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RIET, N LN RN EERE S RSN IMPDGF mRNA Rk , BRI R ik 3 FEEFR1C (TUNEL) £ 46 HSC A T 15
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FEH HSCBAT, NI E CCLIE S NR A4, R EEFFE AT FREEEENBNE.
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Abstract: Objective To investigate the therapeutic effect and potential mechanism of thymosin B4 (TB4) on carbon
tetrachloride (CCl,) -induced hepatic fibrosis by regulating the expression of platelet-derived growth factor (PDGF) and inducing
the apoptosis of hepatic stellate cell (HSC), and to provide new experimental evidence for anti-hepatic fibrosis treatment in clinical
practice. Methods A total of 30 male C57 mice were randomly divided into normal control group, model group, low-dose T34
treatment group (3 mg/kg) , middle-dose TR4 treatment group (6 mg/kg), and high-dose TR4 treatment group (12 mg/kg) , with 6
mice in each group. The mice in the normal control group were fed with a normal diet ad libitum, and those in the other groups were

given intraperitoneal injection of 50% CCl, mixed with olive oil to establish a model of hepatic fibrosis. After successful modeling



594

I PRATREfR 2R E 4255 3492026 £3 A J Clin Hepatol, Vol. 42 No. 3, Mar. 2026

confirmed by ultrasound and histopathology, the mice in each treatment group were given subcutaneous injection of TR4 for 4
consecutive weeks. Liver tissue was collected at the end of the experiment, and HE staining and Masson staining were used to
observe histopathological changes; quantitative real-time PCR was used to measure the mRNA expression level of PDGF; TUNEL
assay was used to assess the apoptosis of HSC. A one-way analysis of variance was used for comparison of continuous data between
multiple groups, and the least significant difference t-test was used for further comparison between two groups. Results  Compared
with the model group, the middle- and high-dose TB4 treatment groups had varying degrees of alleviation of hepatic fibrosis.
Quantitative real-time PCR showed that TB4 could significantly downregulate the mRNA expression level of PDGF in liver tissue,
with a significant difference between the treatment groups (P>0.05) , and there was no significant difference in the mRNA
expression level of PDGF between the high-dose TB4 treatment group and the normal control group (P>0.05). TUNEL assay
showed that the middle- and high-dose T4 treatment groups had a significantly higher number of apoptotic HSCs than the model
group. Conclusion TB4 may improve CCl,-induced hepatic fibrosis in mice by downregulating the expression of PDGF and

promoting the apoptosis of HSC, suggesting that it has a potential application value in the treatment of hepatic fibrosis.
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Figure 1 Representative ultrasound and elastography
images of mouse livers
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Figure 2 Representative HE stained liver sections from each group ( x 40)
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Figure 3 Masson’s trichrome staining of liver tissues from each group ( x 100)
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Figure 5 Fluorescence assay for apoptosis detection in mouse liver tissues (FITC, x200)
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Figure 6 TUNEL assay for apoptosis detection in mouse liver tissues (DAB, x200)
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