176 HI S EE R E RS

20124E11 H £ 36% P68 Int J Radiat Med Nucl Med, November 2012, Vol.36, No.6

5 B B et AR R
ki xTi4r

(BE] WEAARLTH—FHETE, EVET2S5FRBEENGR. HLEAHE,
TR FORBRINBE . 7E B B Fus@th HORIRESR (AITD) SRR K R TIE R (KA sedE L
AR IR S0 BN SR S T R (D M RALIR G S Th BEMT S 20 AITD MR ES K
J&o 4 AITD BERME, AIZMEIRITMBUS IR T —&HBk

(X@iRA] ; A5 FRIEER

Selenium and autoimmune thyroid disease ZHANG Yi, YUAN Wei-hong. Department of Nuclear
Medicine, the Secord A ffiliated Hospital of Kunming University, Kunming 650101, China
Corresponding author: YUAN Wei-hong, Emali: yuantianhe@[63.com.

[Abstract] As one of the essential trace elements, selenium takes part in the synthesis, activation and
metabolism of thyroid hormones so as influencing thyroid function. In autoimmune thyroid disease, the level of
selenium is lower than normal. The low serum selenium level may have impact on the multiple selenoproteinase
on the surface of follicular epithelial cell or on the immune system of the body resulting in the occurrence and

progression of thyroid disease. Selenium supplementation should be one of the potential and new measures for

the prevention and therapy of autoimmune thyroid disease.
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