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[ ABSTRACT)]

dynamics in the normotensive and renovascular hypertension rats.

Coronary Circulation;

Angiotensin Rats

Aim To observe the effects of angiotensin ()1 receptor antagonist Losartan on coronary and systemic hemo-

Methods Coronary blood flow ( CBF) intra arterial blood

pressure, heart rate, and coronary vascular resistance ( CVR) were measured at rest, during isometric exercise before and 60 min

after Losartan (25 mg/kg, ig) .

and a sustained increase in CBF, but no effects to normotensive rats.

Results The drug induced a prompt, significant decrease in mean arterial pressure (MAP)

Conclusions These observations suggest that angioten-

sin () maintains the ability to alter the control mechanisms of CBF even under long-term conditions and that Losartan reverses the

angiotensin (1 induced effects on coronary hemodynamic.
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Table 1.

and renovascular hypertension rats (; *y).

Effects of Losartan on blood pressure (mmHg), heart rate, CBF (ml/min) and CVR [ mmHg/(mL°min) ] in normotensive

Control (n= 12) RVH (n= 20)
Index
Pro-0 Post-O Pre’T Post-T Pro-O Post-0 PreT PostT

SBP 128.719.2  126.5%X8.7  129.6%8.5 126.5%8.4 129.6+£8.4  183.4%10.5* 187.6F10.5*  169.3 8. 6
DBP 94.618.1 94.31%7.8 93.7%7.3 91.1%7.3 93.7%7.3 125.9%7.3*  127.5%8.11*  115.7%8.3*
MPA 106.0£8.4  104.9%8.2  105.7%7.8 105.7%7.9 145.7%9. 3" 102.9 8. 1 147.5%9.6"  133.6%8.8™
HR 304 £15 310 £13 313 £18 309 £17 306 £13 389 16 387 £16 382 +18*
CRF = . 2.51%0.12  2.55%0.14 2.35%0. 15 2.56 £0. 16
CVR — — 42.35%6.4  40.3%5.8 62.7%6.7 52.3%6. 1%

Pre-O: preoperated; Post-O: post-operated; Pre-T: pre-treatment; Post-T: post-treatment. a: P< 0.01, compared with pre-operated; b: P< 0.05, ¢: P<

0. 01, compared with pre-treatment.
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