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Abstract

AIM: To investigate the possible mechanism un-
derlying the preventive effect of exogenous carbon
monoxide (CO) on multiple organ injury induced
by intestinal ischemia-reperfusion (IIR) in rats.

METHODS: Sixty-four male Wistar rats were ran-
domly and equally allocated into eight groups.
IIR was induced in rats by clamping the superior
mesenteric artery (SMA) for 60 min and reperfus-
ing for 120 min. Group A and sham operation did
not undergo SMA clamping. Group B underwent
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SMA clamping for 60 min and reperfusing for
120 min. Groups C1/C2, D1/D2, and E1/E2
inhaled 100 and 250 uL/L CO 10, 60 min before
SMA clamping and 60 min after reperfusion,
respectively. The expression of p38 mitogen-
activated protein kinases (MAPKSs) in different
tissues was detected by Western blot.

RESULTS: Compared to Group A, the expres-
sion of p38 MAPKs in the intestine, lung and
liver increased in Group B, but the differences
were not significant (0.468 + 0.213 vs 0.474 + 0.151;
0.439 + 0.111 vs 0.482 + 0.103; 0.622 + 0.112 vs
0.654 £ 0.016, all P > 0.05). Compared to Group
B, a marked increase in p38 MAPKSs expression
in the intestine, lung and liver was detected in
Groups C1/C2, D1/D2, and E1/E2 (1.540 + 0.346,
1.626 £ 0.277, 1.36 5+ 0.233, 1.483 £ 0.265, 1.353 +
0.234,1.372 £ 0.2731 vs 0.474 + 0.151; 1.654 + 0.211,
1.701 + 0.101, 1.398 + 0.245, 1.444 + 0.272, 1.288 +
0.218, 1.366 + 0.244 vs 0.482 + 0.103; 1.695 £ 0.234,
1.723 £ 0.213, 1.423 £ 0.221, 1.586 + 0.254, 1.322 +
0.261, 1.411 £ 0.296 vs 0.654 + 0.016, all P < 0.05).

CONCLUSION: Exogenous CO provides protec-
tion against IIR-induced multiple organ injury
possibly by modulating the expression of p38
MAPKSs in rats.
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