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Parkinson’s disease
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WFFERCROBEEL (Fn30) : OmiHrA2 DEERIE FE T D XIAP OGEEIENED | /X—F Y L J5H
$%MW®LNNAW CHFEAEL. OmilHrA2 L 3EF L Tnd 2 &%ﬁﬁbtoé%ﬂﬂ—%y
VAR EBRE MNIZ 81T % apoptosome BEELER [/ O SRR SO R T, cytochrome ¢,
Apaf-1, caspase-9 7% Lewy /MERICTELE L, 73—F >V R BB NN T caspase-9 AU S, 1%
ML TWDZ EZRA LT,

TR OB EE (330) : We confirmed that Lewy bodies were immunoreactive for XIAP,
which is negatively regulated by Omi/HtrA2, and that XIAP and Omi/HtrA2
immunoreactivity were co-localized to Lewy bodies. Our research focused on
apoptosome-related proteins demonstrated the immunohistochemical localization of
cytochrome c, Apaf-1 and caspase-9 in Lewy bodies. We also found that cleaved caspase-9
immunoreactivity was localized to Lewy bodies, suggesting that caspase-9 may be activated
in brains from patients with Parkinson’s disease.
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(Strauss KM, et al. Hum Mol Genet 14:2099-
2011; 2005) . Omi/HtrA2 |, /S—F >V 95K
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BT HHRBIE~T 2 mnd2 23, OmilHtrA2
DEAGRIEEEZRERT 2 AERIZLD D
E3¥IBA L (Jones JM, et al. Nature 425:721-
727; 2003). X 52 OmilHUrA2 / » 27 7 7 |k
U RZEBNT, MEER= o —1 ORI
TR, N—=% Y ERE R LT
T4 252 LR MERENT-, (Martins LM, et al.
Mol Cell Biol 24:9848-9862; 2004) Z i 5 D
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RHTIC T, 2= 0 IR HRESIRRIN OETF
RGN O Lewy /MEIZFS1T 5 OmilHrA2
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(Kawamoto Y, et al. J Neuropathol Exp Neurol
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TW5, (Plun-Favreau H, et al. Nature Cell Biol
9:1243-1252; 2007) —7J7. PINK1 %, Parkin
O FRITIE LTS Z & b S (Park J et
al. Nature 441:1157-1161; 2006, Clark IE, et al.
Nature 441:1162-1166; 2006) . T Tli%. Omi/
HtrA2 28 Parkin @ E3 = &% F ) H—EiF
WaERET 22 EbHEI N TS, (Park
HM, et al. Biochem Biophys Res Commun
387:537-542; 2009) Z N HDFER LY R—
XUV URMN CTHERTZELCEI ha
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> R BE SRS S E A DR
fE£, Parkin / v 7 7 b~ ANKIZEIT S
Omi/HtrA2 OZE4t.. Parkin ®IEE TH 5 Pael
SZARBRIE B MIEIZ BT 5 Parkin &
Omi/HtrA2 DI BL DR 2 G g kA b7 1Y)
BRI HEFT 25 2 & 25 LT,

(3) N TREA SN2 OmiHrA2 12 b
Yy R THICESESIND A, Haxl & Parl
NI hay RYTHWNTIHFRL T, OmilHtrA2
DOIEMALICEE L TWA Z & & OmilHtrA2
NIEFEIIEME SN2 TgUE, S b= R
THFIC Bax NEM L, 7R b—vRI2X D
FRENFEIND Z ERREINTWD,
(Chao JR, et al. Nature 452:98-102; 2008) =~ #L
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AET B 72012, N —F% 2 PR BEHIRAN I
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2L 0OMiHUA2 7 v 77 0 b~ ANIZE
17 %5 Hax1 <2 Parl 38 X' Bax 72 S 7R b+
— v ABHHEE AE O JRITE & BAL & o LA
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R=F UV UHEMNT by KU 7 O
REREENAE T, (1) bz v RY 7 bidHElc
i & #U72 OmilHtrA2 73 a-synuclein O %EEE &
LB LU Lewy /MEDIERIZB S LTV 5
EWVWIORFL, (22 b RU T BilREN K
H & 372 OmilHtrA2 23 Parkin = £ F 2 1)
H—BEEZEEL, BREEAEOSHEE
H S, MR EZ B R L T0D E VIR
. (3) X F = R U 7T Omi/HtrA2 73 Haxl
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(1) o-synuclein & Omi/HtrA2 (289~ 258

Fexld, N—F Y IR BEETIRMAN O
Lewy /IMEIZH1F 5 a-synuclein & Omi/HtrA2
OIAF% | PR LA 8 T AR
IZCT TR L TWDR, & HICHmEERR
EERWCHT 2 ED T, ZOFEEH
VT, OMIMHEA2 73, Lewy /MED E DFES3IC
FE L. Lewy /MEARNIZIWT o-synuclein &
ED XD IRLEPRIZR > TV D DNE, &
PIERERICH M2 T 5, WIS, ik L7-
o-synuclein & Omi/HtrA2 % 53 il |2 58 Bl X
BT, MBENIZI T 2 W O JRHTEDFESE
NEEROREEY DT O W | HOGAER L
iR E AW THER L —F M T
Bl 5, 2 LT, BEEMICK T 2mMER
BOREGOREL, S LRIEIC CTHRT 5.
X 5|2, BAERE L UVABST 4 B a-synuclein
FMEIRASEZ N T A 2=y I~ T
AU D OmilHrA2 D2k % | Sa ki b+
BIFEE T T 5, ~ U7 ARNIZEB W
T, a-synuclein 23 L CWO 2 H&EmIC. N
TEYED~ 7 2 OMilHUA2 B HEAE L T &
IMMITIEH LR b JEIRFSIERT D F 6
FEIEE O AR E CHEFRIZHFT L TV T
ETHD,
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9 CIZ Parkin 23 Lewy /MAICIFEET S Z &
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Gea | TR L, ) 7 fkIRF RO 28 2 Western
blot {12 T %,

(4) = DDA

PR ZE M BRI NS T Al & 0 D B AR,
REREAEZHALADD Z LITL-T, M
falzxh U CRERICB\ TV D L) E
FbHbH, 2 har RU T LM
ST OmifHrA2 1%, 7R h— ADHfT%
RHET 20T, Lewy /IMEDFEBAYIZ Omi/
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NBT R R — AFHER 1 CToh 5 Smac/
DIABLO LUV IAENTWA A BEMEN & <
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R OER L 72D XIAP 72 PO T R b —
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% cytochrome ¢, Apaf-1, caspase-9 72 &
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(1) Ferl, /S—=F 2V 05 « Lewy/MARIER
HUE « 2 R0 ZMiIE O BF T, a-synuclein
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L. Lewy/MEFUNTOmMIMHrA2 & XIAP S $:77
LTWDZ & &R Lz, XIAPASOmI/HtrA2
Ll biZlewy/MEIZEIVIAEN D Z LIT &
V. XIAPOHLT R b — ZERAR™ IR SN T
WD E WS RFEI AN Tz,
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TR b= A O E SRR LR
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