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Effect of a-interferon in treating chronic hepatitis B on liver function, hepatitis B
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Abstract : Objective To explore the effects of a-interferon in treating chronic hepatitis B on the liver func-
tion, hepatitis B surface antigen (HBsAg) and thyroid function. Methods A total of 130 patients with chronic
hepatitis B meeting the inclusion criteria and treated in this hospital from January 1,2019 to July 31,2022
were selected for analysis. All patients were treated with pegylated interferon a-2b and divided into the re-
sponse group and non-response group based on whether or not the virological response occurring after treat-
ment. The changes of blood routine, liver function indicators, HBsAg, hepatitis B virus e antigen (HBeAg),
hepatitis B virus DNA (HBV-DNA) and thyroid function were compared between two groups. Results There
were 60 cases in the response group and 70 cases in the non-response group. After treatment,the ALT level in
the response group was significantly lower than that in the non-response group (P<Z0. 05),and there was no
statistically significant difference in serum AST and total bilirubin levels between the two groups (P >>0.05).
After treatment,the levels of HBsAg, HBeAg and HBV-DNA in the response group were significantly lower
than those in the non-response group (P <C0. 05). After treatment, the level of thyroid stimulating hormone
(TSH) in the response group was significantly lower than that in the non-response group (P <Z0. 05), while
the levels of total triiodothyronine (TT3),total thyroxine (TT4),free triiodothyronine (FT3),and free thy-
roxine (FT4) were significantly higher than those in the non-response group (P<C0. 05). After treatment, the
total incidence rate of thyroid disease in the response group was 8. 33% ., while which in the non-response
group was 27.14% ,and the difference between the two groups was statistically significant (P <C0. 05). Con-

clusion The clinical effect of the patients with chronic hepatitis B receiving a-interferon treatment and experi-
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encing virological response is remarkable, which can significantly improve the patients liver function,acceler-

ate the rate of negative conversion of hepatitis B virus in the body,in which the alteration of the thyroid func-

tion is a common adverse reaction during the process of a-interferon treatment,and it is necessary to monitor

the relevant indexes of the thyroid function,and the active treatment of thyroid function abnormality could en-

sure the effect of a-interferon therapy.
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