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X BEEH (I 78 32 B0 0) (BRSO AR 20 22 SO R AR (R 28 SO 2 S A b ) s AR I PR R B O Hi T 8 SR L0 WU 25 490 AR SRt IR 3 fhk
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Relationship of the Lipoprotein — associated Phospholipase A, Activity with the Severity of Coronary Artery Diseases. Zhang Hao, Yang
Zhyjian, Wang Liansheng, et al. Department of Cardiology, The First Affiliated Hospital of Nanjing Mediacl University, Jiangsu 210009 ,
China

Abstract Objective To investigate whether lipoprotein — associated phospholipase A, (LP - PLA,) activity is positively — associ-
ated with the severity of coronary artery diseases( CAD). Methods Totally 176 patients who were suspected to have coronary artery dis-
eases were performed coronary angiography (CAG) to figure out the severity of coronary artery. According to the number of diseased coro-
nary branches, 176 patients were divided into three groups: control group ( no diseased coronary branches), single — vessel stenosis
group, multiple vessels stenosis group ( =2 diseased coronary branches). According to clinical presentation, electrocardiography, cardiac
biomarker, and CAG result, all patients were divided four groups: control (excluded CAD) , stable angina (SA) , unstable angina (UA)
and acute myocardial infarction (AMI) groups. The level of LP — PLA, were compared statistically among the subgroup. Results The
level of LP — PLA, increased with the increasing number of diseased coronary branches. The levels of LP — PLA, in AMI and UA groups
was significantly higher when compared with control and SA groups. Conclusion The activity of lipoprotein — associated phospholipase
A, is positively — associated with the severity of coronary artery diseases.

Key words Lipoprotein — associated phospholipase A, ; Coronary artery diseases; Coronary angiography
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(CAG) Ka# iy B3 176 4], Horh JB 4 132 1 (75% ),
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AT o A MO B A1 (SA) AN FRUE M0 B 4
(UA) &PEOWUEFEL (AMID) 24, SA UA AMI 21
e 1 2007 AF b AR B 2 250 IR 2 4 25 S 2007
HESEELO IE R 23 (AHA) /38 B0 K 2% 25 (ACC) 2
Wibr v . SEU0 9N A 35 HE B BE A 32 32 56 I 3 ik 5% 5 B
ARG 5 & JF e ™ S D e N 4 R R R
i AR R T e U MR B2 4 2 BB A o

2. 5 R 2 Wk it 5% K e AR 2 ks A8 AR EE DEAN - AR
B bk s 5 % AR E Judkins 35, B — 1045 Z= 0 3 AN
B AR B 3R A R A0 T O R EE AR
Bel IR0 s . i B AHA/ACC 5 11 568 bk 2h ik i 45
EUZR I3 BOPA bR i, 6 S R 3 ok il 7 s 28 A 78 A
BE AT B

3. 0% LP — PLA, ZK-EAG I - B A7 32 38 3 1 % #1L
A5 8h Ja , TR B LA AN A ik I Sml, JFF 3 Bt
%t ,30min PN LA 3000/r 5.0 15min, {5 58 1L 3% , % FH i
K 0 2 W B v ( ELISA) k& ) LP — PLA, Wk, SE 56 45
TR 7™ e R 7 U I A 4R

4. gty vk A B SR L SPSS 16.0 4e it 4k
PE#EAT Ge 3t 3 B, 3 i BEORE AR DL X B £ A i 22
(v s) Fom AL P LE AR T A ST FEAS ¢ K 36, 2
Y 1A) AR B R 25 22 A b TR RL R D X R

¥, DL P<0.05 WEREFIT¥E L.
& ®

176 f51] 58 5 st AR 2 ok 38 5% 25 SR R W, 1 52 1E % Xt
HEZH 49 9], 56 0o 20 127 5] e i 48 o 728 AR B IX.
S, A B S AR 2H 61 6], 22 Sk AR 2 66 ] 5 H R
AR VE TR X 4Y, S0 2H b SA 2H 32 5], UA 41 55 i,
AMI 4] 40 fi ,

1. LP = PLA, 7KV 5 5 IR 3 Jok s 7228 S8 O &
2SR 2 5 X R A LA, AE AT R A L S I i A
(FBG) &M a[ LP(a) ] \m% & 1 (HDL - C)
FHRTR LR ZRARITFE X (P <0.05) B3
o A8 4 55 X0 B DL K 22 SO 738 21 53 0l LU 3 % T R Al
TR ER LG E X (P>0.05 £ 1), AL
B AR T B, B S AR 4 LP - PLA, KF &
B 22 S0 AR 2 RN R 4 D R B S 7R A 4y
FHELES , LP — PLA, 7Kt f 2538 w5y s ZE VR RE DL b B A
PR B [ AR 5B PR WA L i OB PR L FBG
Lp(a).TC. TG, LDL - C, HDL - C]J5,LP - PLA,
TP TH F e R B ok s A )™ 25 B A G, 22 30 A8
LAY HEZH A LU AE L (OR {E) 2 1.011,95% Al {5 [X
/B (CI) K 1.006 ~1.017(P <0.05)

F1 Lp-PLA, KEEBHRBEEIZIHMXR v +5,0(%) ]

i H XFHRZ (n =49) YR AE L (n=61) L2 IR (n=66)
AR (%) 60.63 £11.96 63.16 +12.88 65.23 £10.93

5k 34(69.4) 51(83.6) 47(71.2)

15 4 14(28.6) 25(41.0) 27(40.9)
7 1L JE 5 28(57.1) 36(59.0) 46(69.7)
IR S 9(18.4) 16(26.2) 20(30.3)

FBG ( mmol/L)
Lp(a) (mmol/L)

5.35(4.35~9.52)
230.39(6 ~535)

TC( mmol/L) 4.40 £1.13
TG ( mmol/L) 1.52 £0.97
LDL - C( mmol/L) 2.82+0.93
HDL - C(mmol/L) 1.17 £0.28

Lp - PLA, (ng/ml) 172.83(81 ~356)

6.04(4.22 ~11.15)
262.12(34 ~1168)

6.27(3.91 ~12.44)
346.55(33 ~1103)

4.20+0.20 4.52 £1.28
1.51£0.87 1.78 £0.87
2.59 +0.84 2.88 +1.02
1.09 £0.23 1.04+0.26 *

230.95(102 ~456) * 289.24 (100 ~430) **

SRR AL A, T P <0.05; 5 AR A e PP < 0. 05

2. LP - PLA, /K 5 56005 45 I RS B A G &R
ik 2 iR, 43l 5 6 B AL AR Eb g, UA 20T AMI 41
1 HDL - C K P25 A g it L (P <0.05) 1
B R R 22 R B G it 2= E L (P >0.05), UA 4
FAMI 20 43 5] 5 % B8 2 i SA 41 M1 48 LP - PLA,
K- I 25 B R 5 SA ZH KT BR 4 Fb &, LP - PLA, /K-
ZR LG E X (P>0.05);AMI 41 5 UA 4 It

- 148 -

B,LP -PLA, KFZR LG IT2#2E X (P >0.05),
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FEA &, AMI 4 A X B4 9 HE A e (OR fE)
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FBG ( mmol/L)
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6.23(3.91 ~12.44)
322.03(34 ~914)
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TG ( mmol/L) 1.52£0.97 1.65+0.96 1.64 +0.96 1.65 £0.69
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Lp - PLA, (ng/ml) 172.83(81 ~356)

193. 84 (100 ~405)

263.95(101 ~418) ** 311.45(117 ~456) **

5% AL AR, © P <0.05;5 SA 4l LkE:,"P <0.05
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