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Dynamic changes of VILIP-1, Annexin A2 and sEPCR during intravenous thrombolytic therapy
in patients with cerebral infarction and their correlation with outcome of disease
LI Ci, QI Ling”
(Department of Neurology s the Third People’s Hospital of Yunnan Province s Kunming 650200, China)

[Abstract] Objective To investigate the dynamic changes of Visinin-like protein-1 (VILIP-
1), Annexin A2 and soluble endothelium protein ¢ receptor (sEPCR) during the course of
intravenous thrombolytic therapy in patients with cerebral infarction and their correlation with
outcome of disease, so as to provide reference for clinical prediction and improvement of patient
prognosis. Methods One hundred and five patients with acute cerebral infarction (ACI) were
selected for a prospective study, and all received intravenous thrombolytic therapy. The patients
were followed up during outpatient visit for 28 d. The patients were divided into good and poor
groups according to their outcome of disease, and the levels of VILIP-1, Annexin A2, and
sEPCR were detected before thrombolysis, and at 1 d and 3 d after thrombolysis in both groups.

to analyze their correlation with mRS score. The characteristic variables were screened by random

[ Wk B #1]2023—03—13

(&0 H )2 AR TR R135 3 (202001BA070023-0077)

[PEF A 12 (1982—) B, N TR N, =A% = NRERE
FIRBEIN A NG R TR AT .

* WAE1EH . E-mail:248567270@ qq.com



Wb R R R H4as B H 3

forest algorithm, and the influencing factors of outcome of disease were analyzed. In addition, the
value of VILIP-1, Annexin A2, and sEPCR alone and in combination in predicting the outcome of
disease at different time points were analyzed. Results The National Institutes of Health Stroke
Scale (NIHSS) score, D-dimer (DD), fibrinogen, and triglycerides in the poor group were higher
than those in the good group (P<C0.05). The levels of VILIP-1 and sEPCR in the two groups
decreased with the prolongation of thrombolysis time, while Annexin A2 increased with the
prolongation of thrombolysis time (P<CT 0.05). The VILIP-1, sEPCR, and Annexin A2
fluctuations in the poor group were higher than those in the good group (P<C0.05). VILIP-1 and
sEPCR were positively correlated with mRS scores at 1 day and 3 days after thrombolysis, while
Annexin A2 was negatively correlated with mRS scores (P<C0. 05). Selecting 390 decision trees,
the optimal result was obtained. The top 4 variables in importance ranking were sEPCR, Annexin
A2, NIHSS score, and VILIP-1, all of which were correlated with mRS score (P<C0.05). At 3
days after thrombolysis, the combination of the three had the highest AUC, with a predictive
sensitivity of 78.79% and a specificity of 95.83%. Conclusion Abnormal expression of serum
VILIP-1, Annexin A2 and sEPCR is related to the degree of brain injury and prognosis of

thrombolysis in patients with cerebral infarction, and the prognostic value of the combined

detection at 3 d after thrombolysis is higher, which can be used as an important marker for
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prognosis prediction in patients with cerebral infarction.
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Table 1 Comparison of clinical data between the two groups

15 % P50 (A58, Vo) AR R 1 P sl (BB, 00 ‘
5 ¢ 7k (F+5.%) (F£s) =3 g I AE Bl PRI 55 09 5 IR
K4 72 40(55.56)  32(44.44) 64.60+6.47 24.424+0.58  25(34.72) 16(22.22)  6(8.33) 7(9.72)
AR 33 14(42.42) 19(57.58) 66.12+6.84 24.394+0.61  15(45.45) 10(30.30)  2(6.06) 5(15.15)
X2/t 8 0.953 1.098 0.242 1.105 0.793 <0.001 0.232
P 0.343 0.275 0.809 0.293 0.373 0.991 0.630
) . R RS RIHEABE  NIHSS 4 95 Rl 43 A (R 58, 2600
B%, %) (BB, %) Bl (e +5.h) (ot ) KREDKIBHEREAL R /Nalik i 278 O AUERE
R AT 72 9(12.50)  21(29.17)  3.3240.41  11.85%3.07 47(65.28) 18(25.00) 3(4.17)  4(5.56)
NS 33 6(18.18)  8(24.24)  3.26+0.37  15.79+3.64 23(69.70) 7(21.21) 1(3.03)  2(6.06)
X2/t i 0.223 0.275 0.717 5.753 0.290
P {H 0.637 0.600 0.475 <0.001 0.991
15 8 HEFEHRAL CBIEL, 26) PR  E R AT 5K R B TN AR
CIEEED IERED (xr +s,mmHg) (x +5,mmHg) (x +5,mmol/L) (r+s5,X10°/L)
ER 72 35(48.61) 37(51.39) 128.85+5.04 82.7644.57 6.5440.63 183.05+31.49
PN E 33 18(54.55) 15(45.45) 129.66+5.39 83.9045.15 6.6840.77 180.29+27.44
X2/ {8 0.319 0.748 1.140 0.984 0.434
P {4 0.572 0.456 0.257 0.327 0.666
) p— EENRIRS 12T 7 D-— &k B YL
(x +5,X10°/L) (x +s5,g/L) (xr £s.mg/L) (r*+s,g/1L) (x +s,mmol/L)
-2 72 4.1740.40 108.0047.29 1.30£0.34 2.9140.27 5.9941.38
ANRY 33 4.2240.38 106.764+6.51 1.6840.42 3.18+0.30 6.04+1.27
X2/t 1 0.604 0.836 4.929 4.593 0.177
P {d 0.547 0.405 <0.001 <0.001 0.860
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(x +s,mmol/L) (x +s,mmol/L) (x £ s,mmol/L) (x +5,pmol/L) (& s, pmol/L)
R 72 1.2940.40 1.1440.20 2.9940.57 288.59+41.66 69.53+7.88
AR 33 1.5840.46 1.10£0.23 3.0540.65 292.87+48.39 70.95+8.67
X2/t {H 3.288 0.907 0.479 0.464 0.831
P {H 0.001 0.367 0.633 0.644 0.408

1 mmHg=0.133 kPa
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Table 2 Dynamic changes of VILIP-1, Annexin A2, and sEPCR during intravenous thrombolytic therapy in the two groups
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Figure 2 Importance ranking of characteristic variables

affecting disease outcome
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Figure 3  Error rate chart of stepwise random forest out-of-
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Figure 4 Changes in the number of decision trees and the
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Table 3 Multiple linear regression analysis

FALISES (IEEEEY 4 T 1R 22 i 181 5 2R B b vz £k t 8 P
g —2.006 — — _ _
sEPCR 4.614 0.164 4.308 17.477 <0.001
Annexin A2 —2.859 0.038 —2.667 20.717 <0.001
NIHSS ¥4+ 3.768 0.229 3.254 16.454 <0.001
VILIP-1 2.907 0.047 2.193 10.495 <0.001
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0.05), A WL JE 3 d = HIKAM AUC ek, Hi
DR B R 78.79 %, FE S Bl 95.83%, WLl 5,
x4,
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Table 4 ROC analysis results of VILIP-1, Annexin A2, and sEPCR in predicting disease outcome
Ei=R AUC 95%CI cut-off U (0) FESEEE VD) P1g
WHE1d
sEPCR 0.748 0.654~0.828 124.67 pg/L 54.55 86.11 <20.001
Annexin A2 0.773 0.680~0.849 21.31 pg/L 57.58 88.89 <20.001
VILIP-1 0.744 0.649~0.824 10.53 pg/L 42.42 97.22 <0.001
BA 0.904 0.831~0.953 75.76 97.22 <20.001
wiE 3 d
sEPCR 0.761 0.668~0.839 121.12 pg/L 63.64 80.56 <0.001
Annexin A2 0.784 0.693~0.859 22.82 pg/L 69.70 79.17 <0.001
VILIP-1 0.804 0.715~0.875 8.77 ng/L 75.76 75.00 <0.001
A 0.923 0.855~0.966 — 78.79 95.83 <20.001
3 3t N K A4S AT AR A A AR B RR A A D 2T 0 T D 1) £F
T (A

ARAIF 5T R FH B WL A R XoF 52 i i A B 5 bk
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