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ET7 A b= AN, WFEEERIE &Y B O
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) IKIELTHE Y, 30~180 /0 REE &\ ) 4R 0
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REEIZIET R b= ZHMIIETH O, IFPER TR =
NT\w/z ETosis &L HEAMIZH—DbDOTHLZ L%
WoPIZ LY. $bb, IFEEIERE 2 S by
7V EZF B &, NADPH + ¥ 3 & — BARIEIC
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AR TH S,
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WL FUaTaEET L. Z Lo, IS S
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KD, WICHBEREE BT 24 0770 Y2 fr

LTI N B2 ML D 355 47 ICAM-1 & VCAM-1 |2
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D75 57 F & shedding 34 2 &L S5 NT W5 A,
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I O eotaxin JEJE & BEEGEEIIILAIL, S 5I12F
O#FEIFCCRIDT v ¥ T=A FTHHI SN L Z LS
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L. MEIREILEH 2635 FadAsh T U BOTF
T TIE, EERHERE L Vo 72 EREAHIH X 237,
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H LM 2254k (GPCR) ©—>Td 5 GPR120 I,
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NTW5D, EEMICALERBIBIZE L, BALR D E
[ LR Edg v, F7z, iR Lo mEm)s
o b, TAE) UEEEIL 15 BRI EEATE .
MEZ <Y ATHELZEZA, Mt~ 23~
7 ALY b EOEHLICEFS T B ET) v 7
L THY, IgE OREE S FEITHR L T/,

COLX) nMEEHBETLIRTOOE DI LRV
EUOWETHY, TA MO OFERIZE”ER -
FNT—2%FH L TWD L) THD. IFHEERIT estra-
diol 12 £ - C PPARy ® 53 % in vitro THINE 5 b
DD, in vivo THFI & OBEIZEED SN o 7210,
BITIZ% > T, TA a7 Y 3BNZERISIAZT
Ml sk cdh b GEALKEMI A ha v
& (GPER) %4/ L CHIIBIZEIK 2 &S 2% o
TW5h, [FERERIIHEENZ: GERIEM I Z oy
%%k (GPER) %#%H L TwaY, KEETIVIZ
#LTGPER 7 T=A M55 5 &, IL-10 K719
LW EIRAE LIRS <P M V| vk R
DrAA =712V TIEE S IZEBEN 2 Mat o H R
WLETH 5.
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FLO L ew7zo, B - BRI DN, F < —
H—=DEIENTWE, MFOFEBERET L €= 5 —
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A—=F =2 X BMEE~ —h — OWME & 4T o 78
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LA EICH G LT b, IHEBEA b L ADKZE
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ML AZBRIT L ENTEBIRFONA T E) »
1, WEBETEEEICLTCERTAZ Ens,
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