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in situ (Sarkar et al., 1942). The venom could produce systolic arrest (Elliot, 1905;
Cushny and Yagi, 1918; Epstein, 1930). In the absence of calcium ions in perfusion
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produce stoppage of beat without signs of systolic contracture (Gottdenker and
Wachstein, 1940). Cardiotoxin also caused systolic cardiac arrest in the absence of



external calcium ions, indicating a direct action on cardiac muscle (Sarkar, 1951).
Cobra venom caused contraction of skeletal muscles. This action lost if the cell
membrane was removed and the primary site of action was the membrane but was not
directly on the contractile filaments (Sarkar, 1951). Recent work has suggested that
after the cardiotoxin binds to the membrane, it caused depolarization which leaded to
calcium influx and/ or release of calcium from the sarcoplasmic reticulum; and the toxin

formed membrane pores which allow calcium to enter the muscle and
cmdmfﬂmdd@ ic fraction from cobra venom has
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(Zaheer et al, 1975). It v
were associated with the £ the sodium pump. The
consequent intracellular 2 of ions would lead fo osmotic lysis (Tu, 1991).
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the present experiment.
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