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Lipoprotein associated phospholipase A2 (Lp-PLA2) is an enzyme produced by inflammatory cells and atta-
Lp-PLA2 hydrolyzes the oxidized LDL and releases inflammatory meditor to promote
There is a significant association between the single nucleotide polymorphisms in the PLA2G7 gene and coro-

Lp-PLA2 is a novel inflammatory biomarker and has close relationship with the propensity of atherosclero-

sis.  Lp-PLA2 has received attention gradually as an independent risk predictor and may be a new therapeutic target of coronary

heart disease.
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This paper reviewed the recent research in the correlation between Lp-PLA2 and coronary heart disease.
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13 Lp-PLA2 N EEEFEREA (high density lipo-
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G N R )G, RPN Lp-PLA2 & FLE PR AT 2L
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P AT e A T 9 R R T TR B T B U
PRI Lp-PLA2 A] LAAE Ry A2 e B0 S0 FR 5 O
PEPEZE T RS A T B 2%, HL k57 FAR 48 180 I AE
fER N2, 1M Cook 457 5T 2 Rk £t Lp-PLA2
HOMEREEEEZ B LR, 45 R 52RO i F
P A R 5 Lp-PLA2 & A7 56 1 5 Lp-PLA2 1
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FI B 1E B 38 K ANES E BEAE A, Ridker 457 78
—I5CT Lp-PLA2 1 #7 A 23 Br v, 4 A 17802 5] I
I Bty &7 XA T T R 22 S 7] B R B S BG h R E B
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M B 2% 5 . Kavin 256120 245 548 30 ko 28
e i EECE IR R , ISR Lp-PLA2 il C [ b M
AR, 25 R B R 3 A~ H 5, Lp-PLA2 il C
SN AR H A 7K 53 51 AR 209% F1 15% , Rosenson
800 S B g Mg I B IR AR U LR S Lp-PLA2
(AL, J AR 1% DL R AT DL AR 25 I Lp-PLA2 %
i, ILRERR 225 ) MR 7T DL RS fIG Lp-PLA2 7K
- AEHAL T B — 2 Y

VAR W WE 58 48 2 1Y Lp-PLA2 4141 57 & Darap-
ladib , F 3= ZLAE 2 0l 20008 1 v K sl koo e B e 37
X AY Lp-PLA2 7K F, Serruys %' 7E — I Lp-
PLA2 il 701 AR 56 H b4 11 iR Lp-PLA2 17 41 551
FLE IR 12 A H 5 sl bk ok B BB IR bR A 1l 2% 5
C SN K, 455 % 0T IR Lp-PLA2 #1117 B
B % B B E ME Lp-PLA2 K- TR T
59% , IR FAAMEIF] G 12 4 F )5 BESIE IR A =
i C i H K5 IR AT C 22 7 . Darapladib AJ
RH L IR FEBEBRAZ O3 5K, T 28 J8 551 2 3% BH BE SR AZ L
RFERE NN, Hu S50 R PR B 1R 26 (32 AR B /s
FUFSE Lp-PLA2 45 AR, 45T = IR 1R 352 /8 B
17 J& 5 FECh ks BERE AL, BEML > PG 41, 5256 41
257 FUIR Darapladib , X HE2H 25 T 327K ,6 JHJ5 Dara-
pladib 2 C S % [ Al Lp-PLA2 7K - i 2 F% A%, IF
FN T B bk 5 20 15 5 30 bk o4 158 %) B e X3k 45 70
$27R Darapladib A]F#AI% Lp-PLA2 7K L/ 36 FE B
YUIE i, X} Lp-PLA2 #l i 57] Darapladib #95 it #F
%%, HAGA STABILITY "' SOLID-TIMIS2"** 3% i
TR T B = HH I PR A5 o #E £ 47, SOLID-TIMIS2 i
5 R B SRR B Bk 25 G 0E R AR B 30 R
P Darapladib 1% 8 50 41 HL %%, STABILITY i
56 = LA XS 09 B8 8 Darapladib 1428
FULH HLR , P20 ) 28 s AR & 2 A 1 R R0
M S (AL HE IR BT | R B8R M0 LR BE S 3E
FOCAER ) X PTG ARG 85T B R
PEM 25 070 Lp-PLA2 7K -2 75 Al LA B .
MAE TR LA, Wang 555 7] bR me sl = w2k
YR IR ST T Y Lp-PLA2 45 i A1 1l 35, #0F
GEIZ B, WK Bl — IS 24 1) B A3 A= W)/ S Lp-PLA2
) 75 #4355 P4 AIK F Darapladib, (B AZE W 55 7= A Y
Al 7e S 2 b B B sk, o ik &9 22C £
N A Y 52 56 o #E 5 Darapladib ¥ B¢ AH L, Lp-
PLA2 10351350 ) s PRAN (L 1 75— 2 5600F

6 N &

PLA2G7 JEH Z B PER M Lp-PLA2 13635 f14:

Y14 TRg , O A 5 4 38 22 B, 35 43 28 28 467 A5 0] LA
6 56 Lo 110 9 KU 388, (5 2 A4S PR AT R 22 25 1k
ANE R R EE o 2 XS 118 5% Wi BF 5 S 0 1949 S 7847
H AR 22 1 UEHE 2 B, Lp-PLA2 HA {12 ) ik o8
FEREAL A F , 2 3h ok o3 FE B A0 1% S S A e 4, T
BB FH T 30000 68 0 995 119 2 9 AU 0 e tR: 3 ik s 722 1Y
FEEARRE . R IME Lp-PLA2 JK Al RE 43 12 i
Ko W07 0 9 B AR — 22 R IE AR  $5 02K Lp-PLA2
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