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Abstract:Objective To investigate the level and significance of serum amyloid A (SAA) in children with
infectious mononucleosis (IM). Methods A total of 131 children with IM who were hospitalized in Hebei
Children’s Hospital Affiliated to Hebei Medical University from January 2020 to December 2021 were selected
as the study objects. According to the results of liver function index alanine aminotransferase (ALT),children
with IM were divided into normal liver function group (ALT<{50 U/L) and abnormal liver function group
(ALT>50 U/L). The levels of SAA,total cholesterol (TC) ,triglycerides (TG) ,high density lipoprotein cho-
lesterol (HDL-C),low density lipoprotein cholesterol (LDL-C) ,apolipoprotein A1 (ApoAl) and apolipopro-
tein B (ApoB) in serum were compared between the two groups. Spearman correlation was used to analyze the
correlation between serum ALT level and various test indexes in children with IM. Results There were 51 ca-
ses of normal liver function group and 80 cases of abnormal liver function group. There was no significant
difference in gender and age between the two groups (P >>0.05). The level of SAA and ALT in the abnormal
liver function group was higher than that in the normal liver function group,and the levels of HDL-C and
ApoAl in the abnormal liver function group were lower than those in the normal liver function group, with
statistical significance (P<C0. 05). Spearman correlation analysis showed that serum ALT level was positively
correlated with SAA level (r, =0. 295, P <0. 05),and negatively correlated with HDL-C and LDL-C levels
(r,=—1.800,—0.173,P<C0.05). Conclusion The level of SAA in children with IM is associated with liver

dysfunction. For children with acute inflammation, clinicians need to pay enough attention for early interven-
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tion and treatment.
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