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DI 24 FER 365 HIUNAE - AkED A B 2 RIS B XN TV D, JEARMSCE BRI ORHEIL,
DBERRLCOER 72 EODRIBICERT D2 Evh . AN Br v THEOMRIFA SRR EE LB X
LNDIEERTH D, TE, X v THATF vy 1N T 7 IV —DNRR XL VRN A D ) —DFTh
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HINCHERET 20T CTH D Z EDWRIBENT, TDOA D =KL E LT, fRNA LY 7 LAEIREICKH LT
TRENR, I har RUTHRAEE T L Z ENRmIhi,

Heart is a wunique organ, being under the influence of mechano-stimulation,
contraction/relaxation for 24 hours in 7 days. Dysregulation in response to pressure- or volume-
overload results in cardiac pathology, such as cardiac hypertrophy, cardiac dilatation resulting in
heart failure. Thus, it is one of the most important organs to make out its mechano-sensing
system. Recently, a member of gap-junction channels, pannexin, has been suggested to act as a
mechano-sensing molecule in various cells including red blood cells, neurons, but the information
of its role in the heart has been limited. Thus, we examined the role of pannexin in cardiac
mechano-sensation using pannexin knock-out (KO) mice. In response to pressure-overload
produced by transverse aortic constriction (TAC), KO mice showed stronger depression of cardiac
function than WT mice did, suggesting pannexin as a molecule showing protective mechanism
against pressure overload. Mechanistically, KO mice showed stronger mitochondrial dysfunction,

but not dysfunctional intracellular calcium handling, in response to pressure overload.
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