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The effects of volume conductor on ECG in isolated heart of toad

SHI Wei-qing , WANG Jun-jie, DU Jing, et al
(Academy of Basic Medicine,Jining Medical University,Jining 272067, China)

Abstract: Objective To study the effect of volume conductor on ECG in isolated heart of toad. Methods The
isolated toad heart was placed in the middle of petri dish.and ringer's solution was dripped into the petri dish, whose
rim was connected with the recording electrodes so as to get ECG. Results Amplitude of R wave in ECG decreased
distinctively while volume conductor increased. Amplitude of R wave decreased to be 0.53 £0.06mv from 0.99 +
0.12mv when volume conductor increased from 1ml to 5ml,and the decreasing rate was 46.5% . Amplitude less-
ened 94.9% with volume conductor raising to be 30ml. Conclusion ECG could be influenced by volume conductor
or volume of tissue fluid around the heart.
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