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WFFERC S OMEEL (J£3C) : Apoptogenic Protein (Apop) was originally identified in the
atherosclerotic plaques of model animals. Apop gene expression was also identified in
human atherosclerosis in carotid arteries. Proliferative smooth muscle cells, which
contribute to the formation of atherosclerosis, expressed Apop, while contractile smooth
muscle cells in normal arteries did not. These findings indicate the implication of Apop
in the development of atherosclerosis. Moreover, Apop deficient mouse was generated in
this study to reveal the function of Apop gene in vivo.
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ERIET HET L~ A, ApoE K~ T A
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WAEIGTE LT Apop 7 u—=27L7=
(J Biol Chem 2006;281:23899), Apop % v
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BERFEZEAL THRBEIELHAENPSI T
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T % (Diabetes Res Clin Pract 2007;77
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DM FESSAE & Apop BB, F7-I b=z K
U 7 HERE L Apop FELOMNT #1792 LD TH
2

(2) AWFFEEFARERA T T V=2 HNT,
Frnrso—= 71T LB BETFOO
EDFVIII a7 —7 0 Thh, ZOHR
AL FEIE (Z 31T 2 B ML [E BRI b 8%
SNZL OEERHE N TS (] Vasc
Res 2000;37:158, Ann N Y Acad Sci
2001,;947:312, Atherosclerosis 2003;166:1,
Arterioscler Thromb Vasc Biol 2006;26:56),
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(2)Apop 1Z I by Y THIEICEET S

23 Cd 5 Cyclophilin DRI T R F—
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RS 2 3 5,

@Apop H= Bl EFEAE O fiR B

Apop 51D 5 EFEAEIKIZ I3 20 bp =&
TCHIDBEFDEET D72, G FHHIH
AFEET HAREMEIZ D e B2 B D,
% Z CHRE A A v b e U NITHRER
T5, A FrrNOEEE LY 7 25 —F
N TR BURNT X 7 2 —|ZHF N L3S BURE
M 2 T4 A aEk 2 R ET D,
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t bk Apop I FITHBWT, T CTICEFREE O
SNP (single nucleotide polymorphism)23[E)
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AT EOBEED & 5 A (150 fi)
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(3) Apop Bf5 KB~ T A DIER
Apop BB T DOHREZH BT 5720121
Eegg & FvN 72 in vitro BFZE721F T72K<
FEEREMW) 2 N - in vivo AFFENEE TH 5,
% Z T Apop Flox =7 A5 Cre-LoxP R %
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