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Effects of Metformin on CYP2E1 Expression of Liver in Rats with Nonalcoholic Fatty Livers Disease. Yu Hui, Chen Xiaolin,Wang Zuob-
ing, Zhang Jierong, Duan Yongqiang, Xie Ming, Yang Lihua ,Chen Xi, Cao Wei. Huangshi Central Hospital, Hubei 435001, China

Abstract Objective To study the cytochrome P450 2E1 (CYP2E1) in the role of non — alcoholic fatty liver and observe the thera-
peutic effect of metformin on non — alcoholic fatty liver. Methods Twenty four male wistar rats were randomly divided into control group,
high fat group and metformin group (n =8). Mice in control group were fed with normal diet. Mice in High — fat and metformin group
were fed with fat emulsion by intragastric administration. Mice in The metformin group were given metformin at the same time. Eight
weeks later, hyperinsulinemic — euglycemic clamp test were performed to evaluate insulin sensitivity. Blood samples were taken to measure
the ALT, AST, HDL - C, TG, fasting glucose (Fbg) and fasting insulin (Ins). CYP2El expression in hepatic tissue was detected by
immunohistochemical stain and reverse transcriptase polymerase chain reaction (RT - PCR). Results The level of serum ALT, AST,
and TG in metformin group mice was significantly higher than that in control and high fat mice. The degree of liver steatosis in metformin
group mice was significantly lighter than that in the high — fat group mice and the glucose infusion rate was also significantly higher than

that in the high - fat group mice. Compared with the high — fat group mice, the expression of CYP2E1 in liver decreased markedly in met-
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formin group mice. Conclusion The data indicate that metformin treatment of nonalcoholic fatty liver is effective and this may be result of

inhibition of the CYP2E1 expression.

Key words Metformin; Non — alcoholic fatty liver; CYP2EIL
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Soluble Jagged —1 Inhibits Pulmonary Hypertension by Attenuating Notch Signaling in Rat.
Zhifu. Renmin Hospital of Wuhan University, Hubei 430060, China
Abstract

Xiao Yongguang ,Gong Dan,Cao Xia,Mao
Objective To investigate the effect of soluble Jagged — 1 (sJagl) on MCT - induced pulmonary hypertension ( PH) in
rats. Methods To induce HP in SD rats with MCT, and treat with carrier and sJagl complex at the beginning of PH, then measure the
pulmonary artery pressure, vascular media thickness ratio, notchl and Jaggedl protein expression, and proliferation and apoptosis of vas-

cular smooth muscle cells. Results Compared with the carrier — treated group, sJagl can significantly relieve pulmonary hypertension
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