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JEQIWCR ZEHET 2 alRetE s o2 H 5, 72 & 21X, n-6 R&MAELANEIECH 5
7 7 % F V[ (arachidonic acid, ARA) 7% CYP 1 X Y BEEEMICE X - imHREY < H
% epoxide eicosatrienoic acids (EETs) (., BE{L R + L &I X ZHlIlEEEEZ G325 & & 23
227 o T 5,

LA, TEHRFLIAL a4 FIFAAEET R F > NIk # 3R (soluble
epoxide hydrolase, sSEH) IZ X - TIEMEEMRICE I T L 5, 2T TI, sEH #[HET
LB HIEL DPRBET V=7 ZCH W THRIERICEH 2 LARINTELD DD,
SR 72 SRR 1 X PARE <13 72\ (Pharmacol Ther. 2017;180:62-76),

Z ZCARWIFE TR, AIEE T R ¥ > Pk (soluble epoxide hydrolase,
sEH)3 =R ¥ x4 a4 FRE - 9ffIc X - Tl i C 3 RIEEBIEHE % BT Y v~
F (Rheumatoid arthritis, RA) ICEBWTHH L ICT A 2 L2 HWE L2, COHBD 2012,
TEC sEH FHESE % BRI KR £ 7 A BIICH S U, e BRI 2 AR 20 . g 7
7a—FI X o THIAT 5,
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vINMa T =5 A BERICHEVRE L CER IS B K (collagen-
induced arthritis; CIA) ZH\\%, ZO~ 7 A X THIKFETH D20, BORE
JRREA R E T H RADET LE LTHMHEN TS, £ 21T sEH OOEDTH D N-
[1- (1-Oxopropyl) —4-piperidinyl]-N —[4- (trifluoromethoxy)phenyl] urea (TPPU) %
B K ~DIRGIZ L o ThH 2, BfIROREZHIE Lz,

CIAICOWTHERSOHTCHEL-ZLZA, avbu—n#E (n=15) &K
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WAE. sEH FHEMEH % Fo 3 A I o W COEIlE R BEFRE % #I0E B & L CRERE
BpitbiC\w»% (Br] Clin Pharmacol, 81:971, 2016), —/7. n-3 % PUFA iD= K ¥
vIA VA FICOWBTONRIIREZ L, BRENZ LI, DHAfR= KR ¥ oA
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(Nat Med, 23:1287, 2017),

H OB ¢ & BRI DV TIE, n-3 & PUFA OBIEIFHE~ v I3
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3 %—7 . DHA/EPA OREEHEGIIFEL L L AW L7 & O#E 235 5 (Inflamm Res,
62:1003,2013), sEH FHEDBIFI RIS T 28R eI I T 223, AhRDM Y F 72—
DRRIIEFO N TE L TR AR L E IR TH 5,
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