« 204 - BT LBERRAE 2005F 95 §54% $E3H)  Chin J Mult Organ Dis Elderly  Sep 2005 Vol 4 No 3

- FLA ST -

ET, SRR F BQ123 Xt AFETE B &R Al
ARk ET-1 1 ET Z4 5% B %00

&% TAT HEEL HHEKX NF

(H#E] HE #HITEEMOHEEIE(AMD R, fH P R 2K A BHR(ET, 2EEHN) G R0 NE
A ET-1 f ET 2SN, Fik ¥ 22 RaEilal 44,1 AERHA(n=6)M 1 AXEA(n=5) 4 HELE
H(n=6)F4 FXMBA(n=5), G REBRATEE LN AMI R, SLIGHBREKEE ET, A5
BQ123, % FR LA 45 K i & AR TRER K AEAR IR AL 2, 20 B0 F 1 A0 4 RUGBUR OB, A Sl Akt Fu B A7
EAM 1 R4 Bz O =R AFIEN % X AREFE O KO AER K P ET-1 f ET 2K 6. &
B AR MEGANERER . A LRH ET-1 f ET ZERM A HFHHEEL T4 QX BHEMB A (P <
0.05).45# AMIJG, A ET, ZABHFIEBEZRHIMWOMALR ET-1 F ET ZiaH EERE,

[R&gA] AEER; AERZEBRN; 20N ; g gt

Effect of endothelin-A receptor antagonist BQ123 on the distribution

of ET-1 and ET receptor in local myocardium after AMI
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[Abstract] Objective To elucidate whether the distribution of ET-1 and ET receptor ( ETR) in local myocardium is
Methods  Twenty-two rabbits
were randomly divided into 4 groups: 1 week experimental group (n =6) and control group(n =5); 4 weeks exprimental group
(n=6) and control group(n =5). The models of myocardial infarction were induced in all animals by ligating the beginning of
left ventricular anterior descending coronary arteries. All the animals in exprimental groups were treated with intravenous infusion

different after application of ET, receptor antagonists during acute myocardial infarction ( AMI) .

of ET, receptor antagonist BQ123, and those in control groups were treated by the same way with equal volume of 0.9% NaCl
solution. The animals were sacrificed after 1 and 4 weeks respectively, and the hearts were removed. ET-1-like-immunoreactivity
(ET-1-ir) and ETR-like-immunoreactivity (ETR-ir) in left ventricular non-infarcted region (LVN), left ventricular myocardial
infarcted border region (LVMIB) and left ventricular myocardial infarcted central region (LVMIC) were examined by
The upregulated levels of ET-1 and ETR expression in each
Conclusions ~ Treatment with ET, receptor

immunohistochemistry and image analysis method.  Results
experimental group were significantly lower than its control group respectively.
antagonist BQ123 during AMI could reduce the upregulation of ET-1 and ETR expression.
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