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Relationship between follicular helper T lymphocytes and immunoglobulin
levels with illness severity in patients with chronic hepatitis B
LU Xuanlin sHU Ran*
(Department of Clinical Laboratory ,Liangjiang New Area First People’s Hospital ,Chongging 401147 ,China)

Abstract:Objective To investigate the relationship between follicular helper T lymphocytes (Tfh) and
immunoglobulin (Ig) levels with illness severity in the patients with chronic hepatitis B. Methods One hun-
dred and twelve patients with chronic hepatitis B admitted to this hospital from March 2016 to October 2018
were selected as the study subjects and divided into the chronic non-severe hepatitis B group (n =69) and
chronic severe hepatitis B group (n =43)according to the illness severity. Contemporaneous other 70 healthy
people undergoing the physical examination in this hospital were selected as the control group. The levels of
serum alanine aminotransferase (ALT), total protein (TP), total bilirubin (TBIL) and prothrombin time
(PT) were detected in the 3 groups. The levels of Tfh and Ig were compared among 3 groups. Meanwhile the
HBV DNA level was detected in the chronic non-severe hepatitis B group and chronic severe hepatitis B
group. Results The ratio of CD4" CXCR5" Tfh and the levels of IgA.IgG and IgM in the chronic severe hepa-
titis B group were significantly higher than those in the chronic non-severe hepatitis B group and the control
group. The levels of CD4" CXCR5" Tfh and IgA,IgG and IgM levels in the chronic non-severe hepatitis B
group were significantly higher than those in the control group.and the differences were statistically signifi-
cant (P<C0. 05). The levels of ALT,TBIL and PT in the control group,chronic non-severe hepatitis B group
and chronic severe hepatitis B group showed the increasing trend,and the inter-group difference was statisti-
cally significant (P<C0. 05) ;the TP level in 3 groups was similar with no statistical difference (P >0, 05). The
HBV DNA level in the chronic severe hepatitis B group was significantly higher than that in the chronic non-
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severe hepatitis B group (P <C0. 05). The ratio of CD4"CXCR5" T lymphocytes and the levels of IgA,IgG and
IgM were positively correlated with ALT, TBIL,PT and HBV DNA. Conclusion The detection of Tfh and Ig

levels can reflect the illness changes of chronic hepatitis B, which can provide the important auxiliary basis for

clinical diagnosis and treatment of chronic hepatitis B.
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