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BE BH 45 M IR R (acute myocardial infarction, AMI) & i# i /5 M & % -1 (endothelin-1,
ET-1)®HEAABCHNEHh BT ABFRG TR, HiE TH£IEH 40 R,%*th\}&#iﬁéﬂ,d\
bR KA FBCKEHFARBFIRE, U8R, BRFHKEILIh, AR 1hHE&EAMI BHEZRE, XA
KA FE(RIADME SR ERERZELARAMI FHEZECNARET-14F;8H#RX-REH
# R B (RT-PCR) F kW EEH Shf X BEAR AL ET-1 mRNA ¢ &k, &R (1) 5#HEM
B BAMBEE Smin . EHEE3h . FREES5minA1Ih W EET-1 KF2H4EH, L2EEHEH(H P
0.01), MET-1#ZBET AMNTA LMK TFRAA(P<0.05,P<0.01), (2)5 EF R SMALR
Wk B A IABCEA—H B E R AEARSHUARTET-1 438254 &0 P<0.01),H
AEARET- 143458 ERE(H P<0.01), ERAVMLE, PRAMNFECEANLLE S
MR ET-1 42 EFBK(P<0.01), B)HEFRCMALLE, A AP B %S M0 R SIMA
% ET-1 mRNA A3 2% FAGY P<0.01), mAFARSMAELR ET-1 mRNA AZX M I FTHOGH P
<0.01), HHAEMER, PR AN TACLEANE LK ET-ImRNA &8 LA E 2 FBK(P<0.01),
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Effect of Tongxinluo on Endothelin-1 in the Mini-Swine Model of Acute Myocardial Infarction and Reperfu-
sion ZHAO Jing-lin, YANG Yue-jin, YOU Shi-jie, et al Fuwai Hospital of Cardiovascular Diseases, China
Union Hospital , China Academy of Medical Sciences, Beijing (100037)

Abstract Objective To evaluate the change of endothelin-1 (ET-1) in the mini-swine model of acute my-
ocardial infarction (AMI) and reperfusion and the effect of Tongxinluo (TXL) on it, and to explore the possible
mechanism of no-reflow. Methods Forty mini-swines were randomized into 5 groups: the model group, the
small, middle and large dose of TXL groups and the sham-operated group, 8 in each group. The AMI reperfu-
sion model was established by coronary ligation for 3 hrs followed with relaxation for 1 hr. Plasma ET-1 content
before and after AMI, and after reperfusion was determined respectively by radioimmunoassay. The ET-1 mR-
NA expression in myocardial tissue of normal, ischemic and no-reflow area were respectively quantified by re-
verse transcription-polymerase chain reaction. Results (1) Compared with before AMI, levels of plasma ET-1
at the time points of 5 min and 3 hrs after AMI, 5 min and 1 hrs after reperfusion in the model group were sig-
nificantly raised, showing an increasing tendency (all P<0.01). But the increment in the middle and large dose
of TXL groups were all lower than that in the model group (P<0.05). (2) In the model and the TXL groups,
levels of ET-1 in myocardial tissue of ischemic and no-reflow area were significantly higher than those in the nor-
mal area, and the increment in no-reflow area was higher than that in ischemic area (all P<0.01). Compared
with the model group, significant lowering of ET-1 in ischemic area was only shown in the middle and large dose

of TXL groups (P<0.01). (3) In the model and the TXL groups, ET-1 mRNA expression in ischemic area
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was significantly higher (all P<0.01), while it in no-reflow area was significantly lower than that in the nor-
mal area respectively (all P <0.01). The raised ET-1 mRNA expression in the middle and large dose TXL

groups was significantly lowered when compared with that in the model group (P <0.01). Conclusion The

endothelium injury might be one of the important mechanisms for no-reflow phenomenon. TXL might reduce

the no-reflow by protecting endothelium cells.
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FA—KA3~4 om MEEKREBE NS 3 h, BRH
1 hE#y AMI R EEEHEE, BFRAGEK T RZF
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4 ¥ ET-1 R B0 3 ml, EA 10%EDTA
Nay 30 pl FH0 BB 4Q ] KRE 184 ,4 T 3000 v/
min B 4 10 min 4 B M &, - 70C RAFEFW, M
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GGA TGA CC-3’, PCR =¥y i# 17 32 KTEH. W
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1 OSEBEAEH S minEHE 3 h )G S min RF#ESE 1 b M ET-1KFRIKE  (ng/L,z+y)

s on ML 7 ET-1
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