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[ABSTRACT] Aim To observe tel isartan and atorvastatin’ s association influence on the expression of hepatocyte
grow th factor of blood vessel and the vascular endothelial cell’ s morphology and function in diabetes rats which can supply
w ith laboratory material for preventing and caring artherosclerosis of patients w ith diabetes in early stage during clinic prac-
tice M ethods Aninalmodel of the diabetes rats were built and divided into different groups which were given differ-
entmedicine ntervention, and the expression of hepatocyte growth factor was tested and the morphology of endothelum
within each group was observed then the resulis of each group were can pared Results Canpare to nomal group
the diabetes groups manifested lower concentration of hepatocyte grow th factor mRNA expression of hepatocyte grow th fac-
tor decreased and the endothelim’ s necrosis falling off fran blood vesselw ere observed under tranam ission electron m icro-
scope  Campared to pure diabetes group the groups w ith medicine mtervention either single teln isartan or tel isartan
associated w ith atorvastatin both had higher hepatocyte grow th factor concentration level and hepatocyte grow th factormR -
NA expression the morphy of blood vessel endothelim becan e much better and nomalizng ~ Campared to single tel is-
artan group the hepatocyte grow th factor concentration and hepatocyte grow th factormRNA expression were much higher n
the group of teln isartan associated w ith atorvastatin the m orphology of endothelim w asm ore nom alizing Conclusion
Teh isartan associated w ith atorvastatin can mprove the morphology of endothelum better than single teh isartan, which
is worthy of the further research i the clinical prevention and tream ent of atherosclerosis of patients w ith diabetes n early

stage
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