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EEREL (FEX)  Impact of HMGB1 on left ventricular remodeling after myocardial
infarction: Novel therapeutic target for neovascularization
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WRFER RO EE (Fn30) : NIRE IR+ HMGB1 Z OffFRAICERERE T 5~ T

BERLL T, JEATOAREET LV 2/ERR L HMGB1 O & 2t L7z, B4R~ 7 A2k
N HMGB1 ¥ 7 A TliIA B ODERBHIH S vz, EARIZ K0 AR~ o 2 TGO
;N HMGB1 23 L, flfagNICBE L Tz, HMGB1 ~ 7 2 ClE, [EAM%K LEN
HMGB1 [3f£7-21, DNA [ < histone deacetylase (HDAC) &Mk L OV HDAC2 %
Blosgnii 47z, BN HMGB1 I HDAC D&M b & DNA RS 286l L, CAEK 2 Jndl)
T 5 AREMEDS R S T,
WFZE Rk 3 O EE (3530) : High Mobility Group Box 1 (HMGB1) is an abundant and ubiquitous
nuclear DNA-binding protein that has multiple functions dependent on its cellular location.
In the nucleus, HMGB1 binds to DNA, facilitating numerous nuclear functions including
maintenance of genome stability, transcription and repair. However, little is known about
the effects of nuclear HMGB1 on cardiac hypertrophy and heart failure. The aim of this
study was to examine whether nuclear HMGB1 modifies the development of cardiac
hypertrophy induced by pressure overload. Thoracic transverse aortic constriction (TAC)
was created in transgenic mice with cardiac-specific overexpression of HMGB1
(HMGB1-TG) and wild type (WT) mice. Cardiac hypertrophy after TAC was attenuated in
HMGB1-TG mice and survival rate after TAC was higher in HMGB1-TG mice than in WT
mice. Induction of fetal cardiac genes was decreased in HMGB1-TG mice than in WT mice.
Nuclear HMGB]1 expression was preserved in HMGB1-TG mice compared with WT mice
after TAC. Preserved nuclear HMGB1 expression significantly attenuated histone
deacetylase (HDAC) activity and DNA damage after TAC. In conclusion, these results
suggest that preserved nuclear HMGB1 prevents hypertrophy and heart failure via
repressing HDAC activity and DNA damage.
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