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[ Abstract]  Objective To explore the relationship between serum Lp-PLA2 level and intra — operative no — reflow of
ASTEMI patients treated by primary PCI. Methods A total of 158 ASTEMI patients treated by primary PCI were selected in the
Third People’s Hospital of Dongguan from August 2013 to October 2014, and they were divided into A group ( without intra —
operative no —reflow, n=128) and B group (without intra — operative no —reflow, n =30) according to the incidence of intra
— operative no — reflow. Clinical data was compared between the two groups, including age, gender, smoking status, blood
pressure, heart rate, FBG, LDL-C, serum Lp-PLA2 level, duration between attack and reperfusion, duration between
admission and balloon dilatation, times of balloon dilatation, number of stents, length of stents, thrombus aspiration condition,
complication of other vasculopathy, occlusion situation of LAD, RCA and LCX, and multivariate logistic regression analysis was
used to analyze the influencing factors of intra — operative no — reflow of ASTEMI patients treated by primary PCI. Results No
statistically significant differences of age, gender, smoking rate, systolic blood pressure, diastolic blood pressure, heart rate,
FBG, LDL-C, duration between admission and balloon dilatation, times of balloon dilatation, number of stents, length of

stents, thrombus aspiration rate, proportion of complication of other vasculopathy, occlusion rate of LAD, RCA or LCX was
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found between the two groups (P >0.05) ; while duration between attack and reperfusion of A group was statistically significantly

longer than that of B group, serum Lp-PLA2 level of A group was statistically significantly higher than that of B group (P <
0.05). Multivariate logistic regression analysis showed that, serum Lp-PLA2 level [ OR =3.203, 95%CI (1.734, 5.919) ],
duration between attack and reperfusion [ OR =8.908, 95% CI (3.698, 21.464)) were independent risk factors of intra —
operative no — reflow of ASTEMI patients treated by primary PCI (P <0.05); after correction of duration between attack and

reperfusion, the multivariate logistic regression analysis showed that, serum Lp-PLA2 level was an independent risk factor of intra
— operative no — reflow of ASTEMI patients treated by primary PCI (B =1.160, OR=3.190, 95%CI (1.955, 5.204), P =
0.000). Conclusion Serum Lp-PLA2 level is an independent risk factor of intra — operative no — reflow of ASTEMI patients

treated by primary PCI, early detection of serum Lp-PLA2 level is helpful to evaluate the risk of intra — operative no — reflow of

ASTEMI patients treated by primary PCI.
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Table 2 Variable assignment
A ik
Lp-PLA2 <100 mg/L =1,100 ~ 199 mg/L =2,200 ~

299 mg/L =3, =300 mg/L =4

R — T A ] <3h=1,3~5h=2,6~9h=3,>9h=4

R3  ASTEMI ¥ 212 PCLARH I WM N 1 2 N 3 logistic [1]

434
Table 3 Multivariate logistic regression analysis on influencing factors of
intra — operative no — reflow of ASTEMI patients treated by
primary PCI
g FHZS SE Wald OR(95%CI) P{f
Lp-PLA2 1164 0.313 13825 3.203(1.734,5.919)  0.000
K- BT 2187 0.449 23762 8.908(3.698,21.464)  0.000
WA W 0.015  0.391  0.001 1.015(0.472,2.182)  0.970
R -0.003  0.561  0.000 1.003(0.332,2.995)  0.995
SRR 0311 0.39 0.619 1.365(0.628,2.967)  0.431
kLA -0.227 0763  0.131 1.255(0.170,3.384)  0.717
HRFMKAENE  0.275  0.673  0.167 1.317(0.352,4.926)  0.683
AIMMAERE  -0.851  0.494 2966 2.341(0.162,3.125)  0.085
3 iFig
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Table 1  Univariate analysis on influencing factors of intra — operative no — reflow of ASTEMI patients treated by primary PCI
i M W W4 e (g TRES 23 I it b LDL-C Lp-PLA2
ZH 5 15155 (% +s, (F/40) (%)) (% +s, (% +s, (% +s, (% +s, (% +s, (% +s,
%) ’ ° mm Hg) mm Hg) YK/ min) mmol/L) mmol/L) mg/L)
EHEIMma 128 65.7+11.7 78/50 70(54.7) 137 +26 79 £13 78.5 +18.9 6.12 £1.93 2.80£1.00 196.51 +81.64
TR iR 30 63.6+10.3 16/14 17(56.7) 131 +26 75 £16 82.2+17.0 6.68+2.05 2.95x1.96 315.30+75.97
t( XZ )H 0. 904 0. 583" 0.038* 1.138 1. 449 0. 983 1.414 0.598 7.264
P18 0.367 0. 445 0. 844 0.257 0. 149 0.327 0.159 0. 551 0. 000
S — T RIS R I R P
g B g ARV RUC SR SORKE e M wanms meamE Loxms
- (% +s,h) (% +s,h) /K)_ ’ /I\_) ’ mr;), (n(%)] (n(%)) (n(%)] (n(%)] (n(%)])
ER M 5.50+1.67 0.46£0.09 1.5+0.6 1.44+0.50 21.48 +6.26 27(21.1) 59(46.1) 58(45.3) 45(35.2) 25(19.5)
TERMA 7.22+1.22 0.47+0.10 1.6+0.6 1.43+0.50 22.15+6.60 7(23.3) 14(46.7) 14(46.7) 12(40.0) 5(16.7)
()1 5.131 0.536 0. 822 0. 099 0.522 0.072 0.003* 0. 008" 0.247* 0. 130*
P1{E 0. 000 0.593 0.412 0.922 0. 602 0.788 0. 955 0.927 0.619 0.719

H: LDL-C =% e HIHE R, Lp-PLA2 = 58 A G g Bl A2,
LCX = Z2[AJiE37; | mm Hg =0. 133 kPa;* 2y x* {4

D2B = AR ZEERFEY kI, LAD = ZEATHESZ, RCA = ARk,
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