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Effect of nNOS During Myocardial Ischemic Preconditioning in Mice
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[ ABSTRACT ]

the effect of nNOS during myocardial ischemic preconditioning.
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Aim  Using neuronal nitric oxide synthase(nNOS) knockout mice and nNOS inhibitor to investigate
Methods Mice were divided into wild-type ischemia-
reperfusion group (WT IR) , wild-type ischemic preconditioning group (WT IP) , wild-type L-VNIO treatment group ( WT
IP + L-VNIO) , nNOS ™~ mice ischemia-reperfusion group (KO IR), nNOS ™~ mice ischemic preconditioning group ( KO
IP). They were subjected to 30 minutes of ischemia by left descending branch of coronary artery ligation followed 3 hours
reperfusion.  IP was induced by 3 cycles of 5 minutes ischemia and reperfusion before 30 minutes ischemia.  After 3
hours reperfusion, terminal deoxynucleotidyl transferase-mediated dUTP nick end labeling (TUNEL) staining and activities
of caspase-8, caspase-9, caspase-3, Bax, Bcl-2 and Fas expression were measured. Results In WT group, com-
pared with IR group, TUNEL positive cells, caspase-8, caspase-9, caspase-3 activities and Bax and Fas protein expression
were significantly decreased, Bcl-2 expression was significantly increased (P <0.05). In KO group, compared with IR
group, TUNEL positive cells, caspase-8, caspase-9, caspase-3 activities and Bax and Fas protein expression were signifi-
cantly increased, Bcl-2 expression was significantly decreased (P <0.05). Conclusion nNOS was involved in myo-

cardial ischemic preconditioning by reducing myocardial apoptosis.
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Table 1. Results of myocyte apoptosis index in each group

 H n AT HR%L
WT IR £ 10 14.2% +1.1%
WT IP 40 10 4.1% £0.8%"
WT IP + L-VNIO £ 10 16.4% +1.4%"
KO IR £ 10 7.5% +0.6%
KO 1P 44 10 15.1% +£1.6%"

a A P<0.05,5 WT IR 4L# ;b A P<0.05,5 WT IP Mt ;¢ A
P<0.05,5 KO IR ZHHM L,
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1. AL4AA TUNEL FRMEEEER
Figure 1. TUNEL-positive staining of myocytes
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(P<0.05), 7E nNOS £ @ Fr B, 5 KO IR 414
I, KO IP 4 Caspase-3 . Caspase-8 Fil Caspase-9 i P
WEWFE(P<0.05;%2),
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Table 2 Activities of Caspases-3 ,Caspase-8 and Caspase-9 in

mouse myocardium in each group

W n  Caspase-3 Caspase-8 Caspase-9
WT IR 10 309 £22 269 +20 310+23
WT IP 4 10 163 £19° 131 18" 178 +18"

WT IP +L-VNIO 24 10 320 +24" 260 +15" 298 + 14"

KO IR 41 10 257 +16 198 £17 253 £23

KO IP#H 10 321 £26"™ 278 + 14" 328 +20™

a A P<0.05,5 WT IR 4ttt ;b A P <0.05,5 WT IP A#tL ;¢ A
P <0.05,5 KO IR ZHHi
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(P<0.05), 7€ nNOS FEH @ PR, 5 KO IR 414
kb, KO IP 4 Bax Fll Fas 85 13215 B &, Bel-2 3
KIERER(P <0.05; 82 F152 3) .
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B 2. &EPMNROIELR Bax,Bel-2 1 Fas EERIRIE

Figure 2. Expression of Bax Bcl-2 and Fas in mouse myo-

cardium in each group

R 3. BEADMROIMALSR Bax Bel-2 1 Fas BB K RIEHER
(x+s5,n=10)
Table 3. Expression of Bax Bcl-2 and Fas in mouse myo-

cardium in each group

A : | Bax Bel-2 Fas

WT IR 2 1.0£0.10 1.0+0.08 1.0+0.03
WT IP 2 0.4 +0.02" 13.0£2.00" 0.2 £0. 05"
WTIP +L-VNIO 41 0.8 +0.05" 1.0+0.05" 0.9 +0.10"
KO IR £ 0.3+0.02 8.0+0.40 0.3 +0.04
KO 1P 41 0.8 +0.03™ 2.0+0.03™ 1.10.03"

a }P<0.05,5 WT IR M ;b i P <0.05,5 WT IP A ;¢ A
P<0.05,5 KO IR ZHHMtL,
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