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[ ABSTRACT] Aim To observe the mRNA expression of endothelial nitric oxide sythase (eNOS) at different time intervals
after acute myocardial infarction in rat hearts and examine the effect of acute myocardial ischemic stimulation on the protein pro-
duction of inducible nitric oxide sythase ( iINOS) in rat hearts. Methods  Forty eight healthy Sprague Dawley rats ( 200~
250 g) were randomly divided into two groups: control group and ischemia group. Mpyocardial ischemia was induced by the left
anterior descending coronary artery (LAD) ligation.  Animals with LAD occlusion (ischemia group) were sacrificed at 1 h, 2 h,
8 h, and 24 h after operation. The eNOS gene expression in ischemic myocardium was assessed using reverse transcriptase- poly-
merase chain reaction (RT-PCR) standardized with B-actin; the iNOS protein in spare cardiomyocytes in the infarcted region after
operational 8h was detected using immunohistochemedical analysis. Results Ligating of LAD for 2 h decreased significantly
the eNOS mRNA levels in ischemic myocardial tissue compared with that in controls ( P< 0.05). The decent of eNOS mRNA
level sustained for post-operational 24 h.  There is no significant difference in expression level between ligating for 2 h group and
ligating for 24 h group.  iNOS protein was abundant in the 8 h infarcted heart in spared cardiomyocytes in the infarcted region.
Staining of shamr operated rat hearts indicated the absence of INOS protein.  Significant difference in expression levels were ob-
served between ischemia experiment groups and shanr operated control groups ( P< 0.01) . Conclusion The eNOS gene ex-
pressed in normal rat hearts, whereas there was no iNOS protein expression in normal rat hearts.  The expression of eNOS mRNA
in ischemic myocardium after myocardial infarction in rats decreased in the early time.  Acute myocardial infarction induced iINOS

protein levels expressing abuntantly in the ischemic myocardium tissue in rats.
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0.05) . W3 1 A 1(Table 1 and Figure 1)
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Table 1. The expression of eNOS mRNA in rat hearts at differ-

ent time intervals after acute myocardial infarction

P ] BFARH e i 28

1h 0. 549 £0. 029 0. 527 £0. 025
2h 0.52210. 038 0. 200 £0. 036
24 h 0.476 £0. 028 0. 184 £0. 031
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FHASGIFE X (P< 0.01) . W3 2 F1K 2(Table
2 and Figure 2) .
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Table 2. The expression of iNOS protein in the ischemic my-

ocardium tissue in rats with acute myocardial infarction ( n= 6)

4 A iNOS & H
w28 39. 86 £3. 12°
BFERA 0. 00 0. 00

a: P< 0.01, 5BFARALK.
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cDNA (650 bp), 2 Fl 4y B B —E A B A B cDNA (340 bp), 112
FEFARYL, 34 Jyihin 1 h 41; &l 1B 1.3 #1 5 Jy Bactin ¢DNA
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PR, 3814 A8 2 h 41, 5506 kil 24 h 41,

Figure 1. The eNOS mRNA expression in ischemic myocardial
tissue on postoperative hour 1,2 and 24
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Figure 2. Micrographs of rat myocardium immunocyto
chemically with rabbit antimouse NOS antibody ( x 400)
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