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Peroxisome proliferator-activated receptor (PPAR)
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MR EREEIT Y, BOILBEZOBO 70 74+ —
LIRMT ATV, #EHLE LT, 14-3-3 protein, TUC-4
protein, Protein Disulfide Isomerase A3 (PDI),
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Z v MiZ Sham B (B FAH), 2VORE (I 4 % 56 B Ik
7k A %), FA®E (10 mg/kg FA¥5.), FADO12
#(10mg/kg FADO12 $5) 4L L72. FA, R O
FADO0121%, 0.5% Carboxymethylcellulose (CMC) T
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\2 X ) PMF (Peptide Mass Fingerprint) %% % 47 -
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Spot.No Identity Mr Pl
1 Heat shock cognate 71 kDa protein 71055 5.37
2 Nurofilament light polypeptide 61355 4.63
3 Alpha-internexin 56253 5.17
4 Actin cytoplasmic 2 420525 5.29
5 Glial fibrillary acidic protein 49970 535
6 Beta-actin 39446 5.24
7 Enolase | 46830 616
8 Gamma-enolase 47510 5.03
9 ATP synthase subunit beta, mitochondrial precursor 56318 492
10 Mbip protein, partial 38524 7.27
11 alpha-enolase isoform X1 47627 7.90
12 Creatine kinase-B, partial 40883 5.32
13 Guanine deaminase, isoform CRA a 42638 5.32
14 Serine/threonine-protein kinase N3 isoform X1 99545 9.08
15 V-type proton ATPase subunit B 56857 5.57

16~19  Highly divergent homebox isoform X1 87424 5.98

20, 21 Highly divergent homebox isoform 1 77669 542
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H DOENT % %47 L, FADO12 %512 X % Jix i & 0 8 Ak
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