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Abstract: Objective To investigate the levels of serum high mobility group protein Bl (HMGBI1) and in-
terleukin(I1.)-33 in children with aplastic anemia and their relationship with the disease and cellular immunity
disorder,so as to provide reference for clinical diagnosis and treatment of aplastic anemia. Methods A total of
102 children with aplastic anemia admitted to 3201 Hospital from June 2019 to June 2022 were selected as the
study group(42 children with severe aplastic anemia and 60 children with mild aplastic anemia). The children
were divided into the occurrence group (n=38) and the non-occurrence group (7 =64) according to the pres-
ence or absence of cellular immune disorder after treatment. Another 78 healthy children without infectious or
blood diseases in the same period were selected as the control group. The serum levels of HMGBI1 and I1.-33
were detected by enzyme-linked immunosorbent assay and compared between groups. Results The serum
HMGRBI level in the study group was higher than that in the control group,and the serum I11L-33 level was
lower than that in the control group.the differences were statistically significant (P <C0. 05). Serum HMGDBI1
in children with severe aplastic anemia was higher than that in children with mild aplastic anemia,and serum
11.-33, platelet count (PLT) and megakaryocyte count (MK) were lower than those in children with mild
aplastic anemia, with statistical significance (P <C0. 05). Serum HMGBI1 was negatively correlated with PLT
and MK (r=—0.441,—3.885,P<C0. 05) ,and serum IL.-33 was positively correlated with PLT and MK (r=
0.510,0.486, P <C0. 05) in children with aplastic anemia. The serum HMGBI level in the occurrence group
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was higher than that in the non-occurrence group,and the serum I11.-33 level was lower than that in the non-

occurrence group,the differences were statistically significant (P <C0. 05). The receiver operating characteristic

curve analysis showed that the areas under the curve of serum HMGRBI,I1.-33 and serum HMGBI combined

with 11.-33 in the diagnosis of cellular immune disorder in children with aplastic anemia were 0. 832,0. 771 and

0. 906 ,respectively. Conclusion The level of serum HMGBI increased and the level of 11.-33 decreased in chil-

dren with aplastic anemia,and the changes of both levels are closely related to the disease and cellular immune

disorder.
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