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Abstract Objective: To observe the dynamic changes and clinical significance of serum chemokine receptor 3

(CXCR3) in children with infectious mononucleosis (IM) during treatment. Methods: A case-control study was
used to include the medical records of 80 children with IM who received symptomatic treatment in hospital from
January 2021 to October 2022. According to the treatment effect, they were divided into ineffective group(n =22)
and effective group(n=58). Clinical data and serum CXCR3 detection data of the two groups were collected at be-
fore treatment(T0), 3 days after treatment(T1) and 7 days after treatment('T2). The fluctuation of serum CX-
CR3(ACXCR3) in children with IM during treatment was calculated, and the evaluation value of dynamic changes
of serum CXCR3 in children with IM on treatment outcome was analyzed. Results: The titer of EB virus antibody
in the ineffective group was higher than that in the effective group, with a statistical significant difference (P <C
0.05). The serum CXCRS3 level in the ineffective group was higher than that in the effective group at time point
T2, and the ACXCRS3 value was lower than that in the effective group, with a statistical significant difference( P <<
0. 05). Multivariate logistic regression analysis showed that the high level of CXCR3 in T2 serum was a risk factor
for ineffective treatment in children with IMC(OR>1, P<C0.05). High ACXCR3 value was a protective factor for
ineffective treatment of IM children(OR<C1, P <C0.05). The receiver operating characteristic curve (ROC) was
drawn. The area under the curve(AUC) of ACXCRS3 for the evaluation of ineffective treatment in children with IM
was 0.712>>0.7, and the evaluation value was good. When the optimal threshold was 1. 390 ng/ml, the ideal
sensitivity was 0. 909 and the specificity was 0.517. Conclusion: The dynamic change of serum CXCR3 during
treatment in children with IM was closely related to the treatment effect. Children with less fluctuation of serum
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CXCR3 during IM treatment might have a higher risk of ineffective treatment, which could be used to predict the

effect of antiviral treatment in children with IM.
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