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Abstract Objective: To investigate the effect of Ryanodine receptor blockage on triggered ventricular arrhyth-
mia in rabbits with left ventricular hypertrophy (LVH). Method : Japanese rabbits were established LVH models by
the coarctation of the abdominal aorta. while those in the sham group did not undergo the coarctation. After 8
weeks, single left ventricular myocyte was isolated by enzymatic dissociation method and action potential (AP)
was recorded using whole cell patch clamp technique. Perfused with Tyrode's solution containing isoprenaline
(1 umol/L), the frequency of delayed afterdepolarization (DAD) and triggered activity was recorded under high-

frequency stimulation stimulation (5 Hz)., And the effect of KN-93 and Ryanodine perfusion on the frequency of
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DAD and triggered activity was observed, Result; The [requency of DAD was 0 in sham group. 85% in LVH group.

35% in KN-93 group. and 20% in Ryanodine group. The frequencies of triggered activity were 0, 60% ., 20%,

and 10% ., respecli\’ely. The frequencies of DAD and lriggered activity in KN-93 and Ryunndine groups were much

lower than those in LVH group (P<Z0. 05). Conclusion; Blockage of Ryanodine receptor is a new method of treat-

ment which effectively reduce the occurrence of triggered ventricular arrhythmia in rabbits with LV H.

Key words arrhythmia. ventricular; Ryanodine receptor; calmodulin kinase [| ; delayed afterdepolarization;

left ventricular hyperl rophy
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Figure 1 Echocardiography images in sham group and LVH group
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Table 1 Echocardiography results Bw
2 3 SW/mm LVPW/mm LVDd/mm LVM/g LVM/BW
it F AR (10 B 3.04+0,23 3.03+0. 28 10. 90+0. 64 3.76+0.55 1. 794012
LVH #i(10 H) 4,18+0, 24" 4,06+0, 23" 11.08+0. 60 6.1140. 69" 2, 4440, 10"
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Figure 2 DAD and triggered activity in single hypertrophic

ventricular myocyte
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