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DRBIC K HFECIRR & U T b EBER G DAEZE L ABME DA RO WTIUZIBNT S, fRIRITEI T2 Ol
FEDSRRBDO AT T E LTS Z & FIe 2 ORIIBEITEROT (%7 n— A TR M=V A, x7u7 h—
TAIRE) BEETSZ &ﬁﬁiirﬁﬁﬂ LINZER, X Ay FYTIEZALWTHOMISEORFIZ G- L Tna (1,
2], DA D R 7 v — A2, X b3y R 7RI ET i aER £ (mitochondrial permeablhty transition
pore, mPTP) @Faﬁﬂ?)\lﬁ?ﬁﬁ’]fﬂg%fh& LTCRELTW5 [3], mPTP IWEMHEFELOONCI =2 RU T Ca2 A

(CE - TRAFEACBHE L, X b3y B TIREN A HK S CHISEA TS 2, mPTP OB M BIE DK 12
Lo THIENTEY , Z2OUEDIZ GSK-3p0 5 5, Hxld, BELA ML RITL - T, MlFEND GSK-3B73% Dy
RAFHIZ VDAC2 EFEEG LT hay RUTITEATL, mPTP L5475 2 & CEOMNBIEA KT SE5 2 & & fol
WL 4], —FH, G EREBESAREOZHET o v o —EBI2i, filasiast HiEST 5 7 vinEa il
;T HLONGIEL, ZOMIBREICIT Akt 7o EOBEAFT—EDOI har RUTET, I har NI T7IZBIT5
ERK <° GSK-3B U V(b &> T D Z 08, Fox G DEBO 7N~ L > THIESN TS [3~6], LiL,
BAXT—EBRNEDL I har RYUTWIZREL, MlstTHSRS-Cia R S 7 A OIEMH kL ED L9 70
REREEEZS & 2 DN HOUNTRAAN AT L 7RI M ShTnuy,

AWFZECIL, HE T T 2EAXS T —E L L ORI 7120512 3 =7 (ischemic preconditioning, IPC)
DINHFEN R A G 50D Akt, ERK, GSK-3B. [3, 5] IZiEH L, BAKRAT 7 X —¥ LT, AR
?%\‘/7”?‘/1/73? NI LA b LA X AMIEFEHEIC L CED X S ITE L, FERERLE L T D & fifir L7z, 8k

 BERLMIERE HOc2 M, HEK293 ffifid, 7 v MULEFMIENGHEEEL7-I har KU 72 HW, HilafriEs
7 ‘}‘/1/0){3 P21 IPC mimetic ®—2> T % insulin-like growth factor-1 (IGF-1) %, B&{bA b LR X AHast

(X7 m—R) OFFEIZIEI bay KU T complex MPHEIKTH S antimycin A (AA) & vz,

BEELURR

1. P RUTOEEEEI bar R THTT7T 7 a Ot
CRIREEE HOc2 Mifd, HEK293 #lifid, 7 v MUApY 7V a v, X by R THEES » N 5 ONC B =
SRR XTI bay RU TR, B0 hay RUTERG, R 720 0~1,000 pg/ml 12X %
BRI R AT, 2 b RUTAME W, ~ R Y v 7 2AZnEho~—H—&H & LT, TOMM20, prohibitin,
cyclophilin D ZH\ , SMEREfE, PRI, ~ Y v 7 REAEFZOY 7T VEFE LT (K1), M1 OFERD G,
FU 72 0pug/ml LR E 1 pg/ml RO FAEE I h 2 KU THNETO L~ 1 pg/ml L3R E 1,000 pg/ml RO A%
2 har RUTHIEL L EFHI L7z, Akt, ERK, GSK-3B L EfH#RA 7 7 Z#—E DI k2 KU 7N % Western
blotting CRIE L7z,
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1. HEEI ha RU T ORISR L D5 a2y RU T T 757 v a o Ofifft
U 72 0~1,000 pg/ml L% DI bz KU 7Y 7 UCEIT5H GSK-38L. I b= FU TAME,
WIS, < Y w7 2ZNEN0~—h—EH LI, K FEIEI oy R TES O ROBIX,

2. HNRfR#ES 7 FNVOTE LR DONCEER LA, 2 b2y RY 7TRERAF B RIE e
%ﬂ?ﬂ@f%%%vﬁ‘%vmﬁ bizid, FEsiiin g IGF-1 (50nM) T 45 R L, BebA b L AFFEICI, Az AA (100
M) (2 30 HRETE LTz, £72IGF-1 & AA O CUEL LR 72, IGF-1 Wi X v, GSK-3p, Akt, ERK
T/\“COD cay RUTBATE Y U bsgnL, 2 b2 RUTHEETOY Uik ERK, U Uk GSK-3p L3
AEICESLE (K2), —F, AAMEIZE > T GSK-38, ERK O h=v RU 7RI TAHEESNZ2%, ERK, Akt,
GSK-3B2T DV UL L-~VLVEEIZID LT, AA QUEIZ L% Akt, GSK-3pDi Y »igfkid, IGF-1 BijALEZ &~
TR L7225, ERK OtV VERMUIZITEN R o nZedoic (X 2), £z, D Akt, GSK-3DOHLY L F{LiZxtd 2
IGF-1 OffilhiL, FC by R 7AMECRRD bz,
3. BEXA NLRIZEDI bar FUTRIEFERFRR Y7 7 #—EDE(L
LA R LAICK Y, X har RUTIZRET S ERK, Akt, GSK-38D U UL~ MR F L7=Z & & (X2),
GSK-3BI% Akt, ERK(ZE > T VLS NHERE THDH Z L, Akt, ERK ZNENOEHKRAT 7 &—Jz“f“&bé
PHLPP1, DUSP5 ® 3 b=t KU 7 RfEZtat Lz, PHLPP1 (323 b=y R U 7AMBICTFE L, AA QU
PHLPP1 ® 3 b=y RUTBATAGEE SN, MO PHLPP1 349 2 2N L7-, $£7=. Zh£TDUSP5 ;tff}“@%l
WRET 2D L STV, 2 har RUTICHFETH 2 L 2B b= KU 7% 710D Western blotting, 5%
FH RIS W72 GFP-DUSP5 & 2 b2y KU 7 EORIEN DR T Z L3 Kk7-, DUSP5 % PHLPP1 [AERIC,
FIZI by RUTHMRICAE L, AAERIZ X DR L5 (5T L7-, DUSP5 O b= KU TREL, 7 v ME
AT bR LT,
4. LR N LV RIZ L HHIFEIZI51T 5 DUSPS D% 5
AA QBT & AHIMFEA o0 LDH & & UCER Lz, AA JUER OHISEIL, siRNA ZHW-DUSP5 D/ »
I B AZL TR 40%00 LT, Z ORIBSEAH S L, IGF-1 RiLEDE L FFFETH -7,
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Control IGF-1 AA HI€|FEiV:e

2. Mfafi#Es 7 EE L, BEA L RICE DI hay RUTEAS T —EBORERE VU LRl
IGF-1 =insulin-like growth factor-1, AA = antimycin A, *p <0.05 (one-way ANOVA)
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Foxld, BEA b LRIZE D OFRIROFR 7 v — A E, EETEHCH 5 Ser9 JE U AL GSK-3pA 3 k= v
RFUTICATL, 2 har RUTHIE EDO mPTP EOMEAEHT2 Z &0 mPTPARAICH ST 52 &, £72IPCE
@ mimetics (2 X HHIERES 7 oiEbix, PKC & Akt %271 L7z GSK-3-Ser9 DV L fgfba b= L, DU
VK GSK-38 & mPTP Of5473, mPTP B ORfED EH<C, BN L7z mPTP OBPHOIEEIC T HT 5 2 & 28t
LC&7z [3~6], LinL, AFICIIEICHIIE L CAFET D GSK-3pA%, AR 27 L OIRHEAIZ X 0 HillaN o &
DENLCTY Uitz F, mPTP & OMEVERZHliZ S QOB O0NIRHTH -7, AREORE S, IGF-1 %
RWciilafisgs 7oz L - T, GSK-3p7217 ¢/ <. GSK-38 U Vefba- it % Akt, ERK 23X k= KV
TIEITL, WInLh I hay R 7ANEER CEA L-YULMEINd 2 Z L AOVRENTZ, S 512, U Uk Akt X
FIZ b RY TAMEERC, U Uik ERK (32 by RU 7 NEGE CHIIN L, GSK-3pY Ltz 7= 59
EAX TR, GSK-3D 3 h=2 KU TWREIC K - T D Z EVRB Sz, T78bb, X har R TITHi-
\CBAT L2 GSK-3BD U VEKICIZ S b= B U 7AMED Akt A5, mPTP LBECHEA LTV 5 GSK-3pD U L gfkici
I by R 7WIED ERK NEETHS L &2 b5,

AMFZETIL, DUSP5 2M%720 Tlide< 2 hay RUTICHRET A Z L2000 THLMNZ L, BEA FLRIZLD
DUSP5 ® 3 k= B U 7T Ml ity 7 ERK-GSK-3p < 7 /L ool & AstA sl cBhEd 5 = L 2 R LT,
F7-. PHLPP1 $ b A L AIZK T b FUTBATAEINL, Akt BV Sk & BRE L TV vz, ZiHOmbA
%, PR U AOHIIEEMEZ, X b3 KU TN TOMIREE S 7L Ol 5 2 L 27T HDOTHY |
DUSP5 X° PHLPP1 O3 h=y RUTBATZIET S Z L0377ttt T 7 a—F LR 5 RREME 2 Hihvd,

HEBHRE
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