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[ Abstract] Objective: To investigate changes of age on expressions of plsma, Angll and ATR in
spontaneously hypertensive rats (SHR). Methods: 60 male SHR were randomly divided into young
group (7 w), adult group (26 w) and elder group (51 w). Collecting SHR plasma and ventricular
muscle tissue and adopting ELISA assay to detect the expression of angiotensin [ (Ang IT) level from
circulating blood and ventricular muscle tissue homogenate ; interstitial fibrosis was observed by Mallory
staining with paraffin section, and ATR protein expression was measured by immunohistochemical
SABC method. Results: Angll content increased with age in three groups SHR circulating plasma,
differences were not statistically significant (P >0.05). Angll content in ventricular muscle homoge-
nate increased with age, differences were statistically significant (P <0.01). Ventricular muscle 10D

value increased with age in three groups, differences were statistically significant (P <0.01) ; ventric-
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ular muscle collagen fiber sediment increased with age, especially in elder group; GD value of AT1 in
left ventricular increased with age in all three groups SHR, GD value of AT2 in young group was higher
that that of elder group (P >0.05) ; AT1/AT2 value of both adult group and elder group were lower
than that of young group (P <0.01). Conclusion: Age has little effect on circulating Ang [I in SHR,

but it can cause local ATR changes in myocardial tissue and myocardial interstitial fibrosis.
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0.5 g LWURIERAIHG,4 C 3 000 r/min & .0
10 min; ELISA 35 DA _FAE i Angll 5 62, 3L %
S B GII
L.2.2 DENUBRAS IO S 2T 4E A ATR 1
K 4% 2258 W HE E BORE , BUZE O 25 [ 5E24 h,
AR Y] R, Mallory 3 (8 004 I8 I 21 4 , S 41
1k SABC 3:(—$5 1: 50, —F¢ 1: 200) i AT1 Fil
AT2 ko R QWinS50CW ER R et 17 R4k
5504, 0 Mallory 3t €01 5 5 115 )i 2F 2 Y R A
%% [ {H (integral optical density,I0D) , X} T 4H
1k SABC L ge 5, I 5E 1 ATR 8 [R5 7KF LU 5
AT 8 B A ) 0 R WK B2 L (gray density, GD) 3
AN TER AT e 3 AN LET, I O B A BH
W GD,
L3 Gt

FH SPSS 15. 0 e itk kAT it ot . Hod
AR = bR (v +5) 3R, A7 G IES 0 HOT 22
FERY TGRSR T B R R 7 22 00, I LA
LSD-1 k%, P <0.05 H2ERBEA G L.

2 #R

2.1 [ R Z URER Ang 1T

3 41 SHR KRG M Ang I 5 2 B4R % 14
Tk, 22 RIS (P > 0.05) &
VA3 Ang I 3558 BEAF B S8 T, 22 5 A ge it
FE(P<0.01), A& 1,



6 4] SRAEPAE  ANFRAERS A R L H R SRR AL 2 L Ang 1T B L ATR 4

%1 44 SHR kR M Bl E A4 4R
Ang [l #3523k (x +5)

Tab.1 Plasma and the myocardial tissue Ang Il
expression of three groups SHR
Ang Il (ng/L)
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PRI M3 LA
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Fig. 1

B2 44 SHR & LA Rk 30 ik E A
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Fig.2 Myocardial coronary remodeling
in the elderly group
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Myocardial Histology of three SHR groups
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Fig.3 Expression of ATl and AT2 in cardiomyocytes in all groups
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