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High Glucose Promote Cardiac Fibroblast Cell Proliferation by Inducing Up - regulation of Axl Recptor. Liu Cunfei,Yang Qunfang, Fu
Jianglin ,Xu Xiao,Chen Xinglin, Liu Chengyun. Union Hospital, Tongji Medical College , Huazhong University of Science and Technology,
Hubei 430022 , China

Abstract Objective To investigate the effect of high glucose and normal glucose on the proliferation of cardiac fibroblasts and the
role of Axl tyrosine kinase receptor in this process. Methods Cardiac fibroblasts of SD neonate rats (1 —3days) were seperated and the
2 ~4 passage cardiac fibroblasts were used for experiments. Cultured cardiac fibroblasts were incubated with high concentration glucose
(25mmol/L) and normal concentration glucose (5mmol/L) . After 48 h,the cell proliferation, cell cycle and mRNA expression of Axl were
measured by MTT, flow cytometry and real — time PCR,respectively. Results (1) Compared with the group of normal glucose (5mmol/
L) ,cell proliferation was significantly higher in the group of high glucose (25mmol/L) (0D490.0.446 +0.036 vs 0.358 £0.023;P <
0.01). (2)The Ct value of Axl in the group of high glucose was lower and its relative expression was higher than that in the group of nor-
mal glucose (Ct value:27.253 +0.548 vs 28.996 +0.579 ;relative expression:high glucose vs low glucose 1:2.63;P <0.05). (3)G, +
S+ M% in the group of high glucose was higher than that in the group of normal glucose (36.78 £6.52 vs 26.11 £5.52;P <0.05).

Conclusion High glucose could promote cardiac fibroblast cell proliferation by inducing up - regulation of mRNA of Axl. Axl receptor
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may play important role in diabetes cardiomyopathy.

Key words Cardiac fibroblast cell; Axl tyrosine kinase receptor; High glucose; Cell proliferation
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BI(2.9% ) o RIESFR C=2 F# 48 1 (19.7% ) s £F 44k 53 i S=2 & 54 4] (22. 1% ) . HBeAg [IPE4 i 3 T 4n HBV DNA K F
A4, HLG B A A 43 % B £F 4k AL 40 3015 0 L T PR L (P <0.05) . HBV DNA g B AR 4R &k (L 107 4% DL/ 74 ok LB ) AT 41
LRENFEIT LR TRER L MRS BN ZFHE, &8 ZHFIIEEIE R R4 HBY RYLHH — a2 1 1%
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Diagnostic Value of Liver Biopsy in Patients with Normal Liver Function Infected with Chronic Hepatitis B Virus. Chen Shixiang , Hu Ai-
rong ,He Weixin , Chen Xiqing , Xiong Zhiyuan, Jiang Jun,Fan Ping. Department of Infectious Diseases, The 113" Hospital of the people's
Laberation Army , Zhejiang 315040, China

Abstract Objective To evaluate diagnostic value of liver biopsy in patients with normal liver function infected with chronic hepati-
tis B virus( HBV) . Methods 244 patients with normal liver function infected with HBV were examined with liver biopsy, liver function,
HBV DNA level and serological markers of hepatitis B e antigen( HBeAg) . All patients were divided into different groups based on serum
HBeAg and HBV DNA levels. Results From liver histopathology,53 cases (21.7% ) was diagnosed with chronic hepatitis B virus carri-
er,143 cases (58.6% ) with slight chronic hepatitis B(CHB) ,34 cases (13.9% ) with moderate CHB and 14 cases (5.7% ) with severe
CHB,in which 7 cases (2.9% ) were diagnosed with cirrhosis. 48 cases (19.7% ) had inflammation grades with G=2,and 54 cases (22.
1% ) had fibrosis stages with S=2. The inflammation grades and fibrosis stages in patients with HBeAg negative and high levels of HBV
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