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Fig. 2 Diagram of the structure of an L-type Ca* channel
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Fig. 3 The binding sites of small molecules on RyR revealed by high-resolution structural analysis
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Abstract Ca* is a universal intracellular messenger playing important roles in nearly all biological processes.
Recent studies of structural biology have resolved near-atom-resolution structure of many Ca®* permeable ion
channels in their different open/close states. These advances have revealed the molecular mechanisms for the
channel construction, operation, function and regulation, and provide a fundamental basis for understanding the

process of Ca?" signaling and related diseases.
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