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Rk BIBRAEEE A, SHMBEMX R
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BEREHE A, (phospholipase, PLA,) 277 T JLF
FEEGARGEEBEED, BIEENKR
(arachidonic acid, M)ﬁlﬁ%ﬁﬁﬁﬁ@m o PLA, 73K
HRAES B T 1943 WELE) PLA, (sPLA, ) FIRISE B PLA,
(cPLA, ) R AE4GAK#iRY PLA, (iPLA, ) T cPLA, X5
& cPLA,a. cPLA, 8. cPLA, Y. cPLA, S, H AT RS
ZHYJ 85 ku B cPLA,o, HETXF cPLA, BIIAIRE
ZORIET cPLA o, "B 240 S P ELE AR 20 BRISHRIR
AR PLA, EEW R, X AA BB e BH?,
BB TR RN Ca B 4 R KA H B s
Sn-2 S HINEEEEE , =4 AA FIYE UBEAR , 3 — AR5
4 % AT 3 BR R ( prostaglandins, PGs). H =
(leukortiene, LT) . Ifit # & ( thromboxane, TX) J% Iff />
RiE4LH F (platelet activating factor, PAF) TR K
BERMEN T, SHLMENHE—H R4ED , TR
B—EBf 5 R I cPLA, BR T ZE R IE P E B AR
A, SHRME A BTN ER, TRFSHREA
SR TR IE A6, DR BB X PLA, 5
HHIRETE R RHBEA T RRENG IR L S5HEE X H
B (MR L A BB 8 10T BT s, WA
KB F L BIR BRI B

1 cPLA, HIiE

Hfarq cPLA, MTEHLE L RER ZEEE S
OLHHAT, R B L FHBERMILFE Y, PLA,
HECFEMSI NG RN Ca W& L KB
ML
1.1 BACRENEG MINSZHREEE,
T RRE R R BRI Ca® YR R T
B Ca'* 5 cPLA, EENH C2 KBS, HEMIE

KO B B :2004-07-12

HEH 100853 LT, BRELEREANERE
fEEEAN:FE, L1852 A4, ARETETA,EERALF R4,
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KERDIAMEAE . XA AR cPLA, 51888
Resh& , TR 7= A2 ) AA AT 920 A 7E A% R B A 2
£ 2( cyclooxygenase, COX-2) J 5-f& % & B (5-lipoxy
genase, 5-LOX) 354 75 8 B9 FI AT

1.2 cPLA, #AMAER  SILER, cPLA, HITE
W TERRIAER . RIBHRERAH A
[6],cPLA, MBERRAIL EERELFARBE, B 23
EAEMAE A B K R (mitogen-activated protein
kinase, MAPKs) {5 5% 23842 Fl CaM kinase Il {5 54
IR, KEBAMER R L MAPKs 557 FiRE
{&4k oPLA, #),MAPKs B—41J 24 FHEAR
AU AMRABERNEBRRILE S WEA M, &
THFLEHY) MAPKs FE /i 3 R 4LAL, Bl O 41 fa b
55 W % & H ¥ B (extracellular signal-regulated
protein kinase, ERKs) ; @ Jij 3 1% X 2 15 1 5 ( stress-
activated protein kinase, SAPK), X #% JNK (c-Jun N-
terminal kinase) ; @2 [ 8 i p38/PK[6] o BAHRE
IZ BRI R G2 ERK1/2MAPK. — s
BB EREAMBEE — LA KEF (&
ARETF)ME, U EES b, REERAE,
Grb, FEBIH: Sos HE AL T BB Lo Sos L GTP
55 GDP FX#e¥i% Ras B 1 (Ras B A/ F 4
1k CTPB56ERA , BFHRE N ras WIDMEL, HHE
TR 20k, N4 p21 BH), BIE ) Ras EH
W — 1AL Raf B, Ref EHRFLERNGE
RREOMEEEY, B SE L2 R R EARER
% (MAPKs) , T B FR L cPLA, BP51~ MAPKs B2
ALE 43 (S505 i S727) , ¥i% cPLA, , {3 H %ok 4 ffa )
SHACFIETE = A DY . (876 AN BEYE S I
HMAR U937 RInE VR DA S MK R, 2
i 1d CaM kinase [T %F cPLA, B Ca®* /CaM BEBRALAL
(S515) KIBERRILAE B cPLA, MY, ABEE [ %
AR AR U-937 B SAERT T 5 A 1 I B A AL R T
TR R S LG A 41 AR RS, DIRT OB ST
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B MAPK #5512 ERKS ZEZ 5 TREM AN
RRIFIETEFN L. FIT, Ajenjo 55 (2000) i BE 7
B ERK B IE ¥ AP IE ERK #80E BT, B8
e L A0 B TR 2 XA 244 B4 A B,
AEE MM, XFERBT U937
HFERR A M FVE A TR T CaM kinase IT FB%
BRALFIIE AL, CaM kinase [ TE4LJ5 834 — M BERRAIL Y
PRI S FET PLA, MGG, AT ™= A: U I 8%
fg AEHE T AR A EE

1.3 AeEhRE BRI, 7776 F R MBS
B WL B854, 5-— B B ( phosphatidylinositol 4, 5-
bisphosphate, PIP,) 8] X5 cPLA,a ) pH 4538, 45
S BIEAL cPLA o PIP, iE5Ti5F oPLA o IR HY
S RARS R IR O SEBE R IR IS & . HF
HsPLA, iE i 5 cPLAya [B] BY crosstalk 1 F 34 7%
MAPKs MTif# cPLA,a HE— 154,

2 cPLA, (R4l fRLETE

Hid LSRRI AE A, I cPLA, M [H]
B Ve T B~ E AA RV AR % A
2EH.
2.1 cPLA, A FEARM = Hxdim o3 s o942 245 A
cPLA, WELfE @ R R MK H 8RS Sn-2 AL HIRE
ik, =4 AA FIE MBERR , AA @1 COX-2.LOX,
—3 7 A K BB B BR 25 4 I (eicosanoid ) , 40
PGs.TX.PAF B LT, i 2635 ¥4 Bl i3 4 H 89 4F A
BRI E B B L M RPN B, 10 TXA, T4
3£ 988 S5 58 X F-o( tumor necrosis factor a, TNF-o) 1
FI/-% (interleukin, IL)-18 F)4 ; LTB4 REA5IE AR
AN B MR A B IL-1. 102, 48 (interferon,
IFN )-y B B 1. % I % 8 Bt H W
(lysophosphatidylohdin, LPC)BJ L& =4 TNF-o %
ZRERHEAEE T, U RERARREEH 1«
(MIP-1a) %4 40 i 1k 28 F1-1 (MCP-1) 7R 28 fd -
5 41 ffo 48 7% 3 3% B F (granulocyte macrophage-
colony stimulating factor, GM-CSF) , o ) — &b 8 ¥
SFERESE P REERENEAY AR
MR REEEEA G, WA AA TE4H
wegl b B AR, ARSI SIIR R B, REIE

TEIEANFRARE BR K 1 DNA & 5 i 5 B0 B 40
WEHH  RE ARG W) LT tRERI DNA 196 . It
A XN T | I 4 B B F—TNFo IL- 1, [L4. TL-
6.1L-8 . PAF 5§ , 3@ 1L 42 i 4 AiE [ I 58X 48 33 s 48
T 582 JH 2 UK 40 B F) 18 8 RV 45 T2 MR R AR K B
Fil o AR AR A G, BT S SRS E
20 0 1) H T 5 734K 5 GM-CSF Z54E S % L3 S s 40
ARSI R T . 7 IS REE A B 4R A
KHEFMazm s K EFRERER, FHEH#E
WM . AL, 7E R B S Bk LA R
2~ 25 mg/L LPC REfH Mo 3 459k B2 & 560% , [F) B
LPC RES I [* H] M s e pg e 41
S0 U T R, AF TN R E 0 N 48 0ot
FRHRL A T cPLA, BRI A8 2 I 4
F, 30 cPLA, K347 (AACOCK, ) BX cPLA, B X
FEM H R COX 1 4 0 (28 3k & A # B =] I Ak )
0 B R IS R B R B L (M, G, S B9)
cPLA, B9TEMEAN R Y , 76 40 i J3) 58 1 ) v B,
X P B cPLA, 300 70 B K KB 4l g A S
B XK, cPLA, 7540 B JR 358 1 3R 458 P 4
E-NERBEEMMAGN , 765240 R4
RN ERIE G, SN A cPLA, 1E M0 I 7 X
Fi A4 B4 R R BE W S 820 DNA 96 AL, 7E S B4
I A2 0 ) 70 T LB 240 RS PO 4R 2, X U B A
A A e A0 R A L RS R P R R AR
SRr AR — s KA R B
EHULAH L 36 27 4 J5 40 Mt A07R 22 28 R i foh 938 40
Mo (. S50 A FURRSE e/ N B B R
B BB S ) R R B AA B COX RERZFY
PGE, 3N HE T 40 e Ay 38 78 F sl 2D T 40 BO B 8
T-o W cPLA, K4 HIF (AACOCE; ) cPLA, HYIR
SCEEAZHERA COX il 7] (&7 ARER 1 BT 8] VT Ak) 5
R BB SR S B TR
2.2 PLA, AXBAFFREZGRARESAIRHEE
#¥h TR ER PLA, TELJGTEL MU B 1
AFEE . OAA T B EZERE c-mye, c-fos,
M c-jun 1A & MAPK FIi5 1, BT/ 40 M 5
{55 Hfid , X B e A AR 3 Bk B 45 3L T g Y v
BENESL, KA PLA, B9 130 (Can oK Wi Ak ) =7 40
B3R AA B4R R i AR K R RS R A
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FH (serum-and growth factor-induced proliferation)m ®)
AA TSR S C MG, AA W ERERAE
FIRERE M E DB C mm AR, EHE
B C %2 P )T A A A2 AT 43 T B A I
REFAH B, B S C AR AP 2 B (10 1)
W R AN R FRERR AL, s RER N RE, BT
FEMEARAFGET CEREN 1~2 h) A
MG R B Z IIRE, B, RN =FE, £ =1F
EZBRALIBIG , B TE M ) S 2R B 3 B
ARRHS A SR AR A9 7] —— 1 35 K ( phorbol
ester) IERFEN B HKEE C #3806 71 1M 51 & 40 i
RS BRI

3 SHBEAXHEKER

ANKAR SRS A S A B B IR
R, THEEN G SHEA KK E K.
3.1 BREHRA EF, NMTANSIBKHHEREL
RERTHE R, ZRHER(EFEIRE. %
) SRR A2 ) ORI 1A B 40 M 3 B 5 , f5F 30k
WIER PR BRI i BRI E
L, LB, 5118 LA M B3 A= o [R] I, /il X
AR M RE T XL, S8R B RS
{6 R — S B, G RE AR /MR — DR
AL YA IR TXA, Be 25 (R 8 40 A 4 4 A A
KET. A B0 | AR A TURR AT /MR
BB RE R S R AR R TR T A, 7T 3800 P B A A
Bk TR TR, (2 KB4 BRI 2
ERET A SR EA KRR, 58T
YE LA T R B S A MO SRR R, 5 L
LEMBERZIRBAENEN, BZIB R Bk R
1k, cPLA, 7ERL R AR S) T 4R
3.2 BEMBOHR BB E DA
MRS B, B KB 2R E R
Ao RIS AR R ) R AR T U, R =
WIS A R, E R R B 40 O 5 A ) 4
TR AR KA SR, AR VT BB T BB i
e PR B0 A DR 2 DX R R P SR AE 9 K
JE A AN (oncogene ) J2 4 HE ) 5 40 i 36 8 A 5 ) 42
W, RAEFHUAIE ¥ AR AE S FT LA, 3L LR
FRY. HEEARNEWIAERAEER, B
7= 4398 2 BT VS DRI, G 2 A B A, M T

R o R ER) £ 7 g 2 0 4 MO 1 B £ s A
s, A a0 A , B R R, AT
M E R AR ER ETIRE, R0 A R R A
TBUE .
3.3 BARREIARAR MAENBRRIARR
YZIERAERN e B AT T 3R B 40 M AT 4 A0 K
TEEEHTE KRR H 4 % & H (fibronectin, FN) (&,
4 5B (glucosamino glucoside, GAG ) %5 41 Jifd #h 5 Jit
(extracellular matrix, ECM) #) 5 % UUEUM T B, 760
RSP, FEHBRAF, mEEAEKNHE 7B
(transforming growth factor, TGF-B). & & & K H F
(epithelial growth factor, EGF) . Ifil. /MR AT A K B F
(platelet derived growth factor, PDGF) ZA4E M EN TR
SH5HFNES, Kb TeFR TERI R A b £
KEMAEYERE T, A ERZT AA JI#
PKC &AL P — 25 %16 ERK M F TGF-B B A
ik,
3.4 A% M523 % (systemic lupus erythematosus,
SLE) SLEJ&T H 5 S tb o, ey k2
B RS , B W Rz /N RAEBUCE , B
LA SLE HERBTHRFAE R A AE , LA L 4% 5 L B 28
AEo BAL/NFIKE AR B8, /NS KA
Bl P LI ARET et A , B/ NRE 40 M SRR,
ER A RN K R, A RS, TEIRAE
B 42 i 2R IR A B I Rk B R % TR B o R
B TR I A R B N R AR R NER R
P Bz 4R 2 IR @I A

B SHEFE VIR, 0B B R
B MEREERE %, ULEHBREN
BRXHURS AR RN, e R H S, 40 3
FEAL AT RHILAT™ 75 A B — T, 4% S R 40 A 18 7
AXHRYIRZE,

4 BETRE

cPLA, M7 4k = E 8 i MAPKs 3 R 5 CaM
kinase [l 12 M BEBRALAE FI BN ™ WRIE I,
TEALEY cPLA, ¥ RPE /K i H B AR Sn-2 1 H) AR BE
SR AA TV M BEAE B LR 4, (2 o 40 e i
B, S RKEF (B0 EGH)BIEERAT, AA
AT INBRZI B H A c-myc, c-fos, Fl c-jun HIF3X,
BN ARG S &S, 2t — R R
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RS RN, cPLA, t17T BRI HB PKC %
A LA B AN S E T A AL

AL BT A R B VIR R , AR 538
A SRHER (0 B ) B ARG T AR, A o 3 7
P TR BT SR E A, T oPLA, SGE A F B
BRERE MM RIS R T, BT LA oPLA, KRR
IBITRISRPOR MATHE AL, BE— B 718 oPLA, fE38FH
SRAT RS, R0 frE L T LA, K
RFTEESE, LR E RN —HRRREERE
B, WRFE—SFEHTRE R, LB
FA cPLA, BN, cPLA, AU BRAE A LI BT U
B — SR BR B A M IR (BELIE cPLA, OO SUCAH
Y= ) BIRENAT MR B . X I AR
PR AR AL T B BB

B & X
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