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To investigate the role of angiotensin (B Ang (€) and aldosterone (Ald) in myocardial hypertrophy and fibrosis in
hypertensive rats by blocking renirr angiotensin system at receptor level. Methods Thirteen 2 kidney1 clip (2K1C) hypertensive rats be-
gan to be administered valsartan in the drinking water (10 Hg/g*d) at the sixteenth week after operation. ~ Nineteen 2K1C rats were used as

untreated controls.  Nineteen sham operated rats were also used as controls.  Systolic blood pressure (SBP), left ventricular weight index
(LVWI), plasma and myocardial Ang (5 Ald concentration, myocardial collagen concentration (MCC) and collagen volume fraction ( CVF)
were measured when three groups rats were killed at the sixteenth week, the twentieth week and the twenty eighth week after operation.

Results All measured facts in 2K1C hypertensive group were significantly higher than in sham operated group ( P< 0.05 or 0. 005).  Com-
pared with age-matched 2K1C group, plasma Ang & concentration was higher significantly( P< 0. 05), but SBP, LVWI, MCC, CVF and
Conclusions

plasma Ald concentration in treated group decreased significantly ( P< 0.05) . Left ventricular myocardial remodeling in

renovascular hypertensive rats was closely related to myocardial Ang © and Ald concentration.  Ang (€] (AT;) receptor antagonist valsartan
can block the pathophysiological effects of Ang inhibit Ald secretion and reveres left ventricular remodeling ( mainly decrease deposition of

type 1V collagen). [t suggests that AT, receptors may mediate the biological effects of Ang (© in local tissue.
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Table 1.  Changes of the plasma and myocardial Ang () Ald content, LVWI, MCC and CVF in rats (2 *s)
the 16th week the 20th week the 28th week
Index Sham KIC Sham 2K1C Val+ 2K1C Sham 2KIC Val+ 2KIC
(n=6) (n=6) (n=6) (n=6) (n=6) (n=6) (n=17) (n=17)
SBP ( kPa) 15.740.9  27.7%1.4b 16.1£0.6 26.4%0.8* 18.0%0.3¢ 16.0%0.7 25.8%1.1* 17.330.6°
LVWI (mg/g) 1.8610.06 3.210.6" L9240 11 3.04%0.150 2.2730.10° 2.03%0.11 2.97%0.60° 1.96 0. 08°
Plasma Ang () (ng/1.) 169 127 401 1220 17433.5 401690 968 1407 189 *45 445 1632 572 £1742
Plasma Ald ( nmol/T) 0.89 10.06 1.77 %0. 30" 0.8730.14 1.630.4* 1.09%0.22¢ 0.76 £0.14 1.81%0.09* 0.5630. 13«
X‘ji‘;j’j’)"“a' Avg O(mglgvet 55409 jgs54070  7.6%L6  15.7ELOT  14cdus 77412 1334290 |54
Myocardial Ald( g/L*g wet weight) 10.512.6 23 5P 9.4%0.5 14.9%1.5 14 %3¢ 12.0%1.6 14.7%2.6 11.7%1.4
MCC (mg/g) 5.4%0.6  7.4%0.2" 5.6X0.4  7.810.3* 6.2910.28*  5.58%0.20 8.810.4® 6.9F0.7*
CVF (%) 1.0940.12 2017023 1.2540.25 2.27%0.17* 1.3130. 12° 1.3340.30  3.1470.37* 1.88+0.27°

a: P< 0.05, b: P< 0.005, compared with sham group; ¢: P< 0. 05, compared with 2K1C group
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