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Pathological roles of ion transporter/channel as therapeutic targets
in muscle degenerative disease
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LT Ca® R 2 5, AEOBIET, Ca®Fih T v /L TRPV2 & Na'/H A2 Hk (475 2
R EE B REI 2RO Z LA 6T LT,

WFZE R RO EE (3530) @ We conclude that Ca*—permeable channel TRPV2 and Na'/H" exchanger
NHE1 play important pathological roles in abnormal Ca*-handling commonly occurring in

dilated cardiomyopathy, heart failure and muscular dystrophy.
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genetic defect

membrane deformation
mechanical stress

ATP/hormone (IGF ...) release

stretch=activated cation

receptor activation :
channcl (TRPV2)

--------- *  activation of NHE1
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increase in [Na'],

inhibition of Ca**=extrusion via NCX

increase in [Ca®'],
muscular dysgenesis
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