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[X@iF] ANAREERES; EX@mE; FHRBHEL; 5P AMEH A2
(#f E] HY ALHTFRALBEOELBRKEABEOGAEL ML A RAWM. 7 SR AKNERE
A A2 VERX AR A2 SATAA AR REART O ARDUBEHALTIEPHR
B, HiE ARRAORLS EEEEREGHTRLEH, SN HEBHEHRELARE S 2ELL
BKEEREORERRLEELRE G R DEALBREAREGA THARRAW2A.7 88, 5B FI4h R
ShekimpiMirmpih ik SHRERIRCMER S EHARAVARE 2. VERX Y550
A SR FeEE A2 89 mRNA & ik, Western blotting 2 ®EAF MM A LAR T VARX B SR URRE A2 K He
Ak, BER 5 PBSMBARKERIREGAMIL, RAW2. 7 mREEBELTKERRE MBS RELH
BEE A2 69 mRNA A A ERABFH(P>0.05) {2 VE SRS A2 o X B sb B4R A2 & mRNA A4
KEFBARBRERRTEOHRERFHAEABH(P<0.05), 5LEABHKEEBTOAPTEFAMKE
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BAREOAFVERXASSERRSE L ARSIV ERTEARCEAGKRERARES  AABERLE
ROEHNBEERBEOLARBOASFELARMB LR ERBNRY,
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[ ABSTRACT] Aim To investigate whether the expression of group IV cytosolic phospholipase A2 ( cytosolic phos-
pholipase A2, c¢PLA2), group V secretory phospholipase A2 (sPLA2-V ) and group X secretory phospholipase A2
{sPLA2-X ) could be regulated by oxidized low density lipoprotein ( ox-LDL) of different oxidation levels in the mouse
macrophage cell line RAW264.7 cells, and to explore the inflammatory mechanisms of the interactions between ox-LDL and
macrophages in the process of promoting atherosclerosis. Methods 3 types of ox-LDL ( minimally modified low densi-
ty lipoprotein or MM-LDL, lightly ox-LDL or ox,,-LDL, heavily ox-LDL or ox, ,-LDL} were prepared by different oxida-
tion ways. 3 types of ox-LDL were used to incubate with RAW264.7 cells for 4 h and 8 h, then the cell lysate and cell cul-
ture supernatant were collected . The mRNA expression and protein expression of cPLA2, sPLA2-V and sPLA2-X were
determined respectively by reverse transcription polymerase chain reaction (RT-PCR) and Westem blotting analysis.
Results The mRNA expression and protein expression of sPLA2-V and sPLA2-X were undetectable in untreated
RAW264.7 cell. Compared with the PBS control group and the LDL group, the mRNA expression of cPLA2 was not af-
fected by all types of ox-LDL (P >0.05). But the mRNA expression and protein expression of sPLA2-V and sPLA2-X
were significantly enhanced by the stimulation of MM-LDL and ox, ,-LDL in RAW264.7 cell (P <0.05) , while ox,q,-LDL
had a slight ability to induce the expression of sPLA2-V and sPLA2-X (P <0.05). However, PBS control group and n-
ative LDL failed to induce the expression of sPLA2-V and sPLA2-X. Conclusion The exposure of ox-LDL to
RAW264.7 cells did not affect the mRNA expression of cPLA2, but could significantly induce RAW264. 7 cells to express
sPLA2-V and sPLA2-X. Two types of mildly oxidized LDL ( MM-LDL and ox, ,-LDL) -induced expression of sPLA2-V and
sPLA2-X was stronger than that of heavily oxidized LDL (ox,, ,-LDL}, indicating that mildly oxidized LDL was capable of
inducing a strong inflammatory response on macrophages. ¢
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SACRMEE B RS A (oxidized low density lipo-
protein, ox-LDL) FIE WA 40 M AR FR AR sh Bk o Rt
BARRERMR BEBFRER N LRNEH,
ox-LDL @ {2t B v A MO IR AL 5 B B e an i A
CUEBRERARBERRAERFAERERES
B(MMP) A MESKBEELREN S
B, P&l Rs A2 (phospholipase A2,PLA2) f—
KEKBEFEENE S (low density lipoprotein,
LDL) 1 & % F J§ & 5 (high density lipoprotein,
HDL) 4 K% 5 8% iE 58, ( phosphatidyl choline, PC) M
TR W BT AR R BR (FFA) (B I B% AR ( Lyso-PC) 4
REBCHHE B RN RNBBRERE, 5o
B R MSE FEREE=REY, BERR
REVER K RIBEISES A2 (cytosolic phospholipase
A2 ,cPLA2) VR RIBEIEEE A2 (V secretory
phospholipase A2, sPLA2-V ) 1 X &l 4r i B B IS B8
A2(sPLA2-X ) 7r B Wt 40 Bd v MO IR 40 BRI 3% A 1 72
FEXEREM. WHH cPLA2 A 8 o iR K
fi# ox-LDL ki sh S AR R 9 7 =X, SR AL AE E AR 1L
AR RARTIRR, 2 08 IR E BB E E A M 9 19
BEL | AR EAIE sPLA2 - V#I sPLA2 - Xk
BBt i) LDL £ 58538 7 A3k B e 40 fa BB B, 3 T
{RHEIR R E A W E R KRR AR
R {8 ox-LDL 3t B i &R % cPLA2 . sPLA2
- VA sPLA2 - X MRV ER M AN E R, AR T
REMAIM R RAW264. 7 SIREA R EWLBER
ox-LDL %R J5,cPLA2 ,sPLA2 - V 1 sPLA2 - X /)
FXBUHT TIE, UF—FHT ox-LDL ERE
TRAEAE LA K S BROR AR B AL HTE B 7L

1 HMREFE

1.1 FE#HHE

Adn¥ LDL( £ & Calbiochem 2 & ) , R E t
¥ ® K M 4 % ( thiobarbituric acid-reactive sub-
stance, TBARS) M| F R Al & (W KB KB R AR
7),RAW264.7 AR A (FEBRERAZEHR T
), ARG R Bractin — i B4R A B sPLA2-
VEF B (£E Santa-Cruz A ), KA R
sPLA2-X % % & 44k ( # B Cayman 4 7 ) ,HRP 45
BUWFERAR LERE _H(LEFYLHF4EY
HAREWRAE),RNAmp & RNA R BUR A B B
Lowry 3% % & & B A #| & M & SuperECL Plus # &
EXB(LrEFFEEBEHALAR),L00 bp DNA
Ladder Marker, Taq DNA % 4 8 Oligo d (T) s 0

NTP[ 2 A T8 (A#%)HRAF ] (Takara 2
7)) ,M-MLV 3 # 3 8 (Promega A 5 ) , R E B %
F & Marker( Fermentas /) 7 ) ,RIPA 41 R A % [ 4t
RAFRE (solarbio) BE AR AF ], KERERE
N3 % (Millipore 28] ) .
1.2 REEEERRNELEBHNERE

#HEey LDL AR & W PBS F4CHEAT 24 h
(B6h#HK1 %K), KL %R EDTA B, 2 3% UT
FEwEEE oxIDL, QRRBHEKEEEEE
(MM-LDL) H# & X Wk (8] 7 2% LDLE T
49 wmol/L FeSO, £ % PBS # ,4C% A 72 h; O%
BEANXKEEHEEE (ox,,-LDL) 4. IDL 5
Cu’* Byt #l % 1 g/L & LDL 5t 5 pmol/L CuSO,, %
ICTRLIGQERANKEREEE A (ox,-
LDL) ¥ #| % :LDL § Cu®* B[ % 1 g/L #§ LDL
# 5 wmol/L CuSO,, % 37C T4 1% 48 h, ¥ L #
%8 = & ox-LDL | 74 FeSO, #n CuSO, B £ #
PBS A T4CHLEN 24 h(HF6hH®AL K),ER
Millipore SR BN EHACTELYRERTE, £
0.2 um HARBELR, RO B Lowy 2WE & B
4EE RAPBSHEEEAKREN L, 0%k4CH
k&%, FLAAER, & TBARS M KA &3 A
FHATHRME, BB A 1% K0 BB R B sk B A 2
ox-LDL 5 LDL #) 4 »} ¥ 3k it % & (relative electro-
phoretic mobility, REM) % % % LDL LB K.
1.3 RAW264.7 BREMEFHTRS4E

NEES KA RAW264.7 14 10% & 4 o
i DMEM (3 8 ) 8 5 2 % %, £ 37C 5% CO,
WERERETEL, L SER, AHRAKHN
ERO0OAR 1 R) A FER, 4% mH B A
T4 vk #y DMEM 3% 5k 5 4k S5 57

# RAW264.7 4 o 8 F 6 7,5 x 10° A/
A, A E 90% W LI K R, 48 K B 3 SR
AEERATR, AELAHTTHR (D TRAR
L EH ox-LDL # #% RAW264.7 @ F 4 h & 8 h( %
FIATH#M mRNA o Z Bk %) OPBS AW R
41 ;@ LDL 4 (80 mg/L); @MM-LDL # (80 mg/
L) ;@ox, ,-LDL £ (80 mg/L) ; ®ox,-LDL(80 mg/
L), (2)F B & %% F &% LDL (ox,,-LDL) H
# RAW264.7 48 4 h(# 3 mRNA £ % ). @OPBS
% Gt 4 ; QLDL 4 (80 mg/L) ; @ox,,-LDL (40
mg/L) 4 ; @ ox,,-LDL 4 (80 mg/L); &ox,,-LDL
(120 mg/L) 4, (3)80 mg/L ¥ % X A f LDL
(ox,,-LDL) 4 5| ¥l #% RAW264.7 4/ 1.2.3.4 fu §
h(# R mRNA £#&),
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1.4 PHIBOBRRENTNVYREDHESE
A2, VB X B HRIBHEE A2 mRNA f9RE
WELAARXEEHEN, A PBS A k2 X
A RNA trip A —F H R KA E RNA, B
B RNA # A2 pg, £ 200 U &y M-MLV i # 38
#1125 pmol #y Oligo d(T) ;5| PA 25 pL K R ¥ #
K4 R cDNA £ —4%, B X RNA # K 2 pug, 50
mmol/L # Oligo d(T),s 2.5 pL, A H,0 #F £ 14
pL,70C 5 min, T # k% 2 min B };25 pL kR #
# XA [RNA & &/ Oligo d(T) s B4 & 14 pL,
M-MLV 5 x Reaction Buffer 5 yL.dNTP(10 mmol/L)
5 pL #o M-MLV ¥ # %8 1 pL(200 U) £ 2CTF
RElh, Sl bE TANIREARSEAR
AT 4R, cPLA2 E# 3| # % 5°-GCA GGA AGC
GAA CGA GACS3’, F# 8| 4% 5’ - CCA TGC TGA
ACC GTA GGT-3’, =# J§ 4 279 bp;sPLA2-V k
¥ B4 % 5’ - GGC TTC TAC GGC TGC TAC TG-3’,
T# 2 4% 5 - CAG GCA GTA GAC CAG CTT CC-
3, KK A 231 bp;sPLA2-X LI 4 5°-
GCT GTT ATT GTG GCC TTG GT-3’, F# 2| 41 %
5’- GTA AGC CAG CTC CTC GTC AC3’ , = #& J§
# 218 bp; GAPDH L5 # % 5’ - TGT TCC TAC
CCC CAA TGT GT3’, F#3/ 4 % 5’- CCC TGT
TGC TGT AGC CGT AT-3’, = 4 % J§ % 269 bp,
PCR R Bifk & % 25 pL[10 x PCR buffer 2.5 pL.20
mmol/L MgClL, 0.5 pL.dNTP(10 mmol/L)1.25 pL.
T3 4 (S mmol/L) & 1 wL.cDNA 2.5 pL Bl &
Taq DNA X 48 (5 x 10° U/L)0.25 uL, A H,0 3
FE25 pL], PCR K P 4&HH:94CHEH S min,
94 & ¢ 45 s—57.8CR K 30 s—>T2CHE M 60 s, 3
37 ANER,72C H ¥ 10 min, FiH PCR 4 #&
2% SE Mg B BOF . 3k, PCR 4 K &, B B
BRAGPBREEA BTN FHEERREES
GAPDH —# R A E W, EH3 AT LE,
1.5 Western blotting # MR RAMEFH L
W VEMX NSHBBER A2 ERNRE
FRARPAGRABK (AP AE
B B R R R ) 20 pumol/L leupepatin/
aprotinin/pepstain 1 1 mmol/L PMSF) 4% 3 41 Jig 14 &
EFO, AREXLHALMANZEEENHAANER
Millipore 42 38 & & % 4°C,5 000 xg,2 h H O E K%
EH, ,
Bradford & 5 € & )5, 100 pg E B 5 5 x
EREFFERIEF 0 min; REFHERIER L
WAL 5 x L& H R4 K% 10 min, § 44

FORSERER I ERERBAAREGRER
BEREIWEBH#/TSDS RARBRER L K, £
6% RERFEEN SOV, FHN15% 2B KEF
W JE % 120 V; 38 % 80 mA,120 min 3% % PVDF &
L ;*fF B-actin A B sPLA2 -V, EH U 5% B JE 7
#2HE 1 h, —$i(B-actin:1: 2000;sPLA2 - V: 1:
100)4C £t {13 4 ; 7+ F sPLA2 - X U B 5% Jit Jig 4%
RACHAIH, %k H—41: 200 EEBF2.5h,
TBST # M &, = i (B-actin:1: 2000;sPLA2 - V ;1
: 1000;sPLA2 - X :1: 1000) £ &% & 1 h, TBST
##% HRP-ECLE 4 BE2E A Bt, BRAKR
GHEXRRERANMEREE, EL3 KB
ER,
1.6 Sit¥EaH

A Bio-Rad & 1§ 447 3% ¥ Quantity One 4. 6.2
#t RT-PCR 7= 4 &, 3% 4 % . Western blotting & 25 2 3
FREEEH, EXLRNREN v+ k7, 4H
ERELERMEEE ANOVA £ %, i SPSS13.0
GiHHTR,P<0.05 HEREREHR,

2 58

2.1 HIEMERBRAEEREEEEQANLER
LDL 8 4bB45/5 , 8 ox-LDL il fi AT 3R
i, &% ox-LDL 7 1% FEASWEE RS b #9485 REM
AEmk, EREEABRENEREENEE(E
1), Z2T&E FAEMB T EML 72 h =LK MM-
LDL ) REM 38| 1.1, & Cu>* £ 37CTFE4k4 h
FEHE I ox, ,-LDL ) REM 363 1. 5,48 Cu®* #£ 37C
T4 4L 48 h =4 i ox,, ,-LDL [ REM 355 2.6,

1. FEESERBKEEARETEEEARLERE
1 LDL,2 % MM-LDL,3 3 ox, ,-LDL,4 % ox. ,-LDL,

2.2 MARBEREMENZLEREENEAEL
BE

S {LBEH ox-LDL 5k 248 /L9 LDL # H. %,
TBARS HHBAR , HEEEABENAR NS
(LDL % MM-LDL.ox, ,-LDL I ox,,-LDL fj TBARS
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E451081.2+0.34.110.7,17.5+5.2 7162.5+
9.3 pmol/g)
2.3 SUBREERESH M RAW264.7 Afa4
he(8 hx VAR X B4R B%IER A2 £ mRNA
HMEAREKFEHER

5 LDL 451 PBS Z G AN, SR E R
% B 2 5 R RAW264. 7 40/ 4 h J5, cPLA2
mRNA HEER LB EH (P >0.05),{H sPLA2 -
V#l sPLA2 - X [y mRNA X B0 (P <
0.05) , 3 ox,,-LDL #l MM-LDL {5 sPLA2 - V
1 sPLA2 - X mRNA F3X{ERIBH B8 TF ox,,-LDL
(P <0.01) ,o0x,,-LDL %% sPLA2 - V 1 sPLA2 - X
mRNA A EFIRIR(P <0:05; B2 ME 1),

1 2 3 4 5

IRIRIRT

2. FRASMBEEHEFA (80 mg/L) R/ RAW264.7
A4 h M IVEMRABER A2 & VAMNX AL HEBE
8§ A2 mRNA RZKFH¥EM 1 HPBSTEAMEH,2 H
LDL #,3 2y MM-LDL 41,4 3% ox,,-LDL 41,5 9 ox,4,-LDL,

5 PBS m X B4 M LDL A H, & B EHLE
K HEIRE A RI% RAW264. 7 41H2 8 h 5 ,sPLA2 -
VA sPLA2 - XIHAZE AR HRR L EFEAK
FkK T (P <0.05) , HH ox,,-LDL 1 MM-
LDL 5 sPLA2 - V1 sPLA2 - X B EEHNERA
BB 5% T oxg,-LDL(P <0.01), ox,,-LDL &
sPLA2 - V#I sPLA2 - X BEHFEAKERABRR(P <
0.05; /3 AE 1),

sPLA2-V (14kDa)
sPLA2-X (13, 6kDa)

B-actin(43kDa)

SPLAZ-V (14kDa)

sPLA2-X (13. 8kDa)

med i um

B3 SYNEANEERIERS (80 ug/L) /M RAW264. 7
M h X VENX B HIRAER A2 ERA(LE)

FELE(TH) PREHER 1M PESSHMEH2N
LDL #,3 3% MM-LDL #,4 34 ox, ,-LDL #1,5 34 ox,q ,-LDL,

1 HRRUDESEIEES RN RAW264.7 HHH4 h 8 h B3V EMRIIBARY A2 IR VEMX B R DRAER A2

f mRNA FO & RAKFEIHM(x 25,0 =3)

oPLA2 sPLA2 -V aPLA2 - X sPLA2 - V sPLA2 - X ePLA2 - V aPLA2 - X
i 8 mRNA mRNA wRNA WAES P o EEH LHEE
PBS FEAHM  0.556 £0.054 0 0 0 0 0 0
LDL & 0.537£0.043 0 0 0 0 0 0
MM-LDL 4 0.541£0.061  0.21220.021%  0.232£0.019%  0.126£0.013%  0.144:0.017®  0.094 +0.013=t 0,121 +0.010%
oxq ,-LDL 41 0.547£0.032  0.482+0.025%  0.425 £0.034% 0.2220.011% 0.176£0.026% 0.154 £0.018%  0.143 £0.013%*
oxgg p-LDL 4 0.552:0.028  0.085:0.013*  0.121£0.008*  0.026:0.005*  0.0310.006*  0.021 £0.007*  0.012 +0,003*

a2y P<0.05, 5 PBS 25 (%} I LDL 4 ks b 2y P <0.01, 5 oxgg ,-LDL A Hi8 ;e fy P <0.05, 55 MM-LDL 4 He&E.

24 AERENCECSAEREEREARNH
RAW264.7 4R VEI IR RURRARRE A2 IR VE
MX B HHRIBEASEE A2 B mRNA &K F AR

5 PBS == B %f FR 4 #1 LDL 4 A 15, 40,80 F0
120 mg/L §J ox, ,-LDL ¥ 7] B Bi%F sPLA2 - VI
sPLA2 - X ) mRNA #35(P<0.05), B2 —%EH
VR HRBIHE . 80 me/L #1120 me/L ) ox,,-LDL ¥
$ sPLA2 - V 7l sPLA2 - X ) mRNA FiA1EFER
F 40 mg/L # ox, ,-LDL( P <0.05) {8 80 me/L

120 mg/L f ox,,-LDL %5 sPLA2 - V f sPLA2 -
X mRNA RXEFAZERH LB EM(P>0.05);
BYRBE4H) cPLA2 mRNA REERIF LB EM(P
>0.05; K4 1% 2),
2.5 BEEAKEEERSNH RAW264. 7 458
FEREXVRRRABIERR A2 MR VEMXE
S BIREASER A2 B0 mRNA RiEKFRFIE

ox, ,-LDL(80 mg/L) 431 RAW264. 7 40
1h2h3h4hFShfE,E24K cPLA2 mRNA £
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BERIFLBEH(P>0.05), T sPLA2 - VAl
sPLA2 — X ] mRNA 3235 7K ¥ B (6] SE < 2 2 #i 3
Inf#a%,4 h B sPLA2 - Vil sPLA2 - X ) mRNA
FIAKFEBI R4 h 55 h ) mRNA RkkF 2
RIHLREE(P>0.05; 85 FK3).

cPLA2 (279bp)

sPLA2-V (231bp)

Ll BsPLA2- X (218bp)

=
[
(]
)
-
o

(269bp)

4. FEARELEELESEERSHM RAW264. 7 4
HVERERBEE A2 R VERX B SHBBES A2
Ry mRNA FXKFREM 1% PBS FEXEA,2 ¥ LDL
(80 mg/L),3 2 40 mg/L ox, ,-LDL #1,4 % 80 mg/L ox,,-LDL 4,
5 2120 mg/L ox,,,-LDL 4,

R2 FERENEERAERREESRMRAW24.7
RaxI VBB RIS A2 LB VERX BB UBKEN
A2 ) mRNA R&KERIEN

4 4 ¢PLA2 mRNA sPLA2 - V mRNA sPLA2 - X mRNA
PBS 23 [t 4L 0.559 £0.055 0 0
80 mg/L LDL 4 0.540 £0.042 0 0

40 mg/L oxy ,-LDL 4L 0.558+0.026 0,239 £0.014*  0.147 £0,012
80 mg/L ox,,-LDL#  0.550+0.034 0.486£0.027% 0.423 £0.036*
120 mg/L oxy , LDL # 0.543 £0.041 0,492 £0,031%  0.431 £0.017%

a3}y P<0.05, 55 PBS 23 (9 x4 41 f LDL 6 H32:b % P <0.05, 5 40 mg/L
ox, ,-LDL # L,

M 1h 2h 3h 4h Sh

200bp
300bp. cPLA2 (279bp)

200bp

154 b
300bp sPLA2-V (231bp)

200bp ; SPLA2- X (218bp)
300bp :

i 2000w GAPDH (269bp)

300bp!

5. BESUESERES (80 mg/L) HM RAW264.7 4
HARR ANV B RWRER A2 LR VERX B
SRR A2 B mRNA Fe K FAIRM

3 Wit
55 I 40 B o 00 DR 20 R A 5 L R S BRGR RE R (L 3
WEBMERHEEENS, UERREAE ST

3. 80 my/L BE EALMEHREEE S BIM RAW264.7 S
FEME VAR B A2 MR VAN X BB
BUAAE A2 f mRNA XA THIMM (5 £5,n=3)

Bff@j(h) cPLA2 mRNA sPLA2 ~ V mRNA sPLA2 - X mRNA

1 0.549£0.032  0.033£0.007  0.021 £0.009

2 0.535£0.037  0.085£0.012*  0.099 +0.017*
3 0.5510.044  0.179 £0.019® 0.174 20.016*
4 0.544£0.035  0.479 £0.028" 0.425 +0.033"*
5 0.538£0.056  0.498 £0.019% 0.418 £0.032%

aFP<0.05,51 hAE;b I P<0.05, 52 hALhBE;c I P<
0.05,53 h A,

A @M R A EE R Z (0 SR-A 1 CD36 %)
TR BN ox-LDL, 2k 1 fin 33 A8 [ BE AR 45 8 R 7E B
WEBE, \TT R kA", EeEsss
ERZEPRFN K EZREFEEAN ox-LDL, X Fi
AL LDL DA K& MM-LDL k%, REHIEER B
(apolipoprotein B, ApoB) &4 T — 88 5B BN
i, R R LA E R M R 2R A . MEh
BRI B E TR TR A ox-LDL K ZHIE
ZERL N LDLM | B4R 4 B8 il £ 2 kiR
29, U LR R RS R LR T a8
LDL FRAE HAbIEE 1E R R g 2 8 B A AR S F
BEM AR AFERFABAARRREML I %X LDL
#HTEBM, 2 H &3 BAREARED ox-
LDL TR B E w4, R B MEH A LDL
(MM-LDL) 1%z Bf & {6 B9 LDL ( ox,,-LDL) & &
sPLA2 - VI sPLA2 - X RAMBEHEH BB FE
B 1L LDL(ox,,-LDL) , iR BAZ E R LB H
LDL B4 A& BR M7 B W40 = 4 48 58 KB Y
YEH , T ELIXFR4E B AT REFF A K8 T 3508 X AR
P,

FREIHRRATOREEH BHTILE
R KFHERAR FE—SBEEVRBRETEOR
KIREERE, BRI WEIBISES A2 7] RE7E 30 k3K
HEARENBTEEEENER. IREUHE
sPLA2-V #l sPLA2-X /KB i3 &9 LDL 5 X8R
LDL(native LDL) i tt, BORLA AT R4 TR E NS
MNAEEZEEHRERN LDL BRBE, =%
LDL 3 & %) ( aggregated LDL) , AT EA B 358 5 Mg 40
R EAERURBKRARBER" Y, AR
SRR E L ox-LDL R ¥ /5 7T % § sPLA2-
V#1 sPLA2-X f)3R58 , Al RER S Bk B i {L R R
# sPLA2-V Hl sPLA2-X §93k 38, 724 1Y sPLA2-V 1
sPLA2-X Al #t—35 K i@ 881 LDL, — J7 W& ] 7= 4= ¥
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BIIER AR (FFA) \FEIfLBERE ( Lyso-PC) S{2 3 BRBE 4L
RENT, FI—FEEN B sPLA2-LDL [
SRR B B W M BT SR, 1 B BE )R 3K ox-LDL—E I
I —sPLA2 [8] AR TLAE FE VT RE R Sh Bk AR RE LT
BT B R R R AILH 2 —

FINARERAKXR IDL HAEESEER
#iH sPLA2 - V#1 sPLA2 - X 033k, TEF Ek
f9 LDL(ox,s,-LDL) %5 sPLA2 - V #I sPLA2 - X %
KRN BN, i TXR LDL fEEEki
LDL 4)3 &8 &t LDL 32 (g 8 R 2 A% E A
R SIASEER, B T 4B B3R ox-LDL 2 E g
M= S8 A W A2 35 sPLA2 — V fil sPLA2 - X
HIRBET R IERE N A H LDL 24K R ¥l
REERINRRZ, HEEENRE WA Tol 42
k 4/ A F «B (TLR4/NF-xB) (55 S8 % , A5
Rigr B S LBMiH LDL 5 E M4 HE TLR4/NF-
B EEHERBHBMBEXEFI Fot2 kb
REMAREXENEL SN K LDL FERR
WABHR . RITHFEABR ox-LDLAESFER
HMiF % sPLA2 - V #1 sPLA2 - X W EK4FHL
i, AT 32— 25> 0 B 3 B R AR AR AL BE R 08 A %
FREGS N, 20 5h BROSRE TR AL BB 3 3R BT O 28
RE B,

[ 3TH]
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