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The relationship between postischemic LVDP recovery. and
tissue Na and Ca contents of the perfused heart at the end of 60 min of
reperfusion. The hearts were pretreated with quinidine (O), disopyra-
mide (@), lidocaine (A), mexiletine {A), flecainide ({J), pilsicainide (M) and
procainamide (<) at different concenirations ranging from 3 to 300 uM.
Each value represents the mean = S.E.M. of 5 to 6 experiments. There
was a significant relationship between the LVDP recovery and.both the
tissue Na content and the tissue Ca content {r = — 0.914 and r.= —
0.930, respectively; n = 17). ‘
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