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[ Summary]
coronary intervention ( PCI) was explored. In 96 patients with randomly selected PCI, serum TSH, T,, T,, thyroid

The effect of iodinated contrast on thyroid function and auto-antibodies after a single percutaneous

peroxidase antibody ( TPOAD ) , thyroglobulin antibody ( TgAb ) were determined preoperatively as well as by 3-6
months postoperatively. After PCI, the level of TSH, T3, T4, showed no significant changes; TgAb, TPOAb which

were positive preoperatively, after 3-6 months were statistically increased ( P<0.05) . lodinated contrast in PCI has no

significant influence on thyroid function and auto-antibodies after 3-6 months.
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