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[ Abstract]
glycerophospholipid in the membrane,

Phospholipase A2(PLA2)is a class of enzymes with the ability to catalyze hydrolysis of lipoproteins and
mainly including secreted PLA2 ( sPLA2 ), cytosolic PLA2 ( ¢cPLA2), Ca’*-
independent PLA2 (iPLA2) and lipoprotein-associated phospholipase A2 ( Lp-PLA2).

They are closely related to many

diseases. The studies of the role of PLA2 in cardiovascular diseases have been a hot topic in recent years. This paper

focuses on the recent advances in research on the effects of PLA2 on cardiovascular diseases in animal experiments.
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WEARES A2 ( phospholipase A2,PLA2) E—FhhefE
ACTEEBE NG H-Ih 707Ktk RO I, A= Jsial 22 i 7 TR R 1.
g, AAEA: VU412 (arachidonic acid, AA) A1V Il
g 2 KA A AR AR AR R N R A B
YEHT, AnIEmAR e | BRI (5 5 1% 5 LIRBE T |
PRI E AT AT T, E5E R
WENREE A2 BAGEA 27 DO, FE M IURZE 1,
IR A2 (secreted phospholipaseA2, sPLA2) ;
2 M 3% AU AE B A2 (cytosolic phospholipase A2,
cPLA2) ;3 85 5 7 JE MM B 8 15 i A2 ( calcium-
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independent phospholipaseA2,iPLA2) ;4  Jig & H # ¢
% A5 [ A2 ( lipoprotein-associated phospholipase A2,
Lp-PLA2) . HEIHFFE I sPLA2 5 RAE | h Ik ik A
fifi fk. ( atherosclerosis, AS) | I J83 55 5 5 '%5 %5 AH o
cPLA2 P S 0E | Th X A 28 28 G2 2 0 55 g Lot e
iPLA2 TGS AR i 45 25 B 2 A2 i A AT
D Lp-PLA2 £ AS JE IR A A A . R I 2895
TRIFFEAR  PLA2 7.0 LB VR 2 ik 1
BT
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O ISR 2 2 IR R 9 R N BE T 38 358 1 ) 0
Z— T o ok s R it A 2 o %) B SE A, B ik
RAEAE AS FUGNEC S F A PR EZOIEN,
AEOR  BIFAE e B PLA2 5.0 IS AR ( AN sh koo e A
b 0 WLER Il 55 ) A E B VTRTER 3R, sPLA2 ¥ 2 AS
MRS (R S0) B 5 50k 728 45 B B 1) Az 3L 2
1 ## ; cPLA2 A1 iPLA2 1R ] fE 3 1 J% % g o 52
HE AS JERE; T Lp-PLA2 © 1N 30 ik 5k ke 1 1k i) —
FOBT R RAERR W, UL, #4898 PLA2 7E AS MC %
SE B AR 2 e EE 2, A sl S BT T g
PE—4878 PLA2 5 AS B Z&

B 5 A AR 1 e Ry T, ) 45 b G 6 1A
BEPR R I /0 B sl H At 3 B L A BIF 9 PLA2 7E AS
HFE R L TR IR #E . 45 PLA2 JEBRHRAE /IR
JEILIY) AS FRIA] BEA LI PR T i B A Q5 5 i e
A5 )R] SR R AR A R (5 AR Ak, (H R AT g2

PP T 241 B P R A, AR SC & A AT AT Sk T N Ak
Xt PLA2 75U L4595 H 1) s 490 52 56097 73 18 32 4~
PEAT A

1 sPLA2 5 AS Z#ES ¥ L H AR

sPLA2 J&—F Ca®* 451 1) 40 1 U B A1 il , 4 1
B 14 ~ 18 kDa'™' | 100 Z 4R, MHR 45 i 27 %
53 B5HH sPLA2s BB AL, fir 44 4 group TA(GIA) ,
FFE T PLA2 iR &, 245, ElAyhe
KB 11 sPLA2 B, 73550 GIB  TIA [ 1IC [ 1ID
IIE IIF IIT.V X XIIA 1 XIIB, 1 AZEEE K2 Hfig
it 9 FhEE 1, Hoh 11C B sPLA2 & LABRE B 2L
FET ANEW, RIEP & A LR 23 PLA2,
sPLA2s 59505 1Y OC R TE S W) 52 9 vh 64T 1 i 2 F
5%, sPLA2 Y (1) 43 A B A /N BR324 DL
#1,

R sPLA2 EE 5 JeAE KO/ Tg /NP IYR
Tab.1 The main distribution and phenotypes of sPLA2 in KO/Tg mice

Y ERIM

Subtypes Main distribution

1 KO/Tg /MR R
Phenotypes in KO/Tg mice

LN TN S N YN R

Brain, liver, spleen, lung, kidney, pancreas , ovary

1B

MRS BRI ETSU IR 1R AT

Acute phase serum, intestinal mucosa, prostatic epithelial cells

11c 2L Testis

[EUNITIING N AN e )

Spleen, lung, thymus, pancreas, ovary, skin,eosinophils
1E FRAE .75 JIBAR Thyroid gland, uterus,embryo

WEBE R E R AL

11D

IF
Liver, kidney , thymus , uterus, placenta, testis
1l O VB B RIL L R
Heart, liver, kidney, pancreas, skeletal muscle,leukocyte
v O MR e LR AR PR A DR 4
Heart,eye, pancreas, macrophages,neutrophils, mastocytes
X UINEIN 7 SIS )

Lung, stomach , intestine , testis , macrophage

XIIA OB B B Heart, kidney , pancreas , skeletal muscle
XIIB O JFVE B RS Heart, liver, kidney , skeletal muscle

KO /IR : 18 A TEBENR M A2, 390875 A e R 2 R Aikat
KO mice :reduced gastrointestinal phospholipid digestion, protection from

obesity and insulin resistance

KO /N BB G 5 45 L e b AR

Te N AS SEAE B Al T 48 T8 Sk | 3 BB A I S R KO
KO mice: protection from inflammatory arthritis, increased susceptibility
to colorectal cancer. Tg mice; increased atherosclerosis, exacerbation of

inflammation , arthritis , alopecia , epidermal hyperplasia and skin cancer

A1 Unkown
FH0 Unkown
1 Unkown
1 Unkown

KO /N : FHF S T A DL 5
Tg /N e AS CEAFYE RGERAE
KO mice :impaired epididymal sperm maturation.

Tg mice :increased atherosclerosis , systemic inflammation after aging

KO /N BRSPS TE ST  AS 1820 , 258 2 Sk 484

Ty /N T2 47 B Py T P I3 e ST

KO mice :reduced peritonitis, airway inflammation and atherosclerosis ;
increased susceptibility to bacterial infection.

Tg mice :neonatal death due to respiratory defects

KO /N 0 S R0 | By L USRI B3 45 A2 0 5240 b
Ut B SR 300 AR s T /B« Fh T IR I T Y5 SE T

KO mice ; reduced asthmatic response , protection from ischemic myocardia
linjury , impaired fertility of spermatozoa,increased adrenal corticosterone
secretion. Tg mice:early death due to respiratory defects

R H1 Unkown
A Unkown

7 : KO (knockout ) 7N : 3 PRl B B /N B ; T (transgenic ) /N B 3L RN,

Note. KO mice : knockout mice; Tg mice :transgenic mice.
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sPLA2 7E AS Ja 78 sl ) b (%) 52 S i 53 2 A I
TF 5% S50 8 A B0 1] 05 A, Ok B 2 1 BiF 5 3R B
sPLA2-ITA, sPLA2-III, sPLA2-V # sPLA2-X R A] fiE
FEIME BE A 2R EL AS H0ES N8R Mok (4o
LDL 1 HDL) 3 Ifi 7 35 i PC J& sPLA2 WK Y,
sPLA-X, V, LI, I #BfE/K M PC, Hrb X AU A 7K fi
HEJ1Heim , sPLA2 /K i BB AR IR I PC A= A I 25
NEWATR A LPC A7 4 i 457 1% M A 42 8 MV T, AT
TN AS IE R, sPLA2 JKf# LDL JE Wi 0 2 /N80
Ffal ol T BB LDL, X 46 LDL A% 5 5 it
MAEE I A AP LDL (ox-LDL) |, 75 5 . W 41 g
HIRAL, B FEAS W& R [RKf# HDL fig
FEACIX ST AS 0 £ 22F IF 11 5 MR o 3 & 9 3 UK
YR AN R RE T . ShBKEEH B ) LDL FL A
I LDL S A5/ PC FIE £ 1Y LPC, 3X 3 B BB
FRALAY LDL Z83d T sPLA2 WS iR i ifi, 52 I,
LDL # sPLA2 /K i 5, <5 3 B0k IR B it Uk
apoB-100 AZEH R AS NIt TR A1
1.1 sPLA2-TIA 5 AS WEh ¥ LW HF 3

REWFFRWITE AS 9748 (1 4 A By BOER g & 2R
sPLA2-TIA , F B 78 T 5 0 40 B 4 A9 IX 48 sl ik
SKIREREE T4 110 S 200 6 iR 2 A2 o s 728 I 45 PR B 1) 44
Mugh B b, Li WH 281 BF 98 & P sPLA2-TIA 7¢
AS K UM LA A O L 2R R 7 2R
TR THE . Niessen ZE*1 AN sPLA2-TIA & AS HI
O L2 RELR I PR 53 56 %) A S5, AT A Sy i A 5 5 v
) — B RIE N T, sPLA2-TIA fiEif S £ 5 i
AT, ANAEER AR B R | Ak 1 3 R Ak A 1 T
B MBERE S, 2 & N i 2 A RAE (5 515 %, il &
HAS BEHIE A,

V1% AS S it 55 R W] sPLA2 5 AS BEHUIE
B ARG, PLA2G2A-Tg /)N BRASp 2L 1] M 2 JIH 3 pit
R R, ML B AS BEBR f LSRR Rt
TEX /N S KO FEBES &2 B sPLA2-TIA , 171
HAHH S E % 4R HDL F&A% , LDL A 14 484k
WERS & B 7F & . Ivandic 251 F 58 #8 7% PLA2G2A-
T /NREMEEMNS K E FHAER B AS WAE, &
PELHALEN YL i sPLA2 ) BLAERE JE /N BRLAY AS 9
AFBEH B PR /N BRI A0 B 43 W Y sPLA2-TTA
AEIAR 12/15-I8 A &/ (12/15-LOX) £ Ik, 51
SEALIE 17 A WO R AS B R — A B
FUT R 8% PLA2G2A-Te /) BB 8 41 i
BAEF) Ldle ™~ (/NG RS S R & kA

AR AR G # Fsh k5 5 M ST AS 5 A8 i
JE RN IS, sPLA2-TIA AT DLk 57 F
N EE AR 2 i2E AS BT A
1.2 sPLA2-V 5 AS BI85

VERMFSE % PR sPLA2-V H sPLA2-TTA H A B 5
M7k % LDL F1 HDL 2518 PC fTE T, £ sPLA2-V &
W5 04 LDL BE S A 45075 5 L 0k 20 b 27 A i ol Tk 44
i, 7R sPLA2-V 7] BB 2 {2 i AS JE B i —
FEMEE . F92 [, sPLA2-V fESIY AS B rh
SRR, SRR R R IR RE LA R g ko
sPLA-V () ik, i H A & PE AS 19 apoE ™"~ x
Ldle =~ /NI S BR BERR  sPLA2-V L i 35 3k |
K2k sPLA2-V 3 i 25 & 2 1 R b5 5 A (LX) LDL
FIVE 6 R R a8 | AT LA 5 W 240 i R At T 2 1
B R ZS R A BB 4) IR TN &5 18 K32 1K SR-
A 1 CD36 B H sPLA2-V #&1fi i) LDL, sPLA2-V
TE R B4 37 5 M U T 40 38 1 I 40 5 5 NF-kB i 42
VR R R FAE B, B 23 AS KA

TE B, Ldle ™~ /N R 32 52 300 5 3% G 75 A
T pla2gs FEHR AL Z I , H T 2 sl IKAR R A% B e
TR AR S 24 0, Jeg 38 DX Sl e Bt A e D O AR, AR T A%
i pla2g5 =~ B AN /N B 3 3h ik =5 5 F0 i 3 3h
Jik P B U P o e S G 2 L 7 40 i
T EL R AR SC B sPLA2-V 2 5 3 ik ok A 1 Ak )
KB, FAN = sPLA-V (1) ApoeE ™~ /N Btk
/IR T B it SRR (A A S, X
SEEBERSAE U7 vk FURR T B v 40 At ok th 3 it 20
Mo sPLA2-V (9 /E T, AS JE & 1L 40 g tp sPLA2-V
IVE A e — 2R 5% .
1.3 sPLA2-X 5 AS {85

sPLA2-X il sPLA2-V TEMRIIMA BEH RBOK fif g 2
M ERYORBERS, T H sPLA-X 7K f# 1% 75 It sPLA2-V
HoR? ) SPLA2-X 1EHITF LDL kL= A /N il 8 %
() LDL J5UKL , {12 #F F W 40 BT 1, LA B 38 hin 7 iz 44
JEURS B DR - Rk, e 2 B AS JE A, sPLA2-X fiF
FE 2 5 8 HDL , AR 32 JIEL [ s DA 2800 15 i 4
TANRLAYAE ST B 55, T, Zack M 2P £E B W)
SR BF 5T R WA B sPLA2-X 9 ApoE ™~ /N B
i 5 D i A 5K 2R T ( Ang-T1) 155 & IR 3 3h ik
A AS & A TR I — 28 5 284 R A7 19 A
FEAIC

1 gl kR I Ak e A A bR B0 Bk st W) 25 55 5 | kS
O WIAEZE | 7 5 oy N A i 78 JUL B3t o, -
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TSI, Pla2g10 =~ /N BRI O LA E T R g o
PERLAN A R T R, L2 52 4 BE % B 2R AN R
FEH Pla2g10 ™~ BHhl 40 i 8 3 ), O LA B8 1 AR i
EAR > PRI sPLA2-X 1 2 — MR IR AS
T Pla2gl0 ™ /N BUAY e i X 38k R R H A AR 1
PR PRI S 20 B X L Pla2gl0 ™ ek 20 g
REIE AA BECLA S =8 LTB4 (450, L RECE T
WEAE SR, T H, 75 A WF5E & B sPLA2 101 il 57 BE Vs
B A AN SRR JUL B5fe 0t T AR, X 26 Bl 4 S 5 AT
FELE T AATHE— 2R T sPLA2-X 7 H Mk 4
WA SO WU T BV Rk i B 14 /) BRUAE
ALK 2 sPLA2-X FEBEE P B Z (1 VEH
1.4 SsPLA2-II 5 AS BYLIEFAR

sPLA2-IIT WL REA R4K f# LDL F1 HDL A #5 i
., PRPIBFGE B sPLA2-TIT &4 59 LDL W25 T
sPLA2-V 5% sPLA2-X EH 19 LDL, figfi iff E I 24 i
AL IR AN . ApoE ~~ /NE BB 2] sPLA2-
I fEREH P B AES) | #E PLA2G3-Te /NEBFFE T i
N, EEE S EAS KB R RSk &8 R L
ApoE RS /N BUEE 7™ F 1) B ik B B T L 4 PR T
(4 LPC F1 TXA2) (& s kg T, t st B,
sPLA2-1IT 5 3 kiR i Ak A W AE 9 I &R (H 2 i —
AR A BEOC R 1 TFE pla2g3 ™ /NER gk
(R EA o2

TIAN, FE B AS BE e e A T O Ath 1Y
sPLA2 fu4% sPLA2-1ID, IIE 1 1IF, sPLA2-IIF 7Rfg
IKRNR A IR AT PC, FLD) 8 VE B AR 2 — 2D 45
5%, L BRI X, V, I A I-PLA2 J2 I 3% v 32 32
AL B0 Ik o5 A A5 £k [+, 38 3 7K % LDL Al HDL 3
[ PC, A= LPC FI/NTT B 1Y LDL, £ 3 F 05 4
JL S LA B 7 TR Ak LA B e T SRR, B A 3 3
KRR L BEER (1) K A R S
1.5 sPLA2 SHMBXERHEZIEHR

sPLA2 & 558 IR | B I00AE | AT JiE 4 952 93 A
X, MBI Pla2glb "~ /N B3 3 £ 4 4 M
Pla2glb *"* /NEUHE EL , BSR TG 25 1 7 W MAC 22 (H G o
PRE A )R DU AR IR &I, Pla2glb ™~ /N
B U JR s A ) ) 2 R T e R 5 2R R B
FHH PLA2G1B REVH T AEFEAE | 2 A C I R R 2 28
BORCPE, 7E BF 9% PLA2G2A 3 A [ 4R &R 78 Y
C57BL/6 /N BB & B %8 i B 42 = T g i 4l 41
PLA2G2A Ay A, X E W PLA2G2A AN{LAESEZE AS
KA i H AR A AR QI B0 (OB PR ) 1

R T
2 cPLA2 #1iPLA2 5.0 M EHFESNYLE F Y

R

2.1 cPLA2 50 M EHRHBEN KW PR

1€ PLA2 FiEH 5 IV R & T I 0% T A i
ShEE, E AL S P E LSt 6 KRR, AP
cPLA2a B.v.8.e.&(H) GIVA IVB.IVC IVD A
IVF) , i A HUAE A-D YA GIVA ¢PLAa
SN — AT, TE R A EURE S R
il BRAE A b 3Rk AT PLA2 R L
WENG BTGP, 20— — XT3 AA IBENR IR A
FESEUE I, cPLAQ 327 J 38 B 8 ik 25 46 A= 18R 1 il
R AA, BT RIEVESGOR H A EEAEN, T
AER BRI I 2 B o0 A 9 0 s — R E MR
1Ml cPLAa )™ Az 45 Bl i 51 A0 Jot 75 & 1L A8 9% i 1 3)
ks AERE AL, S0 A B B & AR R R R BV

Bhbk ks FERE Ak 5 A8 I T N K 3, 18 I B T
FERILIL NASORG BRI 22 B 98 5 PR (4 TXA2 ) 3
IR, AT 300 P Rz 200 R i 4 7 1 LA R, &
UG 5 A5 A L A1 R T, A X 28 5 2% R 1 R R A
TIEK AS, 1 cPLA2 7 i F i ke 2] 7 S S 1R
P HAT, cPLA2 RYBFSE EZ 4 T HE cPLA2a, 16
Blik A A S LI F R AL FE . D, cPLA2« 55
RIEN T KA (TL-18, 1L-6, TNF-a) 4= A ;
@ .cPLA20 j# i “ cPLA20-AA-NADPH % fk -8 4
BB 77 i 42 7= A K 0 A fi 9k B, cPLA2« JE 2
5-LOX f#hp BUR A N 75 38— S8 L A G Tl (NOS)
AR, R A 5, R, cPLA2a 25 T 1211
A B N

M/ MIE AR T COX-1 i8R 2 52 e H -+
TXA2 i JE M, Wong DA™ 52 8 % #f 5% k& B
pla2gda™ " /INERHT cPLA2«c 7E 15 SRR It /N ™= A
TXA2 i FEr AN A ), T ADP 355 TXA2 JE
WA cPLA2a, BEAP, pla2gda ™~ /NERARSI ML/
M SR A A A /b d bl % 3 RT B2 R T IUAR PLA2
PR /N 73 TXA2 REA R R A, (H2 K
F TXA2 (I AR % B T pla2gda ™~ /NI
ISP [ A DA R 4 i A5 A4 ZE 0 Y D A

cPLA2 o AF1E T4 Fi 4 it 25 74 1) i W 0 o
TXECE TR H A R (2R I R ) ) 1P
WA I, IERH T INK 3R437E cPLA2a 1Y Ser’ {if
RUOBDBERRACAE R TIE R, T H, pla2gda™ ™ /)
RN IE 2 LT AR 2 bl 3 A 1 30 K sk &
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CIEH 5% s R T ) T A6 i 7 A B s JHF 0 o R SR AR
FIT VIR | M W A B B AR 46 A I AR AR I a0 )
i, pla2gda™ " /NERFE R BB XA B T AR IK LB
B AS,

2.2 iPLA2 50 I EHFE S L8 PR R

iPLA2 7€ PLA2 ZKIE 5128 VI B 7R )& i 3 il
PEALIE P T Ca®* . iPLA2 SE16 BAT M R Y &
P8, 325 11 3 A ) 2 D 5 48 S5 8 2 11 ( patatin )
Rk LAY, R, iPLA2 H1m PNPLA2, 145 GVIA
(iPLA2B; PNPLA9), GVIB (iPLA2vy; PNPLAS),
GVIC ( iPLA23; PNPLA6 ), GVID ( iPLA2¢;
PNPLA3), GVIE (iPLA2{; PNPLA2) #l GVIF
(iPLA2m; PNPLA4) %5 6 RV AU | B0 v] LUK ffé g
7o PRIAR S /N RS RL A AT iPLA2 FRIBETERR [T
RGFFRE AR S A T i — 25 AR, % iPLA2
FESI I T R AN T SR FEH

M OFT iPLA2 B BF 5% 4 F iPLA2B,
iPLA2B J&—Ffr Ca2 * AR AL B A A6 7], & — B
INATERSIR E A A s TR S iR A &
BEH, PUAEBR 2 1 SC B9 & L iPLA2B TE
A5 O I A5 e R 2 T AR, A0 i A A R I
Fe O U Geb O

FERE L PR B/ BLUP, Shu Lin 26070 W %€ 3|
Pla2g6 ™"~ /NERERIU S S BT 1 WLAH ML Ca® - 2k
PEREIR, M 0510 Pla2g6 ~~ /N T T COX2 i
UK R PGE2 AR Bk /D, ~F- i L 48 B 3 7% Fn 1 58
AR FEAR , B LA ] iPLA2B REUH 4% I 45 BE 48 i
PETT B 0 1l e A5, Lindsay E % JF — A 75
iPLA2B-Tg /N5 T 32 B iPLA2B 7E 1l 45 -5 AL
r eIk il T 12/15-LOX Al c-Jun & 12 %1k Ang-
T1 75 5 100 SF- 3 JUL 200 6 S G i 75 A R s I 55 2
P EE R, PKC RS iPLA2B [, 2 177 3 1k
RhoA/Rho-kinase/CPI-17 , & S0 IR 9% 3 4 64 1fi 45
U LA i 3 B WA B L iPLA2 B 2 IS 40 i
WS RS | Ca2 + -7 LA K B I 85 A 4 B Y
HEAR,

FA I KB PLA2B-Tg /N U I E 1 3k
SeEAR B K A 2E B 25 5 R K it i T R R LPC R ik 2
B Ik B A5 IS4, DA T A et s T) PR By S A 1 s e
PEOHES R . (B2, 4% iPLA2B-Tg /)N H] BEL 3
AU LSk it T8 Ak B S B R A1 LPC A9 AR BRIE K,
SN AV R b B B W INE N S S R B
UERHC WL iPLA2 B A0 JIE S I B 3% £k, 38 2o A 5

AR A At 2 O L Bl 30 ] 375 - B 0 S
HATT,

3 Lp-PLA2 5 AS T HHHR

/IR 3 A PR T 7K i i ( platelet activating
factor acetylhydrolase, PAF-AH) K Ji% & £ 4 VU F il
PSR, SR A I 2 3 s L R B 1 A S AR
fitf A2(Lp-PLA2) , M =Fh35 hy il N 8 15T, 43901
4 11 % PAF-AH(GVII PLA2) 1 1 % PAF-AH( GVIII
PLA2) 1 & PAF-AH 045 ol Al o2 I FPEY
Lp-PLA2 J&—Fl 5 AS % L AL % V1A 3¢ 1 il
H AT B il AS & Az 1 7 AU 5~

Lp-PLA2 FlI sPLA2 KBRE/K gt i 26 1117 A2 AR B A
JoE RS M A I A 77 A6 S I 0 PP & 4 R A
YER B2 B4 A W1 FH FnvE e L2 B AN )
i, Lp-PLA2 RE/Kf#% PAF FIEALBENE sn2 17 B Y
WL, 76 AN 2K i, XANEE Y B Z A 45 A T 2K
LDL F1 HDL apoB100 fY C ¥, (HJ2/NERH THk= 5
ZEEA B AR L, BT L DL S /N B LDL G,
Wl & B PAF-AH AL B (1) /N B BE BT PAF 75
SR, U BB Sl ke AR M PR UL B K
fift A 5 1) PAF M X LA G4 VR, HR iR
M I & B, Lp-PLA2 B & —Fh i 52 1, Lp-
PLA2 7£ LDL %A 1k i 8 v i T 7% B % 1L 8% IR
(oxLDL) = A= 7 L IR #ENE ( LPC) FVAE A% B s B iR
(oxFFA ) PR SCHE B A2 R AT ), 51 e B A2 41 it 3R
£ N DHRERAS | 175 5 PN B AN M RG B o0 T 3Rk, 1
DAL (RN TN i e o RN P R S g S e o N P R R O =S PAN )
IRANIE B, NITTPE E AS TE R, X P FRE R4 T,
TR LPCAE N G BRI AZ K G2A IR,
REVAY B WE4N A T 40 AT RS 76 1k 0 rh vk 4n
IR I 200 IR 5 oA 080 T 400 L 5 A 2 g ik B
Yuitk— 2 R & | B a2 80Ul LR SEAZ 0 i, Lp-
PLA2 TEPRFEAZCHL I T 15 15 240 i 01 55 35 B Bk 2T 4
W o R G (RS A 5 A2 BE Bk G Lp-PLA2
IK 00 BE R i PR A 2 R

TE AS ShIRERY ) A BT i & B —Fh I
E AR T A SR sh T R
3 P11 25 DL [ 852 1T RE ( DM-HC ) % 455 250 v 2% B0 i 34 0
BELH Lp-PLA2 15 1k 5 35 380, BEEIE 1 I &, Lp-
PLA2 ()3 H 3235 B A AH N T, £F R MCP-1, MMP-
9 AZUE ARG S & g F A R L XE
WA BN A A By 40 BE LAY G - i P Lp-
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PLA2 .3 TH i, %W Lp-PLA2 5 BFH A9 A Fa E P
FSEMERF . KT LPS BT, Lp-PLA2 7EHTHE
i B BB G AT Y Kupffer 418 LA X416
A IR E RN (B A /NECR Lp-
PLA2 5 LDL Jo 3¢, Fr LA e b FH 5% B /N R4 T
W5, Apok " /NERA S R 15 S )5 , Lp-PLA2 Il 3%
R ETE FRE, FAEE S LDLR 7 /NEUE
B AS, /N L Lp-PLA2 1% & 11-6 .hs-CRP FlI
PAF S RAEHF o T . BURHF ST L,
Darapladib J& Lp-PLA2 [ — 35 £ P A 2040 i 551,
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