSH in lung tissue or
in serum were measured for evaluating the degree of oxidative stress. The expression of collagen type I o-SMA and
TRX- were detected by Western blot. Results Compared with control group the silicotic lesions were observed
in rats exposed to silica with positive expression of a-SMA. Pre-treatment and post-treatment with B-glucan could
alleviate the pathologic changes in silicotic group. The level of MDA in lung and serum were increased accompanied
with down-regulation of CAT in serum and GSH in lung tissue of silicotic group. Moreover the expression of colla—
gen type I and a-SMA in silicotic group were higher than those in control group with down-regulation of TRX- (P
<0.05). Pre-treatment and post-ireatment with B—glucan could alleviate all these changes in rats exposed to SiO,
(P <0.05). Conclusion B-glucan may inhibit the development and progression of pulmonary fibrosis by up-regu—
lating TRX- expression and anti-oxidative stress injury.
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