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[ Abstract] Objective To study the mechanism of reduction inflammation of the liver in chronic
hepatitis B patients treatment with compound glycyrrhizin. Methods Total of 21 patients with chronic
hepatitis B were divided into treatment group (10 cases) and control group (11 cases). Patients in both groups
were given entecavir tablets 0.5 mg once a day, combined with the regular liver protecting therapy, including
matrine injection, reduced glutathione for injection and polyene phosphatidylcholine injection. Patients in
treatment group were given compound glycyrrhizin solution at dose of 200 mg by intravenous infusion.
Patients in both groups were treated for 2 weeks. The liver function and level of multiple cytokines of patients
were tested before and after treatment, respectively. Results The liver function of the patients in two groups
were significantly improved. ALT levels [(103.4 + 80.4) U/L] decreased significantly in the treatment group (¢
= 6.162, P = 0.000); MCP-2 significantly decreased after treatment [(40.25 + 14.51) pg/ml] (t = 2.381, P =
0.041); ENA-78 also significantly increased (¢t =—3.561, P = 0.006). No significant differences were found
in the change of IL-16, 6Ckine, TPO, SCF, TSLP, IL-33, IL-20, IL-21, IL-23, IL-28a, TRAIL and SDF-1o+f3
in the two groups. The levels of IL-18 were decreased in two groups after treatment. Conclusions The liver
inflammation could be reduced by compound glycyrrhizin significantly. The mechanism may be related with
the suppression of MCP-2 or activation of ENA-78.

[ Key words] Hepatitis B; Compound glycyrrhizin; Monocyte chemoattractant protein 2; Epithelial
cell-derived neutrophil-activating peptide-78
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