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Abstract:Objective To analyze the relationship between serum interleukin-18 (IL-18) level and IL-183
rs1143634 gene polymorphism and autism spectrum disorder (ASD). Methods A total of 60 children diag-
nosed with suspected ASD in the Department of Child Health Care of Ankang Maternal and Child Health
Hospital from December 2021 to December 2022 were selected as the case group,and another 60 healthy chil-
dren were selected as the control group during the same period. All patients filled in the Childhood Autism
Rating Scale (CARS2) and were divided into atypical autism/generalized developmental disorder (PDD-NOS)
group,mild ASD group,and moderate/severe ASD group according to CARS2 scores. Serum 1L-8 level and I1.-
1B rs1143634 gene polymorphism were detected in all subjects. Receiver operating characteristic (ROC) curve
was drawn to analyze the diagnostic value of serum IL-1f in ASD, the differential diagnostic value of PDD-

NOS and mild, moderate/severe ASD,and the differential diagnostic value of mild and moderate/severe ASD.
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Results The serum IL-1f8 level in the case group was higher than that in the control group (P<C0. 05). Serum
IL-1B levels in children aged 3—6 years and 6 years in case group were higher than those in control group,
and the differences were statistically significant (P <C0. 05). There were 14 children in the PDD-NOS group, 24
in the mild ASD group,and 22 in the moderate/severe ASD group. The serum 11.-183 level in moderate/severe
ASD group was higher than that in PDD-NOS group and mild ASD group,and the serum IL-183 level in mild
ASD group was higher than that in PDD-NOS group,with statistical significance (P<C0. 05). ROC curve anal-
ysis results showed that the area under the curve (AUC) of serum IL-18 for the diagnosis of ASD was 0. 976,
the AUC for the differential diagnosis of PDD-NOS and mild, moderate/severe ASD was 0. 818,and the AUC
for the differential diagnosis of mild ASD and moderate/severe ASD was 0. 674. The C allele frequency in the
case group was lower than that in the control group,and the T allele frequency in the case group was higher
than that in the control group,and the differences were statistically significant (P <C0. 05). The genotype and
allele frequencies of PDD-NOS group,mild ASD group and moderate/severe ASD group were significantly dif-
ferent (P<C0. 05). The serum IL-1f level of different genotypes in control group and case group was higher in
TT genotype than in CT genotype and CC genotype,and the differences were statistically significant (P <<
0.05). Conclusion Serum IL-18 level and 11.-18 rs1143634 gene polymorphism are potential biomarkers for

the diagnosis of ASD and can be used to discriminate the severity of the disease,but larger sample studies are

needed to confirm the reliability of this conclusion.
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