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Effect of Bifendate Dripping Bills on Liver Fibrosis Markers in Blood Serum and Liver Histopathology

LIU Yuanhuang, YIJunqging, LEI Yan, WU Meng (The Eighth People's Hospital of Guangzhou, Guangzhou 510060,
China)

ABSTRACT:OBJECTIVE To evaluate the effect of bifendate dripping pills on liver fibrosis markers in blood serum, such as
Hyalurnic Acid(HA), laminin(LN), type-IV collagen protein(IV-CP), type-III procollagen(PCIII), and liver histopathological
changes. METHODS
group randomly. The levels of these liver fibrosis markers in blood serum were detected by radioimmunoassay before and after
therapy. Liver biopsy was taken to detect the inflammation and fibrosis degree change. RESULTS Bifendate dripping pills can
significantly decrease the level of liver fibrosis markers in blood serum. Bifendate dripping pills can significantly degrade the
liver pathological inflammation grades, while no significant influence on the pathological fibrosis stages. CONCLUSION
Bifendate dripping pills can improve the liver fibrosis markers in blood serum. But it cannot significantly improve the liver

178 patients with chronic moderate viral hepatitis B divides into the treatment group and the control

histopathological fibrosis.
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Tab 1 Level changes of HA, LN,IV- C, PCIII before and after the treatment in treatment group (xts, pgL™)

BI% HA LN IV-C PCIII
YRITHT 89 167.52+83.22 193.93+29.34 78.69+29.11 158.41+28.79
BT 89 45.77+30.25" 90.13+11.72" 56.84+10.12" 98.29+ 5.93"

Ve ks, P<0.05
Note: "t test, P<0.05
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Tab 2 Level changes of HA, LN,IV- C, PCIII before and after the treatment in control group (xts, pgL™)

1% HA LN v-c PCIII
HRITHT 89 158.23+78.45 178.83+25.14 83.74+31.61 147.97+23.64
WY 89 145.32+69.10 175.43+26.37 76.56+19.11 151.21+ 8.45
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Tab 3 Biochemical and viral load changes before and after
the treatment in treatment group

HBV-DNA/
i 4 ALT/u-L"! AST/u-L"!

i N 4 log TU-mL"

BITHT 89 152+58 132+63 5.73+1.43

HITIR 89 42+20" 62431" 551+1.64

Ve ks, P<0.05
Note: "t test, P<0.05
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Tab 4 Biochemical and viral load changes before and after
the treatment in control group

#i%  ALTAL'  AST/u-L’ HBV‘DNA,{

log IU-mL

BT T 89 140+49 112453 6.13+£1.02
BT E 89 132442 92+41 6.51+1.24
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