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Changes of immune function and peripheral blood sHLA-G in children with different types of EBV infection”
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Abstract: Objective To analyze the changes in immune function and peripheral blood soluble human leukocyte
antigen-G (sHLLA-G) in children infected with different types of Epstein-Barr virus (EBV). Methods A total of 132
children with EBV infection who were admitted to our hospital from April 2017 to October 2018 were en-
rolled. According to different clinical types,all patients were divided into 4 groups, EBV-associated hemoph-
agocytic lymphohistiocysis (EBV-HLH) group (44 cases) ,chronic active EBV infection (CAEBV) group (46
cases) and infectious mononucleosis (IM) group (42 cases) ,healthy children who took the same physical ex-
amination at the same time were collected as the control group (35 cases). Cellular immune function [CD3" ,
CD4" ,CD8" T cell and CD4" /CD8" ratio |, humoral immune function [ immunoglobulin (Ig) M, IgG and
IgA] and sHLA-G level were measured in all subjects. Results Compared with the control group,the cellular
immune function of all EBV-infected groups were abnormal (P<C0. 05),the CD3" T cell level of the IM group
had increased (P<C0.05),and the CD3" T cell level of the CAEBV group and the EBV-HLH group had de-
creased (P<C0.05),CD4" T cell level was the lowest in EBV-HLH group (P <20.05),CD8" T cell level was
the highest in IM group (P<C0.05) ;and CD4" /CD8" was lowest in EBV-HLH group (P <C0. 05). Compared
with the control group,the humoral immune function of all EBV infection groups were abnormal(P<C0. 05),
the IgA and IgG levels of the EBV-HLH group were the lowest (P<C0. 05) ,and the IgM level was the highest
(P<C0.05). Compared with the control group,sHLLA-G level had significantly increased in all EBV infection
groups,and IM group sHLA-G level was the lowest (P<C0. 05). Conclusion Different types of EBV infection
are associated with immune dysfunction,sHLLA-G level has significantly increased. IM type EBV infection is more spe-
cial , T lymphocytes are activated, humoral immune fuction nearly normal,sHILA-G level has increased limited.and de-
tection of cellular immune, humoral immune fuction and sHILA-G level can identify the IM-type EBV infection.
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CAEBV 41 23/23  7.6%1.3  25.942.5 125.7%11.8
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