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Influences of Dipyridamole on Electrophysiological Effects of
Ischemic Preconditioning in Rabbits’ Hearts

Chen Xiaochao Zhang Xuming Wu Wei Zhou Shuxian Zhang Yan

(Division of Cardiology. Sun Yat-sen Memorial Hospital:Sun Yat-sen University of Medical Sciences. Guangzhou. 010120)

Abstract  Objective: To study the influences of dipyridamole on electrophysiological effects of ischemic precondi-
tioning in rabbits’ hearts- Methods . New Zealand rabbits were used to establish myocardial ishemiareperfusion models
for this study- The models were divided into four groups- One group acted as control, while the other three groups re-
ceived ischemic preconditioning: intravenous injection of 0.25 mg/ kg dipyridamole in bolus and combination of these two
treatments respectively - Programmed electric stimulation techniques were used to analyse the ventricular electrophysi-
ological properties and to measure ventricular fibrillation thresholds- Results: Ischemic preconditioning significantly di-
minished the dispersion of ventricular effective refractory period (150 ms vs 23.6 ms), recovery time (10.6 ms vs22.1
ms) and QT interval of bipolar electrogram (13.1 ms vs 22.9 ms) » elevated the ventricular fibrillation threshold (30.8
mA vs 20.6 mA). When combined with dipyridamole pretreatment , the dispersion of ventricular effective refractory peri-
od was diminished (8-8 ms vs 15.0 ms) and the ventricular fibrillation threshold was elevated (36.4 mA vs 30.8 mA)
further. Conclusion: Dipyridamole increased the effects of ischemic preconditioning on ventricular electric stability after
ischemiareperfusion injury -

Subject headings myocardial ischemia/ physiopathology ; electrophysiology ; ventricular fibrillation dipyridamole/
pharmocology ; rabbits
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Table 1  Comparison of the dispersive properties after ischemia-reperfusion damage among 4 groups (S1S1 interval : 240 ms) ~ ( ¢t/ ms)

Control arou dipyridamole ischemic combined
:g; P group preconditioning group treatment group F P
(»n70) (n=T7) (n=8) (n=8)
AT-D 8.4+4.2 5.71+4.2 5.31+3.6 6.94+4.3 2.03 =>0.05
VERP-D 23.645.2 24.3746.2 15.0£5.00- 8.8+3.30:Hh  7.32 <0.01
RT-D 22.1£8.0 24.6+7.3 10.6+£3.909 10.844.89 9.25 <<0.01
QrD 22.945.9 19.1£4.5 13.1+5.002 10.04£5.002) 7.74 <0.01

1) Compared with control group. P <<0.01, 2)Compared with dipyridmole group, P <20.05, 3) Compared with dipyridamole groups P <<0.01,

4) Compared with ischemic preconditioning group, P <<0.05
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