(B 17)
LG LA OB

T DOHEKITE O (= %) K 4 K KEE
TE Bk KB MY
FAEYE  AIE R B FF
RIE ik BIR S
A #R B B

L A S 4

NEI LD UM R ML 36 1T 2 AR EE Rk e o £ B
BN T EANEY 2 ) ARIFE X XX —8 11 24 LTz
ARE—)N AL H T B AT T BNESZE Y T AT FUEMEL OE]

(Ischemia-Induced Small-Conductance Calcium-Activated Potassium Channel Activation Deteriorates

Ventricular Arrhythmias in Cardiac Hypertrophy through the CaMKII-Dependent Pathway)
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