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1% Lp-PLA2 . hs-CRP MD-—EBAEBLNFEEEBIKEDT
EERMNIFEGMNE

S
(R K FWERAMEEREEA, KX 430064)

(HE] BH KidhFkEaimLshies A2(LpPLA2) B4 C A EE G (hs CRP)» D-—REK LR S E X EIRAE L
EPWIEENL, FiE SBREE S ARERRE S HEF 136 46 (AMI 28 46 4] ,SAP 41 38 4] , UAP 28 52 4] ) 4k A YL 52 40 Ao
1 B R 135 BIAE A 2T BB, R R BE3h h 5 7 sk el e & Lp-PLA2, % 7% Ho 3k ik 4  f2 7% hs-CRP #= D-= % 4k, % JA Gensini 4%
SR EBRABERE, R WRMAEH oE LpPLA2 hs CRP.D- = 4k K-FFo Gensini 5B A L FH F B4, AMI 4 & %
LR EARHARE S T SAP 4 UAP A, L UAPA B LM R 5T SAP 4, Ak £ F A %t 3 & L (P<0.05), =34k
B % # fo ik Lp-PLA2 . hs-CRP .D-=— % kK F #o Gensini ROH W RML T oAkl B oHheNAEL L P oAl AE S
EREAFHARKTOAHRNAES ARLKZEZF AL FELP<0.05), REEIKR LR E R LRI, 258K HRmE
FHdE LpPLA2 hs CRP o D ZRAKFHNEBRT Y GEARDRABRELEL B P EZARDRBRELES LEBHFFAR
WTFHERAKRF R BEEFE, 2FAH %+ 5 &FL(P<<0.05), Pearson 48 # M 54 X I, Lp-PLA2 . hs-CRP.D-— % 4k K F 5
Gensini /R4~ 2 EA48 % (r=0. 642,0. 651,0. 608, P<C0.05), £i® siF Lp-PLA2 hs-CRP fr D-= R4k K -F £ 3045 B kR A2 &
¥EARE G ENL,
[X#iF] LpPLA2;hsCRP;D-Z= 34k ;8 % ; A bk m &
[hESEES] R743 [xmktriZ®ag] A [xE=HS] 1671-8348(2015)09-1215-03

Assessment the value of serum Lp-PLAZ,hs-CRP and D-D dimer on the severity of coronary artery lesion of coronary heart disease
Li Ming
(Department o f Clinical Laboratory , Tianyou Hospital A f filiated to Wuhan University of
Science and Technology ,Wuhan , Hubei 430064 ,China)

[Abstract] Objective To investigate the assessment value of serum Lp-PLAZ2,hs-CRP and D-D dimer on the severity of cor-
onary artery lesion. Methods A total of 136 patients with coronary heart disease acute myocardial infarction (AMI) group 46 ca-
ses, stable angina pectoris (SAP) group 38 cases and unstable angina pectoris (UAP) group 52 cases from the inpatient of cardiolo-
gy department in our hospital were selected as observation group,and 135 healthy subjects were selected as control group, serum
Lp-PLA2 was detected by enzyme kinetic method, Serum hs-CRP and plasma D-D dimer were detected by immune turbidimetric
method,of the severity of coronary artery lesion was evaluated by the Gensini integrations. Results Serum Lp-PLLA2,hs-CRP.,D-D
dimer level and Gensini score of observation group were significantly higher than those of control group,above indexes of AMI
group were higher than those of SAP group and UAP group, UAP group were significantly higher than SAP group.with statistical
significance between the two groups(P<C0. 05). Serum Lp-PLLA2,hs-CRP,D-D dimer level and Gensini score of patients with heart
functional class [[ were significantly lower than those of [[[ and IV patients,above indexes of patients with heart functional class [l
were significantly lower than [V patients, the difference between two groups was significant(P<C0. 05). Compared with severity of
coronary artery lesion,serum Lp-PLA2 hs-CRP and D-D dimer levels of mild coronary artery lesions were significantly lower than
those of moderate and high coronary artery lesions,and moderate coronary artery lesions was obviously lower than high coronary
artery lesions (P<C0. 05),Pearson correlation analysis also found that, Lp-PLLA2,hs-CRP.D-D dimer levels had positive correlation
with Gensini score (#=0. 642,0. 651,0. 608, P<C0. 05). Conclusion The assessment of serum Lp-PLLA2,hs-CRP and D-D dimer
level in the severity of coronary artery lesion has important significance.

[Key words] Lp-PLA2;Hs-CRP;D-D dimmer;coronary heart disease;coronary artery lesion

568 R Bl ik 585 A B8 A O BEE 0 CTRT R 5 ) J2 i 22 TR 3R 3 IO T ISV Bl K o8 AR B A BRE B R AR R TR B Y
I A S8 AR B Ik A 45 5 AIE 5 T2 el LA M SRR R AL BEBTE L )‘U o D-TRWELE R G R AW IR IC Y AT 5 O
FEY . BB A SC B IR B8 A2 (lipoprotein associated phos- M I3 D-— AR /K A Bh UL % M0 A2 M 95 9% TE 18R I V8 =i
pholipase A2, Lp-PLA2) & &Ikl FEREAL IO SREE W AR G2 BERE TR OIER R & A KB s &z — . Lp-
— AEIRFELH N YA T I W AN I R S8 AR BREBR v 5 g Rk L FE U PLA2 hs-CRP Fl D- " 3R {475 — & 2 B b S We5e 4R 30 Jik ok
i PR B I N R R A v B M Y M G RO E R 1 R TR O T LY Lp-PLA2 (hs-CRP
S # F Chigh sensitivity C reaction protein, hs-CRP) & 15 % A0 D- SR ARTE e L 8 O Ik v 78 R SR v ) T A 4 (EL T

EE RN W (1981 —) . F2 iR BRI L 5 - o 32 B8 A2 2l ol oy A B A 10 23 7 WL 5 B 0 BT 52
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TR BT,

1 #RE5FZE

L1 —egekt JEE 2013 4F 1 H 2 2014 48 1 HABE.L N R
1 g B e O 95 R 136 (9 FE R AR 4L 9 A AR HE - £F 5 P AR IR
253 2012 AR b AR B Mk ok A 58 A 1 O B 995 19 12 W B 43212 Wb
HEDT IR B kot 5 4G 25 1) B T R 3 s 78 R HEBR I
BB A | 2 IR e P 5 o I I A5 o 0 I Bl Ik A 2 il U5
P O JUE i FRURE P 5 G B R I S O BB fRe R AR 135 MBIl
kot HEAL 9 AARUE < 56 4R 2l Dk 385 5% 4 e 389 oK & B et IR 3l ik e
A5, HLHEBR 56005 o0 R I 0 R Th e v i AR . AR
#H:136 ], Ho, 35 85 ], Zc 51 @l HE i 48 ~79 &L
(61.03£8. 21) % ; Hop, 2 0 WLAH BE (acute myocardial in-
farction, AMD 46 #i], f& 5 B 0> 4 Jf (stable angina pectoris,
SAP) 38 i , N Fa & 0> 48 (unstable angina pectoris, UAP)
52 5.0 B RE4F R (NYHA 43 pmifi) 068 1T % 44 6,02
e M % 60 B, LoBIHE IV K 32 B 5 5 B 56 4R 3h koo 45 45 6],
BESE AR B Ik AL 49 1), F RE e AR B WG AE 42 i), X B4 < 135
B, o, 5B 88 i, 4 A7 i AE S 48 ~80 X, P (61. 15+
8.33)% . MR W) 3 B 0o ff BB e AMI 4 SAP 4
M UAP @ . AMIH 46 5], Horb, 35 28 ], 4 18 fi] 4R 849~
79 % (61,1158, 41) % ;SAP 41 .38 f4i], Horf, 55 25 f4i] , %
13 ] AE IS 48~80 % . SFH(61. 24+8. 21) % ; UAP 41 .52 .
Hb % 31 .4 21 L AE WS 48~80 %, -1 (60. 31£8.34)
& o A2 R 50 9 SR TR 0 AT I R ) AR A3 A — IR R
IR 2 BTG 8 L (P<<0. 05) LA A WPk, %o &4
B B f0 3 22 03 St T R I A FB I 8 %0 52 1 SR 15 ) K

1.2 ik

12,1 filoregE (DETEPIRNGE R R L # ki 2. 6
mL, 7] & K Lp-PLA2 i 7] & (Z% 2% Diagnostica 2 7)), %
FHESh S35 07 B4 I I 7% Lp-PLA2, () & 3AFRE X £ %R
2R AT 2. 6 mL, R B A4 5 3 A A i 43 #7 AL (O-
lympus AU2700) .hs-CRP iz 7] & (2% 22 Diagnostica 2 f) ) » 2%
FH 408 L 3 77 WK I 135 hs-CRP /K F . (3) 2 EBBFIE A 1%
BEasE R EE NI 1.8 mL, L 3 000 r/min B .0 10 min, %
B AR A A ] 18 AR AR 28 WD SR O 3 L Dl v A ) i 3% D-
TIRIEKE

1.2.2 LIRS FARME S Mot o Tiaeah 1 ~
1.2.3 SENRASFERE R Gensini U331 Al b S % 5 bk
9 78 T AT RGEAE VR A, AL A T R Bl k& B2 34T Gensini F]
A3E s (DB AL AR B AR s ks i K R E R E /N T
25 PFREN 143,255 ~50 TP EH 2 43,50 %6 ~T5 % 1T E A 4
4590 %~99 Y PERE A 16 43,1002 W hy 32 43, ()R AEH
LAY < AL 5 78 B0 X R B S AR 3 Bk 7 321 X5, T 4R 3l ik
81 i 3 I F1 A & X3, 5, 5 IR 3 bk Il i S il < 2. 5, 56 4R 3l ik
TR ST X 2. 5, 36 AR Bl K Ty Fe S e B X 1. 5, 56 AR 2l ik Oz
FE— X A 3 X1, 7 bR g ik [ =2 3 ) X 1, 5 AR 3l Bk 22
K05, =R X1, B AN A Gensini SAFR 43, B L
FRIT 3 N (1~30 43) . EE (30~60 40) FIH (360 43
1.3 Ziit2eabs SR SPSS 18. 0 Ge it 8 #4740 47 1 2
PERER M s Rom R 50, Z AR AT FORER R
R 22030 it — 2D AL E) L Bk T g R 36, 7 2H 1) A T 2505
PLRERIR R K038, R ] Pearson AH 470 #7 Lp-PLA2,
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hs-CRP.D- — 3B {k /K F 5 Gensini FISHIEFR . L P<0.05 K
ZREHIIFEX.
2 & 7
2.1 WitEHF MG Lp-PLA2, hs-CRP Fl D-— 5 & K H 4%

WE YL B 1ML Lp-PLA2 hs-CRP.D- — B {& /K 1 Gensi-
ni B G TR R AL AL LR ZE S A G X (P<
0.05), W1,

*x1 WA EEME Lp-PLA2 hs-CRP #0
D-ZRE&KELLE (TLs)

o Lp-PLA2 hs-CRP D% Gensini U3
(pg/ml.) (mg/L) (mg/L) (@39)

WIZEA 136 286.54+43.21 17.99+8.62  0.960.26  63.247+9. 64

XHIR4] 135 129.64+24.14  3.214+0.54  0.2440.04  0.0070. 00

t 6.05 5.32 5.01 7.33

P <0.05 <0.05 <0.05 <0.05

2.2 R[RZERIE 0% B 3 IM 5 Lp-PLA2 . hs-CRP fil D-— %
K- AMI 4 B M Lp-PLA2 hs-CRP.D-— R {&
IR Gensini U432 B & & F SAP 411 UAP 41, 41 7] b 4%
EREG I E X (P<<0.05), UAP 4 F Rl 85 T
SAP M AR A 22 A it 5 8 L (P<<0.05) , L3k 2,
x2 AEEHBOFEEMF Lp-PLA2 hs-CRP f
D-ZRE&KELLE (TLs)

3 ., Lp-PLA2 hs-CRP DRk Gensini F43
(pg/mlL) (mg/ 1) (mg/1) U

AMI 2 46  316.21+31.24 26. 3149, 31 1. 63740, 31 76. 31410, 34

SAP 4] 38  261.37413.24* 3.86+2.13*  0.3440.08* 18.67+8.21"

UAPZH 52  278.6449.52* % 20.9649.54* % 0.82740.05* % 57.06+9.31* 7

t 7.06 6.12 5.21 6.01

P <0. 05 <0.05 <0.05 <0.05

*P<C0.05,5 AMI 4 LL# ;% : P<<0. 05,5 SAP 4 L4 .

2.3 AFEOIIEETH R F M Lp-PLA2 hs-CRP fil D-— %
K OPEE I BB #H M Lp-PLA2 hs-CRP.D-
KA Gensini B3 3 85 841K F .0 D7 Ag 1 4 R0 D) BE IV 4%
B AR L 25 A i 2 B X (P<C0. 05) 5.0 T g 1 4% &
H LR FR I AT OMRE IV B H A LR 2 5 R St
228 Y (P<<0.05), L3 3,
=3 ARG IIEDSREEMFE Lp-PLA2 hs-CRP #0
D-Z Bk FERE(TLs)

_ ., Lp-PLA2 hs-CRP DBk Gensini F43
(pg/mL) (mg/L) (mg/L) (@39)

J1E53 44 253.46+11.31 2.984124 0.33+0.07 18.3547. 24

%% 60  270.33410.36* 22.34743.15* 0.9540.14* 62.31+1.54"

V& 32 321.47432.05% % 27.3448.64* F 1,6740.28* % 77.3149.82* #

t 6. 87 6. 54 5. 67 6.05

P <0.05 <0.05 <0.05 <0.05

© o P<<0.05, 5. ohg [ U8 LA 7 - P<<0. 05, 50 S RE 1T 4
BB
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2.4 A e AR B ko A2 B SR LT Lp-PLA2 ., hs-CRP Al
D- TR L 58 R 3l koms A8 BB K I Lp-PLA2,
hs-CRP #1 D-— R AR K - 3 W] A T o B2 0 e B2 e R 5 ko
AR R L) LB 25 e AT G A B L (P<C0. 05) 5 i E S AR B
Jik s 75 £ 3 1ML Lp-PLA2 . hs-CRP #1 D-— 3 1A /K - £ B A
F 5 B e bR Bl BkoR AR AR L AL B 25 R ST L (P<
0.05), L3k 4,

*x4 AEBRINEFBEREMF Lp-PLA2 hs-CRP F1

D-Z R KFELLB (L)

ikl n  LpPLA2(pg/mL)  hsCRP(mg/L) D —##(mg/L)
R 45 256.21410.44 3.244-1.09 0.3540.08
W 49 268.49411.21* 23.014:3. 33" 0.9840. 20"
i 42 319.224:30.31*%  28.1448.33* % 1.5740.18% %
t 5.47 5.99 5.01

P <0.05 <0.05 <0.05

* 2 P<0. 05, 542 B SR Bl ko A8 R L #; 7 - P<<0. 05,
AR Bl K 7 R LR

2.5 Lp-PLA2 hs-CRP.D-"%{&/KF 5 Gensini F15 1% &
% Pearson #6437 & 3, Lp-PLA2 hs-CRP ., D-— B {k 7k

V-5 Gensini F143 5L IE A1 55 (= 0. 642, 0. 651, 0. 608, P<<
0.05),
3 it e

565 bR B Jok 46 A T L 0 L9 PR R 4 RE R T IfL A 1Y
S, MYE Lp-PLA2. hs-CRP #1 D-— B {& 55 .0 955 I IR
AN B SR Y R A R R 5 AR O BB % AR 0% . Lp-PLA2 & — i
1L/ G AR R F 2 1k 7K i i (platelet-activating factory-acety-
hydrolase, PAF-AH) , fi i 41 fi 5% 2 i H- it 5 I8 — 1oz 19k 3% g 4t
G T 26 1 7K s I 28 T8 W o 5 % 6 R R e 00 i AR
Lp-PLA2 ¢ itk & 40 1 50 200 A 8 43 3, HL & RE A T B A
P9 Lp-PLA2 & BUY IR B9 fE™ . Bb4h. Lp-PLA2 B A {2 i
KB Ik s B 18 A TR B 1 B B8 . A G SCk R A, I v Lp-PLA2
AKOF 55 3 bk s A5 B R S LR O U R ol % % A T, Lp-
PLAZ2 5 hs-CRP J& R 5E M & 2E & J8 1 B B AW AR ic )
Y49k B O R A AL T B 2 S S I PR 3 LR A O IDER R
e 1 7 PL AR 08 5 30— 25 G PR FEOE A S BRI IO, DR
5 hs-CRP #26, [F 0 5.0 IR r R B E A L. DRIk E
HILAA BE I % FH AR B 09 25 P FR 0 9 hs-CRP 2 0L 1 4 E 46 %
R ST 5T & B o 4 A0 I AR P 5 970 T L L AT 1 S A O L 2
LA AL F S AE B 5 50 PR A G2 1 45 P B2 400 i AH DG 21 4L
TR AL TG AL B0 £V R G0 I D) RE WA SR 5 L i
WA TRk A, Rk, £ 4 (L RS 8 DR
PR TE 1 R S R R 7K 7 1 38 4 i2F D-— AR I T A
Dy — 5 T« S5 I 6 2 A1 4R RE 1 B LAY T 2 — o FL g o A
JEL 7= A G E A TR R R 2 ik ok B Ak R BT IR e, it
Lp-PLA2 hs-CRP 1 D- = 5 K 78 5l ik 58 F B 4k M 25 9 1 T2 1
MERPEATEENE L, AT = F 509w R sl ks
R Lk 9 A e A T A (BB T A D

AWFFE B, 560 9 BF ILE Lp-PLA2 (hs-CRP.D-— %
K Gensini FU4: 35 W & TR R & . &8 Lp
PLAZ . hs-CRP.D-Z Rk E 2 Wi 0 h A EZMIEM.
AR ZE R0 5 B R AR A LA R B, AMI 41 R 3 Lp-
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PLA2.hs-CRP.D-— % {& Fl Gensini F143 1 8] i & F SAP 41
M UAP A%, UAP A3 LRI Ar W] 8 & F SAP 4, 40
FLIE A AT 8 55 R (7] 568 0 9 2 0 B8 % e I s 74 0 467 L 4 B e S
6 Bk AR B B 22 A 5. R, Lp-PLA2 (hs-CRP.D-— %
R KSF-Fl Gensini BUr 5 B & O I REAY AR SE . Hop . .0 Dhfg
43 %Ak Lp-PLA2 . hs-CRP.D-— % {7k F Hl Gensini £ 43
U ARIR T 0 DI RE S S S R RE A BT koS AR AR B A OG5 0
TIRE R 22 . JRE A 5T R 56 ks 725 g B ™ L AT R AR ALE
B R JE S T e oS A AR B e B e bR Bl Mo A
BT, Il 7% Lp-PLA2., hs-CRP #1 D-— 5 {k 7Kk °F i 5 .
Pearson A M43 #7 7R IE 52 T Lp-PLA2.,hs-CRP,D-— B {& 7k
V5 Gensini R 2 1EM . Lp-PLA2 fil hs-CRP ¥ R & AE A
FEEAR . D- R R PR S R S AR M KR T bR B =R S
BB IO S RE RO AE B AR SE . RFIJEA RO D RE 4y
Gl O kR A R % R B 3, HoP, Lp-PLA2  hs-
CRP D~ 3R 4 /K 5P 76 VA 568 ko 28 A2 B vh LA B 22 (A .

£ % 3Lk
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Yt 53— J7 h ] 5| i 2T 4 2R S 4% 3 Bl ko
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ARBFFE R CRP T 400 I 48 52 0% & A4 R AL R ¥ T
CRP IE# 4 (P<0.05), EiEFERAENFHEERA R-RIE-F)
ik 38 B A AL 25 5 AF R 5 A% 0 R T S AR BESE 67 i R
BHENIRIT B & CRP K F 5 ALB.PAHDL-C 2HA M X, 5
LDL-C S IEAI R (P<C0. 09 M FF. BuAb, Ik B MR IT B A 1Y
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FE AL R” S 5.0 M8 I RRERN LR R,
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