%= C-19
FrmREMDEMTRRBSE
Rk 23 42 3 J 31 HEBUE

HEEES - 37116
H3iER - EFHEB)
BT HARE : 2009~2010
EEES - 21790755
MZEFRES (F130) DHEECX T 5 RIEABREBORR
HEERESL (FEX) The Development of Next-generation Therapeutics for Myocardial
Infarction
MERERE
mHE uE (NAKATA SEI)
EXERKE - BEEE - EEHERM
HAEEHES : 20535223

WFFERC R OMEL (Fn30) -

Fox DITFERR L7 — b B R G BER E R KB~ U A (KU 7L NOS K~ 7 A) 2BV T,
A X R w7 e X OVEBIIRIE L A2 AN RE & L7 BARRIE DA ERRBD b, 2
T, 2O~ AEAV, DFHZEOH LW AR5 Z LICE M LT, 7oA77
U N MR REEEFE CH D AN AV NLE CORIBSIIEBIC IO DA X R Y v 7 JEfEkt
FEI L HBIRIB T 2 B0 L 72, IMG-CoA & It HEIERTH DT MR ZF L OEM
BELEABICINGDAZRY v VIEFERRBA & w@3 R 6l Lz, S 51T,
NO R —THoHHEA Y Y VE RORMKRELETZARICINODAZRY v 7 fEfEffRE
B2 Uiz, 2 OMBITLIHIZEOBIFRRE TH D A X ARV v 7 iEWGERE - EEIRAEZE ST
L 2 b OFEHOMBEIR R Z R L TR Y LSRRI ST 2 HEERMA L E 2 b,
D DOFEFNT X 2 DA ZEREMHI RIS L. S HICBHERET TH 2,

WFFERR OMEEL (330 -

A spontaneous myocardial infarction based on metabolic syndrome and coronary
arteriosclerosis was observed in the triply NOS (-/-) mice that we have recently developed.
Then, I hit on an idea using this mouse to research for the novel therapy of a myocardial
infarction. Long—term treatment with olmesartan (angiotensin II type 1 receptor
blocker) significantly improved all these metabolic phenotypes and coronary lesion
formation in the triply NOS(-/-) mice. Long—term treatment with atorvastatin (HMG-CoA
reductase inhibitor) also significantly alleviated all the metabolic phenotypes and
coronary lesion formation in the triply NOS(-/-) mice. Furthermore, long—term treatment
with isosorbide dinitrate (NO donor) significantly ameliorated all the metabolic
phenotypes in the triply NOS(-/-) mice. These results indicate beneficial effect of
these medicines for the metabolic syndrome and coronary lesion formation, which are causes
of myocardial infarction, demonstrating important findings in therapeutic for myocardial
infarction. The prevent effect for myocardial infarction by these medicines is expected,

and is presently under study.
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