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[Abstract] Obijective:To investigate the role of plasminogen activator inhibitor-1(PAI-1) in the development and spontaneous
regression of liver fibrosis. Methods; Rat liver fibrosis models were induced by subcutaneous injection of carbon tetrachloride (CCl,)
and tissue samples were obtained for study at various times. The different stages of fibrosis were confirmed with HE and VG staining,
and then the expression of PAI-1 in these tissue samples was detected by reverse transcription polymerase chain reaction (RT-PCR)
and immunohistochemistry. Results:There was only weak expression of PAI-1 detected in endochylema located in portal area of
normal liver,and the expression of PAI-1 was mainly located within the area of hepatic sinusoid and endochylema in fibrotic liver. The
PAI-1 expression increased accordingly with the development and progression of fibrosis while decreased in spontaneous regression.
Semiquantitative analysis showed that the expression of PAI-1 for normal control and 2,4,6 weeks after CCl, administration were
0.142 + 0.030,0.361 + 0.048,0.757 = 0.068 and 0.838 + 0.048,the expression of PAI-1 for 2,4,6 weeks after resolution of fibrosis
were 0.613 + 0.054,0.524 = 0.060 and 0.210 + 0.044. Semiquantitative analysis by RT-PCR showed that the mRNA expression of
PAI-1 in the model group treated with CCl, for 2,6,8 weeks was higher than that in normal control,increasing to 6.83 +
2.60,12.43 £ 2.65 and 26.32 + 5.17 fold. Nevertheless,the mRNA expression of PAI-1 decreased with the resolution of fibrosis
after stopping CCl; induction. The mRNA expression of PAI-1 for 2,4,6 weeks after resolution of fibrosis was 17.86 + 4.6,14.62

+ 5.99 and 11.21 + 1.98 times,respectively, compared with normal control. Conclusion:PAI-1 was up-regulated in liver fibrosis
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development while down-regulated in spontaneous regression, which indicated that it may play an important role in the development

and progression of hepatic fibrosis.
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Figure 1 Pathological changes of hepatic fibrosis



-360- [z

E B K % ¥ #

IS HEHEIM
201543 H

451 *

sl B

3.01
251
201
1.5F
1.0f
051
W

0.0
o & ¥ B R
&:\% ‘o@\ \‘%\ </\ >(</\ ‘o@\

5

ST S g
SRS S FF
& N

YR

*H# ot
|Jr| |Jr‘ *#

R

SIEE XL bE, *P < 0.05; 5 CCl, 4T 8 JAI4H HLE: ,*P < 0.05,
K2 FAKBIFALE L S1E T4,

Figure 2 Assessment of liver fibrosis tissues of each group rats
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Figure 3 Dynamic changes of PAI-1 in hepatic fibrosis (SABC,x200)
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Figure 4 Semi-quantitative PAI-1 immunohistochemistry in liver

fibrosis
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Figure 5 The expression of PAI-1 mRNA in different stages of

liver fibrosis
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