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“In muscle under extreme conditions of anoxia and depletion of ATP, AMP
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Ca?* Is roleased from the|s
endoplasmic reticulum

or neurotransmitters
binding to cell-surface
receptors.

The transient Increase
in the Intracellular Ca?*

concentration favors the
formation of the

Substrate Product

The calmodulin-Ca?*complex
is an essential component of
many Ca2*-dependent
enzymes.
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