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Figure 1. Experimental apparatus.
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Figure 2. Effects of cobra venom (0.4 pg/g) on SV, MBF, HR, CO, AoP.Sys. and AoP Dias. SV: stroke volume (a-a).
MBF: mean blood flow(m-m), HR: heart rate(e-@), CO: cardiac output (0-c), AoP.Sys.: systolic pressure (1 1171).

AoP Dias.: diastolic pressure(a-a).
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Table 1. Eficcts of Cobra venom (1.2 pg/mL) on Action potential (AP), Resting potential(RP). and Duration of action
potential (PD) of isolated atrium myocardial cell of rat.
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Figure 3. Effects of cobra verom (1.2pg/ml) on action potential of isolated atrial cardiac muscle.
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Hemo-dynamic Action of Crude Cobra Venom in Rat

Shih-Yau Wang and Chin-Yih Wu*

Department of Biology, National Taiwan Normal University

Taipei, Taiwan

ABSTRACT

Effects of crude cobra venom on the hemo-dynamic actions in rat were studied.
After infusion of venom to intact animal, the change of stroke volume, mean blood tlow,
pulsatile blocd flow, heart rate, and systolic/diastolic blood pressures were recorded
simultaneously with polygraph. For in vifro experiment, before and after administration
of venom, prosperity and decays of action potential and mechanical tension of isolated
atrial muscle were observed. Results were discussed in text.

Key words: Cobra venom, Hemo-dynamics



