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e R OMETE (F£3L) : We found that specific binding sites of 15—-deoxy— A '*!"—prostaglandin J,
(15d-PGJ,) was involved in the neurodegeneration. A proteomic approach was used to identify protein
targets for 15d-PGJ, in the plasma membrane. By using biotinylated 15d-PG]J,, eleven proteins were
identified as biotin—positive spots and classified into three different functional proteins: glycolytic
enzymes (Enolase2, pyruvate kinase M1 (PKM1) and glyceraldehyde 3-phosphate dehydrogenase
(GAPDH)), molecular chaperones (heat shock protein 8 and T-complex protein 1 subunit «),
cytoskeletal proteins (Actin 8, F-actin—capping protein, Tubulin B and Internexin «). GAPDH,
PKM1 and Tubulin 8 are A B —interacting proteins.
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— VU ANFERINT [Yagami et al, Br J
Pharmacol 2001, 134, 673], F7-. T/ A
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Neuroinflammation 2006 3, 28)0 sPLA, % %
HIBC/ER S# 5 &, PGD, A —iltEIcpEE &
. TR =V ANFER SN [Yagami et al.,
Mol Pharmcol 2002, 61,114], Conventional
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BEALITRH S le o T, Bz 1, PGD, 3%
DIFFEZHHPED 16 T F-T L H 1 2,
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STz (Neuroreport 2001, 12, 839), 15dPGJ, &,

¥ N =% & /K  peroxysome—proliferator
activated receptor y (PPARy) %71 L CTHIK
JEVE M7 EOAEBER 23, LaxL., PPARy
activator |ZHFRGHII BT S 3, e L
% PPARy %3 AR MR R EE A A s &
NTW5 (] Neurosci. 2000, 20, 6862),
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DD DP2 & BEHER TV DAY, 15dPGT, A3
DP2 Z 40 L CHIFRHIIESE 2 350 L T 5 Al RE
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TWb EZz 67~ (Yagami et al., 2006,
Neurosci. Res. 55, Sb8), Fex i, B A4 F 12
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4. MR
FIESNIZ1 1O X 8%, fifkER
fi%3% (PKM1: Pyruvate kinase M1, Enolasel:
non—neuronal  enolase o, Enolase2:
neuronal enolase v,
GAPDH:Glyceraldehyde—3—phosphate
dehydrogenase) , 4>+ ¥ X1 ' (Hspa8:
Heat shock cognate 71 kDa protein,
TCP-1« : T-complex protein 1 subunit «)
¥ X OVH i B A% (Actin B, CapZa-2:



F-actin—capping protein subunit « -2,
internexin «, Tubulin B 2b, GFAP: Glial
fibrillary acidic protein) T& o 7=,
Actin B 1%, fLOAIL T 15d-PCJ, AERY & /X
sEHE L THBIZHE I T WD
(Biochemistry 2007 46:2707), 15d-PGJ, 4%
% o727 & PKM1, Enolase 2, GAPDH X7
v KB &, GAPDH, Hspa8 {7 2 v KHi
BR & 237 B L GAPDH, Tublin 72
oA RBEE. ActinfB, Tublinf 1ZH¥ D&
NIBEMHAEERT D ERHFEESINTE
Y (J Neurochem 2005, 94, 617). Fex O
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