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Abstract: Objective To explore the application of dynamic monitoring of serum insulin-like growth fac-
tor-1 (IGF-1), nitric oxide (NO), and S1008 protein in the disease assessment and long-term neurological
prognosis of neonatal hypoxic-ischemic encephalopathy (HIE). Methods A total of 150 neonates with HIE
(HIE group) admitted to the hospital from January 2019 to December 2024 were included as the research ob-
jects,and 150 healthy neonates (NC group) were included as the controls. They were classified into mild group
(71 cases) .moderate group (47 cases) and severe groups (32 cases) according to the severity of the disease.
The long-term neurodevelopment of the children was assessed according to the Gesell score,and they were as-
signed into the good neurological prognosis group (119 cases) and the poor neurological prognosis group (31
cases). The levels of serum IGF-1,NO and S1008 protein were detected. Spearman correlation analysis was
used to explore the correlation between the levels of serum IGF-1,NO and S1008 protein and the severity of
the disease. Moreover, receiver operating characteristic (ROC) curve was used to explore the predictive effi-

ciency of levels of serum IGF-1,NO and S1008 protein for the long-term neurological prognosis of neonatal
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HIE. Results On the 1st day after birth,the serum IGF-1 level in the HIE group was lower than that in the
NC group,and the serum NO and S1008 protein levels were higher than those in the NC group (P <C0. 05).
There were statistically significant differences in the levels of serum IGF-1,NO,and S1008 protein in newbo-
rns with HIE on days 1,3,and 7,across different disease severities,time points,and interactions between the
two (P<C0. 05). With the increase of disease severity,serum IGF-1 level gradually decreased,while serum NO
and S1008 protein levels gradually increased (P<C0.05). The serum IGF-1 level of neonates with HIE on the
1st,3rd,and 7th day after birth were negatively correlated with the severity of the disease (P <C0. 05),while
the serum NO and S1008 protein levels were positively correlated with the severity of the disease (P<C0.05).
The levels of serum IGF-1,NO and S1008 proteins in neonates with HIE at 1st, 3rd,and 7th day after birth
showed differences and interaction in different prognosis conditions and time points(P < 0. 05). There was a
statistically significant difference in the severity of the disease between the good neurological prognosis group
and the poor neurological prognosis group (P <C0. 05). Compared with the good neurological prognosis group,
the poor neurological prognosis group had decreased serum IGF-1 level on the 1st,3rd,and 7th day after birth,
and increased serum NO and S1008 protein levels (P<C0.05). The area under the curve of the combined pre-
diction of serum IGF-1,NO and S1008 protein levels on 7th day after birth for the long-term neurological
prognosis of neonatal HIE was prominently higher than those of the single index prediction (Z = 3. 070,
2.486,2.213,P<C0. 05). Conclusion
the 1st,3rd.and 7th day after birth,while the levels of NO and S100f8 protein are increased,which are closely

The level of IGF-1 in the serum of neonates with HIE is decreased on

related to the severity of the disease and the long-term neurological prognosis.
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=6 Mm% IGF-1,NO & S1008 EHEKEFN HIE BILIZHHEFERN ROCER

i H R FRRE D RN AUC 95%CI R R
IGF-1 74.19 78.99 23.75 ng/mL 0.799 0.723~0.876 0.532
NO 67.74 83.19 72.35 pmol/L 0. 807 0.714~0. 900 0. 509
S1008 E H 67.74 85.71 6.91 ng/mL 0. 815 0.716~0.913 0.535
=HBE 80. 65 91. 60 — 0.935 0.893~0.977 0.723
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