BXF-19 ,} }[ﬁ

N H I

HFEMREDRER (FHARBAEEBIBE) HRUARBES

VR 254 6 8 HEE

HEEES - 14401

HEIER : BKERIBA SIS

FRZSHARS - 2011~2012

RREES 1 23659110

BREEL (X)) HARDICHETZHLSHLFEERY O— L ABEHEEEDEER T &
2 il

TFEERREL (EX) The transcriptional regulation of calcium induced cell death inheart

MERKRE
il 182 (NAKAYAMA HIROYUKI)
KERKRZFE - ZEHMER - £HR
MREES : 40581062

MR OBEEE (Fn30)

DARZEICBIT DGR Runx2 OFE|ZH 52T 572012, DAFFEREAR Runx2 mfEIFH~
7 A &ER L7z, Runx2 OFEHLL, OATEEZE K OVEA M LIERIZEWT ER 27880, @Rl
< 7 ANLDEREDME/IDIR T2 & 72 Lz, LOLAERSL, RETVIIBWTHL RV
U LFHEMER 70— AR DG 2RO IR o T2, — 7. Runx2 OO FRRERARIE~ T
A % AERF << Runx2 O flox v 7 ADVERZJEfT L~T R BB~ T 2D T A & ffEr Lz,

WFFERCR OMEEL (3530) -

Recent studies demonstrated that the osteopontin (OPN), an acid phosphoprotein plays
pivotal roles in cardiac hypertrophy and failure. An osteogenic transcription factor Runx2
regulates the expression of OPN in osteoblasts. In the present study, we attempted to
examine the pathological role of Runx2 in cardiac hypertrophy and failure. We generated
transgenic mice (TG) overexpressing Runx2. Two TG lines (low and high) were obtained
and high-expressing TG (HE-TG) showed cardiac hypertrophy and premature death within
8 weeks of age. In addition, HE-TG mice demonstrated decreased fractional shortening
assessed by echocardiography. In response to pressure overload, low expressing TG
(LE-TG) demonstrated higher mortality and enhanced cardiac hypertrophic response after
TAC. In conclusion, targeted expression of Runx2 in heart mediates cardiac dysfunction

and hypertrophy in mice. Thus, Runx2 could be a novel therapeutic target for heart failure.
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