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ABSTRACT Objective: To research the influence of entecavir combined with magnesium glycyrrhizin injection on the serum
interleukin-2 (IL-2),interleukin-10 (IL-10) and interleukin-17 (IL-17), macrophage migration inhibitory factor (MIF) levels and peripheral
blood T cell subgroups of patients with chronic hepatitis B. Methods: 92 cases of patients with chronic hepatitis B admitted from June
2015 to December 2016 were selected and divided into the control group and the research group according to different treatment method.
The control group was treated with entecavir, while the research group was treated with magnesium glycyrrhizin injection based on the
control group. The clinical curative effect, levels of serum IL-2, IL-10, IL-17, MIF, alanine aminotransferase (ALT), aspertate
aminotransferase (AST), total bilirubin (TbiL), peripheral blood CD3", CD4*, CD§", CD4/CD8" levels before and after treatment as well
as the incidence of adverse reactions were compared between two groups. Results: After treatment, the total effective rate of research
group was higher than that of the control group [93.47% vs. 71.74%](P<0.05). The levels of serum IL-2, peripheral blood CD3*, CD4",
CD4'/CD8" in both groups were significantly higher than those before treatment, which were higher in the research group than those of
the control group, the serum levels of IL-10, IL-17, MIF, CD8+, ALT, AST, TbiL of both groups were lower than those before treatment,
which were lower in the research group than those of the control group (P<0.05). No significant difference was found in the incidence of
adverse reactions between two groups (P>0.05). Conclusion: Entecavir combined with magnesium isoglycyrrhizinate injection is more
effective than the entecavir alone on the patients with chronic hepatitis B, it may be related to the significant increase of serum IL-2
expression, peripheral blood CD3*, CD4", CD4'/CDS8" levels and decrease of serum IL-10, IL-17, MIF levels and peripheral blood CD8"
level.
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Table 1 Comparison the clinical curative effect between two groups[n(%)]

Groups Effective Improve Invalid Total effective rate
Control group(n=46) 20(43.48) 13(28.26) 13(28.26) 33(71.74)
Research group(n=46) 28(60.87) 15(32.61) 3(6.52) 43(93.47)

Note: Compared with the control group,“P<0.05.
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Table 2 Comparison of the serum IL-2, IL-10, IL-17, MIF levels between two groups before and after the treatment (xzs)

Groups Time IL-2(ng/L) IL-10(ng/L) IL-17(pg/L) MIF(pug/L)
Before treatment 111.56x 13.86 50.62+ 6.24 21.82+ 2.61 51.63+ 6.37
Control group(n=46)
After treatment 15091+ 18.92* 28.50% 3.50* 12.40+ 1.55* 16.85+ 2.11*
Before treatment 112.71% 14.62 51.24% 6.79 22.47+ 2.53 51.06% 6.12
Research group(n=46)
After treatment 186.65+ 23.25™ 18.77+ 2.26™ 791+ 0.98™ 10.79+ 1.30™

Note: Compared with the control group, “P<0.05; Compared with before treatment , *P<0.05.

3 FWARTHIE T AT AL B (vxs)

Table 3 Comparison of the T cell subsets between two groups before and after the treatment (xs)

Groups Time CD3'(%) CD4'(%) CD8'(%) CD4'/CD8"
Before treatment 51.40+ 6.37 32,13+ 4.12 31.88+ 3.97 1.05+ 0.13
Control group(n=46)
After treatment 55.44% 6.80* 3590+ 4.51* 29.17+ 3.99* 1.24+ 0.16*
Before treatment 50.97+ 6.99 32.78% 4.59 31.45% 3.61 1.09+ 0.15
Research group(n=46)
After treatment 59.76x 7.32%* 39.81+ 4.88™ 26.09+ 3.20™* 1.50+ 0.19%*
Note: Compared with the control group, “P<0.05; Compared with before treatment , *P<0.05.
& 4 FEBIT RIS AT IIBER) BE R (vs)
Table 3 Comparison of liver function between two groups before and after the treatment (xzs)
Group Time ALT(U/L) AST(U/L) TbiL(pwmol/L)
Before treatment 409.60+ 51.24 329.06% 41.23 75.60% 9.37
Control group(n=46)
After treatment 181.34+ 22.62* 153.12+ 19.12% 45.62+ 5.60*
Before treatment 408.64% 51.90 327.65+ 40.86 76.11% 9.12

Research group(n=46)

After treatment 110.77+ 13.72%* 102.49+ 12.75™

25.70% 3.12%*

Note: Compared with the control group, “P<0.05; Compared with before treatment , *P<0.05.
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