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[ ABSTRACT] Aim  Effects of captopril on angiotensin (® type 1 receptors (ATIR) and angiotensin (® type 2 receptors

(AT2R) were studied in excess load pressured hypertrophied cardiac muscles of adult rats. Methods The experiment adopts

the method of narrowing and contraction the aorta in adult and health rats, hence establishing the model of animals with hyperten-

sions and cardiac hypertrophies. By comprehensive applications of cardiactube, immunity tissue chemistry, and the techniques

of image disjunction, to observing changes of AT1R and AT2R on hypertrophied cardiac muscles of AC rats in rats are discussed.
Results (1) Load pressured of lefi-ventricular and hypertrophy aggravates increase remarkably as the pressure loading time

lasts.  When it comes to 6 weeks after AC, Vwt reaches (1310 £55), in group SO6W it is (209 £8.8, P< 0.01). When

captopril is used till 6 week after AC, the hypertrophy in cardiac tissue decrease to the control group.  (2) Ang () in cardiac tis-

sue of adult rats grows to as high as (1219.5 £ 30. 13 g/ml) , which is nearly twice as high as that of control group (613. 0 £132.

3). After using cap, left-veniricular hypertrophied decreases more significantly than control group.  ( 3) expression of AT1Re

ceptors increase remarkably as the pressure loading time lasts.  Expression of AT1 in LV in rats (10D value) reaches (124 £32)
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x 10*, while in group SOlw, it is (77 £23) x 10*( P< 0.05) 10D value.
When intervened by captopril after AC 10D drops back to (177 241) x 10°, the level of that at

to nearly 5 times as high as that in SO6W.

AT1 in AC3w cardiac muscles increases, and when AC6w it reaches

AC3w. (4).It is observed that AT2 expression in LV increases to (117 £28) x 10°, While in group SO1w it is (42 £12) x 10°( P< 0.01).

Afterwards it drops rapidly, at AC6w, the expression of AT2 in LV decreases to the level at SO6w. There is no obvious influence by captopril in-

tervention on AT2 in LV cardiac muscles.

Conclusions The main working system of captopril in preventing and treating adult excess load-pres-

sured cardiac hypertrophy lies in that it lowers Ang (®)in cardiac muscles as well as the expression of AT1 there, thus effectively blocks the cardiac

hypertrophy regulation process of Ang ®via AT1.
pertrophies.
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BFEAIHE 8  2.62%0.05 2.10%0.10  0.57%0.06
BFEAR3IE 8 2.78%0.08 2.21%0.08  0.57%0.03
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AR F 8 3.20%0.12 2.64%0.17" 0.6410.06

ay P< 0.05 b A P<0.01, SHMBEFRALE; ¢ N P<0.05,
d N P<0.01, SHR1FALE; e A P<0.05 S5HM 6 FAE

B

a4l 48 (mmHg) & 7K JK (mmHg) LVSP(mmHg) + dp/ dimax( mmHg/s) - dpy dtmax ( mmHg/ s)
RFAR 1M 119 +2 82121 120 £19 7 625 1550 6 479 1486
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RFA 6 124 135 84t15 122 +8 7 816 £1 026 6968 1 116
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AL 6 L.

3 11 ig

AT 10 255 MR B R R 78 R e JE o IRGE, H
AT B RO = L R S A, B B K AR
JERI BN PR, 5 2% A i I o R S A R L ] ik
o s e ML R s 0 AR Y | b 28 T 1 I 21 4 A Y A
J§ 3= 30 ik 4 72 v LR S AR R AN R R A . AR SRS
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FARFEE: R BR, 38 G0 1 1t 0 SR 25 R s, =
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B BT AN N, Ang O AR K 00 7 18 1ot
AT1 A SRt 7 v i O LR JE A Ak i 72
W, PR T RAS B B0E 1 0 L Ang O & 34
2! L AT B2 4 ) 3 55 A0 4805 th R 2
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R T, HATSE T AT2 SZAKLE et UL i 3
Rer R ER IR B R ERAN . Akhgt R
BoR, St B AL O WL AT2 2R KK T 3R
IK, SEUG WS X B [R] AT2 2R R IE &
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