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Wit 5 %% 3 Jok 5K3 9 B 1 2 9 L SR ABIF Y . AT R BRAE SN
Ik S R B i A i T 1 T A o AR v i 2 A % D S S AN
R s RIEAN TS5 RIS 3 koS R R 1L 8 3o 2 v 19
ODHRZE., BEAMEERIEE A, (lipoprotein-associated phos-
pholipase A, , Lp-PLA,) i 8K 5] #2 )72 G T 19— 5 3l ik
SR AR B Al O IR I 9 5 0 % U0 AR OC B B IR I A B SR,
KB Z B R Y] Lp-PLA, 5 5 4R 3h Ik ok A% 8 16 P 0 0 9
G Lo ) PG 24 H S 0 19 5 A6 O ZR 4 U0, I A€ I 3 Lp-PLA,
P45 2 B T TP Do L i I 9 e DXL I ) 2t S I B3R
WAL g o L5358 0 19 o 38 R B 0 L, TR
TRIT L G I 0 T 1) VS A BB HE A A R R AR BT 1 Lp-
PLA, HF5E#E AN — 2534
1 LpPLA, BEMZHNE

Lp-PLA, XHR Il /NR T £6 B+ 2 Bt /K i B (platelet-acti-
vating factor acetylhydrolase, PAF-AH) , & — 25 ek 15 2 A
00 A b B I S 7 T ik T B K A JE AR TR L R 0 IR
I BN BB R 8 TY R BRI A, BRI (A5 H
T BN A, 8RB AP RIS T Ca®
S B R (PLA, GT) T 1995 £ I Te b . A 12 MM TF L 8
LT AAK 6p21. 2-12, Lp-PLA, & 441 > 20 B iR 5% B 4
JBL I — i 22 SR TR W L MEXT 4 F R R 50 X107 PRI ER
WY Lp-PLA, 3% ply s 00 W5 40 B R T 98k B 40 B & B 0 43
W ZRIENRMMTE . Lp-PLA, USEEA PR LS AN
T, B (7000 REBNRE A B1o0, A BIEE G A F)lE
A, KRR AL L R S B B 0 SR
A PRAAE R R B AN ] Lp-PLA, AT LAy S 4 Fh 28 R 43 3
R R AR Ca®t ROl R A,

Lp-PLA, ISR E LY ¥ 28 ZHRMEmE,
PTEF T Lp-PLA, ok B 5 8 P00 L4 8% 0RO A7 72 — & 1 6
B AR BB R, Lp-PLA, 51{K% E g 4 11 (low density
lipid, LDL) HyAH &Pk SR BE T 40 06 BRI ¥ 5 MR 2R AH G A 2%
FOIA g B AE O A S Y Lp-PLA, 3% P & B 2K, B

FEF RN AP UL (1987 ~) 2, WL WFFE AR . BN H LR ZW IR, &

AR IR RS : A

XEHS:1673-4130(2013)09-1119-03

ST T RO R B R DA HEAT Lp-PLA, TH il
2 Lp-PLA, g9t

HHT Lp-PLA, ByI&E C & N TR IR, 32 A 2% (5
LY ) V7% P 5 v BE I s 0 TR Lp-PLA, 195250 % 05
VA Tt B A0 95 W FfF I € (enzyme-linked immunosorbent assay,
ELISA) fl [E 835 ¥ 43 #7 . ELISA #&Ul Lp-PLA, 7 A 4 vk £
LI 2 I AT A ALV S Y Lp-PLA, Mk B,
Tyl RS2 B & R IR . %k b OB BT R Je 0 B E Lp-
PLA, By BEKF, S2 5 AT 1 Mk B0 450 £ w8 1 FL Al i B A it
P FH AR o 420 Ak 1 6 T BB AR T 0 . MR T AL 1 s o it 2K AT
SE AT HTRE S P Lp-PLA, W& & ARYEEA | R E K. 4
T HI K Bm A e AN [7) 45 B0 B J5 HF 2F 47 #0040 3 [E Diadexus
AE I A Lp-PLA, R 7E 40 AT K M AT AR A 75 12 10 Wi B
KRR vi A BB A PR | Lp-PLA, 320500 76 43 87 K6 0 5 AR
AFE L0 LS WB., gallE Lp-PLA, 1% HM & Bl
ng/mL, &% 45 57 0 Lp-PLA, 3% 4%, 1] PAF-H3
Ry SN VG ) T R Y 3R 5K LA 22 T4 43 B PAF KA IS 9 1Y
8 nmol/ (min « mL) . X Ff J5 325 o it A 3 L AR Oy 244
WS S A6 0 R 4 288 UK Jay R, T A Ay i 3 L 28 28050 0% A i s i
Yy 45 EHC I K B 8L ELISA /b

Bifi 5 B 27 B R I UG & B, SE B PR Lp-PLA, e 38 i
B /N AR A0 4 A R S I L R 1 R TR 2 s T B R SRR
U457 A 0 16 DR T Joe o K S 95 B Lp-PLA, B I 2 4L 3 1) F 5%
R R T S8 3 RS A 00 o DAV 6 Bl 5 993 1012 W RVA T
3 LpPLA, 5Bk HEBLBIR

LDL 4 A48 4 i 2 ik o A s £ 7L 100 g 24 A 4 2 Y020 )
ZOLWR. MW T Lp-PLA, RZHiMfE LDL I, 5 LDL
— R M M. 78 LDL UKL ), Lp-PLA, /K A1k
16 i 1) A N T MEL ik AT 7 A 3 I WA T IE R 4P IR T TR L S
TR AR AT 3 JTT . R VR b B R R A R A T AR AT
SRR A A A T AR R A Y B A LAY A D W A
I I 200 L s AR Ak 28 DL T 2% 5 96 R 40 6 L R T 1) 9 UK 2
JIE 2R A i B J G A T Ak BRE BT L sk e i b A I 4T i R i
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WA &= A W 2 () Lp-PLA, iR 455 %, i 5 803 ik
SRR R AL B B 1 E — 2B kR L B B8 B ik 4 Al B R AR
B it 2T A4 M %9 - 98 JUL 2 R g st B (0 B e 8 A e 5 e Y
AT 51 3l ik ol A BB A 1Y) & A L R R S 5 Bl AR T B AL 1T 4
FAM R L,

Hai A s ko re i AL b C I g i Lp-PLA, K. —
RIEH S LDL 454 /9 Lp-PLA, , 230 ik P9 55 B #2 9F A P9 JiE
T AR B A T s R b Bl ook A R Ak B B P Y 4R AE 48 i
Chn B w2 Jf T bk £ 200 i 5 I K 448 6L 550 8 5 81 . Lp-PLA,
T2 B Tk 55 B A Ak BE B e g A Al B o R g R T
4 BITHRERAEEHAR

KRB N R AT 06 2 B 9 45 AR 3R 1 3% Lp-
PLA, ¥ B 535 50 008 B0 XURE: TE AH 56 L B2 0 I 4 = 4
2 7 B B

Lp-PLA; DR AE# X 32 K M B 58 79 036 Bl
I # 19 Meta 43 M 45 ®oR ™ Lp-PLA, ¥k BE 7K 1) 4 S B 5
TEA BT R o R — 2, (B Lp-PLA, 35 £ /Y 48 3¢ AIF 58 i 2R
BT AT W T AR RN S AR . 728 % Lp-PLA, & ¥
R BE 1 XUBS: L — A5 UE 22 09 43 07 b s 5 PRI B Lp-
PLA, &M@ T4t . B 5 9E % % B2 AR 2 1 IE [E B Chigh densi-
ty lipid-cholesterol, HDL-C) (»=0. 49,95% CI ;0. 45~0.52) ,
LDL JH [& fi% ( LDL-cholesterol, LDL-C) (r = 0. 48; 95% CI;
0.41~0.55) 5 HE A B(r=0.45,95%CI:0. 38~0.51) & =
Pt H 3 (r=0. 22,95 % CI:0. 19~0. 26) 41 3¢ , i 5 HDL-C(r=
—0.24,95%CI:—0.29~0.19) fM 5 HE 1 Al (r=—0.15,
95%CI:—0.23~0.05) B A&, Lp-PLA, 5 Il & ik &H A
ZE R BIAR DG T A R X S OC AR o O JIE OR A R 0T 5T AT BA B
JETEXT Lp-PLA, L& 5 = i B 1 975 58 28 19 46 DG 4 2 07 vk
PR T A O WL ART T B g R AL T AE A T KRS I A R
I 19 20 536 BRI L 43 0 45 T B AR T 40 mg SRR,
TE19 0374130 & b . Lp-PLA, W&V R EE B AR EA A
B ERAEHL LK. Lp-PLA, I M b4 28 5 R 3 Ik 2 14 (I
B L WUEE BB L 5 R 3l ko W06 B R & 55 A ¢
(HR:1.11,95%CI:1. 06 ~1.15) , H& %R I8 E LW £
JG A SR Lp-PLA, & 7 5 5k 3l bk & 4 1 A O P 5k
FHEHKT- . Witlfts 7T ol B AR Lp-PLA, 35 M & 1y 252,
{HIETE = K Lp-PLA, 1& P2 53, Wt VT i & =5 04 s 20
ARAE L. TR S SAEAT 99 5% R A 7E A% TR X 26 45 SR i, o 2% FE I 2
JKNFo XF Lp-PLA, BEARAE A 3l bk oks 16 B8 A0 XU B 1) A 75 490 5
U A AR O AT S OE T A e S RS B Y 4R
Mo AR, Lp-PLA, 7K 5 JI§ 25 Y 48 56 AR ME e g — > KU
N BE 5L T 53 — A KU I F i AR 7T

Moldoveanu %% %t 80 il 56 1R 3l ik 3 5% Wl /% Bk 2% et B A
1T 50 %0 i B E A R & B 4R BB IT RIS L B ATk
B A Lp-PLA, BTGP BRI TE & B 5 6 S R K BB E A
33. TS A AE SCHR M TR L $7% Lp-PLA, X i 8 P 46 5 45 5+
PER IR A R A A M SE AR B Y Z — . Mannheim 450 %
167 5147 33l ik AR5 DD Bk AR B8 3 I R 0 v i B A R A 1Y
Lp-PLA, RH ™ WEBt b 9323k & TR G #H . R Lp-
PLA, WG YETEATR @R h 8 & . FERES /Y 48 A~ H Ay Bl U5
L I S R RO R AR BE ) Lp-PLA, K741 2 8 A% Lp-
PLA, KP4 3 50, BEFE RS Lp-PLA, n 34 inBE 4 iy A

Fasg k. Zalewski 457 MR 58t 3 K¢ Lp-PLA, A] f8 34 /in ) bk
9 T AL BE B 1 AR A o (R RS T R AT
ARG A B, L3 Lp-PLA, ¥ 3 B 56 4k 2l ik s 28 32 8048
TG n 5 g R Sl Bk o A A Ak B B i B e R W] R O
KEE,

PLA2GT JER S 5 %F Lp-PLA, {14 #9380 4 A A G
24 25 V6 By B A [N R ARAE D RE SR R B T (V279F)
REW /> Lp-PLA, BE P, 1 126 ~ 4% W& 4 4 5, Lp-PLA,
BEARBA DT, AE 1 WAL G 10 464 B 5L AR 15 624 i
Xt HRZH Y BRI 4 A BE 1 Meta 43 M7 HR . AH 56 1 B 5 Y R
A379V.,VV Z & LpPLA, {ith AA 2 &= 7. 2707,
HA S AP TIRZ B X HEE /N, X Meta 5357 7
Lp-PLA, i 1 WY 53 {5 B3R 5 0 995 S 4 AH 56 . {H PLA2GT B A
B 5.0 M FE B R I 3 5 IE S8 Y IR Bl bk 58 e A R
W, SR, A PR 22 A 150 A8 DRI 119 56 R AE AN () il A8 = 40 Ok AR
BB AR B A BT B R X R KR 4
MR B 8 M GE T ) R R i B X P g Lp-PLA, f&PERY
22 S AT B 23 52 1w e R Bl kR g KRS 1) AT g

FET REMPF R R TER AR A 2 356 B O k2
(American Heart Association, AHA) /3% [E % i 15 il 5 5
i[> (Centers for Disease Control and Prevention, CDC) ] 4§ 7
o, Lp-PLA, W7 FI T4 B % e fe B R 3% i 3 Al L A o HeT
DAAE A 1178 8 118 — b 5 7 1 12 W7 i A LA BRI 8 1 sla s i
R E
5 Lp-PLA, %530 & 5

Lp-PLA; AALATAE 2y 51T 3l Ik o5 B B 4L 16 97 19 97 R 46 45
WA B RIRYT RS, B AT, 5 R Lp-PLA, i
bl darapladib 2 3l ik 35 4 68 4k 14 TR 53897 HFRE T — %80
AR B KBS I 1 PR AR VAR 72

EH Br A= 9 45 10 52 4% BF 58 2 (Integrated Biomarker and
Imaging Study 2, IBIS-2) [l AR 36 H 07 L4 330 4 54k 30 ik
L Lok 1 8 BEPL 2 Dy 2 4, 5300 45 T darapladib
(160 mg/d) F-Z B REIT T RN 1 AR, SR )5 WP 4 1] £
PR G B G 22 R R 45 R R, darapladib 4
B Lp-PLA, /K 5 25 FEA% 59 20 B 1) 2R T R 4 d
AR By Ik o A A8 A B B AR T8 1 R i 88 B C e 8 K P 1 S
B 25 5 REIR YT 4 A, T AL 0] R B A FRAR A6 R TG BH B
2 5 B 522 B 4 M L darapladib fE7G %500 5 PR FEAZ O R FR
R, 22 W (P=0.012), ZBFFTIA R Lp-PLA, #1 il 5
darapladib FH1E T IRFEH O Y K, R BEE 5 B bE 1) — A~ F2 %2
PeE P 2

IETE 4 i R B R BIF 58 STABILITY, J2& — i B 4L
RUE 2 B B I R 30 K (0 4% 39 A E R iy 15 828
H 2 E NS>y 2 A AERR HETR T 7 58 CHN B FE 24 L B ) D Ak
ALY 2 NG 25D 1 FE Ak E 433 ] darapladib(160 mg/d) 5§
R B 1R TSR 2 BRI O R A O R &
i) i) i 7 darapladib & 75 G 25 FEARGE O 8 20 48 5 1
e JIE 96 A i 2 o B I 1 95 B 55D 118 R A IR, B A
IR T ) 3~5 4,
6 B 2

TEAL S0 W BIF 8 45 Rk ity b 5B 6 T Lp-PLA, H®F5E &£
81, Lp-PLA, AALEA e 3l ok ok 4 B Ak BEHIE 5 4F T 17 L

darapladib
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] GE G I BEH Y N AR AT R IR AE P . B IR AL I IR
5% STABILITY F1 SOLID ¥4 Bl # darapladib i 75 %2 4 2 .0 «
i 0055 =R 0 XURS: . R Lp-PLA, /B FIALHI 4 & 58 & BB,
QAR A Y A1 R (8] 1 ) ) B R T AR A 25 5 500 i i 4
IRUBSE A9 R S P 75 380 R b 22 3 56 %) UE BH 5 Sk 3 fik s B R AR 1Y) 12
Wi SR T — R L = F B .
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