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Effects of Malt on Leptin and Glucose, Lipid Metabolism in Obese Rats.

Xia Lei,Zhang Qizhi,Zhang Hairong. Department of Patholo-

gy ,Shandong University of Traditional Chinese Medicine ,Shandong 250355 , China

Abstract Objective To observe the effect of malt on leptin expression and glucose, lipid metabolism in obese rats. Methods

The rat models were given high — fat, high — sugar emulsion,and were randomly divided into model control group, malt of high, middle and

low dose group. Rats in blank control group was given distilled water. After 6 weeks, serum level of blood glucose, blood lipid (TC, TG,

LDL - C, HDL - C) were detected, and serum leptin level was detected by electrochemical method. Results

Compared with the model

group , the malt of high and middle dose group significantly decreased,and the weight, free fatty acids decreased significantly (P <0.01).

Elevated leptin levels, blood glucose, blood lipid levels had mild adjustment, but no statistical significance. Conclusion

Large dose of

malt can adjust the serum sugar and lipid level,obviously decrease the plasma levels of free fatty acids,serum leptin levels.
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Role of ERq in Governing EMT via MTA3 and Its Correlation with Apoptosis in HCC Cells. Zhang Yuhua, Hu Zhiming, Zhang Cheng-
wu, et al. Hepatobiliary Surgery Department, Zhejiang Provinical People's Hospital , Zhejiang 310014 ,China

Abstract Objective To investigate the role of ERa and MTA3 in EMT via ERa—MTA3—Snail-E — cadherin signaling pathway
and the correlation with cell apoptosis in HCC cells. Methods The HCC cells were treated with different concentrations of estradiol and
fulvestrant for 48 hours. Expression of MTA3 Snail and E — cadherin mRNA, apoptosis protein BAX mRNA were detected by real time
PCR. Results The molecular involved in ERa—MTA3—Snail—>E - cadherin signaling pathway were existed in some of the HCC cells

such as HepG2. In ERa positive HCC cell HepG2, more expression of MTA3 | less expression of Snail and more expression of E — cadher-
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