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ZHOU Da-Yan', QU Zong-Jie', JIANG Rong’, and HUANG Jing’

(1. Department of Cardiology, The Fifih People’ s Hospital of Chongqing, Chongqing 400062, China; 2. Department of His-
tology and Embryology, Chongqing Medical University, Chongqing 400016, China; 3. Department of Cardiology, The Sec-
ond Affiliated Hospital of Chongqing Medical University, Chongging 400010, China)

[ KEY WORDS] Myocardial Infarction; Animal Model; Dog

[ ABSTRACT | Aim To improve the method of making myocardial infarction models in dogs and to form transmural
myocardial infarction. Methods 16 healthy adult mongrel dogs were randomly divided into control group (n =8) and
experimental group (n=8). The myocardial infarction was established. In control group, the left anterior descending
coronary artery was ligated. ~ While in experimental group, the left anterior descending coronary artery and first diagonal
branch were ligated.  After 6 weeks, cardiac general morphology and histopathology were observed. Results  After 6
weeks, there were 6 dogs survived in control group and 5 dogs survived in experimental group, and the survival rates were
75.0% and 62. 5% respectively.  There was no statistically significant difference at survival rate in two groups (P =
0.590). Of the survived 6 dogs in the control group, there were 2 dogs that myocardial infarction could be seen clearly by
cardiac general morphology and histopathology; Of the other 4 dogs, there was no myocardial infarction by cardiac general
morphology, but micro-infarction was observed by histopathology.  Of the survived 5 dogs in the experimental group, myo-
cardial infarction could be observed clearly by cardiac general morphology and histopathology in all dogs.  There was sig-
nificant difference in the dog number of transmural myocardial infarction in two groups (P =0.022). Conclusion
The ligation of the left anterior descending coronary artery and first diagonal branch in dog can form transmural myocardial

infarction, which is an effective and reliable method for preparation of myocardial infarction model.
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Figure 1. Changes of electrocardiogram before and after
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Figure 2. Specimen of endocardial surface in control group and experimental group
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Figure 3. Hematoxylin-eosin staining in control group and experimental group( x400)
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Figure 4. Masson staining in control group and experimental group ( x 100)
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