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V45 I % A 195 BEB8( lysophosphatidylcholine, LPC) A& 5 44 74
1% % % 1B 55 F1 (oxidized low density lipoprotein, ox-LDL) f 32 2
YRR, BRI B A S RN 150 R AR A ) T TR
TIrfe, M vy Rz 20 PG 3 e, TSR P R A I T RS B ) T
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R MRS . oy WAL B HEEE A2 (secretory phospholipidase A2,
sPLA2) /K f# ox LDL 7= 4E LPC W<, 24 H K2R
TRAT R 5 TR 25 32 5 sPLA2 2.0 ML B I ST fa I IR 3R, 3
Ko E Y2 iE A 2 KB DN T 0. 1EHN sPLA2
¥ JEE W0 ) ox- DL % Co ML 55995 ) 5 1)t LA 22 A 4k, 7] LPC
B BNAR—5. BB, LPC AT &8 o LDL B30 ik k¢
T4k atherosclerosis, As) S HZ MK & . LPC 1] LLE T %
RAAERZ G2 KB Y S M. LPC Z 55 kA ik
PEBOIR R AE FUR J  A5 — AN FRTY, B AR AL BB AR, BE R
M kR S IERI R A, & R IRBI KA N ( per cutaneous
coronary intervention, PTCA) A J& IfiL & 1) F 8% 4= 55, AR Tk
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AR SR T — 47k .
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VIR A 4 B G- A 32 4K G- protein receptor 4, GPR4) F Bt /4
FRIE S T RIEXN; LPC & 0] LLFE U937 40 i 238 i
4E G2AGPR4 21215 S B T #19. FHF 5t £ B LPC
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ing factor, PAF) ZAR#:7% Ca® , B Ca™ 7 L3 AU KPS
@pC T LlEN EZ RS EE S MBS & R EER.
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3@ P B2 e B EL AL, R B LPC W] LA LSRR AR 16 7
I TR Bh Bk 9 B 4 L R B E . A ATTE i RT-PCR
F1 Western Blotting IEF T LPC &b ¥ 1 /9 57 41 i b 1 JL A &
PRI TAE mRNA FIER FUKFERL 2 R, [F I 240 50
TR I A B T AR T T . LPC B4
TE MG ML S T REE T BOE T o jun 2255 8 (¢ jun
N-terminal kinase, JNK) 1 P38 /5 W15 5 8 2%, K H ¢ 7 1%
B8 B 77 AT LR 35 1 BEL BT LPC 5% P R 40 B i o s 71
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SR 2R LPC AE LS R E I ES AN L)
ek A 0F TR IS K EE LPC (¥ LDL FUAR IR BE % A B
Thae B A E R 1. A LK B LPC W] LLE I FE R NO
4B ( nitric oxide synthase, NOS) 7E mRNA 7K ~F [ Fa e IR K
T-HL NO HURERRL, AT 521 3 K2 Dhfig . LPC 38 /] L5 3 it
7N BE A F~-a( tumer necrosis factor a, TNF-a) £l H 1 & 113( inter-
leukirr 18, 10~ 1B) 4 {F %5 5 P 43 -7 B9 7 25 T 4400 1) 9 Bz 40 i
NOS [ B H % LR 3¢ J5 mRNA (AR A, M8/ I 47 7%
KT NO B9 BATRE L. B4k, LPC AT A NO S B B2
T4 B A 4L Bl 7 ( endotheliunr dependent hyperpolarizing fac-
tor, EDHF) #1105 e AR 3 bk (1 &7 Tk Th ik . R IE 51510 R
THIESE T 2 S, JE 7 DURF AT e LPC X B &5 K A B 4
Jf2 eNOSmRNA A (il {E i, 4 NO & Bt i, &F 5K i .
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AR IR £ 2 LPC ] N B MO 1K) £F TR Th BRI ML 2 —
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DA E P 5 41 B T80 RS B 4> 7~ 1 (intracellular adhesion molecu-
lar 1, ICAM-1) B3Rk, 38N 2 ¥ 4% B 4 2 ( polymorphonuclear
leukocytes, PMNs) 5 A B FRURK B 4, 0 =2 PMINs o A B2 4968 4
M FFHKINREMHIE . BeIk, LPC IR 7] LA I 35 7% i A R0 G
BNk N R 40 B S Il AN BORS B 2 -1 (vascular cell adhesion
molecular 1, VCAM) F1 ICAM-1 (¥ 2235, {3t B0 4% i B0 4% A 40
JREE AR FT, 25 RPN R4 R) T B LPC & 7T LA B
FE AT AR BE N JFE %5 K P 5 40 WL R T8 10- 8 R B A% 40 D
#1hEE -1 (monocyte chemoattractant proteirr 1, MCP-1) ., /&
BEHR P 1) S R L, 545 Stk e ik 2 A g R AL
3.4 ARARHBY

PN B 40 B ) TE B I A O 1 B P B 400 18 A B EE R

B ZMAY SN TR A RS 5 N R0 38 5 A
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JEFR ARGy B8 KB LPC 8 1L A H H % 2% 2 L i AL,
TH G HAMBBIE 55 SR A2 R0 6 8 85 7 R0 1Y
LR . LPC B BN 40 I P Ca® 1RO I 23 45 53 1tk 5 T 1 32 2
MR IEH TS, AT BE RO ML Ca™ P VR IGE 40 I Y 2 B 2%
FEERE S5 S ke, SR RS 30 E A S MR 4L
T B0 P 2 4B B R B 1Y . Chaudhurl % B LPC 7] LAfS
& H I CS( protein kinase C, PKCS) BEEAL, 4114 15 I b5 25 B
- Z FL K B A B - 4( syndecar 4) 5 PKCa (45 &, o 4 L5
A5 syndecarr4 455080, TR FBRGME 0 7 2 AR 10 &
ERAARTR AN LB P . B2, 2460 N
B A A% 3 PR SS 5  RE 5 B Th R A IR, AT DR IR ot 72
PSR IR DL B A (R 7% e, AT R HE As FR)33E R

4 A IMERAS B ABRE RS & P78 AL 4 A B9 4 A

LA P JULEA 34 5 A 0 Tk 30 B8 4 T A R R R ) o
BT Z —, W2 PTCA AR J5 4 78 1) 56 40 55 20 o 4%, 1
VSMC 8 T2 JU) 2 3 % B B £ 25 8 A8 3, 2k el Wk 27 6 i R AR
P P25 . VSMC 138 8 R T 78 3 Bk oA B Ak 0 A8 1R AR
A 5 3R R B AT . LPC B AT XUE A48, B BE B {2 i3t
VSMC fr3858, SRE(E i FRE T, AN A R A R 3E B AR TH)
HIEF
4.1 {RIEEWN

V¥ AL B3 T FEL B 5 L M A R A R 1 VMG B TR
5B P E AR . 2002 4 Watanabe 251 73 i H3 b5 3
) i s g A% T BR 45 NVEWF AL T LPC R oA M 80 M 4 i
4t & (hydrogen peroxide, H,0,), Il 22 A2 ( thromboxane,
TX-A2), I % % 5K F-11( angiotensiorr I, Ang 1Ty, P & -1
(endothelirr 1, EI-1), N &2 1( Urotensirr II, U-1I) 7£ i &
R IR G VSMC HE M8 B T AR T4 P, B 15 B mol/ L
LPC AT DA 25 36 Jir 3K 28 1 A7 355 1 ) B0 VSMC B4 20 2%
Rio Yamakawa U 4R I8 T LPC 238 i % o 5 72 W ( reactive
oxygen species, ROS) W& 4l Ml 4M5 5 01538 1/2 (extracel
lular signakregulated kinasel/2, ERK1/2) & 42/~ 5 L& VSMC
GrEd. Vi IR TS T AR A2 K R T R B 2 B0 VSMC 1Y
FEW R 2 — o WFF R I LPC AT LAE I 4 Ak 351 495 19 n 4 i
FEE 1) 368 35 P {5 0 1 3 4 4 41 BX] 7 basic fibroblast growth fac-
tor, bFGF) M4HAE P B RUEE VEMC H#EN 432430, LPC 3E 1]
DA = 3 I #2558 VSMC 7 REGFF IF R 4 A R A KR T
(‘heparirr binding epidermal growth factor-like growth factor, HB-
EGF) F)2RIE, %5 VSMC w9 I % 1 J7 28 & [H T (vascular e
dothelial growth factor, VEGF) LA S I /MR AT A AKX+ B [/ —
AR (platelet derived growth factor - BB, PDGF-BB) ] & il ok S&
PRSBSOS o g4 LPC T BABH B iNOS ) mRNA 87
T T 1L- 18 5 3 B HUH JE 208 Y NO & e
4.2 ERSHIIRETYE

VA5 LB U TS IEL B 1 IR T RN A, B IR L BE VAMC
FT LA RAEEEEER . BAN FHMEE LN E TE
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EE, HET 100 mol/L 9 LPC B A B A . K
WEE(107 7~ 107 S mol/ L) B LPC i i 25 5 71 /E F A5 41 o fi 3
BN, Ca™ 1A AR AT 3 AR VSMC A= K B0 40 61 R0 40 i
i 107 S mol/ L ) LPC AT LA Ji 4 For A K SRR (1 3K —
4 (eyclic guanosine monophosphate, ¢GMP) ¥ i 11 4t 7 18 1&
ff Ca® PIURINH] VSMC FIIEFE . Chien 221 2347 T A R K
FER) LPC XK 5 VSMC (R, 45 H T LPC 2 771 & AR i 1% 1)
YA ) BE, 25 Bmol/ L 2 LA 9K 1) LPC W] DA 3% 5] &2
21 Bl 2 M R

A BRI i B (o] UG HE VSMC 119 8 T 175 3 n 5k
PEBEBR A FaE M o« Hiroharu %% % L ox LDL i 13 ERK [f)
R4 F IR EEEE F A ox LDL 5244 ( lectirr like ox- LDL receptor,
LOX-1) By2&3i%, Mt £ BAX/ BCI-2 H# EL 1T & VSMC )
M. AN o LDL 3G HEF= (1) LPC 5 7] LLE 3 VSMC 1
T:. Hsieh 252 IR A ) & LPC [7 K B VSMC L0 & 24 h
J&, KIL 25 Rmol/ L & LA ik JE LPC 7T LA 5| 2 & 3 ) VSMC
TS o Kogure 512 W82 3] 7 A K (19 30 R HIIE S LPC 2
T A AR S S VSMC P T, 5K LPC ] LA
P53 VSMC 1A T B SCE AR >, HAE A AL 5 02 Jn
B e A YN 1

5 TRMEBASE AT B AL AE, B REERA{E R

YA L T8 1 T AR B0 R 475 548 BRE B v 28 oAt 4 i 1) 3 i o
M E B A3 B K I AT, LPC nf LR HE B0 40 i 1)
EGE, R B A R B ORI e B R B R Th e, LA
BRZANAAN T kAT, LPC AT DR 3 A 5T % bk P9 5z 4T g
REB 4 T ICAM 1. VCAM- 1 1) 33 {12 33F 5 4% 40 i 1) 286 Bt
ZH B AE P9 R b ) BR R AN B T DA Bl O B e B 98 RE IR
REFER ROS, 0 g £ (1 Ak, T Ak 1 B A B T DAk —
AR A, 5 B0 RE 4 K IR R S PR 3R . LPC 2R AT B
Jid ERK1/ 2 F1 PKC 15 5 % 5 i 42 DA () 0 71 & 4 88t 00 7
T 0 1007 P9 R 4 SR B80T £ TR 7 MCP- 1 ) 228 R 7 3 KT,
i LR 5K L It B A A B ) R A 5 R T

FT 6 B e (1 I 4 i 7= A 1) AT B TR T T %O0E VR
WEHERPEEHEEEENER. LPC fe e 3 B 14 i =
A 18 2 5BEH A JO0E [ o T~ 18 0] DUR IR Y 1 3 #E,
I VIMC A 250 2L, kBB EI N R T 118 3BT
CLid it B 4 b i) 0AF T B 40 fu, 386 00 PLA2 S &R B
A5 BRS PLA2 Tk — B2k LPC A ple XFRFLIE AR T
LPC 5 - 1B 1) 1F J5 152 R0 T A ¢ oA 1o FR 7k B 4K, o

5 I 5 T P NEL Ao T L@ 3 82 e 2 5 g o AR 18 11 i
Pt Bk 20 e A B A AR P . I B I R 1 1S T ( lipopro-
tein lipase, LPL) W] DL i3k 5 05 200 A o i 25 1 1) S5 500N I I 11
VORI H (e f@ . LPC W] LL R U8 LPL (X35 1 B Be 1 4 Jifg
P LPL mRNA F) 2 55 £ 0 AR T 1 I 248 i P %) I 0 % A UK
A A BB AR AR AR NGk 4R . LPC 3 T DA i R AE e
B4 PLD FORG 1, A il fi R, 74 LB AR R, — k25 1
TH S5 B AT O R O R T A s R ) 5 o AT B R

6 % M0 #% B Bk AB R T B Rk 20 A BB [ B S i B Rl

5 4 9 P (1 9 K 4 L ) T B 0 As (bR & 3
R TR T 5 T A I I T 0 N ) 388 i B3 SN R 9, B
TAEAFARILFEIE SR B LA R A0 I Py E [ B A Y
B R T BE S E KB . LPC B A XUE MEAE A, B BE ]
AR T3 ) ik A5 R TR AL 1 T2 BRI R, SCRT AR a3 Y63 40 g o I
V] T2 ) A0, AR 0 R e ) i 3 T A 4 0 S0 IR e AR AL B 4
JH o A7 4 0 5% F) 7E 10~ 80 Mmol/ L 75 ¥ 14, LPC
AT LAF R A0 R P 2 2E = R VO K 40 B BB [ B AM . Hou
ST E AT N AR R B RE_BRFFE T LPC {2 30 76 ok 40 Py IR [
B H) MR AL A o At AT S B 2 790 2 0 468 o R {7 P I T8] £
SE, S FREE A T 1) JIEL I I G i 4 A R R [ R T
R o (R It A A B A 354 A D30 SZ A4 ¥( peroxisome prolifer
ators activated receptory, PPARY), Hf E X % 4K o ( liver X
receptord, LXRa), ATP %5 & %4312 F A1( ATP binding cassette
transporter A1, ABCA1) /£ mRNA A1 [ /K- P B LPC 11
R PR a0 R AN A B R 8] PR S T 1 v, 7 G AR e A 44 o) 5
AT LA 5E4 B LPC 5 = 4 JIE [ B A1 97T ) RORE . A, Hou
261270 4 301 22 31 77 4 5 25 (3 E( apolipoprotein E, apoE) 5 [ )
NFRARTY R, 40 Pmol/ L LPC Il 3 5 Wik 41 A R 4 1) 960 K 40
B, FEREEERAMARE R T IER R XSHIERE T LPC
AL PPARY-LXRar ABCAT 4K #i F) i 42 {2 2 5 1k 240 i It
0 3 400 0 OB T BE F A 9T o A, apol B2 5 b #EL

7 A IMEREEE AR X BN LTI R GRS MR

HEYUR F (tissue factor, TF) A &¢I I 88 #3242 45 [A]
T, TEBIIK IS R B Al 0 SOE S B R B B 2 TR AT R B R
Englemman 1 5% T LPC 18 i F # #% ¥ 3 Bl F ( nuclearfactor
kappaB, NFKB) 5 TF % 5[] KB 437 5 [0 45 & fig 1 5200 TF (%
g P, BLR b VR B AR A0 M BE B IR ( cyclic adenosine
monophosphate, cAMP ) /KPR i4% TF fIR 1L, &5 As T1E
R I AR B TR 8

15 1 5 3 3% 30 161 4 1( plasminogen activator inhibitor -1,
PAF 1) 7T LA 5] 2 2 TR M1 R 85l TR 0 3 g DR POV 1, R 210
ERBEE 1. LPC R A VSMC JL 0% 5 7T LUR 35 37 in
PAF 1 mRNA [3IE R & 5 50 . AT fE K HLE 72 T LPC ¥
T AT B 2K - 1( activator proteir 1, AP-1) 5 PAF1 %
KB 37 455 AT JS 3l PARL SRR IR 3L . B4, LPC 3E
AT DAL 3 0 A0 D B e i N ) R e B 2T 0 Bl R S
(urokinase-type plasminogen activator, uPA) & F 41 g f& 52 44
(uPA receptor, uPAR) 7E mRNA 7KV ({1 3% A 1 iR 4F v AR ALY o

8 AN AEPEEE AE R 5 h Bk O A A& 1k % D BREFR BN 5K
RARHAT=

o5 U0 15 A TR AEL B0 2 ox- LDL 114 3 B B 4. DRI 3L B (e 10F 4
R K89, R 3 AR ECL T B R B AR RS AL, T Bh B 4T AR
AL FE A, #2ma VSMC R 4a IR RIS 5, A 3R A B 40 Hy
AR, BOAS I /INBR P B 4 R I 34k 420 25 52 o 26 40 2 82 T
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BRI REREAL R . LPC S5 T As TR K BRI £
ANRFT, S —AMEG D RERIE AR R . BARTE LPC Xt
107 400 B P A A AR T T LA BRI AT, 1B LPC {R
HEVSMC 38 5 A 1 0 U RN AE As I AN R B P
EAREH, B BB U, TR R AENLH B 17 1R K
Gri%; LPC 7T LA 33t W 4 Bl A VSMC 4 i J5R 1) o s % Akl
TR AN, {8 LPC th AT LA S k4T o BR [ B A0 419, BP LPC B
HECAs 55t As 190U R0, {8 B AR I LIS 7 LPC 1 45
524 DA L 24 ) 00 k) 0 55 % R NI LPC X P R 4T g,
VSMC, Bi%/ E Mg IR, 25K K7, K Bt 4 7 B I 280 R T g
AN ORI, % b0 RO B A BT X Bl ik R
A AT BT, BT I8 0 B K B RV AN R AN HD, LPC A
AR ZFh, T 7= 25 S [R] 0 26 9 5 3% 1, 35 B3R 21 — b ik 46 31
FRh 2 5 0k AT Lot AR ) S T R OB 7T S B AL, e
ARG IR B 0 R8RS 5« 708 87 1M o1 ik I R (12
Wi 59897 IeAh, Y2 0 I8 R0 /G 6 TR 7 55 LPC 22 [A) ) 5K
RMHZ D Vr % DURRZE, Ml T 2 B8 Mg 25 24 v] LS 31 LPC
o P VSMC (45 354 ), 8 AR PR AL o A 75 4 P it
PTG F AR B E AR R DR T DL S #5 AR BEHL o LDL 45
& B HENZ D R BB R e, IR EJC e
12 AR B 2 ek Bk 5 60 1 R A=, 1B A ox LDL (1) 32 2 i
4309 LPC 2 A AT Lk BL &% 5 ox- LDL AR L FC AT 47 1 1 K
NS XA T — P R R A
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