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Predictive value of Lp—PLA2 combined with Gensini score for recent MACE in elderly patients with
NSTE-ACS
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Abstract Objective:To explore the predictive value of lipoprotein—associated phospholipase A2(Lp-PLA2) and coronary stenosis
severity score ( Gensini score ) for recent major adverse cardiovascular events (MACE ) in elderly patients over 65 years old with acute non—
ST—segment elevation acute coronary syndrome (NSTE—ACS ). Methods: A total of 222 elderly patients with NSTE—ACS selected in
the Department of Emergency, TEDA International Cardiovascular Hospital from January 2020 to July 2021 were analyzed retrospective—
ly. All patients were divided into MACE group and non—-MACE group according to whether MACE occurred during the follow—up. The
difference of Lp—PLA2 and Gensini scores between them was compared,and the predictive value of Lp—PLA2 and Gensini scores for
MACE was analyzed.According to the results of coronary angiography,the Gensini score was calculated and divided into three groups:
mild, moderate and severe,and the incidence of MACE and the level of Lp—PLA2 in each group were compared. Pearson correlation
analysis was used to analyze the correlation between Lp—PLA2 and Gensini score. Multivariate Logistic regression was used to analyze the
risk factors of MACE. Results: Lp—PLA2,Gensini score, total cholesterol (TC) and low density lipoprotein cholesterol (LDL~C) in MACE
group were significantly higher than those in non—-MACE group, while plasma brain natriuretic peptide (BNP ) and systolic blood pressure
were significantly lower than those in non—-MACE group , with statistical significance (t=-6.243,-6.546,-3.148,-3.228,-6.321,2.636,
all P<0.01). The area under MACE curve predicted by Gensini score and serum Lp—PLA2 was 0.864(95%CI:0.770-0.912,P<0.01),
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0.817(95%CI:0.738-0.897 , P<0.01 ).The area under MACE curve predicted by the two indexes was 0.892(95%CI:0.770-0.912,
P<0.01).Compared with different groups of coronary artery stenosis, the incidence of MACE in moderate group was significantly higher
than that in mild group,and the incidence of MACE in severe group was significantly higher than that in moderate group, with statistical
significance (3*=34. 068, P<0.01 ). The level of Lp—LPA2 in severe group was significantly higher than that in moderate group and
mild group, and the level of Lp—LPA2 in moderate group was significantly higher than that in mild group, with statistical significance ( F=
22.739,P<0.01). Pearson correlation analysis showed that serum Lp—PLA2 was positively correlated with Gensini score (r=0.403, P<
0.01). Multivariate Logistic regression analysis showed that Lp—PLA2(OR=1.017,95CI:1.007-1.026, P=0.001 ) and Gensini score
(OR=1.020,95CI:1.009-1.031,P=0.000 )were independent risk factors for MACE. Conclusion:The serum Lp-PLA2 level in elderly

patients with NSTE—-ACS is positively correlated with the severity of coronary stenosis, and the combination of them can effectively pre—

dict the risk of MACE in elderly patients with NSTE-ACS in the near future.
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(P25,P75) 37N, R HHES G S0 E 17 41 1) LK ; e
W IERS A, WL E BRI L 5 LA aes
AN 03 E VA = 2% NI (9 ) A O o W = e
ZH [A] LA s THECTERE R E 43 LU A A, 20 8] AR
H X K. Lp—PLA2 5 Gensini B3 AH MR H
Pearson F 011, ZHRZE Logistic [F1JH4534T MACE
FsZ R Z , P<0.05 hEFHA G R L.

2 R

2.1 —fxFHi MACE 4 54F MACE 4L,
TR AR R s OB PR SRR I s
2 M MBS (FBG) H I — ER S — M Rk iy A 22 &
TGiite2F i X (34 P>0.05), MACE 4] Lp—PLA2
Gensini B4 | MEINENAK(BNP) B AHFEEE(TC) K
% i B (- H [ EE (LDL-C) K F B & & Tk
MACE 4 ; We4i A1 LVEF 7K 5 5 K FAEMACE
4, =5 HAGEE X (3 P<0.01), WK,

%1 MACE 4253 MACE E— &Rt En( % ), M(P25,P75)]

Tab.l1 Comparison of general data between MACE group and
non-MACE group[n( % ), M(P25,P75)]

4k MACE 41 MACE 41

I (n=185) (n=37) WP
PERdn 121(65.41) 27(72.97) 0.795 0.373
R (%) 71.69+6.01 72.73+5.12  -1.078 0.282
VR 46(24.86) 10(27.03) 0.076 0.782
fRHMLE 132(71.35) 27(72.97) 0.040 0.842
WA 76(41.08) 16(43.24) 0.059 0.807
LVEF(%) 60.12+6.01 54.54x11.46  2.882 0.006
FBG(mmol/L.) 6.81x2.14 6.42+1.43 1.051 0.295
We4iE(mmHg)  156.91+24.62  145.22+24.76  2.636 0.009
#73k HE (mmHg) 84.21+14.10 82.30+13.69  0.755 0.451
JUEF( pumol/L) (58.568;(;%.50) (63.;;;%%.50) -3.070 0.002
BNP(pg/mL)* 4.02+1.16 537x131  -6.321 0.000
TC( mmol/L) 4.05+1.03 466+126  -3.148 0.002
TG(mmol/L) 1.24(0.90,1.80) 1.17(0.90,1.50) -0.753 0.452
LDL~C(mmol/L) 2.42+0.93 2.96+0.95  -3.228 0.001
Gensini F4% 40.00 10200 6546 0.000

(16.00,64.00) (63.50,128.00)

Lp-PLA2(ngmL)  132.64+51.18 214.31+£76.21  -6.243 0.000

1 LVEF: 22 %5 S 11143580 FBG - 25 i 1185 ; *BNP JE LA B2 1
SR B J5 b 3 5 TC : BB ; TG - H ¥ = ; LDL-C . 1K % BE i
A -BAEE; Gensini PF43 : bR B kB 28 ™ 2 B AS) s Lp-LPA2:
REHE A SEBASRE A2; 1 mmHg=0.133 kPa

22 ZiXE TEHFAE(ROC) M L5 4  Lp-PLA2
Fl Gensini F143%F MACE & 4= ZHUi i) ROC fil &
R AR5 R 0.817(95% CI:0.738~0.897,P<0.01)
0.841(95% CI:0.770~0.912, P<0.01 ) ; P T 45 bR Bk &
T ROC HhER F AR 0.892(95% C1:0.842~0.943,
P<0.01); —HBA T MACE £ F B i, L1,
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Fig.1 The ROC curve of MACE incidence predicted by Lp—PLA2

and Gensini score

23 FRIHRKFE RRIAZE 4 MACE X2 % 5
Lp—PLA2 /K-Fbs  HEEEZAE4 MACE KAEHRE
FE TR AR, AR A MACE AR B3
TR AR, 25 S A et (34 P<0.01)
225 Hr s 4 1A] Lp-PLA2 /K EA B k22
5 (F=22.739,P<0.01), T %5 4] Lp-PLA2 /KF-
S TR AR, TP AR A Lp-PLA2 /K- i
TR, W& 2,

Fx2 BRI KERE.RE.EEHMACE Z4EZEF Lp-PLA2

KL n( % ), x2s]
Tab.2 Comparison of MACE incidence and Lp—PLA2 level in

mild, moderate and severe coronary artery stenosis groups

[n( % ),xs]

HiH MACE &4: 3% Lp-PLA2(ng/mL)
R 3(4.00) 116.87+49.12
PR AR 7(9.33) 142.04%51.10
G g 27(37.50) 181.24+72.27
&t 37(16.67)

X/F 34.068 22739
P 0.000 0.000

T : Lp-LPA2: I 2R A OCHEAR A A2; MACE ;O LA R4

24 i Lp-PLA2 /K-F L5 Gensini B2 40948 X &
S Pearson FHICHHT 7 Lp-PLA2 7KF-5Gen-
sini B4 Bk 35 IEAH G (r=0.403, P<0.01) , UL 2.
2.5 MACE # % B & Logistic ©@)2%5#% LA MACE
SRR NRAS T, LA Lp-LPA2 fil Gensini F1434
AR 1T Z IR Logistic M58, 453 WK
Lp-LPA2 Fll Gensini F531)5& MACE &2k By h 57 16
BRI, W3 3,
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Fig.2 Correlation analysis between serum Lp—PLA2 level and

Gensini score
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Tab.3 Logistic regression analysis of MACE

=,
miH ?§ bRfEIR Z Wadyxy* P OR 95%C1
Lp-PLA2  0.016 0.005 3.435 11.799 0.001 1.017 1.007~1.026

Gensini f153 0.020 0.006 3.640 13.250 0.000 1.020 1.009~1.031
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(REBEMKFFH)X T “ppm.ppb.ppt” 334 5 1 A5 A

TEBE2ER3CH, “ppm ppb \ppt 3% FEE SO T H WA A AT S8 ], {2 ppm . ppb . ppt” BEA RECE S, A
P, R FR BRI IE S A 1040 S (JESC R4 51 parts per million \parts per billion parts per trillion ) . 7ESZBRAF5E 1,
SR BB T RE 2 L) “ppm . ppb . ppt " TE LA 45 5L VR4 11 5 SCRE - 7 B 3R I 55 X “ppm . ppb . ppt " HEA TH5E

XN  ERTT T AR R BT L . 1 we/mL J2 Bt — AR L, QAR 2 B2 1 g/mL, W 1 pg/mL #H24 T

1 ppm; WIERERE EAIE 1 g/mL, WIFFE TH 5

X RAHR TS Y N, B VAR 3 05 i~ A B B R R HAE KA i & ik IR B R ST DR RS & 15
Py AR FUEOR R (W1 em®m? \mL/m?*) , #585C R /2 1 ppm=1 em¥m?=10", 1 ppb=10°, 1 ppt=10-12; Jit A F e B & FH 57
I K KA TG Y T BOR R (I mg/m? g/m? ), 556 F U : C=22.4 XM, 20H : X RS YDA mg/m’® FrR vk BEEL, C Ris e

YILA ppm FTR AU, M TG G 31T

FEEHE SR | E R E S5 T ppm . ppb ppt” 5 T B AR B OE R N 1 1 ppm=1 mg/kg=1 000 pg/kg, 1 ppb=1 pe/kg=

10 mg/kg, 1 ppt=1 ng/kg=10"° mg/kg.
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