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Pirfenidone treats liver fibrosis by inhibiting autophagy of hepatic stellate cells and promoting apoptosis
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[Abstract] Objective To investigate the effect of pirfenidone on the activity, autophagy and apoplosis of
hepatic stellate cells(HSC). Methods Hepatic fibrosis HSC T6 cells were treated with combination medication
of different concentrations of pirfenidone and rapamycin (an autophagic agonist). CCK8 assay and clone formation
assay were used to check the cell proliferation, scratch testing was used to detect the cell migration, flow
cytometry was used to determine the cell apoptosis, and Western blot was adopted to test the fibrosis,
autophagy and apoptosis—related protein expressions. Results CCKS8 assay and clone formation assay tests
suggested that cell proliferation was restricted with the increasing concentration of pirfenidone. Scratch testing
indicated that cell migration was restricted with the increasing concentration of pirfenidone. Western blot and
flow cytometry tests showed that after the treatment with pirfenidone, the autophagy of HSC T6 cells was
restricted and the apoptosis of HSC T6 cells was increased. The results of the treatment with combination use
of pirfenidone and rapamycin revealed that autophagic agonist (rapamycin) could partially reverse the inhibition
effect of pirfenidone on the activity of HSC T6 cells. Conclusion Pirfenidone can inhibit the proliferation
and promote apoptosis of HSC T6 cells, which may be related to its inhibition effect on the autophagy of HSC
T6 cells. (J Intervent Radiol, 2023, 32. 651-659)
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Laser ablation combined with balloon angioplasty for critical limb ischemia due to thromboangiitis
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[Abstract]

in the treatment of critical limb ischemia due to thromboangiitis obliterans(TAO). Methods

obliterans

Objective To investigate the efficacy of laser ablation combined with balloon angioplasty
The clinical data
of 8 patients with TAO, who were treated with laser ablation combined with balloon angioplasty at the
Xuanwu Hospital of Capital Medical University of China between August and November of 2021, were
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