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Fig. 2. Myocardial infarct sizes expressed as percentages of
the left-ventricular area at risk. Group C, control group: group
O, olprinone group: group OW, olprinone + wortmannin
group; group OA, olprinone + atractyloside group: group W,
wortmannin group; group A, atractyloside. * (P < 0.05). sig-
nificantly different from group C: '(P < 0.05), significantly
different from group O
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Groups

The infarct size in each group. The size was
expressed as percentage of area at risk (AAR).
Values are mean = SD (n = 9 for each
group).Group C: Control group. Group F:
Fasudil hydrochloride group. Group L:
L-NAME group. Group FL: Fasudil
hydrochloride + L-NAME group. * P < 0.05
versus control group.
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