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Value of serum absent in melanoma 2 expression
level in predicting occurrencé of early neurological
deterioration after alteplase intravenous thrombolysis
in patients with acute-cerebral infarction

WANG Fan', WANG Xiangyang’, ZHAO Jianhua'

(1. Department of Neurology, 2. Departmens, of Neurosurgery, the First Affiliated Hospital of Xinxiang
Medical Unigersityy, Xinxiang, Henan, 453000)

Abstract: Objective To investigaté) the correlation between the expression level of absent in
melanoma 2 (AIM2) in serum and(the severity of acute cerebral infarction ( ACI) , and to evaluate the
value of AIM2 in predicting early neurological deterioration (END) after intravenous thrombolysis with
alteplase in ACI patients. Methods A total of 150 ACI patients were enrolled in ACI group, and an-
other 30 healthy individuals physical examination were selected as control group. ACI patients were
further divided into mild4” moderate and severe groups according to the National Institutes of Health
Stroke Scale ( NIHSS )sscore‘at admission, and they were also divided into END and non-END groups
based on the occurrenee of END after intravenous thrombolysis. Clinical materials of ACI patients were
collected ; the expression level of serum AIM2 was measured by enzyme-linked immunosorbent assay
(ELISA) ; thé Logistic regression analysis was performed to identify the factors influencing END after
intravenous thrombelysis in ACI patients; the receiver operating characteristic (ROC) curve was plot-

ted to analyze, the clinical performance of serum AIM2 expression level in predicting END after intravenous

WRSHER: 2024 -07 -02  fEE HHEI: 2024 -09 -26
EETE : WA R TR BOCHRIE R4 7E 5T H (232102521029) 5

2020 4R & Be 2B — MY BE B 7 47 1 2400 1 (QN-2020-B09)
BIEEE: Bl



- 14 - SR R BR 2524 36

Journal of Clinical Medicine in Practice

thrombolysis in ACI patients. Results The serum AIM2 expression level in the ACI group and the
control group was (58.29 £5.97) and (36.81 +£3.03) ng/mL respectively, with a significant be-
tween-group difference (1 =43.23, P <0.05). The serum AIM2 expression level gradually in-
creased in the mild, moderate and severe groups, with significant differences between each pair of
groups (P <0.01). The serum AIM2 expression level in ACI patients was positively correlated with
the NIHSS score (r=0.941, P <0.01). The NIHSS score, time from admission to thrombolysis,
low-density lipoprotein cholesterol (LDL-C), C-reactive protein, and AIM2 level in the END group
were significantly higher or longer than those in the non-END group (P <0.05). The results of mul-
tivariate Logistic regression analysis showed that NIHSS score (OR =3.871, P <0.001) , time from
admission to thrombolysis (OR =2.885, P =0.002), LDL-C (OR =3. 118, P <0.001) and
AIM2 (OR =3.761, P <0.001) were influencing factors for END after intravenous thrombolysis in
ACI patients. ROC curve showed that the area under the curve (AUC) for predicting END after in-
travenous thrombolysis based on the serum AIM2 expression level at admission An“ACI patients was
0.911; when the cut-off value of AIM2 was 66.56 ng/mL, the diagnostic sensitivity and specificity
were 91.23% and 90. 15% , respectively. Conclusion The expression levelof serum AIM2 is sig-
nificantly increased in ACI patients, and AIM2 expression level has certain advantages in predicting

END after intravenous thrombolysis in ACI patients.
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