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Abstract: Objective  To investigate the association of serum tissue inhibitor of metalloproteinase-1
(TIMP-1) and asymmetric dimethylarginine (ADMA) levels with disease activity and prognosis in children
with inflammatory bowel disease (IBD). Methods A total of 133 children with active IBD admitted to the Af-
filiated Hospital of Xuzhou Medical University from January 2023 to October 2024 were prospectively selected
as the active IBD group. According to the ratio of 2 ¢ 1,children with IBD in remission during the same period
were selected as the remission IBD group (n =67) and healthy children were selected as the control group
(n=1=67). The serum levels of TIMP-1 and ADMA were detected by enzyme-linked immunosorbent assay.
Children with active IBD were further divided into mild IBD group (n =34) ,moderate IBD group (n=54) and
severe IBD group (n=45) according to disease activity. Spearman correlation analysis was used to analyze the
correlation between serum TIMP-1, ADMA levels and disease activity. Children with active IBD were divided
into poor group and good group according to the prognosis of 6 months. Multivariate Logistic regression was
used to analyze the influencing factors of the prognosis of children with IBD,and receiver operating character-
istic (ROC) curve was used to analyze the predictive efficacy of serum TIMP-1 and ADMA levels on the prog-
nosis of children with IBD. Results The serum levels of TIMP-1 and ADMA in control group,remission IBD
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group and active IBD group were increased in turn (P<C0. 05). The serum levels of TIMP-1 and ADMA in the
mild, moderate and severe IBD groups were increased in turn (P <C0.017). The serum levels of TIMP-1 and
ADMA in IBD patients were positively correlated with disease activity(rg=0. 740,0. 738, both P <(0.001).
After 6 months of follow-up,the poor prognosis rate of IBD children was 30. 08% (40/133). Compared with
the good group,the poor group had significantly higher serum levels of TIMP-1 and ADMA (P <C0. 05). Mult-
ivariate Logistic regression analysis showed that increased levels of C-reactive protein,erythrocyte sedimenta-
tion rate, TIMP-1 and ADMA were independent risk factors for poor prognosis in children with IBD (P <<
0.05). The area under the curve of serum TIMP-1 and ADMA alone and in combination for predicting poor
prognosis of IBD children was 0. 811,0. 792 and 0. 895, respectively, the sensitivity was 0. 779, 0. 547 and
0. 875,and the specificity was 0. 710,0. 893 and 0. 792, respectively. Combined detection could improve the

prediction efficiency (P<C0. 05). Conclusion

The levels of serum TIMP-1 and ADMA are increased in chil-

dren with IBD, which are related to the aggravation of disease activity and poor prognosis. The combination of

serum TIMP-1 and ADMA levels has a high efficacy in predicting prognosis.
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