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[Abstract] Objective To study the relationship between transforming growth factor-g1 (TGF-B1),
transforming growth factor-f receptor I (TGF-BR I ) and high concentration iodine in promoting fibroblast
proliferation so as to explore the pathogenesis of the membranous formation in Budd - Chiari syndrome.
Methods The experiment included five groups: blank control group, solvent group, KI group, TGF-BR |
inhibitor group (SD-208) and SD-208 plus KI combination group. (D Fibroblasts were cultured in high
content of iodine and treated with TGF-BRI inhibitor then the fibroblast proliferation activity was determined
by CCK-8 assy. @ The protein expressions of TGF-B1 and TGF-BR I of fibroblasts in different concentrations
of iodine (0, 250, 500, 1 000, 2 000 and 3 000 ug/L.) were determined by Western-blot method. Results @
When the culture solution was of 1 000 ug/L iodine concentration, the cell proliferation rate of the SD-208
plus KI combination group (A:1.29 + 0.41) was significantly higher than that of the control group (0.52 +
0.10), but significantly lower than that of the KI group(1.70 + 0.03) with P < 0.05. @ Fibroblast TGF- 81
protein relative expression levels in the groups with the iodine concentration of 1 000 ug/L and 2 000 ug/L

were significantly higher than those of the

E&UH: IHEANREFERRENERREESEY other groups (P < 0.05). No significant
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difference in fibroblast TGF - BR I protein
relative expressions existed between each
other groups (P > 0.05). Conclusion D
High concentration of iodine may promote the

proliferation of fibroblasts through raising

TGF - B1 protein expression. @ The
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proliferation of fibroblasts caused by high concentration of iodine may be related to the membranous formation

in Budd-Chiari syndrome. (] Intervent Radiol, 2014, 23. 431-434)
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