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Clinical study of Danshen Injection combined with entecavir in treatment of chronic
hepatitis B hepatic fibrosis

CHEN Xiu-qing
Department of Traditional Chinese Medicine, Xining No. 1 People’s Hospital, Xining 810000, China

Abstract: Objective To investigate clinical efficacy of Danshen Injection combined with Entecavir Tablets in treatment of chronic
hepatitis B hepatic fibrosis. Methods The patients (136 cases) with chronic hepatitis B hepatic fibrosis in Xining No. 1 People’s
Hospital from October 2014 to October 2015 were randomly divided into control and treatment groups, and each group had 68 cases.
The patients in the control group were po administered with Entecavir Tablets 0.5 mg, once daily. The patients in the treatment group
were iv administered with Danshen Injection on the basis of the control group, 30 mL added into 5% Glucose Injection 250 mL, once
daily. The patients in two groups were treated for 3 months. After treatment, the efficacy was evaluated, and indexes of liver fibrosis,
serum levels of HBV-DNA and TGF-B1 in two groups were compared. Results After treatment, the efficacies in the control and
treatment groups were 82.4% and 94.1%, respectively, and there were differences between two groups (P < 0.05). After treatment, HA,
CIV, PIIINP, and LN in two groups were significantly decreased, and the difference was statistically significant in the same group (P <
0.05). After treatment, the observational indexes in the treatment group were significantly lower than those in the control group, with
significant difference between two groups (P < 0.05). After treatment, serum levels of HBV-DNA and TGF-B1 in two groups were
significantly decreased, and the difference was statistically significant in the same group (P < 0.05). After treatment, serum levels of
TGF-B1 in the treatment group were significantly lower than those in the control group, with significant difference between two groups
(P < 0.05), but there were no difference on serum levels of HBV-DNA between two groups. Conclusions Danshen Injection
combined with Entecavir Tablets has clinical curative effect in treatment of chronic hepatitis B hepatic fibrosis, and can improve liver
fibrosis, and also decrease the serum levels of TGF-f1, which has a certain clinical application value.
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Table 1 Comparison on clinical efficacy between the two groups
il n/tl b ! AR TRl A%
X 68 56 4 8 82.4
HIT 68 64 3 1 94.1"

GRHRALLLE: TP<0.05
P <0.05 vs control group

x2 WARFAHENIERTHAIEE ( x £ s, n=68)
Table 2 Comparison on changes of liver fibrosis indexes between two groups ( X = s,n =68 )
415 WLEZI i) HA/(ug'L™") CIV/(ug'L™) PITINP/(ug-L™") LN/(ng'L™h
P RITH 241.29+63.24 138.05+18.63 186.37+£19.59 113.27+16.93
WBIT G 133.57+26.60" 106.22+17.39" 122.57426.35" 82.61+14.37"
EEig RITH 236.57+69.35 132.66+15.37 193.72+21.06 118.65+14.36
WBIT G 116.54+36.77°4 73.654+20.02"4 101.45+28.66"4 64.23+11.63"4

SRMEITATHE: "P<0.05; SxHRARITEHE: 4P<0.05

"P <0.05 vs same group before treatment; “P < 0.05 vs control group after treatment
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Table 3 Comparison on serum HBV-DNA levels between
two groups ( X = s,n =68 )
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Table 4 Comparison on serum TGF-B1 levels between two
groups ( X + 5,n=68 )
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