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Alteration of serum immunoglobulin and complement levels in patients with chronic hepatitis B
and hepatitis B cirrhosis after treatment of tenofovir diphosphate

WANG Fang', WANG Ni-na’, WEI Jia’, CHEN Rui-li’, YANG Xing-kun® (1.Department of Second
Liver Disease, Shenzhen Third People'’s Hospital, Shenzhen 518100, Guangdong Province, China;
2.Department of Infectious Diseases, Anning Branch of General Hospital, Lanzhou Military
Command, Lanzhou 730070, China)

Abstract: Objective To observe the alteration of serum immunoglobulin (IgG, IgA, IgM) and complement
(C3, C4) in patients with chronic hepatitis B and hepatitis B cirrhosis after treatment with tenofovir
diphosphate, and to investigate the effects of tenofovir diphosphate on humoral immunity of the patients.
Methods Total of 31 cases with chronic hepatitis B and 19 cases with hepatitis B cirrhosis in Anning Branch
of General Hospital, Lanzhou Military Command from January 2017 to September 2017 were selected.
The patients were all treated with tenofovir diphosphate orally (300 mg, one time per day). Blood samples
were collected before treatment, 3 months after treatment and 6 months after treatment. The levels of serum
immunoglobulin (IgG, IgA and IgM) and complement (C3 and C4) were detected by immuno-fluoroscopy
turbidimetric method, and statistical analysis was carried out. Results The serum levels of IgG, IgA, IgM
and C4 of patients with chronic hepatitis B after treatment for 3 months and 6 months were significantly
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different from those before treatment (P << 0.05), however, there was no significant difference in C3 levels (P >
0.05). The levels of serum IgG, IgA and IgM of patients with chronic hepatitis B after treatment for 3 months were
significantly lower than those after treatment for 6 months (P << 0.05). There were no significant differences in serum
C3 and C4 levels (P > 0.05). The serum levels of IgG, IgA, IgM and C4 of patients with hepatitis B cirrhosis after
treatment for 3 months were significantly different from those before treatment (P << 0.05), however, there was no
significant difference in C3 levels (P > 0.05). After treatment for 6 months, the levels of IgG, IgA, IgM, C3 and C4
were significantly different from those before treatment (P << 0.05). Compared with treatment for 3 months, serum
levels of IgG decreased significantly at 6 months (P << 0.05), and there were no significant differences in serum
IgA, IgM, C3 and C4 levels (P > 0.05). The changes of the above indexes in cirrhosis patients with Child Pugh
B grade were significant higher than those with Child Pugh A grade (P < 0.05). Conclusions The levels of serum
immunoglobulin (IgG, IgA and IgM) and complement (C3 and C4) in patients with chronic hepatitis B and hepatitis
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B cirrhosis recovered in varied degrees after antiviral treatment with tenofovir diphosphate.
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EITIANA 1321 +£2.35 2.38+0.72 1.23+£0.04 0.96 +0.05 0.58 +0.09
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