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Dynamic Expression and Significance of BMP -7 in Liver Tissues of Rats with Hepatic Fibrosis. ~Zhu Bihong, Chen Yongping, Dai Zhi-
juan, Ye Chao, Cheng Yuan, Wang Xiaodong. Department of Infectious Diseases ,The First Affiliated Hospital of Wenzhou Medical College,
Zhejiang 325000, China

Abstract Objective To explore the expression and significance of bone morphogenetic protein —7 ( BMP —7) in rats models of he-
patic fibrosis. Methods SD rat models with hepatic fibrosis were established by intraperitoneal injection of dimethyl nitroxide (DMN) .
Serum alanine aminotransferase ( ALT) , aspartate aminotransferase ( AST) and albumin ( ALB) levels were tested from hepatic fibrosis
group at the time of 4d, lweek, 2week, 4week, 6week, 8week. And levels of BMP —7 mRNA were detected by semiquantitative RT —
PCR in hepatic tissue. Pathological characters of liver tissue were also observed under optical microscope after hematoxylin — eosin and
Masson staining. Comparisons between groups were analyzed by one — way ANOVA. Results ALT and AST in model group were signifi-
cantly higher than those in control group, but ALB in model group decreased. All rats in normal control group and hepatic fibrosis groups
expressed BMP —7. Compared with the rats in normal control group, the expression of BMP =7 mRNA in the 4 — day group was signifi-
cantly lower, but 1/2 — week fibrosis groups had no significant difference. Compared with the rats in the 4 — day group, the expression of

BMP —7 mRNA in the 1 — week group had no significant difference, but that of 2 — week group was higher obviously. They reached a peak
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at 4 — week, and decreased significantly in the 6 — week group in which the expression of BMP —7 mRNA was significantly higher than that

of normal control group. The expression of BMP -7 mRNA in the 8 — week group was significantly lower than that of 6 — week group, but

had no significant difference with that of normal control group. Conclusion

BMP -7 mRNA expressed in the liver of normal SD rats,

and expressed dynamicly in liver fibrogenesis. The expression of BMP —7 mRNA decreased at the early stages of inflammation, and in-

creased along with the progress of hepatic fibrosis, and decreased obviously at the late stage of hepatic fibrosis. These indicated that BMP

-7 mRNA might be involed in the pathogenesis and development of hepatic fibrosis.
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Experimental Study of Effects of Hyperglycaemia on Osteoblast Proliferation and Differentiation. Liang Junbo,Xu Chunli, Pan Weibo,
Jiang Lingjun ,Chen Haixiao. Taizhou Hospital of Zhejiang Province, Zhejiang 317000 ,China
Abstract Objective To study the osteoblasts pathological changes in femur bone and study the effect of hyperghycaemia on prolif-

eration and differentiation of osteoblasts, providing experimental basis for the clinical treatment of diabetic osteoporosis. Methods Two
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