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[Abstract]  Objective To investigate the prevention and therapeutic effects of Fuzheng Huayu Capsule on
liver fibrosis in rats and its possible mechanism by regulating the expression of connective tissue growth factor
(CTGEF). Methods Forty Wistar rats were randomly divided into five groups: the normal group. the preventive
group (the preventive experimental group and the preventive control group) and the treatment group (the treatment
experimental group and the treatment control group). All the rats, except those in the normal group, were given
CCl; by subcutaneous injection and alcohol by oral adminstration to establish the model of liver fibrosis; meanwhile
the rats in normal group were given same amount of olive oil by subcutaneous injection and water by oral
administration. The preventive experimental group and control group were treated with Fuzheng Huayu crude drug
0.46 g/kg body mass through stomach irrigation and saline respectively once a day for four weeks during the
modeling process. The treatment experimental group and control group were treated with Fuzheng Huayu crude
drug 0. 46 g/kg body mass through stomach irrigation and saline respectively once a day for four weeks after the
modeling process. Blood was collected for the examination of liver function and serum fibrosis marker. HE staining

was used to examine the pathological changes in liver tissue. The expression of CTGF was detected by
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immunohistochemistry. Results Compared with the preventive experimentalgroup. total bilirubin (TB). alanine

aminotransferase (ALT) and hyaluronic acid (HA) in the preventive control group decreased significantly (P <C

0.05). Compared with the treatment control group, ALT and laminin (LN) in the treatment experimental group

decreased significantly (P<C0. 01). Compared with the treatment comtrol group, the inflammation and hepatic

fibrosis in the treatment experimental group alleviated significantly. The expression of CTGF in the treatment

experimental group were significantly lower than that in the treatment control group (P <C0.05). Conclusion

Fuzheng Huayu Capsule showed the prevention and therapeutic effects on experimental liver fibrosis. Meanwhile,

Fuzheng Huayu Capsule could inhibit the CTGF expression in liver tissue, which may be one of the molecular

mechanisms of these effects.

[Key words]) Hepatic fibrosis
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Table 1 Liver function of different groups (x=s)

Group n TB (pmol/L) ALT (U/L) ALB (g/L) A/G
Normal group 8 0.87+0.35 44,0044, 69 35.88+1.08 1.5240.17
Preventive experimental group (8 weeks) 8 2.10%0.63* 4 108. 00433, 6444 32,5747.92 1.8240. 25
Preventive control group (8 weeks) 8 3.15+0.73* 304.80+34.26" " 35.2846.72 2.06+0.31"
Treatment experimental group (12 weeks) 8 1.044+0.16 55.6043.05* 44 34,964+1.79 1.62+0.13
Treatment control group (12 weeks) 8 1.7040.71 77.60+8.76** 33.10%2. 80 1.4740. 06

%* P<C0.05, % % P<C0.01, vs. normal group; A\ P<C0.05, A/\ P<0.01, vs. control group at the same time point. ALB: Albumin;
A/G: Albumin/globulin ratio

2.1.2 feiF AP ergeastc HIER4IAH . 6 R4 5512 J LS S X gL PCINL IV-C 2 %308

HA PCIII . IV-C F5 8 Al 7t (P<C0. 05) . 55 12 J& GiitEE L (P>0.05), LigEX B4 25 n

FEAR. 55 12 J& HA PCII . IV -C 43 1E % KFE (P> 2055 8 MG 12 J& LN KB E TIEW 4 (P<

0.05), X MELIAH L, LR 4155 8 A HA FEAL 0.05), SEHAE 8 J& LN 7K 5 Xf FUALAH 2 (P>

(P<C0.05), 5% 12 A 25 A K(P=>0.05) ;% 8 Ji #1 0.05), 55 12 AR T X 41 (P<<0. 05), WLk 2,
F2 FBEMFRFHENL 4 THERILR (x5

Table 2 Fibrogenic indicators of different groups (x=£s)

Group n HA (ng/mL) PCII (pg/L) V-C (ng/mL) LN (ng/mL)
Normal group 8 115.15+17.85 25.87+3.38 12.13%2.15 54.76+3.92
Preventive experimental group (8 weeks) 8 103. 35427, 9144 43,2749.49* 20.5145.62 65.40+4, 11"~
Preventive control group (8 weeks) 8 195.28+61.18* 56.27+14.85* 24.75+6.84" 78.8349.41* "
Treatment experimental group (12 weeks) 8 120. 98+28. 42 30.91+6. 36 14.99+4.54 60.08+3. 844
Treatment control group (12 weeks) 8 145.01430. 17 35.89+10. 21 15.68+5.05 66.59+2.81" "

* P<C0.05, % % P<C0.01, vs. normal group; AP<C0.05, A/\P<C0.01, vs. control group at the same time point. PCI[[ : Precollagen
I peptide; IV-C: IV-collagen
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E1 HE#BHEHFELZ. X100
Fig 1 HE staining of liver tissues, X100

H2 KEFHLEMRN CIGF Rik, SP X400

Fig 2 The expression of CTGF in liver tissues. SP X400

A Normal group; B: Preventive experimental group; C: Preventive control group; D: Treatment experimental group; E: Treatment

control group
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Fig 3 Quantitative analysis of CTGF expression
* P<C0.05,vs. A group; /A P<C0.05,vs. E group; &A P<<
0.05,vs. Bgroup; # P<C0.05,vs. Cgroup. A, B, C, D, E denote

the same as fig 1
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