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Abstract

It is known that the function of skeletal muscle is dependent on the integrity of the relevant
motornerve. The contraction of skeletal muscle ~1’as caused by the Ca release from the
sarcoplasmic reticulum (SR) which was induced by the depolarization of T—tubular membranes
with the nerve—stimulus. Therefore, it has been speculated that the function of Ca release
channels on the SR tightly contacted with the voltage dependent Ca channels in the T—tubular
membranes. However, the relationship of both Ca—channels remains the key unresolved problem
in excitation—contraction coupling. In this experiment, the physico—chemical aspects of Ca
release channels on the SR in the atrophied skeletal muscle which was induced by the defection
of the relevant motornerve were examined. While the Ca—uptake in SR decreased the
dependence on the denervated periods, the Ca-release from SR by caffeine vanished rapidly.
However, the vanished Ca-release from SR recovered with the innervation of the relevant nerve.
When the ryanodine binding in the Ca-release channels on SR was examined, the affinity for
ryanodine on the SR in the denervated muscle was reduced in height, with no change in the
maximum number of binding sites. These results indicated that the changes in phvsicochemical
aspects of the voltage dependent Ca—channels on T—tubular membranes worked a revolution in
that of Ca—release channels as the ryanodine binding sites.
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