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Compound Glycyrrhizin associated with ARA-AMP in treating chronic hepatitis B patients with YMDD
Mutation

YU Jian-ping( Department of Infectious Disease, Linan Peoples Hospital, Linan 311300, China)

ABSTRACT: OBJECTIVE To observe the change of liver function, HBV-DNA, T-lymphocyte subgroup cbssification by. associating
compound Glycynhizin with. ARA-AMP in the treatment of chronic hepatitis B patients with YMDD mutation; to investigate the assist-
treating function of compaund Glyeyrrhizin. METHODS  60patients were randomly half-to-half put into treatment group and compari-
sion group. The treatment group received injection of compound Glycyrrhizin associated with ARA-AMP ford weeks, followed up for an-
other12weeks with taking compound Glycyrrhizin tablets. The comparision group received injection of Diammonium Glycyrrhinate associ-
ated with ARA-AMP (the same course ditto). Patients liver tunction, HBV-DNA, and T-lymphocyte subgroup classification in both
groups were checked before and after 4 weeks, 8weeks, 16weeks of the treatment. RESULTS Treatment groups liver function im-
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proved obviously. 53.33% of the patients became negative in HBV-DNA. CD4 level and the proportion of CD4 to CD8 in creased com-

paratively. The 2 groups differed significantly( P <0.05). CONCLUSION

The association of copound Glycyrrhizin with ARA-AMP

can obviously improve live function, strengthen anti-virus function, and promote patients immunity function as well as advance the in-

flammation restoration.
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Tab 1 The test results of liver function and PT of the treatment group and comparison group before and after the treatment

ATLCU/L) AST(U/L) ThiL( wmol/L) PT(s)
I HIT41030) 413.11 £123.19 345.23 +109.45 131.34 £136.43 24.56 +7.24
X A1(30) 424.45 +155.78 367.47 +126.78 138.65 +137.87 23.87 +6.89
WY a4 A BT A 73.11 £12.45" 78.75+9.76* 43.34 £16.92* 16.32 +3.37
X IR ZH 112.53 £15.67 * 108.57 £16.54 " 98.27 +17.53 * 19.77 +4.88
WHIT a8 HITH 50.11 +2.67* 58.35+7.56" 23.33+ 6.82" 13.45 £4.98
X IR 20 92.53 +8.67" 78.84 +8.89 " 74.65 +11.23 " 17.87 £6.67
Y897 )G 16 JH HITH 37.65+1.87* 45.43 £6.78* 18.89 +7.54* 13.33 +6.48
X HELAL 82.65 +6.88* 67.67 +8.32" 56.78 £6.67* 35.67 +8.54
T VRIT AR A LU AL, * P <0.05
Note: The comprison of the treatment group and comparison group, * P <0.05
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Tab 2 The results of T-lymphocyte subgroup classification of

both groups before and after the treatment

CD4( %) CD8( %) CD4/CD8
WITHT WITA 18.41x7.2 25.2+6.7 0.73 0.7
XHE  17.89 5.6 24.11 +5.6 0.71 £0.6
WYY WIT4l 37.1+8.9% 24.8.2+8.7% 1.51+0.52"
47 X4 18.6x8.6" 23.31 4.7 0.83+0.7"
WITIE WITA 41.4£8.2* 25.7+6.5" 1.63+0.56*
8 Ji X4l 20.6+5.6% 23.16 £6.8%  0.90+0.45"
WY WITH 45.6£7.8* 25.6+5.8" 1.77 £0.59 *
16 & X4l 23.6+5.6" 22.11%5.6" 1.05+0.61"

T VRIT AR B2 LEAC PR AR AT W5 22 5, © P <0..05

Note: Significant differences between the treatment group and comparison
group , * P <0.05
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