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Abstract ;[ Objective ] To observe the effect of entecavir(ETV)combined with major autohaemotherapy
(MAH)on viral replication and hepatic fibrosis in patients with chronic hepatitis BC(HBV). [ Methods]136
patients with CHB admitted to our hospital from August 2016 ~ August 2017 were selected and randomly
divided into the control group (n=68) and the observation group (n =68). The control group was given
ETV orally. On this basis, the observation group added MAH treatment. The two groups were treated
continuously for 3 months. The hepatitis B virus (HBV-DNA) was quantified by PCR, and the quantita-
tive decline of HBV-DNA after treatment in two groups was compared. The serum negative rate of HBeAg
and the rate of HBeAg seroconversion were calculated. The serum hepatic fibrosis indexes were detected
by ELISA before treatment, after 1 months and 3 months treatment respectively. [ Results |After 3 months
of treatment, the quantitative decline of HBV-DNA, the serum negative rate of HBeAg and the HBeAg
serum conversion rate were all higher than the control group (P<C0.05). And two groups of HBV-DNA
quantitative decline, the HBeAg serum negative rate and the HBeAg serum conversion rate were all higher

than the treatment for 1 months (P<C0. 05). The observation group of serum hyaluronic acid (LN), lami-
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nin (HA), type Il procollagen (PIIP) and collagen type IV (IV-C) were all lower than the control group

after 1 months and 3 months treatment (P <C0. 05); 1 months of treatment, the serum levels of LN and

HA, PIIP and IV-C were all lower than before treatment (P<C0. 05); 3 months of treatment, two groups
of serum LN and HA, PP and [V-C were all lower than before treatment and 1 months (P<C0.05). No

serious adverse reactions occurred in both two groups. [Conclusion ]JETV combined with MAH treat CHB

could inhibit HBV replication more effectively, while improving indicators of serum hepatic fibrosis signifi-

cantly, and the adverse reaction was less, which was worth of clinical application.
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