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Clinical study on Shengi Gankang Capsules combined with lamivudine in treatment
of chronic hepatitis B

DING Shen-hua, ZHANG Bin
Department of Infectious Diseases, Qingpu Branch of Zhongshan Hospital, Shanghai 201700, China

Abstract: Objective To investigate the clinical efficacy of Shenqi Gankang Capsules combined with lamivudine in treatment of
chronic hepatitis B. Methods Patients (82 cases) with chronic hepatitis B in Qingpu Branch of Zhongshan Hospital from April 2016
to April 2017 were divided into control (41 cases) and treatment (41 cases) groups according to different treatments. Patients in the control
group were po administered with Lamivudine Tablets, 0.1 g/time, once daily. Patients in the treatment group were po administered with
Shengi Gankang Capsules on the basis of the control group, 2 g/time, three times daily. Patients in two groups were treated for 48 weeks.
After treatment, the clinical efficacy was evaluated, and the negative rate of HBV-DNA and HBeAg, the liver function indexes, the
liver fibrosis indexes and the serological indexes in two groups before and after treatment were compared. Results  After treatment,
the clinical efficacy in the control and treatment groups was 80.49% and 97.56% respectively, and there were differences between
two groups (P < 0.05). After treatment for 24 and 48 weeks, the negative rate of HBV-DNA and HBeAg in the treatment group was
significantly higher than that in the control group of the same period (P < 0.05). After treatment for 24 and 48 weeks, the ALT, AST,
TBIL, TBA, HA, LN, PC-III IV-C, TNF-a, IL-17, IL-18, and MMP-13 levels in two groups were significantly decreased (P < 0.05),
and these indexes in the treatment group were significantly lower than those in the control group of the same period (P < 0.05).
Conclusion Shengi Gankang Capsules combined with lamivudine in treatment of chronic hepatitis B can significantly improve the
liver function, reduce the inflammatory response and inhibit liver fibrosis.
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1 FAIRKRITHLER
Table 1 Comparison on clinical efficacy between two groups

pER n/fi ol B R TR BB W%
o R 41 23 10 8 80.49
YA 41 31 9 1 97.56"

Hxtmeaithis: "P<0.05
“P < 0.05 vs control group

% 2 4H HBV-DNA 1 HBeAg #FAZELLE ( X +s )
Table 2 Comparison on negative rate of HBV-DNA and HBeAg between two groups ( X =s )

HBV-DNA %[ % /% HBeAg #% /%
e n/f) - - - -
Y897 24 A Y8YT 48 JH YAIT 24 JH VAIT 48 A
X HE 41 34.15 78.05 21.95 43.90
bEb g 41 68.29" 92.68" 43.90" 75.61"

5 HRALIRTT RIS TP<<0.05
“P < 0.05 vs control group in the same period after treatment

%3 FHARTIIREIEARELER ( x s )
Table 3 Comparison on liver function indexes between two groups ( X =s)

205 nifsl ELI(A] ALT/(U-L™Y) AST/(U-L™h TBIL/(umol-L™) TBA/(umol-L™)
X 41 VRITRT 165.41+17.48 178.61+32.67 121.62+20.68 47.87+15.31
BT 24 93.57+7.69" 139.58+11.65" 91.81+8.32" 30.65+7.21"
BT 48 62.38+3.75" 68.78+6.57" 45.84+4.53" 20.45+1.24"
WY 41 JAYTED 165.37+17.45 178.58+32.63 121.67+20.63 47.824+15.37
VRIT 24 JH 73.28+7.64"* 112.64+11.58™ 64.37+8.23" 22.36+7.18"
BT 48 43.64+352™ 50.36+6.43" 20.58+4.37"4 8.26+1.14™
5RMETAT A P<0.05: SXRAATTFWIHE: 4P<0.05

“P < 0.05 vs same group before treatment; P < 0.05 vs control group of the same period after treatment

Table 4 Comparison on liver fibrosis indexes between two groups ( X s )

*4 PERFAHEMIERRLE ( xxs)

405 nifsl REZHA HA/(ug'L™) LN/(ug-L™h PC-I11/(pg-L Y IV-Cl(ug-Lh

X 41 RITHD 343.53+33.65 161.27+21.52 223.78+34.82 162.76 +22.51
89T 24 [ 245.94+26.55" 134.82+12.65" 168.57+16.43" 132.46+13.81"
89T 48 J 138.79+20.48" 118.74+6.83" 131.46+13.68" 98.73+10.79"

WIr 41 RITHD 343.58+33.67 161.25+21.46 223.75+34.87 162.75+22.47
89T 24 [ 204.75+26.43"* 113.43+12.57™* 132.48+16.34™ 111.84+13.76"*
89T 48 J 103.23+20.35™ 98.76 +6.74™ 104.53+13.62"* 79.54+10.72"*

SRAEIT R P<0.05: SXIRALREIATT S ik

4p<0.05

“P < 0.05 vs same group before treatment; *P < 0.05 vs control group of the same period after treatment
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®5 WAMBEFIEIRELE ( x+s )
Table 5 Comparison on serological indexes between two groups ( X =5 )

2H 5 nifl - SRS (A] TNF-a/(ng-L™) IL-17/(ng'L7Y) IL-18/(pg-L™Y) MMP-13/(ng-L™Y)

SR 4 TRITHT 26.32+6.78 16.68+7.34 60.59+12.51 267.86+32.75
BT 24 F 22.57+7.32" 12.624+1.24" 51.65+11.24" 235.76 +14.62"
BT 48 7.83+1.47" 8.87+1.12" 42.85+7.52" 226.87+12.34"

iy 4l TRITHT 26.38+6.74 16.65+7.36 60.57+12.46 267.84+32.73
BT 24 F 16.32+7.27"* 8.24+1.13™ 46.24+11.17™ 213.63+14.58"
BT 48 3.16+1.34™ 458+1.06™ 33.52+7.48" 202.18+12.25™

SREHEEITRTER: P<0.05; XA AT R 4P<0.05

“P < 0.05 vs same group before treatment; P < 0.05 vs control group of the same period after treatment
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