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Study on the relationship between autophagy related protein expression and fibrosis in the liver of mice
infected with Echinococcus multilocularis
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Objective To study the relationship between autophagy and liver fibrosis by observing the expression of
autophagy-related proteins and the liver fibrosis in mice infected with Echinococcus multilocularis at different stages.

Methods 45 female BALB/c mice were randomly divided into model group (30 mice) and control group (15 mice). The
model group established mice models infected with Echinococcus multilocularis ,and the mice were sacrificed at 8,30,60,
90 and 180 days, respectively. The pathological changes of mice’s liver were observed by HE staining, the changes of
collagen fibers in mice’s liver were observed by Masson staining, the expressions of Atg5,L.C3 and o~-SMA proteins in the
liver were detected by immunohistochemistry, and the expressions of Atgh, LC3 and o-SMA mRNA in the liver were
detected by qRT-PCR.  Results The expression of protein and mRNA of Atg5,L.C3 and «-SMA gradually increased
from 8 to 90 days after infection, which was statistically significant compared with the control group from 30 to 90 days
after infection (P<C0.05). At 180 days after infection, the expression of Atg5 and LLC3 decreased, while the expression of
a-SMA continued to increase, which was statistically significant compared with the control group (P <C0. 05).

Conclusion The high expression of autophagy-related proteins in liver of mice infected with Echinococcus multilocularis

may promote the activation of hepatic stellate cells.
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A Liver tissues of mice infected with E. multilocularis for 8 days

B Liver tissues of mice infected with E. multilocularis for 30 days
C Liver tissues of mice infected with E. multilocularis for 60 days
D Liver tissues of mice infected with E. multilocularis for 90 days
E Liver tissues of mice infected with E. multilocularis for 180 days
F  Liver tissues of control mice

Fig.1 Histopathological changes in the liver of mice infected
with E. multilocularis (HE) (200X )
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Fig. 2 Masson staining ofliver tissue of mice infected
with E. multilocularis (200X )
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with E. multilocularis
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Table 2 Percentage of protein positive area

x2

in mouse liver tissue(Xx*s, %)

SR i) (D

Liver tissues of mice infected with E. multilocularis for 90 days E

Duration of a-SMA LC3 Atgh
infection (d)
8 0.4140.147 0.47040.101  0.580+0. 190
30 1.57340.202°  1.1424+0.152  1.32040. 361
60 3.97241.320°  4.98240.486% 2.98740.515"
90 8.15740.825*  5.392+0.322° 7.510+2.052°
180 11.237+0.642°  2.335+0.306" 1.85040.472
Xf B2 0.087=+0. 032 0.1534+0.025 0.26340.015
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Liver tissues of mice infected with E. multilocularis for 30 days C

Liver

Liver tissues of control mice

Immunohistochemical staining results of liver tissue of mice infected with E. multilocularis (200X )
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