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 E.BH KT EGMASKHE A2(Lp-PLA2) st & M Bk G AL (ACS M M8, FiE &4 ACS &% 48 6 4
Bt F . ACS & & P A E A % h & F (SAP 427 ) RA8 & B & 4 (UAP 41)22 ], &M S JUAE 58 41 (AMI 28) 26 4] , 4
B3 B8 48 i R 0% PR AR AR R K IS e R A A 21 ). R R B IR S JE R M ik (ELISA) A& m) fe 2 Lp-PLA2 K-F, KA &ITF
7600-20 4 8 3y A AL 5 A7 AL 5 o i SLBR L S B (LDH) | JUBR 3t 8% (CKD \ WUBR 3t B8 B — 88 (CK-MB) L4 & & (MYO) \ = 8t # b
(TGO JERB(TO) .S EEKEG(HDL f ik B E &G (LDL), 8 FRRE4# ¥4 LpPLA2 K-F % 2 &R (F=10.801,
P=0.000)., % i 27,SAP 44 . UPA 24/ AMI Z0¢9 Lp-PLA2 K-F9 2 & T4 R B2 (P<<0.05), AMI 284 Lp-PLA2
KPR FHTF SAP 488, UAP 4(P<<0.05), AMI 41 TG.HDL.LDH.CK.CK-MB #e MYO K -F 8 2 & T4 Ext B4, £ FH %
# % & L (P<<0.05) ;3 LDL #= TC K -F £ F £ %3 5 & X (P>0.05),Lp-PLA2 X F %5 LDL.LDH,CK-MB # MYO £ %, 5
HDL fiAa . %K% T4 4 (ROC) W & 54, Lp-PLA2 K-F A4 W ACSitf P B & F@AA 0.834(P=0.000),95%CI %
0.740~0.928, £ FHAKFhf LpPLA2 55 ACS &5 & 4 o8 FE4H — 2 69 FAM M1E,
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The application of plasma lipoprotein-associated phospholipase A2 test in patients with acute coronary syndrome "
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Abstract: Objective To observe the levels of plasma lipoprotein-associated phospholipase A2(Lp-PLLA2) in patients with acute
coronary syndrome(ACS). Methods There were four groups:stable angina pectoris group(SAP group, 27 cases) , variant angina
pectoris(UAP group,22 cases) ,acute myocardial infarction(AMI group,26 cases) and healthy control group(21 cases). Plasma Lp-
PLA2 levels were detected by enzyme linked immunosorbent assay(ELISA) ,and serum biochemical indexes were determined with
automated biochemical analyzer. Results The level of plasma Lp-PLLA2 was significantly different in different groups(P<C0. 05).
Compared with control group, the level of plasma Lp-PLLA2 was higher in SAP group or UPA group or AMI group(P<C0. 05). The
plasma level of Lp-PLA2 was higher in AMI group than that of SAP group or UPA group(P<20. 05). TG,HDL,LDH,CK,CK-MB
and MYO in AMI group were significantly higher than those in control group(P<C0. 05),but LDL and TC were not significantly
different(P>>0. 05). The plasma level of Lp-PLLA2 was correlated evidently with LDL.,LDH,CK-MB,MYO and HDL. The area un-
der curve(AUC) of Lp-PLA2 was 0. 834,95%CI was 0. 740—0. 928. Conclusion The increased plasma level of Lp-PLA2 may be a
risk factor in ACS.
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FEMKEE A AECACS) B 3E 1 48 N & 2B il i 3 5 4 — 5 1 B0
M . (BT 0 0 O RE BE B i Bt e R R BT
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1.1 ekl e 2012 4F 1~6 A WImEE N REB.O MR
R e ACS B E it O &R B E 75 6. B 41§l &
34 WL 27~89 & AEEF 65.7 ¥, Hp REROLZK

*  FEATH WIRA AT 4 W E (B2012-086) ,

I HE (SAP 4127 fil R R RE B0 & 41 (UAP 41) 22 ], &
P WAL AL (AMI 41) 26 4] . 2 Wi 145 A 1 A A 4141 (WHO)
N0 600 9 12 TR U I 28 T MR B0 ko R AIE 2. AMIL (132
22 AR IR 2 20 IAE 4 2 S I HE R S T 1 2 DA B
Wk ACS VB A I 18 A o o 52 ) B 4 0 B[] 300 A o 4 A oA
KB LA R 21 B,

1.2 FRACREE  APREG2E R4 EDTA HiEE I 3 mL ,FR A
FAJG 30 min T 2~8 C 1 000X g &.0r 10 min, 43 B b I
HK-ET EPH,

1.3 Jfi3% Lp-PLA2 & llw i RHER R AYF A R
N EBRE N TG 2 (@ BE A A2 (Lp-PLA2) ELISA J tt Il 3 1
B E R 4R R & U6 81 B ¥ 47, LDH, CK, CK-MB,
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1.4 Siiheeab s ffif SPSS12. 0 48 1 41 14 Ak # 54, Bl
DL Zodes 3ROR . A bR P ST REAS ¢ G 36 5 AH S M 4 AT R
F Spearman ¥ . F 523K & T/ F7 4E dh £k (ROC) F 1a7 A5 A1)
Wit AMI B FI A . DL P<<0.05 WZESFAHEZIHEEX.

2 % S

2.1 &4 Lp-PLA2 KFELek W31,

2.2 BHMALBRACEILE Lk 2,

2.3 LpPLA2 /K54 WA ALTE A5 1Y Spearman 43¢ 53 #r
Lp-PLA2 /K ¥ 5 LDL, LDH, CK-MB #il MYO iF #f 3¢, 5

HDL fifg6,5 TC. TG f1 CK X, W3 3.
£1 M LpPLA2 KFEHB (T4, pe/L)

2H 5 n Lp-PLA2 P

SAP 41 27 197. 994160, 42 0. 000

UAP 4 22 149.88+185. 62~ 0.015

AMI 4] 26 465.0634-629. 11" 0. 007

febe B X HR 41 21 14.93+6.95 -
— o .

®2 FHEUBRKELR(TLS)

i H filt BRE X B 4 (n=21) SAP 4l (n=27) UAP 4l (n=22) AMI 41 (n=26)
TC(mmol/L) 3.5741.06 4.0440. 97 4.53+1.13~ 3.9240. 85
TG(mmol/L) 1.00+0. 46 1.56+0.91 1.4740.95 2.07+2.27"
HDL(mmol/L) 1.5640.48 1.1240.31* 1.1940. 37" 1.0940.29*
LDL(mmol/L) 1.6540.76 1.9740.77 2.2940.88% 1.8720. 44
LDH(U/L) 127.72426. 50 190.144121. 00 168.32+60. 77" 307.984171.70*
CK(U/L) 72.00425. 04 129. 64+122. 92 126, 67+94. 72 506. 604897, 74"
CK-MB(U/L) 9.9244.77 7.90+4.13 9.00k4. 77 39.90458. 01"
MYO(pg/L) 32.35418.92 69.37453.28 49. 89426. 25 178.41+284. 60"

© 2 P<C0. 05, 5 fift FE X BRA L 4K .

3 Lp-PLA2 K 5% R £ W EHRE Spearman 18X 537

Lp-PLA2 K

Bk
7 P

TC 0.012 0.910
TG 0.192 0. 060
HDL —0. 306 0. 002
LDL 0.043 0.002
LLDH 0. 265 0.009
CK 0.143 0.164
CK-MB 0.252 0.013
MYO 0.254 0.012

2.4 £ ACS 1y ROC ik  Lp-PLA2 /KEAEL W ACS it
B TR 0. 834,95% CI 9 0. 740~0. 928, Lp-PLA2
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A, KA ACS AT g MR K. L 31. 73 pg/L N i2 Wi 5t {H &%
L RAE R 70. 8% RS N 100% .,
3 it it
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Wk 28 Bz A A6 97 Ja B0 0 o A8 S 0 e kS TN R . Y
s RHT Lp-PLA2 & F 463 ng/mL i & AR S5 IE &0 & F
PERXES B 8 5 T Lp-PLA2 4457, 3 H Lp-PLA2 ##11
3 3 B Hir B 5 S A S 00 RNAT 0] ) %2 48 0 A 3l kool
FERE LAY RE HEDT

ATFIELE S R, SAP 41 . UPA 411 AMI 411 Lp-PLA2
JK B s TR X BB 4H H AMI 201 Lp-PLA2 /K - B & &
F SAP 45k UAP 41, &bk 5 BEE i R AN 2 5 1k . ROC

2R 50 W7 — 4 8% - Lp-PLA2 /K F Fi2 i ACS 4 481t 2%
X (P=0.000),Lp-PLA2 /K-, &4 ACS ] B4 K,
PL 31,73 pg/L R is Wi A {E S i RAE R 70. 8%, K F R
100% . 4% 414 1k 48 b5 7K 7 19 L 8 @ 7%« AMI 41 TG, HDL,
LDH,CK,CK-MB #l MYO 7KW &t & T 1E % % B4 L 1fif LDL
HTC K22 5 TCGE 2 38 S0, 32 78 78 96 -0 95 7B 3 o, o B B
HLE T, 1A B4 5 A% AT AR AN TSR 5 M B B 0 AR T 19 3
B o FE 500 975 19 e A O U AS T35, Lp-PLA2 fE g — Bl 46
P BB » 2 5 560 975 1 9 0 SN 5 TR T 0 0 LI » 45
M3 Lp-PLA2 KPR EFmb Al TR H RSB SRR
WL Sy M L S RS N Lp-PLA2 T {ff 10 2% 75 21 719 11412 7
0 KA T B 1k B RO R e AT

M3 Lp-PLA2 /K5 ACS % W £ K [ 2 4 A1 3¢ v 4 #r
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/NI g Lp-PLA2 K545 4 # . TC.LDLC 2 IEMH X, 5
HDLC &6 1 %M, 54 SCHk (4148 38, Lp-PLA2 K F 5
HDLC 2 fi# 5¢, 5 TC.LDLC £ 1E M &, mi 5 3 . 4F i .
TG W AH & i = CRP ¥ 56, A5 45 R /R . Lp-PLA2
JKE5 LDL.LDH.CK-MB fl MYO IE#13 .5 HDL ] %.
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