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FEE . B Al A EAR L A 008 7 A E M A S B R EF (rtPA ) VAR NG ST . W T 087 BT 18 & a9 PR, 4
HiRtEERETE, KEMBRE. WELATFATIFRIBARRE—F InE, RILIAAEIRILEG LT B S ek
%I AT M (EET) £ AwWHE (AA) 200 & & P450 Brik /2 A R4 . EET 7T 2 7 IR A4 K A
B (sSEH) KA R ERY R, Bdpd sSEH 2424 A EET MR Y, AKX BET 893 4E A . T SO#xT TR R ER 4
Ay K B ) ) (SEH-T) A8 dn bk il 5 P 69 R AP E R 3R 474238, § A2 398 sSEH-T 3 dn b il = B 08 77 P 89 3T 1%
KPR WAL, TIEMIRAAC KRB T IR B A K B ) 7

TEA: PUETR (arachidonic acid, AA ) & AR —FhbT
BEMIRR . AE—SefREseE T, Ay . W & A . i
M SRR, AA A RRBE B b PR R, JFeAs
BAEYREHERET ). AA TEIRIN I B A A
(COX) | JRELREE (LOX) MAIMIEZE P450 FELLRET
(CYP450 ) =4 EGIEYIR. AA £ CYP450 712
A AT, Horh, SRAAUR RN 32 R 14 P R 4
FEAAEHCI A B EET, EET FEARNARRE, K91 sEH
RO E R EmERN - RE BB R
(dihydroxyeicosatrienoic acid, DHET ) . WHFL3I KM+,
sEH B8 FEAE I RANNG . 104 N Rz 4. SFi L
AL RECIRIR . B2 /M SRR e, EET
BABR . HUAT: . DUl REREE | fEik g A KOk
P e E LR ER . sEH-T RTLAIH] sEH, Bk
PIUEPE EET 1R R, T2 ma i 2 s AR R I8 1) EET K-

sEH-T X2 i Ot B () i ZH 2L 8 A PR P E L 42
G e A 9 ik 1 sh A R o g b R b T
1E MCAO/R iRt rh | 24 Epxh-2 FEH R R sEH 157
PR, R I A R, R i G, Sh i 2 TEE
o EE™ s ARSCEENS DTS sEH-T XHAiZe4l
MR LRI VE R, A SR RCh IR BT R
1 sEH-I M HUAT1ER

7E MCAO FIFEREGIAYT 24 /NS, AUDA ik Bl
BRI PR EITI T, B T STy, Wb
T MCAO FIFHEHIAIT 24 /NS RIIRFESE™ ™, sEH-T 78
e 2R DL R P AR I A B DRV E R . A
JRZ5T 14,15-EET 5{ AUDA AT LU 2 S5 40 4 A= Fn
J TR IE B, A1/ N R A M35 A RS E S i [4 . 9]
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sEH-1 75 IR S8 AR XSS T s H 15 350 B 2T i 10
MBS EIGE" . sEH RN AR AUDA 1577 A&
T U (TBL) i/ N R 5, RIWTF
W NERANrd it VISt i R o B v | R I 9
JE AR -9 TR PERIRAEN BTFib b, WAL T #iZeo
JAT MK RAN BBB @B, HdE T/NBUSAL T TBI JS
ik 28 RIGDIREB G RUHIG. AEARSL, AUDA #1i p38
MAPK F1 NF-k B {5 51553 LA/ Hy LPS 5 IFN- v Jllj 5
PP ARARE s — T FF R P i ot i K BRUASS R PRI 5
FW, EFHETE4A T TPPU alilE R 4nMa e+ 11-1B
Ml TNF-a BY3RIE, TEMS G SRYTR TGF-B, W/IMEIE
KNk Iz shRUESE T RE"™. 7 OGD/R H &3, TPPU i
JrBii ik OGD/R 551 B Bt 2 ebt A 4 il Bz il 460
JHT:, EIHEE MRCCIIV ., ATPase FYTH ML AR H
PR LARARIIRE, I INK/p-38 ALk A
TR RIZ R AR A A i T
2 sEH-| Xt/ R 4 B A Ak 9 4 F

PR ER NG sl kP Sl a1 o 4 sh A A8 v 2 3
AUDA JAIF R M1 B AN/ 5 W0 Y 7 43 FLRAIR
HIEAR AR 5 R+ 1L-6 A% Al ik T 8 - 1( MCP-1)
I MMP-9 f) mRNA i N I™ 71V 5 202 A i o o 6
TR GE AR, At /)N T 2 BRI EL AR AR A
M1 F1 M2 Ak, ML /NS ANAR 3= ZRE e 2 7, fi
M2 /INEE LA A 32 BRI 2 B SR R R AR R, R
Bl B PR VR . 7R B IR AL holsk ] sEH #0Hi 5
M1 E WA A pm ™, FEmBm f, AUDA W] LAY
> M1 BRI M2 AL, BEARAE 4 K : IL-6 .iNOS \MMP-9
) mRNA ik, $MPTRFT 1L-10 ) mRNA %Kik, [A]
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iF HO-1., SOD-1 Z¢hi S fLma R Rkt B, bréfb
TP S T e S T PPAR- y Al Nef2 SR E 3hi0",
HFBEREAMZTC, BIR Liv 2 A 14,15-EET FI
AUDA #5n] LA ey kb it 5 /N SR 4n i i 7546, (H
HETIAH sEH-1 APE RN EL 2 . ZEE W4, PPAR-
vy Fl CCAATAER 45 G H-B (C/EBP-B ) SEfE 5%
BERFAILE3h M2 ZEAY /MR R, sEH-T X}
JINISE T A R P ) B G T AR AN ARG R
3 SEH-| (R E FRE FERK
/N sEH BEPAIRRBR T4 MCAO/R S @Rt afy b
BV A A AE T 2, G AR P 225 37 K F-( BDNF )
A B, s D RERER B, I N e A K T
(VEGF) i#@id Akt I ERK {55 By e,
A2 EiE VEGE BRI TEBREAIFMERIZF (OGD) 5
24 /BT, BRI BT AN M P 240 I A i N 57 B VEGE 2R
FIEIN T 16%., A —-AUCB J&, VEGF ¥hnT 2 %, i
JA TPPU J&, VEGF (3 e &4 M 17 3 4%, X e IHAb T
SEARIARY 14,15-EET 25253412 50%11) BDNF £ FI8CR T
BEN, MUY R AR R L B, sEH-T
AL FERTENpfZE e Akt fl VEGFR-2 RBRR L, fieit
PHZETCAETE , IFYERE VEGE IFFERE X35 77 L1 VEGF
SMIBBIREIEESE T 48 /NI S FPHRFLE MR I SEH-T R205
H/& VEGF SIS, MiAE VEGE ks s, X
] B A AR RIS Hh (8 FH A B 70 LA 5 e BR 1)
], AR A Mo ™ s M2, sEH-T H EET Xf
VEGF B RO E IS hF A H 35
4 sEH-1 3 F B4R RI1E R
LB, AUDA 1] LA i AR I A/ i 2 R 4 it
(pinl ) SRAmHI/ M YEA K HF (PDGF) i FHIK
BP0 LA [RI AR LD -1 (HO-1)
Mk, {1 AUDA WIS T M4 V- MAnen s, ol
RESIE T COX=2 B3R FH TXA2 i =A%, 4
JRPE EET AL BUA FRIFEVER™, 53—, TUPS 14
il T PDGF #5319 A\ EZhHiCr- Ml . B A
AP NER R AFRIEREHR T sEH-T (fbiaiit 2
SR SR ML L5 DA B T JUL At i =2 ] ) 2 S
SH.
5 sEH-I| Xt 43 f5 18 AR M0 A9 1E A
X 22 i e L AR A U R VRIS, sEH-T
AT DA 3 /0 BR8P AR 1 I 11 ) S St A
TIREAVRAL . TPPU AR 1 BT Se B M FIRE R A, 15/

G2 o 240 RO AR R A BN , (2 A8 PR i A A2 ) fry 2D
GEIE T AT A ORI A, o, /B A M2
AT A B 26 22 8 1A OB i PR 3 OB, TTRES
it MAPK @ BRI VERT, RS2 DRI
6 sEH-I FEt1EA

AUDA il sEH BE[AI B 14T RE T35 IO AR /) BUIRG
M AVRSEIE SRS, S50k p-TrkB A1 NMDA %4 & iR 57 14
M RERIRAT X AN, p-TekB AYMIZEICIE LA B 52
T A AR AU J] P R I Sl 245 T S T 4 B A=
INEE TR AN . R SEH ANGEI A EET 1)
KA, 1 ELE AT TekB SOE PO ORI, BsmEk i MR 5 A
2T RLAT I (A RS2 AUDA 2] sEH
7K R, sEH (O BERRRESS H 3L O IEIZER XS VEGF
AN NOS (eNOS) T PEBEAT G ™, fEfARsh %t
Akt-AMPK 43 eNOS J&EHE#EfTfEY . HmT
eNOS i P 55 ki 153 475 5 A 226 o458 493 R B i 5 25 £ g B il
AX ™, SEH BERREGEEVE ] A8 A BRIV

SEH-T X I B 5 LA K0 sl ks RERg Ak 2% A= % ™
B R 5, PRI, sEH-T AT LUE o o i i 4 9
3 e 10 PR 3R PRI Rl B R MR ARE SR 1) e 2
7 sEH $BEF—Ephx2

sEH %PESZ EPHX2 KA 4mp M, EPHX 2 HEA
FENIAE 8p21~p12, FEJRrkEPERRHRIMAY SEH FEF milR/ N
PR GESR I N CBF, Mi43% sEH-T RSP AR NRENE A 36
BV E ™, o R RAANE 2 . ATRESE sEH TG AT
FELATRNL, S B2 AR EE RA 265%, B e
FEDRREBRINE TR R sEH ik, i sEH-T JAik] 17—
MG, A TTRER sEH B —FXUHEEE AR, BT C
KRN, A N IRBEREGZSEE . 25 3 BRI K
FERER TR, TS AR AN T P RIEER TR . XN 5
ETOEA N IR 2R, BRI 5
A /N (SHR/A3) A Ephx2 2R3k i I T4+
HREIILHE /N 5 A% (SHR/N ) |, S BIR/INE R &8 CTP2]2
TERTH R FEAIE, CYP2C 11 TEMH th3iA ToW] i 25 5,
I H M M EET AKPARR™, Lk sEH-T BR 7520
HEET KV, BRI EET fOSE T Z e,
XF Ephx2 JEPINFFGE R T HEA 280k, BEE X AR
sEH DIREASCIHE R A T 2408 , VF 20 Tsr i o AR T
XA S AREAEZ R TS TEEC R . EPHX2 15751141 (1)
LA S A mp A XU B S5 bk 2 5 BEBR A 7 A S
e R TP 2 T R B 20-HETE
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Ml DIHETEs /K F-8ETHE, EET /KFBEFMEL, TEH
CYP2C8 1517110453 . EPHX2 1751141 Hl  CYP4All
159333025 2 [] 1 A5 5 5 4 25 Ty R Ak Ak 37 AR 2
MTHFR C677T(rs1801133) Fl EPHX2 G860A (157511413
RIRIBCAVEFI S E T2DM 2 Bl fi AR b ) 22 e S 35 AT
HEER AN SERIFN SEH 0170 AT 5 PR T A B i
A s A ARG I A . e AR R A Y
EPHX2 Arg287GIn Z25PESHri A rhisc A A (H
SETEWA T, EPHX2 AR SRS LRI T S ARG
IR PRI A KU PRI, oSl A i
EPIRINHIT, Ephx2 M REE—MEFERMEIESRLA
8 BRTHZIMITAR

P50 — B AR SE OIS S5, A sl R Ik
BAR ARG T A B R IR AR Ak o I A AU s B
U8 4, AEEE LML . F5EL . DTt iR
BEME . SRR . SE R o EERTIXSEHLHI 4 T AR
LAY, (R B TS S RS R R A 2 DR
F T IR AE S B ) A2 2k, B R e R T 2 IR YT I 25
sEH-1 3@ R IR ME R N F EET PR, G3EHR
BUOAT . AR LRI . BRI | i A0 P ot 55 A=
FE SR A8, A, sEH=T X8k ik i i 2A {4 e
FH, AU 2R SE AT B OR3PV, 3 0T A E P 1
SRR I BT PR o AR T AR 2R, A £
S Z BT ER . BRTE A IR, @
il sEH SRIAYT R MG S & 1T, i, F+=
MR A W] LUE ] sEH B0 EET 7K AT SR Mk e
SZEMMARG, ARSRINH sEH #2855 EET K, TR
PR B it i 1 , 38 T AR MCAO K RUAE S CAl
X sEH 2 R FA KO, BEEHEAR 2T i 25 H R ™,
ik, HEE DM sEH JHF, FEE0RAEY
FIFEE R RS SRR R, fEM R sEH-T MFEI, B4
BT AR AP R ) D IR EET 25, HAT,
TPPU J& 2012 4F fy A4 e R 245 B 24 e o T E Pt
AU Bruce H0 5A L) —Fh i BE e M SEH-T,
W TK, GG MK A JF H 5 288 584 1) BBB,
TEZ RS YBARIh oR, S51£58 sEH MfIFIAALL, TPPU
FEBL AR VAT B A Dy T A ™ TPPU R e
AR RS R R B H L R ED R S 25k
AL AESE IS SEH, ffEHEEET, AR ERE
W IE M 26 28 i 5, S 32 PR Sciik e oK I
TPPU Rtk h, UEHIILAEARU B T 24, AR SR
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THE(siRNA) K shRNA FEAR , i A FR AR S 35 PR et ok v
REXTRIAE EETs {5 5 RS AN M . sEH-T BN iR
PN TG

25 BRTIR, MAESERE AR E AR, WMLt B
TR TTAAL . AAELHAL . 15555 22 Fh 240 i S AR BLAE A
FEXTIXFI A A B , B — 2530 1) ZFPLI VR Y TR
JURE . MRS ORI EET, sEH-T AMUBERCK EET
FESR IR R4 A R VR T, 34 PT REEAT ORI A (0
AP IE . ASCHER sEH-1 B R4 0 H C 3K ik
P, 1T sEH ) N S R 1 FH 3 T 2F— 20 9% o sEH -1
AR O IRAEFETA YT B L R 25
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