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11. 2ZUBERWEEIZBIT A
PPAR« activator D IIL{F 4
AT F R T ND B

BAEbE AR (W - g - Ake)
SFIRE -, pITRESR, /NEP AL, SEFMERD,
JEfE=, RERREA, KRRELT, RARET,
REEE, VRS, RRAEGE, KBS

[Hi] + 2748 F VIZHERO B, 4
fa e A L E iS55 % 8 LWE
PKIEWET A b4 v E L THERBENTWS, B
2, FATFARYF U I v 2T MY ATIE
BRBEALOEBESIF S NS Z ML NT
W5, F7-PPARa TELIER 2 BT 5714 7
L—MANIHERERIZBWTNAL Y A7 DL
MEREZAH T % ERIMAEREICEL < Hw
SNTHBY, BIWL 0V TIEBIIREEAL 2 HH 4
HI EDVbhoTWwWh, SREIKA DL T
PPARa V) 4~ R 2% 2 BB IR H I B WL
MARATFFRYF UMERZ ED L) ITRETT 5
WAL 72,

g HEl 4 v 74— Farvey e
Lz 2 BIERBEE (10 %) \CEHM 28 1
) X¥747V—b2ik5 L, Fig ks
AFFARYF LN~ —H — 2 E
L7

(8] X¥7 4 7L — MESHIRCILE TG
DTz, ABICMEF AT Ry F L
NNVOBET 23D 72 (2509+286, 1879+
11.8ng/ml, p<0.05). —7J5, human THP-1 mac-
rophage 2 FIV>7Z in vitro T % PPAR« ligand T
BRYFT 4T L— b, WYL4643 13 A FFE
F > D mRNA REHOEEIEZIIHHI SN
72, LN ATV a vIZBW
T3 PPARa BRIGEHNIC X VA AT FARVYF VT
TOE—¥ —OEEZIHT S I EAHL NI
%572, %72 PPARa ligands 234 A 54 R ¥ F
v DIRE % ¥l 9 % 78 A 12 activator protein-1
(AP-1) FBAECHI AT initiation site 12 BEH# | po 2
FIZLTHEY, 512 c-Fos & phospho—c-Jun &
FORBBRNYFT7 4 7L — b ROTWY14643 12
X o THIHI SN D, c-Fos & c-Jun D over—ex-
pression TIZMICA AT ARy F o710 E—
y—IiGHICBIFAERYET7 4 7L — b OWHIR
BRI LIEHZET.

[Faw] ChosoERI2ED, PPARa BIEH]
BAATFERYF VD AP-1 ITHKELLAED b
I VAEWALE N L, FATERYF ORI
ZEHITADDEEZ SN Db X ) AR
I3 PPAR« BRIEFI ASHE E AR EAEH 721 Tl
%L, RELSRPHRBILICHEL G 250D
LNV EWIT L WA DXL R EI L.

12. SR BMIV NV FE&
small dense LDL 3 & @
BRIZDOWT

L XL EEY Y — - NERE
g 5%, W /), BB, /NEEEE,
ENEAN, AR B

[iZC@ic] S1IEHED BMI rebound A3FA v (3 &
Tk, A R) v 7y Fua—2a (MS)
FIIELRTWVWE ENTWS, NEIEBEE LDL
R (small dense LDL : SDLDL) (&, MS (2
AL VA YIEPIBIREZ TR L LUELS
NALEIRBALERED ) REHTH Y, [
MS OHEALFIRIETD H 5. SHHIELHD
BMI VN2 FOERAT 12 % DR E o SDLDL %
B LDE LRERBORBEL WIIZHERL
TWhhEBE L7

(x4 & 3] MEEmARRNOBA 2R —
T AEBZADPHABLIO LR 12 % F Tl L
TAF 13 EOHIEKHIEDOETEZIT72/NR 215
% (BT 1144, T 101 %4). BMIrebound @
BRdH GEE 13 EEE L 72 BMI E 25 Al & 7
o T24E#E) %, 18 (BMI rebound A% 4 ELARTIZ
T o72), 28 (55%), 3% (63%), 4 B (771%),
58 (8L @ 5 Z IV — T2, 12T
I U Cl s L 7= & A8 B A (TC, LDL~C, HDL-
C, TG, APoAl, ApoB) B X U'LDL K. F#& D
MFRZ AT L7:. LDL K TR B ELNREER
KENETHIE L7z, FT 25.50m UL T % SDLDL
EHEL -

[#62] 1) BMI rebound DB, 1 # 60 £,
QT4 %, 3HE36 %, 4TE20%, SEH19/T
o 72. 2) BMI rebound DEFHIF T & 12
% CO BMI/BEHEDEETH - 72 (p value for
trend < 0.01), 3) BMI rebound Bl 28 F (3 &
12 TP TG (trend p < 0.05), ApoB (trend p <
001) SEfETH o72. 4) SDLDL O HHLIX 215
ZH 144 (69%) TH 7255, BMI rebound 78
—FERIGEZ A 1HTI% (150%), 2#Te6
% (81%), 3T 14 THYH, BMI rebound A%
FEW 345 TOSDLDL OB # RO L0 -
7.

(ER)|
A D 215 ZDOMEFIZ BT, BMI rebound 7%
Bwiz & 12/%To BMI =1, TG =1, ApoB
EE OIS ), SDLDL @ Hi 311 BMI re-
bound 2SR ERIE Z 21T EERICED SNz,
2 BT o BMI @ B BN 327 5 8] T o L i
R MS BB L TWAHZ EAVRENT.



