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[ Abstract ] Lysophosphatidic acid ( LPA ) is a naturally occurring phospholipid with diverse effects on various cells,
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ranging from cellular morphology alterations to cellular function changes such as induction of cell proliferation, survival,
drug resistance and motility. Like many other biomediators, LPA interacts with cells through specific cell surface receptors
( G protein-coupled receptors ). Edg-2/LPAl, Edg4/LPA2 and Edg-7/LPA3, named as endothelial differentiation gene
or lysophospholipidic receptor subfamily ( Edg/LPA subfamily ), are three most common LPA receptors. LPA plays a criti-
cal role as a general growth, survival and pro-angiogenic factor in the regulation of pathophysiological processes in vivo and
in vitro. Recent reports in the literature suggest that abnormalities in LPA metabolism and Edg/LPA receptors function in
cancer patients may contribute to the development and progression of the disease. Thus, LPA and its receptors might be
potential targets for clinical cancer diagnosis and therapy. Herein we review the function and mechanism of LPA and its re-

ceptors in the development and progression of tumors with focus on human pancreatic cancer, and also clinical diagnosis

and treatment has been evaluated.
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¥ i %% Hg B ( lysophosphatidic acid, LPA )& — f#
WEZAE Y R R R R E R
FEALRF ] ZHEAE. LPA YHOA N & £ W E e R
IR TR AR W — R IR A, IR AT AL
WE|LPA A —MEEWNES T, 8IF S L &
WiE R — AL AR EAREN CEAEE XK
( G protein-coupled receptor, GPCR ) 5 41 jig, # & 1E
R, R m s sh R, v TR R R CH R
RUBRBHEFRE " XBZEPRE LA
Edg2/LPA1( LPAl % {& ), Edg4/LPA2( LPA2 %
£ )Fn Edg-7/LPA3( LPA3 %k )%, 3% % % (Kt &
& A A A EE ] BV it % HE % 4K T 7% ( endothelial
differentiation gene or lysophospholipid receptor sub-
family , Edg/LPAR subfamily ).

fie R AR R — R AR, R R A KRS B
Baf i ER A AT ks E AT M
KR B S G TE o kAR, FE B 48
R R R A A S LPA EHIE K5
57 bakeymaEa g,

LPA i 3f Edg/LPA X K% 16 5, % W i H 4
MBI B AT MR RES FLE, XL
EHZTMERBARERIR PN AT REZ
—U4 R A 2 B e BT R ¥ K ik Y Edg/LPA
ZHRER LR, G B LPA &£ R Bb 8 48 o & F 4T
A EH . GPCR B 7 B & N R % 2 4 9 & 1 32 18
B AR, X A 78 & Edg/LPA % (K AR 7 8 & & & 370 A
CEEEE AR A

i T8 2 0 20 D By LPA 2 S B A P A S
PN LR EEEM ., LPA B # sk B ok iy
By (R M E A AR % LPA 77 B & NK %
B BL 20 Je , 0 ) iR 2 e e R T, R R A g i B
K. ZEMmiEH, F,LPA RIEZ KT HE R

lysophosphatidic acid; endothelial differentiation gene receptor; cancer; targeting therapy
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LPA #£ %] b3 B 8 41 A VEGF 9 &% 3k, & 3t
i i 7 2 gk, TB] B R MR B R LR . LPA 2
’R#tE R4 B E A B ( matrix metalloproteinase ,
MMP )70 fi 6 o 48 4 ok B T 8 9 08, & BB B9 12 22
BHAXC, BAESE, fLNRE LPA #y P A A X,
LPA [ {% 3 48 ff B F #n MMP 9 7= 2171 & %38 21
18 g BT AR, MMP, oo N AR AT A K BT
( platelet derived growth factor, PDGF )% 5 A J I &
WERE EBIR WENRKE RRE-NES
R EEZSSMERITR, L d LPA R HE ZHAr
T AR R AL B R 3 — B R AT AR

1 LPA REZEMELERE GBI EASE

1.1 LPA

LPA J2 JE R IR 8 Jig JU/D 2, 72 46 A 5 18] S 9
Homshk BB, HH A2 EC3 ABBEAR C2 4
B I AT LPA BLA 3 K M, LPA & 8t 8
HE| 40 SR B E 5 9 F W AE AL LPA 4 F B Sn
FRANFRESIRKENKERRE S, FH
HA M,

LPA i /NR R4 2 2 L O 40 e 6 R R
AWE MM, S hE R AEEFAETIER A,
/N B B FiE B B R E( autotaxin, ATX )/ 7 i 8
AeEeE D( phospholipase D, PLD VA AR Ky vE dn Bk g,
#—F BB LY R LPA, B LPA X AR dn MR AT 4
H ¥, % LPA & th £ E#E. PLD BT &8 R
B M BE X — FR B R AL H R MY K U, & LPA & R B
KEFE, LPA % 5k B 8 JI7 K ## B ( lipid phosphate
phosphohydrolase , LPP ) [& ## % # Bt + j#( monoacylg-
lycerol lipase, MAG ) 71 8 fg B ( phosphatidic acid,
PA )1, LPA MR AP th ATX fn LPP 3 45 4
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RAS Rho GTPases
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E1 Edg/LPA Z&ENSH LPA SR EREE

1.2 Edg/LPA %1k

Edg/LPA % K% W6y F 3 A Edg/LPA Z 1K, 4o
LPA1 LPA2 fr LPA3 Z{k, 5 I jk 2 i & 7 40 Edg-
1 .Edg-3 .Edg-5,Edg-6 1 Edg-8, & 5 LPA K% 14
AHBLHY 1-%% B % 8% F5 ( phospholipidsphingosine 1-
phosphate ,S1P )8y & (& 27

W7 HA Edg/LPA Zth4h, Fritar 4 0y Eeh X
% % K. GPR23/LPA4 . GPR92/LPAS #1 GPR87/
LPA6' ®', % — Z 7| dE A Bdg/LPA 1K, © 114 %
#E 5 Edg/LPA % K48 & # &, B JE M & 1K
(E2),

™ BEdgl/SIP1
Edg3/SIP2
Edg5/SIP3 [~ SIPZfk
Edg6/SIP4

N B EIER 24k — | Edg8/sIP5 —

Edg2/LPA1 —

Edg4/LPA2

L Edg7/LPA3

GPR23/LPA4 [~ LPAZfE
TSNS R A — |j GPR92/LPA5

GPR87/LPA6J

£
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El2 Edg/LPA Z{k453R;

1.2.1 A Edg/LPA %4k

(1)LPAL %1k

Edg/LPA X A& LA F R AR HEEZNZ
RIEAZ LPAl 1K, % 5 @iz sh, LPAl %KAM
BRFHMER G Edg/LPA 1K, H&H E) 2 th 4 4

SAT. BEEA B AIER AL HA LPAL Z ki 4
A, A S R AR P LPAL kg 5k 3K % A A
HREE A

(2 )LPA2 %1k

LPA2 %K 1 B T LPA1 % {K,LPA2 % Kl F
FRARERIG RN EFERE. AT, HIEHEX
WA, e B R P LPA2 A Rk kB R TR MY,
LR RN LPA2 2R 27 Rk, LR H
HEMBENAEREERNRX R, LPA2 2R FH %
AT R AN ER, ML THMERY
Edg/LPA 1K, LPA2 % K o 18 il 4% & & T 12 8t 4F
XX 26 LPA #23H By LPA #5k ., LPA2 Z k& 1 B
H R kg % L 95, K # A /) € L I%-1( postsynaptic
density 95, discs large, and zonula occludens-1, PDZ)
WX, EHERNS LPA 44,3 PDZ X
BAEF. W, Na'/H" x4 F BHF 2( Na*/H"
exchanger regulatory factor 2, NHERF-2 ) 4 ¥ {& #t
LPA2 % R 2L B b ik

(3 )LPA3 %1k

LPA3 %A [E T LPA1 #1 LPA2 % K th 4 & =
HMOEEFHA P RK, EMFAL TN R L
KA AR — B, LPA3 %R 7E 90 £ 8 41 4 Fn 48 i
Wk, R, KA T e P E L E
LPA3 Z (i % &3k, kIUCAE B A MG 4 1 oy
LRV B S T E R AT UE LPA3 1K
b 40 B R K UL BR s 4 LPA3 AR B Bk k T
AR B LPAl XN S0 E a it 5. Eddls
Yrdm A, B AN IR MR LPA3 %K R # E kA B, 4
fib & 40 o 3¢ LPA 9 % B0 RS2 5 B ik 5 40 i o LPA3
THRESZWIERARBEREANT R,

(4 )Edg/LPA %1k 5 b & 47 4| £ A

PR R, A% P B8 30 H 2 H Nm23 o #1 #
LPA1 %Rt 5 3 5 T Bk Nm23 # & 7 b3 f g 41 4
# LPA1 %Ry k3K, (R 38 B8 40 j0 26 % . Nm23 7
W M, D R R LT YRR
PR A K, Nm23 Bt A T 7 A MFI MW E# . F
v 40 B BR BB, MMk BR 2 ATP B fn B 45 By C BE R
b, ¥ %] Ras #kB8 ; 5 % S0 Bk 4 40 B 4 4% SO0 7 B g
EREAM BRI REE G LIEAFEZKE
Nm23 F[ 4 & Fp ¥ 2L B, & 5 Wnt5B . uPA \MMPs
CTGF .c-Met #1 LPA1 % & 3 [, £ 3% £ Nm23 4 %]
Hy A, AR LPAL 2R B #8880 70l Nm23
B LR A, T LPA2 2k X R i B 1E R 2
INE %, XKW, 4 LPAL KK 35 & Nm23 B —
NEEMFTEWER". 5 ooz £H,
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LPAl Z k4 T M8 3% £ H P53 Wy 3h . A
LPA 70 $1 i 3 40 o bk, T S 8L PS3 WX Wy & & B %
f VLR PS3 A By 3B 2 5k
1.2.2 FHA Edg/LPA Z 1k

Je A Edg/LPA % fK B GPRO2/LPAS B A B
T A B R AL, XL /MR B A AT O
AW, 55 kR EmELE "™, GPR8T/
LPA6 JZ & HT K I 00 B o Rk 4K, Br T w170 iR . Je
B OKORAR P HREL ARSI BEHAMAL T ER
KA Rk, —ANF# B L Z, GPRRT/LPA6
TR R 40 B L E U KRR B REE L LR
SKF BB R EER,

SRELEMFIRE

LPA K e kG52 F ENE 5 ® 41
bW RS K EERT . HHE 4 LPA § Edg/
LPA %R 4 4 J5, 1 3T 91 4 1% 3 B8 31 1 58 ( adenyl
cyclase,AC ), #% 7% Ras.Raf 2 ERK 5 & & 15, # ¥
BB Bk I BE C, 9% fb MAPK \PI3K #n 55 M} % B 4% Bk i
Rk BRI, T AR A A A S RORL, i 4 B B LA
AT MG AR EE S, B, EL
Rk Z R AT R ERRAEE C. /N F GTP B
A B G A R, PR — A AN 3 ),

2 LPA{EE

- 7z ; \ G12/13
PBBK o3
4 \ !
- l i R!s RHO-GEF
l, TIMAL 3 [ l
l hedzigad ERK RHOA
' PIRKSE ‘ RAC

3
w0

B3 LPAESESREEVMFENNTERE

FF B LPAL %K 8y k 3k st A Kil6425 % 7%
Y # LPAL %R By oh 4k, o 5 4 JL #F LPA Fr 3
P 4 L B A L R B, TR LPAL Z R HY K
REM, EMHTIARERR A S, LPAL &
5Gi&EA%EAF#IETIF Rac ® A, Rac £/ 5
T G12/13 4 4 8 Rho, — & M 5 4 i B9 3T %
Rac | %k 48 M ARCIK £9 & #2 7 18 AT 42 30, T RhoA
W B 3h IR 5 oy 4 AR 0 4 DA R e Az Eh

M52, LPA AL U T 5 # FRELME
FPPLC)d#E Gi B A E] AC B9 3E b, D cAMP

W et mEEK;(2) AL G EAR fmy T
A% Ras Raf \ERK {5 5 3 J , (% ¥ 20 i 3§ 7, 1%
% LPA % 9t 40 o B9 8 oy 0L BE 12 42 5( 3 )i L Gq &
EHEHBRANREC, EEONEEARMIERE
7w As(4)FEEE B % # £( pertussis toxin, PTX ) 5
RefndE 5 B = BRK B W 0E B 1T Ras (Al B HL7E
Rho, ATT R E 4 M H R EH WMV AS KL RN
BN FgEMENERCEL),

LPA1,2,3,4 LPA1,2,3 LPA1,2,4 LPAs

PIP, DAG + 1Py MAPK Akt

l l ‘ ‘ Rhn-kinases
Hawmct wart mgi& g%ﬁ g
AHINF-«B it
B HERL

& 4 Edg/LPA 1 GPR/LPA {5 LPA 5S4 51812

3 LPA REZMESHEH X R

b8 21 8 LPA £ B A R EE ATX By Rk 3 7%,
[ # LPA 25 3k, # it Edg/LPA F 1K= 4+ £ 4%
BB, B g ML B B A Ak BB 4 R R
HRMRE EE E R ATX A PHE,5 LPA 5
FEM -, AWEXLFE XL EH FH
ATX &% B 8 20 8 2 b T B, & B % A0 7| iR 40
ML ATX Ak 3k, (878 K381 7 MR8 48 4 o ATX
BEREK, WHNATX BRALREEUTHE: B
il R INE L 0 i B o R B
A /N0 ML 4 . T Y B IR L ATX B R H R
ik B LPA By P A4 FriE M ST R — A R
%o

LPA B & fn kK B 7 FE M 46, 46 38 98 AR
T2 B R v v A% N DA RN B B R B A R B R C
By E M LPA By A A N A TR ALK 4,
N R B AR Rk, R B M A, A T,
A A1 Fn m BT A . LPA A ik 40 B9 % v B
FIH R @M WG R EMEB . LPA
A H 4 W &£ K B F( vascular endothelial
growth factor, VEGF ) IL-8 \IL-6 #1 Gro-1 % Hy &K ik,
HEHTHREARELLBRPNEEN . flw,
VEGF 1# % 38 % V& 38w, 2 97 308 B K iy —
AN R B 90 S0 LR AT P IR AR L F IL-
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6 fn IL-8 KFFr &, 57 8 £ M f Bl 5 AH
%1270, Bk, LPA T b 8 1t (% i A A R L R
RIzMEHMOHEE AR IEE EHE
RAEAER, XAMBER AT A 3T Edg/LPA Z & A-F B
LPA 15 5 % S AL b9 fL
EFIE R A Rk LPA2 1K, T 4
30% W9 97 £ 55 4 4 LPA2 k5 &k ik, 4 45% 1
EREALLPA3 thmkik, Ak, KZHMWEE,
WAE RO A0 B B 07 E %, LPA2 LPA3 % (R if %
ﬁi[leo
TS FrANEEM BT, Edg/LPA Z 1K, 4 7
& LPA2 Kk 5% %3k, # Schulte %% 4} 3 , LPA
S5 A AEERBEHE, 5 FMME LPA2 /&
mRNA W& XK EFRIELARILH 2 —. £#AR
E.RE AW R AL REREA —F U L(57T% ) A
LPA2 Z kit &3k ; B MM 2, LPA2 iy 7% %k ik
FHENTRZEABELEE(6T% ), 5 THZH A
H(45% ), BE4H LPA2 FiRtht Rk, AT
M # B RE(67% )3y A B B(32% )E# W,
JE# M LPA2 k3t & 3k 5 ok & L # ik 8y 5% 1 ROk
BN R EEY A AL,
48 % 4 8 LPA2 % K mRNA 3k W 8 38, T
LPA1 % fk 5 3k 48 3 1K, LPA2/LPA1 % & th {5 3
AU ERILEE B E L s R A S
FhEERB LR, M E MR F LPA2 ZRE G K
TAE B EW 4 4 5. 6-8 B B ( acid phosphatase
6,ACP6 )= — f LPA 4f & Pt 8k BL B, K % LPA, &
5% Wk e R . ACP6 Th #E & 47 7T (7 3 & 4 8%
Ak 40 9% 12 22, ACP6 mRNA % ik X F 7 i & & 4
S5tk 48 LB B TG HI BT B — TR S AR
ATX R ¥E4 M LPA AR, 5 5B N A £
Fo kR LR RS M R L AT A R IR
FnkE . ATX.LPA #1 MMP-9 5 AT 4% th 32 0 fu i %
A%, Park £ R I, ATX A1 LPA1 Z K& & & A
J 4E AP R R R EE 4 1 T A S s RNA T Bk 2
HAPIHE LPAL ZRB &k, T B 5 LPA % %
ty MMP-9 5% 3k Fn AT % 40 i B 12 2 M. #7141 PI3-K
WEE 2 MAPK 49 3% M 7 [ B LPA 3% & 9 MMP-9 %
kRIS ML 2 2
MM RS R LPA2 FRN R Y
EAESMBERXEEERL, ZEEMETESE X
ik LPA2 ZARHy A U0 55 4 i, R R g A
HBHMEREEEWERE. B4 LPAL f1 LPA3
FHRBHEX T HEER,E LPA2 ZHRBAERE
FAER B . MMTV 1% & Edg/LPA % K 4 3 F /)

OB FUBRNE | L3 B 3 AR P A B B SR
FEak B RN R £ AR 2 a8 W AR
KA R ERE XA IPA G S HH TENRL
M & . 7,5 LPAL 3 LPA3 % (R4 B/ R A
b, LPA2 ZREEFPNR B EHEZEERD,
40 & I, LPA2 Rk B LR
RUBERNEMBRNRE, BT FRBEHT
VEGF Fn uPA 893t & % 3%

&I, |l LPA2 S KB EARRIEH T LPA2 %
BB T TR, LPA2 % Rk 44 K
THEWABRRE AW, A THNEN KL #
ApcMin R 7% #9% F 89 i iv 5 . LPA2 % K BUE 1
FHLE A RARIEHE, K 5 B H R £ F 7 LPA2
SRR o A Wy K 3, 4 IL-6  HIFla, VEGF .
Cyclin D1 .Kruppel # E F 5 2 Cox-2.

LPA3 % k72 97 S0 4 B Andm L wk b 1t % 3,
T, 78 oAt 28 AL By % 1 B E o W Z R | LPA3 %K
Wk, REALH LA, B Ty R A
7 5 LPA3 % (A b 40 0 WP B B R 3K 5 7 4,
LPA3 k¥t 5 (2 ¥k LPAL KA 5 th fF 58 40 e
T, EHAhmp T, IR LPA3 2R R ¥ &
KRG fb R 28 AT LPA By KB, {EJF O 40 B o LPA3
THRE)ZNERTA R - FRENTR

GPR23/LPA4 % R H s %, £ 7 B6/129 /)
RoA25 KB ARE R %, (27 3% Edg/
LPA % &3t MEF 48 fif b9 # b 48 FI , 5F tF # PI3-K fn
Rac Wi B E MOS8, = — 7w, /8 %4 M0+
GPR23/LPA4 %k J (L& 3k T x40 LPAl Z &2 &
th 48 j AT 7, B ik, GPR23/LPA4 % 1K & LPAl %1k
R#AMBPTEHBHAEFTET .

Yanagida %7 % 2, DNA #4115 | % 1% % 4 5
77( genotoxic stress ) LA P53 4 #i M 77 % & GPR87/
LPA6 % k19 % 35, GPR87/LPA6 % Ky %k ik i fr
F GPR87 B FH — AN P53 WX E T8, £t
P53 ik i R 4 P63 fr P73 1 ] € # GPR87/LPA6
FRH Rk, B GPR8T/LPAG % 1k iy % ik ¥ &
ik 983 4m o % Ak R A 0 25 A SR, B k¥ ) GPRR7/
LPAG6 % (7 #6242 % H00% 26 4 iy R, Ry
H x4 % GPR8T/LPA6 Z KK KT 5 £ K F b
A%

EMERELREY, FEER Edg/LPA Z k&
R R A& Fozh 4k 1% 7%, W0 T # B ( N-nitrosodiethyl-
amine, DEN ) =% JH 5% #t %k & 3£ 8 1% & ( choline-defi-
cient l-amino acid-defined, CDAA )% 5 ) A R T /&
40 ffo P At 40% £ LPAL SR E B & &, £ M
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B LPA1 %k 7 ® & # % & BHP ( N-nitrosobis-2-
hydroxypropyl ) 1% & By K B i B & H A w2 1 2
FBEFRTNE R FRE, F L AL T AR
77 76 LPAL 3 LPA2 %Rt R4, 3t — % #F 5% H AL
FEAT2EENE L,

4 LPA REZESRBENXER

JRIRE B G KRR £ o0 F o, R A
Wl ETRRAR, TEhE, B
W, FHOW BB TEKAR EFHRER
EEFREHEZREEMERND, HEFK, ANF
36K E LPA 7 R R KR AL o A g v o A

Ao 0 ik B R A T B N BB KB R A, 2T
B ez st A K B F, & R A I, LPA 2 i 8 41
MEHEEEFMERE T AR IR R
T 4B B9 5 4, X — 3L 4 T B PTX . LPA A AR B
Edg/LPA & A4 417 Kil6425 1 VPC12249 #1 #| 5%
FELIT , 77 % — B9 LPA3 Z (R 3 MR 07 T 1B A 5
B E AT ] B 3] LPA 15 5 B9 28 M R RL, T bk K
AKBEFHEFNBER LK., FREW, THE
KHPEATH LPA 5 20 i 8 Y40 %, 8 48
MLIE W B TR BN R R OE B AR B K F LPAL ¥ K
mRNA 8y & 3k , T 3F # 78 20 4% 55 9 i IR J% 40 f T
Fiko /NF RNA £ 7% T4 LPAL % (K7 [ By
EAERWEABT AT, A LPA B R F
JR O 40 AT B9 K B R 4, LPAL R B X — K
BLo M, Kil6425 % 36 4% M Edg/LPA % & 4 7
HE AT .

P TR HE 05 SN, LPA i & — A 3R A J B 1% 40
M B T, ] 4 it A A R B S e e R
LM, AR E, EE W LPA A K8 ATX 54
RN 4 g b R P R Ay, 1R O — A RS
B R E TR EZ s, F ok, LPA 1 ATX 7
B 1R At AR MW (R B A A

BRTA Ny, M 2 IR LR HE 5 %k GPCR, 7
Wt B ok e AR K &
A mERE—FELPA S AW ERERALTHES
NI A A5 B F Rt 20 R, RS B, A
i %% LPA 5§ GPCR # % &, % 7% ERK-1 # ERK-
2, f% # DNA & &. XHt' 4R #, LPA Fr 5 M R 45
B B & NF-kB & Loy ok F 5 B 45 5 7 30 4| A
PTX #r U73122 ¥ 3%, 5% LPA 5| & By NF-xB # # 1,
Bk, % KM IR E B 2k % & NF-kB Z 3L £ X
FEEWN—F.

FRP LW, LPAl %k £ B % F PTX 5 &

Gi/Go & A o) 45 & F o, B ki T LPA2 %1445
BFHRE Gq&Ea HBRERCUKEMGES
Hk, RAXHEBGBEAN S —FAFAE“ERD
&,LPA S E LT T A B R R BE C, T X — R
BT LPAL #n LPA2 KM Wi Rk, B8 T
M #|  PTX A1 U73122 2> LPA % 5 09 A Bk &
Panc-1 40 fi 45 ¥ ¥ 50, 48 7~ LPA 1L PTX % & G
B KM Ao R A Bk B ALEE 8 75 4 . LPAL 2
LPA2 % K7 % Panc-1 40 0 JL 45 & TR 1t &2
REEEWER,EEEE W — T A Edg/LPA %
B, ER AR Lok A A, LPA T G & Bl
7 NF-kB,PTX & % LPA % %ty NF-kB 7 ft., #& 7~
Gi 5 LPA W1z 5 % %, NF-«B 7 DL # g & A
Ras #% , T LPA £ 3t PTX ¥ 0 % B % % 18 12 %
& Ras 1 ERK. % & ¥ 8 C 4. 5 NF-«B & 48 %,
it Gifn G12/13 B aARERY . LR, (KK
JE 8 LPA %F Gi, & W% B LPA 3035 “Gq”, “Gq”
BEAOHFA TR EE R C g RE %5 EN
5% F i, hE Gi {5 5 —# #7& NF-kB, NF-«B /&
ft. 5 4758 T 1E A 4 % , 18 LPA 3% #9 NF-xB 7 & #2
R AN ER., xEFE S KW, [ kB-a
WA IR T AJERIE Panc-1 40 M 3T 1L 97 By R
M, 48 < NF-«B BA G E A E FAHXHETH
5B & ( tumor necrosis factor-related apoptosis-indu-
cing ligand , TRAIL ) By & Z1E A .

K | E B A T R R B AN B LPA By
KT, ERRIFEIRE A4 fiE LPA KT & T &
X PR 4, 42 R 40 B A LPA Pt A 0 34 B AR Y e
KW A — F WM. Real-time PCR # | & f% %
FudE % 4 4 F Edg/LPA %K mRNA %3k A F, 4 F
B, JRIRE A A At g % A4 LPAL %K
mRNA %k 3k KT A48 Bl ; ik e 4 8 F LPA2 % 1K
mRNA #y &K AT B F 57 T8 F 0 B4 48, TR
&4 LRE % 414 LPA3 %R mRNA # §5 k £,
4N, Western blotting 7 % & 41 1t 45 & . 3F 5 Jf i 5
MR TR LPA2 ZHRE A Hik, AR RE 4
LEERENLPA2 2K, THREBRENLLE KK
Ko

24 ¥ B ( hexokinase , HK ) & ¥ B 12 2 W 1y
Kl b EW AR P HEENRER, FRL
I, % LPA F 2 bk /5 ¥ B X # B HK-2, & AR
9% 46 Mo ¥k PANC-1 #2 MIA PaCa-2 ¥ 7 % % 34,
LPA 5 GCPR % & 7 DR 3 A B R 40 f0 & 08 B2
Mk E, AR L HK2 th EFMERN KL, 7
HK-2 IS R LPA B S W % 4 il &



+ 594 -

Fp R A= iR T 24,2011 4E 12 HL,18(6)

AAER . Fl i & #,LPA % 3 PANC-1 #2 MIA PaCa-
2 g HK-2 &b, NI ETi =, BatERE
A2 09 B 7 F DA E R R R B RO, R R E B
LPA S5 REFH X RN BB TRET —F
kR,

5 B ¥

LPA i1t Edg/LPA X NS5 # %, 55 A
FEIRE B K A KR, BB R A AR
ZREWMME, WA LPA T E —MAEKFK FHM
KEBE T, RRET S M AR mm, A K
K I, A4 PAP 3 EH /N R AR A K LPA AT, TH
BERWMANRNEKTMALE. Hik,LPA B2 %W
20 B I A K ROt 8 B 3R 4 2 R B R B TR
ENFEWFRA, mHE Kk i Edg/LPA %1k
J&, T3 — 5 g 4 A Edg/LPA % (Kt #s 7 1 & 4
¥ T f B AR R AL

LA, UL Edg/LPA % fKF2 LPA % %2 B 47,
i 1t A B IR o 4 A b A e 52 B T 4R G E 4R
. LPA # it Edg/LPA 2 BN S E 5 # 5, 47 2
LPA2 %k & 3t A I8 89 & & . K B ; Bl # LPA
o ATX By 5 5 34 b 7R 3 IR 8 40 12 2 2%
#%, Bk Edg/LPA % {&F1 LPA X%+ 42 A 7 46 R
JR B 6T W BT AR, B BT B AT K H #y Edg/LPA
ZAERAE LA Kil6425 A 2 FL T LPAL #1 LPA3 %
K. 5T LPAl %K% 5 4 M5 50, Kil6425 Fn H fh
LPA1 % (45 53 M P o7 7 T 7 b7 % b B OB B9 Ry 3012
Zhima B, BT LPA2 LKA B ER, A
FonvE B LPA2 R0 | A 8 FF R F A 5,
{EAE H 3R T & , LPA2 % e 5 M 42 40 7] B9 8 J& P g
AR s, I8 BB IR LPA A R S R
B, T AR — AR HT 8y 7 ok R A O By K ot
J& X2 A B GAR Edg/LPA % 1K 78 J IR % 2
ZAEEPEANERE,

IR A A R, T 1E LPA 7 4 \Edg/LPA
TR ki R T E A& A 07 %, DL Edg/LPA 1R W
TR R R IR T 967 B R B (1) 40 ] An T BT R
BRI 40 i LPA W B 2 3R 12, % m 2= & AR
MTTK 2T B . (2)¥# 4 A Edg/LPA %1k
By R S A A R B AR R AL, K % e LPA 4
AR AR K LR S BB O\ R FROE 4 I, T R R RE
HpHEK. (3)MA B LA NN ILA R
M Edg/LPA Z R b Al A, ML B % Edg/
LPA K% Atk ik, 283 RNA T3 8K 2 H 4
W Edg/LPA Zk, BT a {5 & 4% Sz, #

YRR A A K BRI,

GERAR MEIPANFHEREK 2R . EH
R & & R F ik &S WA, B E T A E
Edg/LPA % RB1 ¥ 2k & LPA # £ 4 % % bl . Edg/
LPA % K34 % % ji % ™ GPCR, B 7T I F T 5 JK th
JUF— 2t 254 % L GPCR 4 1 #2 /& , B I Edg/
LPA % RAR T f iy 24 4 % 1) 32 < 89 B Ar o
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TNF-o FSE R~ 4 GSK3 ME kBN Z X ENFEMZ

TR A2 20 T AR A IR AR, 7 2R S M IR T, TNF-o 2P BB —Fh . KRB AR PRI R T2 & 1
A G N I B UG , DRk, R PR AT R SR ML A A B 9 — B SRR R A S A —
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