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Group Number of mice Average
Score (mean+SEM)
0 1 2 3 4
0 %ff (n=10) 8 2 3.2+0.1
0.05%ff (n=9) 1 5 3 2.21+02%*
0.1 %ff (n=10) 2 4 2 2 1.4+0.3%*
0.2 %ff (n=10) 5 5 0.510.2%*

*p<0.005, **p <0.0001vs.ff (0%) mice in the same group.
AEF, amyloid enhancing factor; FCA, Freunds complete adjuvant;

ff, fenofibtate
- Fenofibrate = administration
300+
‘_E' —0— 0% ff
5 2001 |—0—0.05% ff
3 -t 0.1% ff
} 100- 3= 0.2% ff *
cD - k%
0 b o= *%
ft
AEF CFA
1 | 1 1 1
-7 0 2 7 14
Time (Days)
1

7TIiuA FEEROMBET 394 FA (SAA) FHIZ7 =
/7475 MESHETIZIZEBIREMEIZHIH X T =,
*p <005 **p<0.005 and *** p < 0.0005vs. 0 % ff

mice.
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LPS - + + +
FA@uM) O 0 100 250 FA(uM) 0 0 100 250
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(B) IgizwWhe 7 /7170 8 (FA) RN & D P &,
*p<005vs. FAO » M
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FEHO SAAMERIZ 7 /7 1 70 BRIz XM
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*p < 0.001, ** p < 0.0005vs. FAOmM
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1 THNA 72, 24 BefEIEEER O R Lo IL-1 250 1 M OYRIE TIHRMIL 7z, 48 BRI E5IE B IS B
5 UV IL-6 % ELISA S CMlsE L 7=, LPS 3= MBI L, SAA % ELISA th Tl L7z, Z OH#H
XBIL-15, IL-6 DFEAIZ20 M DT = /7 SAAFEAIR 72/ T4 7Y YEBEOFEINZEOA

17 vEETHECHR XN (R2-A, B) . EICER & (R3).
@ HepG2 #ifan & & SAA PEAEICX T B 5
t I hepatoma KD B 7 #ife T » % HepG2 BELFED

ZHLe ryYyavesd v IL-18: 25ng/mL,
IL -6 25ng/mL % % N Z I dH 5 I ERFHZTR FER 1 OER LD, 72/ 74 77— bEvY
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ARIEE TSI T B I SAA OIEIN % k] 3
L&D, Bas7 Ivv FikEETHILEE
ZEAoND. 2O RIBRIREETH - 7.
E5IT, 72/ 7479 MIEACHERENES
7 E ORI ST L & I LTz, SR 2
T, 72/ 747 VEBIEKERRICZ X B HER
SMifE & DOEZEMEY A b H A4 v OELAKRUE
RAIEVES A b A A4 VRl & B e, 5 0
SAA FEA TN A SPIHIL T, ZHIdsEER 1
DREREZRHTEEDTH 72, %72, SAA7ZT
ThL, IL-13RIL-6 KEDHA 4 V&M
WMT2ZE&n673I04 F—=v 2ORTEL, A
RIERIEICBID S WM S b -7z 72/ 7 4
77— IS KT PPAR « (Peroxisome
proliferator - activated receptora ) @ activator &
LTHIGENTED, PPAR « DIEMALEST L THE
EIRH, H2OERREHEICBED S Z & WG X
N3 20, SEOFERIZHT % PPAR « DR
BliZoWTHLZ M R»EEh 5.
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