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Functional role of NO-induced Ca2+ release in skeletal muscle
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i i i We found that nitric oxide (NO) -induced Ca2+ release (NICR), and that NICR is
involved in NO-induced neuronal cell death. We investigated properties of the RyR1 channels carrying

disease-associated mutations at the N-terminal region. HEK293 cells expressing the mutant RyR1 channels
exhibited alterations in Ca2+ homeostasis, i.e., enhanced CICR and NICR sensitivity, decrease of ER Ca2+

contents, increases in_resting cytoplasmic_Ca2+ concentration, changes in pattern of electrostatic
interaction. We investigated characterization of RyR1C3636A channels in skeletal muscle.
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Schematic diagram of RyR protein showing the predicted
transmembrane domains (S1-S6) and the large N-terminal
domains. The three hotspot regions are indicated.

Region 1; MH/CCD hotspot region 35~ 614

Region 2; MH/CCD hotspot region 2163~2458

Region 3; MH/CCD hotspot region 3916~4943
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