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Abstract 

In experimental diabetes, abnormalities of cardiovascular system are known to occur. 

In the present study, I examined that the vasoreactivity of the mesenteric artery and 

central cardiovascular regulation using streptozotocin (STZ) –induced diabetic rats with 

high sodium -loaded.  

Diabetic rats were obtained by a single injection of STZ (60mg/kg) dissolved in 

10mmol/L citrate buffer through the tail vein. Then, control and diabetic rats were given 

high sodium (8% NaCl diet and 1% NaCl drinking water) diet for 8weeks. (1) I 

prepaired a specimen ring from mesenteric arteries and measured vasoreactivity. (2) 

Systolc blood pressure (SBP) and heart rate (HR) were measured weekly in conscious 

rats by a tail-cuff blood pressure analyzer. (3) Under anestherization, intravenous 

administration did phenylephrine and sodium nitroprusside (SNP) to evaluate 

barorecaptor reflex function to and index in alteration of HR for alteration of blood 

pressure. 

(1) There was no change in vasoreactivity of the mesenteric artery in the diabetic 

rats. However, in the high sodium-loaded group, the endothelium-dependent relaxation 

by acetylcholine (ACh) was significantly attenuated, in addition, the endothelium 

derived hyperpolarixing factor (EDHF)-mediated relaxation was hardly observed. (2) 

There was no significant difference in SBP between control and STZ-induced diabetic 

rats, but SBP increased after a high sodium diet was given. (3)Diabetic rats kept the 

baroreceptor reflex function, but the baroreceptor reflex sensitivity was significantly 
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attenuated in the high sodium loaded group.  
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Fig. 7   The impairing mechanism of mesenteric artery response in diabetes and salt 

diet rats 
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Fig. 8    Proposal mechanism of cardiovascular regulation in high salt diet 
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