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Effect of Shexiang Baoxin Pill on immunological liver fibrosis in rats and its
mechanism

CHEN Yan, JIANG Qi-hong, LUO Zhong-hua
Puai Hospital of Tongji Medical College, Huazhong University of Science and Technology, Wuhan 430035, China

Abstract: Objective To study the inhibitory effect of Shexiang Baoxin Pill (SBP) on the immunological liver fibrosis and its possible
mechanisms. Methods Male rats with immunological liver fibrosis were equally divided into control, model, and low- and high-dose
(22.5 and 45 mg/kg) SBP groups. Rats in SBP groups were ig given SBP once daily for consecutive 10 weeks. On the week 10, all
rats were sacrificed and a part of liver tissues were preserved. The changes of hepatic histopathology were observed using HE staining.
Gene expression of vascular endothelial growth factor (VEGF) was observed using RT-PCR. The protein expression of VEGF and
a-SMA was detected using immunohistochemistry, and MDA content, SOD activity, and the area of collagen fiber in the liver before
and after treatments were measured. Results Compared to the model control, low- and high-dose SBP groups could relieve the degree
of hepatic fibrosis (P < 0.01, 0.05), reduce the expression of hepatic VEGF mRNA, VEGF, a-SMA (P < 0.01), obviously reduce MDA
content and the area of collagen fiber (P < 0.05, 0.01), and increase the activity of SOD (P < 0.05, 0.01). All the effects were
dose-dependent. Conclusion SBP may decrease the expression of hepatic VEGF and reduce the level of oxidative stress. The
inhibitory effect may depend on its dose, which may be based on inhibiting the activation of hepatic stellate cells.
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Fig. 1 Pathological observation of liver tissue in rats among each group by HE staining
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Table 1 Effect of SBP on degree of hepatic fibrosis in rats

with immunological liver fibrosis
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Fig. 2 Effect of SBP on expression of hepatic VEGF mRNA

in rats with immunological liver fibrosis
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£2 BEROLNGEMEMFALENKRATAL ST VEGF EEFRIA. SOD FE. MDA BRI (x+s,n=10)

Table 2 Effect of SBP on VEGF mRNA expression, SOD activity, and MDA content in rats among each group (x + s ,n=10)

EAE | FE / (mgkg ) VEGF SOD / (nU-mg ") MDA / (nmol'mg ")
o} 1 — 0.030 5+0.029 6 28.7741.330 0.3724+1.313
A — 0.587240.0312 10.02+1.422 9.988+1.842
BE A R0 AL 225 0.373 540.062 8°* 13.56+2.563" 7.62242.303"
45.0 0.135740.013 2744 22.3641.5520044 2.3104+1.305°°44
HRONAE: “P<0.05 ““P<0.01; S5EHFROACHEALILE: *4P<0.01

“P<0.05 ““P<0.01 vs model group **P<0.01 vs low-dose SBP group

W R TR (P<<0.05. 0.01). MDA (& H] &
& (P<<0.05. 0.01). HEFFFIROAL 22.5 mg/kg 4l
FHLE, H 45.0 mg/kg 41K RUTFAIZT SOD [13& 1
MDA K& & R (P<0.01). 4% IL3E 2.
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DX\ ARIT T K ) IS e Al e, AR AT AR L,
VEGF. o-SMA # [ BH Pk ¥ 41 i 25t S o A e
BRI S gkl HLAL 5 W] S ek (P<<0.01); 45.0 mg/kg
K FUF4141 VEGF. a-SMA T3 KA FILEX,
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LM RIA i AR, B ER
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(P<0.0D). 25K 3, %3,
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JREFYER R AE, A I B/ AR A
ML, BEAE RO M 22.5 mg/kg 20K BRUHAH 2R HE K
() 2 24k [F) B RNt B B, 1 B AR B B 2 B
& (P<<0.05); 45.0 mg/kg 41K B2 230 J5 41 4
DUREE D, AT WL LR 21 48 1R B A AN BB N, DR
MR B SR/ (P<0.01). SEEFMROHM 22.5
mg/kg ZUAIEL, H45.0 mg/kg 20 S HAR LE L HH T
/N (P<0.05). SR 4 f3 3.

Voch Y
“’ﬁ. o..-‘*h J’
E%&%M 22.5 mgkg '
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B3 ZEAXRAFHELRAD VEGF 1l o-SMA EERIE
Fig. 3 Expression of hepatic VEGF and o-SMA protein in rats among each group
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£3 BEROAREEFTAHENLARITELF VEGF 7l o-SMA EAFRIE. BREERLAEN (x+5,n=10)
Table 3 Effect of SBP on protein expression of hepatic VEGF, a-SMA, and collagen area ratio

in rats among each group (; +s,n=10)

4 FkE / (mgkg ") VEGF a-SMA RIS AL / %
X i — 0.030 1+0.022 3 1.072 6+0.552 3 1.1521£0.543 0
kit — 0.899 4+0.361 5 37.867 9+4.821 8 8.789241.152 4
BEROR 22.5 0.454 6+£0.012 4°* 14.492 8+1.471 6°° 5.5662+0.423 1°
45.0 0.164 5+£0.082 1°°4*  7.561 54+0.373 8°°44 3.022 740.214 344

HEUALIE: “P<005 ““P<0.01; SEFRLAMASEALILE: “P<005 **P<0.01
“P<0.05 ““P<0.01 vs model control; *P <0.05 **P <0.01 vs low-dose SBP group

>R B AT ik

—_expression of collagen fibrils in liver

B4 FEKXKRFARPRREAHERRIE

Fig. 4 Expression of hepatic collagen fibrils in rats among each group
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