DOI:10. 13471/ j. cnki. j. sun. yat—sen. univ (med. sci). 2004. 0013

EosH FE1W PR AR (RHREIR) Vol. 25 No. 1
20044F 1R JOURNAL OF SUN YAT-SEN UNIVERSITY (MEDICAL SCIENCES) Jan. 2004

HUBERER AR IR B D URE S E S iR

B &', RiER, SER, RS, B, B
(1. PILKEH RS —ERIE AR, 7R N 510080; 2. B ASEXERBETE, % M 510630:
3. PILREMBEMBER, I"& M 510080)

# E: (BRI —FH R RO USRS 3 o (3 K BURRBRIS | 2 1 Rk Y2 0 B VR TR
B, T B R RO R, BB A bR S BKRT IR S ARG T 12 h,2 d 12 BB K BALTE , B AT, B4
TMEIA AL . X R AR B B LS S L DUSESEAE R, (SR 1 E s R Rk s ke , A R
O MALHBBEE R, UTTH AFALRAFICALN, BEVBEMR, FIE B 5T S sh & #.0 JUEFE
KESHERE . 55 TR ARG LA Lo, SRR, PRI A4, SE TR, (530 I s b eV Sy — b B 351
O UESCAR BRI o, A 3 B SRS, AT F O URESE & AR WL NG I 2457 | ST o

RER KB SRR, S, DESE; Bk

hES S R364. 1 SCEARINAD A M EHE :1672-3554(2004)01-0052-03

Animal model of myocardial infarction in rat by electrocoagulation
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Abstract: [Objective]To make animal model of myocardial infarction in rats. [Methods] Wistar
rats were connected with animal breathing machine throng mouth cavity intubation. After anaes-
thetized the heart was exposed by thoracotomy. Lefi anterior descending coronary artery occlusion was
performed by electrocoagulation using a electrocoagulation knife. Rats were divided into three groups,
each was respectively sacrificed at 12 h, 2 days, and 2 weeks post- electrocoagulation. Then take out
the heart and observe pathology change of the tissue section. Control rats were operated by ligating left
anterior descending coronary artery. [Result] During 2 weeks posi- electrocoagulation, we can ob-
serve coagulative necrosis, then growth of granulation tissue into infarct area and at last formation of
scar. [Conclusion] Electrocoagulation has its own advantages as a new technology of making animal
model of myocardial infarction. It can be applied to research in mechanism and treatment of myocar-
dial infarction.
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Fig. 1 Myocardial pathological change at 12 hours, 2

days and 2 weeks after electrocoagulation
A. There were a great number of inflammatory cells infiltration
around the infarct zone and majority of them were neutrophil at 12 hours
after electrocoagulation; B. There were some granulation tissues in the
infarct zone with some leucocyts and macrophages around; C.The

granulation tissues were replaced by scar
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