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ABSTRACT

— dependent relaxation were mjuried in diabetic models. The present study was to investigate the effect of Losartan, a specific in-

Endothelium; ~ Aorta;  Rats;  Angiotensin (®

Aim The previous studies have demonstrated that the acetylcholine( Ach) — induced endothelium cells( EC)

hibitor of angiotensin (© ( Ang () receptor 1 (AT;), on dysfunction of EC— dependent relaxation in diabetic rats induced by
Methods The Ach— induced EC— dependent relaxation of rat aortic rings were tested
Results At 4 weeks, the function of EC-

streptozotocin( ST'Z) at different time.
in tissue bath, the concentration of plasma glucose and Ang (©were measured.
dependent relaxation was not injuried in diabetic group, but the concentration of plasma glucose and Ang ®were increased signifi
cantly compared with control group.  The percent of Ach— induced relaxation was declined obviously compared with control group
at 8, 16 weeks. Treatment with losartan significantly protected the function of EC— dependent relaxation, the percent of Ach—

induced relaxation was obviously increased compared with diabetic group. The concentration of plasma glucose was not changed ,

but the plasma Ang (©was increased compared with diabetic group.

— dependent relaxation in diabetic rats.
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Conclusion  Losartan could protect the function of EC
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The effect of Losartan on plasma glucose and body weight in diabetic rats at different time (; *5)

Time Groups n Glucose( mmol/ L) Body weight( g)

the 4th week Control 6 5.7%£0.9 365.2£41.8
Diabetes 8 25.2 4.9" 206. 0 45. 8°

the 8th week Control 6 6.5 1.3 374.0 %39.6
Diabetes 8 25.5t4.9" 195.0%5.5°

Control 6 7.6 *1.4 442.2 %39.0

the 16th week Diabetes 8 25.1%£2.1 200. 4% 41,0

Losartan 8 27.2 *3.5° 225.0 *24.6"

a: P<0.05, b: P< 0.01, compared with control group
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Figure 1.

The effect of losartan on endothelium— dependent relaxation in aorta of diabetic rats

a: P< 0.05, b: P< 0.01, compared with control group; ¢: P< 0.01, compared with diabetes group at 16 week
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Table 2.  The effect of Losartan on the concentration of plasma Ang (€in diabetes rats at different time
Groups n The 4th week The 8th week The 16th week
Control 6 367.8+107. 4 586.1+107.8 529.5+56.8
Diabetes 8 678.1+181.9* 999. 4 +190. 7¢ 778.7 £166. 2*
Losartan 8

1562. 0 334, 4

a: P< 0.01, compared with control group; b: P< 0.01, compared with diabetes group
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