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[Abstract] Atherosclerosis is a chronic inflammatory disease of arteries caused by lipid metabolism disorder. Lyso—

phosphatidylcholine, the one of the main active components in oxidized low density lipoprotein, plays an important role in the

development of atherosclerosis. This article reviews the roles and mechanisms of lysophosphatidylcholine in atherosclerosis

related processes, such as arterial intimal injury, vascular inflammation and foam cell formation, to provide reference for the

prevention and treatment of atherosclerosis.
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1 FLEMRE E RS E B A0 iA mikAE B AR

H A i oA Ry & o N A I % R IR 2R A
(low density lipoprotein, LDL)J& AS & 4= %) 3 EL %
R 13 e 22 49 LDL 2 AR TE SR AL B 23
g% 1 (oxidized low density lipoprotein, ox—LDL) J&
o ML PN 52 40 it (vascular endothelial cells, VECs)
BA—E MG VE T o [a] I I 200 i A I ok 2 4
A B FUBEREAR A4 4 DL, 28 B3 A R i [
PR VLR 2 L, A 1 JE [ P a2 O R R BT BB
W, B IKAEEAE BES BB . VECs P8 T /&
AS KAWL R T LG — R GE B2 AR 4k
TP B A T G | LA BT Sk T REBE AT 5 N KA
IR B2 L PR 1S b R TR B 70 T I Rk R AR
Ak | L /INER R BRI SR B A A0 AR R AR 1 i
AL . N B I3 PR RN N F 20 i A 3 o
MR HE U T BCAAZ AN ML A B 22 1 ox-LDL %
2 L N KT RAE M RE b, e 2B BT HERUIT 5|
EAAE SV o
T L G PR EL B ox— DL ) =5 2 3 4 il 3
Z —, A EOR R 2 W JIE 15 IH 58 (phosphatidylcho—
line, PC) , J& 7% 7 % Jif i A2 (phospholipase A2,
PLA2) . i —IEL [ gt 4% % 18 (lecithin—choles—
terol acyltransferase, LCAT) %5 B A fEfL T IE L LPC,
X SRR 7 A2 B R BRI L A2 HE LPC Y
Ao BRLPCAN, PLA2 55— 26 ¥y & AE 42 Y
MR, & R L i (R4 G -1 TR S5 1) 2
g b)) A i — PR AL TSI R IR E
S5, fEARSEAE AL LDL h LPC H5 1% ~5% , T H AR
R 1 2 H 40%~50% 1) PC 4 % Ak B LPC, J5 5 7
PR 305 LA b AR AS IR R B P iy
I 2% 33 B0, LCAT B3 MEAE #% , LPC Y & s
AR
VE R —A~ HA A FENE P i /N o, LPC R 43
YEME e 2SR Ei 2z ik, BTt R w2
9 LPC Z 484 24, 70512 GPR4 H1 G2A" . "E AT TA!
73824 G E AR Z K OGR1, TDAGS [ J& T
OGR1 Z MG, S — R MI /M1 (H) P i
(R T HZ A . B T LPC LS, 4H iAo 1 Fi 3L
by — 28 Jfig Joit (4 5 2 s A T LAk 55 ) 249 ] 3 Ak
G2A Fl GPR4, (HJ& B AT155 S 10 3 I8 B % 240
HY PR E AR AN ] o 2l 1 B 7, o5~ FIR ot
2 AR XS BT RN A2 AR AT 58 AR O L W )
REZ M HA PR B TX 2424450 LPC I8
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Fig.1  Competitive activation of G2A and GPR4 by
protons and Tipid ligands
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M AT R

P B T B ZEEL & VECs (8 T2 AS 1 & 4 Al
RIEP R N RS I AE R EAR R
RTINS T (eNOS ) 35 14 F— %
A (NO) W AEY RIS, LPC i 5 | 4 Ak b
S5 5 VECs P/ T2, 556 1l 7 RE PN B SE 3 M | B AIG
PA) R MRS 1t A o D RE  [) IS S VECs 18 m 4
M a1 &L B4 =1 (intercellular adhesion molecule—1,
ICAM-1)  IME ML T—1 (vascular cell adhe—
sion molecule—1, VCAM-1) , P& 2 & 25 [ K
A &i& ?EH H@ # 1&% EI -1 (monocyte chemoattrac—
tant protein, MCP-1) 58 #a 1k K 3Rk , 5 HA% 4
i 288 B AR T Ak, I 2 B R 4 A i Ak, S B0 A S
FWL, A=A ox—LDL 55 A B A8 A 1) 3 28 3% M A
300 B AE VECs il i p38, NF-kb 4%, 42 m N —
[ (malonaldehyde, MDA ) i 7K -, B AR AL 9167
Ak Tt ( superoxide dismutase, SOD) F1 A Bt H k3 &
AP i K- 38 3 3800 NADPH A AL A o 4
A6 W) %5 05 PE 4] (reactive oxygen species, ROS) ;=4 ,
I/ NO BRI, 51 kS 4801 I 380 B 1y J 45 5 4 oA
T, fEX i AR NADPH AL 5 (NOXS) % 4%
KEEVE T, NOXS HY e 4541 57 71 siRNA- NOX5
PIaTHn il ROS A=A, LPC 3 AT LA 3 £ 12 41 i
N Ca™ ¥k J& , 16 1k Caspase—3 4%, T 18 41 jfg JH 301 4
1 D1 (Cyclin D1) .4 if1 & 3 25 F1 E (Cyclin E) \Bel-
x L Fl Bel—2 25 240 LA 175 AH G PRl - A 23R 5 B N K2
AL PR T

1E VECs H1 G2A Rk Bk, GPR4 iy R ik ik
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W I TE VECs ] 8 i GPR4 41 2 LPC 19 )
fiE. GPRABLIGLJTRERS 5| VECs PN 5T M i,
TR AR AT B 25 S | PN JB R R 17 i B W AT Cas—
pase—12 /AR T30 #6555 5 %42 . C/EBP [A] A
T (CHOP) /& A5 A 5T 0 7 38505 | JES A A 4T 78 2 1
JZ v (unfolded protein response,, UPR) i) 3= 580 43
o GPRAJER PR S , CHOP [ B gl il
2 L 9 Tt R S
2.2 7 dn AR BRARARAT B e B T VR L0 LAY 2 5
it A Ao K E R ASAL B T R GA

114 S 95 WL AH I (vascular smooth muscle cells,
VSMCs ) 7EZE 47 145 5K 07 AR M 45 B g B 3ok 8 o
FEESAE . VSMCs MR B 55 7228 i AL 2 3l
Jok K5 A RS AL TR B — S AR AR R S AR o W4 B
VSMCs J& — b TR S WRIR S 1 73 AL AU 4 i, 32 %2
VEFR & 45 48 Wi vERE o s N B P )
VSMCs & 5 p Wi 4 B 5% 72 LB 53 WA RE 1 B 1
B A g A B AR 1, R PRSI AT S .
TR B4 47 0 o7 J T S HG 5, L4004 3 o7 76
TR 20 LT D i o , S 5507 RE Y JEE A B 78 R I
EHM,

W98 & B LPC i 1t 5 5 VSMCs (11 58 1T 78
PE S K AE AL A TE B, LPC 3l 1 175 5 B AR 2 20 it
A K =2 (fibroblast growth factor-2, FGF-2) )
IS BE VSMCs 35 58 , 38 7T LA 7= A= TL-6 il
1L-8 SE A MR -, 5| S S RE 2 7 17T o0 328 2l ik ok A+ A
TR . 1L-6 X LA PDGF i1 5 U2 F VSMCs
WEBH", LPC IR 2 42 5 SMCs 14 Ca™ ¥R, 51/ 1M
BRI o G2A B LPCG AL 53 G13 8 s
RhoA EUILSNEE 110 1 £F4ERTE B, b7 1E 40 A 1
b R A R T o 4

3 R IMEEAE B AR 5 A RE R M

LA AS BEBR (IR 7 2 80) J&— Fh 4l ke i S AE
PR A AN BRI Tk 4R 2l il . 78 AS B
He[X VECs Fll VSMCs 5 FL A | A% 4 i 44 280K
21 it S5 i 2 R E A0 It 2 1) ) 28 B SR R . Bk
B 1Y VECs 2R BB 43 T M i B AL IR 7, f i o
AZ% 20 A AR B 200 R 1) 2 RE BB A, A S5 4 L E A Bl Bk N
JIESS AR X, B2 o 5 s 200 % 76 R 4 5 R 230 s ik
SERRRE AL R R A ) S B R 2 —"Y, LPC i $ 43
W MCP-1 7E XA B v B AR VR, ek i i i
SEAEAE ML RE I s sh ko pE i fb )RR . BR T

VECs F1 EL W4 it , VSMCs 42 Ifil 45 BE b MCP-1 (9 55
— A FERIE

A I IR TRE ARARAA T LA 5 VECs T I 40 it
LA ZE -1 (interleukin=1, 11-1) 116 . 1L.-4 .
i IR BE A (tumor necrosis factor—a, TNF-a) 4
TR F S BB o F S A N 5, S EOCR SE AN fh
FRE R R T HLUFE RSBkl e R AL . S A,
LPC il i3 G2A DL K R Ga/11 A1 G12/13 A4 31915
3 I R AT B AN T A R A SR AT R
A B Bl Bk BE G AR AL . AE G2A—/-~LDLR—/—/N il &
Sl A 5 Sz B ALY PN B I 20 it SR A s /L . LPC
AT LA VSMCs 175 5 H 3 W A 2B DU 1R S 1L-6
TL-8 Z5 [K 7 Atk Ho Mok 40 i 45, T 5 | & RAE ST
I o LPC ¥ A] DL 58 NLRP3 48 Pk /NMAR #i P 3 42
151k Caspase—1, fit JF IL—1B BY B BFN 43305 , 15 5 H.
1 20 B AT VECs H g T T2 A%, B e AT o 6 3K 41
I LPC 7™ Az AR AE PR 2 A T JHE DA 241 it B ik
ATP BIHEII™.
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VI BN E N AR T i L AZ (R GPR4 F1 G2A
KAEAEW2EAEF LSR8 AT DU 1 W IR B DAY
A6 Bk K i A Il % B B2 (lysophosphatidic acid,
LPA), JG # it —L = Z R A BE . LPA & —F
HEREFHE ST, 25 2/MAEmEs Ry,
TEO LA & B DA SR DG K A 1 2 2545 538 1%
HORFECHEEVER . HAT N I Z I LPA Z Rk % /b
A6 R X sz A F R BRI S LPA 1Y & Fh
AEBEE BV C, B2 Gag/11.Gilo .Gal2/
13 55 3R IR] G 2 PRI , IS 2 0P {5 5 4% 3l
%, 5 AR 8 240 B S

A 43 Wiz 3 T (autotaxin, ATX) 4& Hf ENPP2
FE R g 0 1 — A B 1 AT S I AR 1 D (1yso-
PLD) &M, B8 LA LPC N JIEYIAL AR B LPA . I3
KAH —F LPA Bk U5 & ATX K LPC 1 7= A o
ATX Z% 4 F /N LI 3 LPA 7K SF- Fb B A #8/N BRLAIG
50% , R ATX F L R 3% P LPA (7= A2 JLF-5¢
SR, T ATX 2o 15 28 25 I i % o LPA 7K
o IR, v AR ILAE £ I 2K R ATX 6 PR T LPA
FIKFEIHE R . ZE ASBEER N, LPA S AW &,
AL Rg S BE e 1 Ho0s DX, BE 8 0 4 - UL A
J& B MR Ja HAS B kT DUE A

FE LS PRSI/l 2R 4 55177 22 0 A Bt



NEFERKRFFM 202346 )] #4545 £33

PP ATX/LPA il & 5 H 2EA/E ™, Karshovska 555
R PR B ENPP2 5 R BRI /b /)N B 3 ik o A il A1 3
Hemi i, AT B 9T 45 SR iR LPC i ATX-LPA
IRARAE HE VECs X B A% 4 i A 55 4 R s 240 e 1) 33
B, A R CXCL B 23k 08 2 I A5 P S 4 i o
LPA & A] Dl 118 LPA1—Rho 4 ifF—NF-kB i& #2155
5 VECs 635 I-CAM1 F1 V-CAM1 £ B4 i o 7 Fi1 &2
Fh A 1, 20 TL- 1B . TL—8 1 BA A% 41 a1k 2 1
%, TEVSMCs H', LPC Wi i ATX-LPA #&4% , fi i
BER: e Iba A

5 R IMEEEE B AR R R HUENBR RERE L AR K AE

R LPC I A2 20 Bkooks R A A i B PR, {2 A
A — BB AN B A B s bkt AR AL /R T
R BUAE LPC AT LA A 1 g 13, 400 o] I ]
Pt 1) 18, B B A AL B A 2R 58, I3 LDL 719 4
b A HEFEIN At LPC 2 1 — 2 G 3 12 7]
DA BT 8l kA Ak 0 7 L 2R8I LPC i 3 K
5N RO TS A DG, UK LPC AT LSS
VECs i 1=, {5 & 34 AT LAGE 3 ATX-LPA 3842 0 41
AR 4 P3G (extracellular regulated protein ki—
nases, ERK) , JZ 5877 LPC S 19 VECs T3
Fio BRI, 78 AS & AEFIUR S ot 72 v (9 52 2 A5
S 4 LPC AR5 TE SR IR H

6 REE

Sl IR RERE AL B B R S — Mg R e, A
A RE RS JUAF Bl 8 A7 5 2 B ], A L]
SR, SMREIERINZA K, B2, LPCAE
N ox—LDL {9 32 8836 Pk 1800, A2 1L N B 405 2 &
A RAE A AR R FEAE T . LPC BYFE TR B HeAZ
A SIME S PR XS 1 AS BB A R 2
5 (R, BELIBT IV T LPC SR IR 45 5T LPC AZ K ]
REM BT AS B BEA RGNt .
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