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WFZERE SR OMEEE (Z3C) : To investigate the influence of coupling factor 6 (CF6) to the
progression of cardiac hypertrophy and dysfunction, we subjected CF6-overexpressing
transgenic mice (TG) to exercise or persistent pressure overload by transverse aortic
constriction (TAC) and compared the results with those in wild type mice (WT).
Overexpression of CF6 attenuated exercise—induced physiological cardiac hypertrophy and
increase in fractional shortening by down-regulating Akt signaling, whereas it
exacerbated pressure overload—induced LV hypertrophy and systolic dysfunction. These
suggest that CF6 may contribute to the onset and development of congestive heart failure
by the suppression of physiological hypertrophy and the exacerbation of pathological
hypertrophy.
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deletion dFTRIZ [P /A
VIS E BN T =T —BIEEOTLEIX
T2 HE X 7- (Cardiovas Res, 2005),

CF6 DU PNIE A A ICBI L Tl &
T % D52 FER D LG N B R 2R 0 (S AEAE T
5 ATP & Rk#s2 D « —subunit THDH Z & & B
522 L7= (Hypertension, 2005), ZRIKRIZ
fEA L7z CF6 1% ATPase 114 JUdE S €, Fo
I UTKFA A ZMIRNICiA S, £
M- Tl Rk 2 Bl & 2§,
\Z& D ATPase #HET 5 & CF6
(2 L D MEANERE LI BIH S v, CF6 1285
TaAZYA 7Y READBHIER A E K
4% (Hypertension, 2005),

CF6 DOAEBERICE L CIE, Foalif &N
AR o> NO FEAE & PN B2 AR A7 1 18 43 A K] 1
(EDHF) PEA ST 2 Z & B BMNE 2o
7z (J Hypertens, 2006), L& NEZAIRLIC CF6
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