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Diagnostic and prognostic value of combined detection of serum Lp-PLA2,NSE and S-100p in patients
with carbon monoxide poisoning complicated with acute cerebral infarction”
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ZHANG Hongzhan ,PANG Yanlei ZWANG Yalin
Department o f Emergency Medicine sthe Fourth People’s Hospital of Hengshui
Hengshui , Hebei 053000,China
Abstract: Objective To explore the value of combined detection of lipoprotein-associated phospholipase
A2(Lp-PLA2) ,neuron specific enolase (NSE) and S-100 calcium binding protein § (S-1008) in the diagnosis
and prognosis evaluation of acute cerebral infarction ( ACI) in patients with carbon monoxide poisoning
(CMP). Methods A total of 102 patients with CMP complicated with ACI admitted to the hospital from Jan-
uary 2020 to November 2021 were selected as the study group,meanwhile, 102 patients with simple CMP were
enrolled as the control group. Patients in the study group were followed up for 6 months after discharge,ac-
cording to the follow-up results,they were grouped into good prognosis group (60 cases) and poor prognosis
group (42 cases). The serum levels of Lp-PLLA2,NSE and S-1008 were detected by enzyme-linked immunosor-
bent assay (ELISA). The receiver operating characteristic (ROC) curve was applied to analyze the value of the
combination of serum Lp-PLA2,NSE and S-1008 in the early diagnosis and prognosis evaluation of patients
with CMP and ACI. Results Compared with the control group,the levels of Lp-PLLA2,NSE and S-1008 in the
study group were obviously higher (P<C0. 05). The ROC curve analysis results showed that the area under the
curve (AUC) of the combined detection of serum Lp-PLA2 /NSE,S-1008 for the diagnosis of CMP complicat-
ed with ACI was greater than the AUC of single detection of each indicator (P <C0. 001). Compared with the
good prognosis group, the levels of Lp-PLLA2, NSE and S-1008 in the poor prognosis group were obviously
higher (P<C0. 05). The results of ROC curve analysis showed that the AUC of the combined detection of ser-
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um Lp-PLA2 NSE,S-1008 for the prognosis of patients with CMP complicated with ACI was greater than the

AUC of single detection of each indicator (P <Z0. 05). Conclusion

The expression of Lp-PLLA2,NSE and S-

1008 in serum of patients with CMP complicated with ACI is high,and the combined detection of the three has

certain value in the diagnosis and prognosis evaluation for patients with CMP complicated with ACI.
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PR B/ 20 53/49 52/50 0. 020 0. 889
BMI(kg/m®) 22.3242.56  22.28+2.46 0.114 0.910
SBP(mmHg) 135.68+15.36  152.36416.23  7.539  <C0.001
DBP(mmHg) 80.654+10.74  85.6411.36  3.224 0. 001
GCS 11434 8.5240. 92 8.2740.93 1. 930 0. 055
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D~ F & (mg/L) 3.8540.59 7.16+1.30 23.416  <<0.001
hs-CRP(mg/ L) 2.0640. 32 3.894-0. 41 35.536 <<0. 001
TC(mmol/L) 3.05+0.51 4.26=0. 48 17.449  <<0.001
TG(mmol/L) 2.23+0. 26 2.63+0.28 10.573  <<0.001
HCL-C(mmol/L) 1.3540.15 1.0640. 13 14.755  <<0.001
LCL-C(mmol/ 1) 3.42+0. 38 3.92+0. 41 9.033  <<0.001
Cr(pmol/L) 75.63+£8.12  62.69-7.03 12.168  <<0.001
WBC(X10° /L) 7.0640. 81 7.2640.78 1.796 0.074
TBIL(pmol/L) 7.95+0. 81 5.95+0. 65 19.449  <<0.001
DBIL(2mol/ L) 6.05+0. 62 3.86+0. 41 29.756  <<0.001
TBIL(pmol/ L) 7.5240.78 5.497+0. 60 20.834  <<0.001
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2451 n Lp-PLA2 NSE S-1008
WIRA 102 1.84740.25 6.36+0.68 11.35+1.68
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! 12.915 10. 475 10. 652
P <<0. 001 <<0. 001 <<0. 001
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Lp-PLA2 0. 891 0.859~0. 943 2. 085 ng/mlL 81. 40 85. 30
NSE 0.816 0.759~0. 874 7.081 ng/mL 69. 60 81. 40
S-1008 0. 849 0.796~0.902 13.178 ng/mL 73.50 86. 30
Lp-PLA2+NSE+S$-1008 0.934 0.901~0. 967 — 86. 30 76. 30
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0.2 D R (mg/L) 5.1240. 85 7.164+1.94  7.226  <<0.001
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—
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x5 & Lp-PLA2,NSE.S-1008 B K% Bk & Xt CMP # & ACI 2FEBFIEMAEMNE

K6 0 351 AUC 95%CI e AE BT B R ) SR
Lp-PLA2 0. 904 0.837~0.971 2.317 ng/mL 83. 30 88. 30
NSE 0. 898 0.847~0.968 7.534 ng/mL 74.60 90. 00
S-1008 0. 858 0.782~0.934 15. 316 ng/mL 78.60 86. 70
Lp-PLA2+ NSE+S-1008 0.952 0.908~0.996 — 95. 20 55.00
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