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TS 1 1R IR AT A 0 B AR B0 VAT A s i B AL . D3k sy W —3Je (2K1C) K5 T £ 3h ik 4i % (INAC)
B, N B FFEAEABIA 8 Ang(1 - 7) AT ANRIRTE] (14 .28 d) AR N T, SR FHE M B S4BT i ik i Ang (1 -7)
XX 2 e i AR AL (14 ) FEIH (42 d) 220 =0 AN B AT AL R BE RS2 . &5 X 2KI1C R INAC sh¥fginy,
R H A D B (LVW) 220 % TR B LV K802 O LA AR B if AL ( LCA ) 240 B 2H BH S 88 (P < 0. 05) ,
W1 R FE BRI I A 25 (P <0.01) ; Ang(1 =7) A 2K1C ¥R 1 iR HEFRY W35 TR (P <0.05) {HX INAC 3%
BRY, Ang (1 = 7) ffi 3 FRFEHRTE I 3E FRE(P <0.05) , lIms A T (P >0.05) o % 2K1C Sy, HLHI e s S
WO LR 4EAL (P <0.05) IR HHTE Jy b 25 (P <0.01) 5 Ang (1 —7) 7T B 5 4101 FR 100 ) ) 552 B 1 4 Jo) B 47 44k (P < 0. 05)
FERRIA , Ang (1 —7) R BH S 300 ok 11 25 TR FRI 4F 24k (P < 0. 05) {RGF IRl BRET Ak, AT FREE % (BRI R (P >0.05) , %f IN-
AC YRR, RO A AL I A B35 (P >0.05) I HANIAT B 3R (P <0.05) , Ang (1 =7 ) W] A5 80400 ) i) Jo A1 o 455 S0
FILF4Efb (P <0.05) . 851 Ang(1 -7) Al FiBHE3EIX 2 Ff iy o0 AR Y ) 7200 2 AE S RO LA 4E 4k, (BT 2 R LA ]
A S R BE AR ], 4R Ang (1 - 7) AT BERA AR W] 1R BILH .

K4EWR: MAFEIKE( -7) ;B fm B R - Bk R -EE R RS 20 =R D ILE ik

REES S R322.11;R544. 1;R977. 1 CHERFRIRAG: A

Effect of angiotensin(1 —7) on left ventricular hypertrophy and myocardial fibrosis

in 2K1C and INAC hypertensive models

YU Xue-jun, HE Zuo-yun, HUANG Lan, WANG Xiao-yan ( Cardiovascular Diseases Research Institute, Xingiao Hospital, Third
Military Medical University, Chongging 400037, China)

Abstract: Objective To determine the effect of angiotensin(1 —=7) [ Ang(1 —=7) ] on the left ventricular
hypertrophy and myocardial fibrosis in a pressure-overload hypertensive models, infra-nephric aorta coarctation
(INAC), and a renin-angiotensin-aldosterone system ( RAAS) activation hypertensive model, two kidney one
clip (2KIC) in the early and late stage. Methods Totally 120 health male Wistar rats were randomly and e-
qually divided into 6 groups, that is, sham INAC group, INAC group, INAC Ang(1 -7) group, sham 2KIC
group, 2K1C group and 2K1C Ang(1 —7) group. INAC and 2K1C hypertensive models was established to cor-
responding groups and osmotic minipump implantation was carried out to the rats to deliver the Ang(1 =7) to
their body homogenously and to examine the parameters representing the blood pressure, including left ventricu-
lar hypertrophy (LVW, LVI, CA) and myocardial fibrosis (CVF and PVCA). Results Left ventricular hy-
pertrophy (LVH) was observed in the early stage and developed in the late stage both in the 2K1C and INAC
groups. Ang(1 -7) decreased LVW, LVI, CA both in the early and late stage in the 2K1C model (P <0.05).
But to INAC model, Ang (1 —7) only decreased the pressures in the early stage( P <0.05) , but not in the late
stage( P >0.05). Myocardial fibrosis happened and developed progressively in the 2K1C hypertensive model
(P<0.05). Ang(1 —7) was able to alleviate interstitial as well as perivascular fibrosis as used in the early
stage (P <0.05), while it only alleviated perivascular fibrosis in the late stage (P <0.05), had no marked
effect on the interstitial fibrosis(P >0.05). There was a mild myocardial fibrosis happened in the left ventricle of
the INAC model in the late stage(P <0.05), and Ang(1 —7) was able to alleviate both interstitial and perivascular
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fibrosis effectively( P <0.05). Conclusion Ang(1 —7) can effectively prevent and improve left ventricular

hypertrophy and myocardial fibrosis, but in the different stage, it exerts different effect, which indicate there

are multiple mechanisms of Ang(1 -7) .

Key words:; angiotensin(1 —7) ; pressure overload hypertension; renin-angiotensin-aldosterone system;

left ventricular hypertrophy ; myocardial fibrosis
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BB (P <0.05), ILE 2C.D, 3K 2,
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JEIR o Ang(1 —7) ] B I ks L L 10 ] S 0 o 77 ) L
SFUEAL Y KA s e LS T, X6 1A R £ Ak A4 A
AR A T, X6 G ) Jot 27 4 Ak U VR R AN B 2, 2K1C
2 RAS P0G ORI 2K Ang IT /K-35, 7T 5]
A ML A PR B N L 3% 0 R A B g M 2 Ak A B B i L
(B B Ve o PR T 0L 3 o 14 o, o — e A K PR -
M/NRATT A A2 K - (PDGF ) 45 1 A 4 it 1 [ BT, i
AT A4 (FBC) ¥4 4= | eI i3 2 , AT L

F1 Ang(1-7)3%2KIC EEARAEDEDIMMMR FLRERABMIE (n=8,x=s)

215 LVW (mg) LVI(mg/g) LCA(pm?) CVF(% ) PVCA(%)

X HEZH 1WA 616.4 £53.7° 2.31 0. 16" 182.6 21.3b 2.57 +0.64> 3.16 £0.42"

552 W 658.7 +49. 6P 2.19 £0.17" 192.5 £24.8> 2.68 +0.82P 3.37 £0.38P

2KI1C 4 51 WA 828.6 £62.7 3.46 £0.28 296.7 +32.4 5.14+1.73 7.18 0.96

52 W 1097.5+113.2 4.12 £0.32 436.2 £49.5 8.79 +2.13 10.25 £1.84

2K1C +Ang(1 -7)41 %1 WA 734.2 £51.99 2.85£0.21° 235.1 +24.6P 3.95 £1.26° 4.59 £0.63>
2 WA 864.9 +96.3% 3.25+0.31P 368.4 +42.1% 7.64 £1.34 5.78 +0.83P

a; P<0.05, b: P<0.01,5 2KIC 285} 48 pb4%
*R2 Ang(1-7)3f INAC B KRR A OE O LRI (n=8,x+5)
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poyiiEi| 1WA 594.7 +62.42 2.47 £0.26> 176.3 £25.6" 2.41 £0.64 3.27 £0.36
2 WA 645.1 £57.9> 2.35 £0.24" 187.9 £20.8 2.59 £0.652 3.18 £0.41°

INAC 41 1WA 762.8 £67.1 3.35+0.28 267.9 £30.2 2.67 £0.59 3.34+0.52

W52 W 1007.2+96.8 3.97 +£0.36 436.2 +49.5 3.96 +0.83 4.17 £0.47

INAC + Ang(1-7)4 o5 1 F4H 715.9 £53.6 2.74 +£0.22° 218.9 +23.8° 2.48 +0.76 3.32+0.37
52 W 943.4 £102.6 3.61 £0.29 395.2 £46.1 3.14+0.71° 3.64 +0.36°

a; P<0.05,b: P<0.01,%5 INAC 285} 5 20 bb A
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