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Graves disease hyperthyroidism and glycometabolism

SUN Qi-ting, ZHA O De-shan.

( Department of Nuclear Medicine, The First Hospital of Shanxi Medical University, Taiyuan 030001, China )
[Abstract] The patients with Graves disease hyperthyroidism are often accompanied by disorder of

glycometabolism. B-cell dysfunction and insulin resistance play a main role in this disease,while the immune

and genetic factors are also relevant with the disease. The blood glycose level can become normal gradually

with the recovery of thyroid hormone after '] and antithyroid drug treatment. Therefore, the blood glycose level

could be improved and complications could be prevented by early treatment in the patients with Graves disease

hyperthyroidism accompanied with glycometabolism disorder is helpful for improving the blood glycose level.
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Advances of radioiodine therapy of tumor induced by sodium iodide symporter gene
GUO Rui, LI Biao.

(Department of Nuclear Medicine, Rui Jin Hospital, Shanghai Jiao Tong University School of Medicine, Shanghai
200025, China)

[Abstract] As a kind of membrane protein that mainly mediates iodide transport into thyroid
follicular cells, sodium iodide symporter (NIS) plays a key role in radioiodine therapy of both thyroid and
other cancers. Studies show that decreased NIS expression level or intracellular localization in thyroid
carcinomas lead to low iodine uptake. So NIS gene therapy is a new method to overcome this problem. To be
therapeutically effective, radioiodine has to be remained in the tumor cells for sufficient long time; this is still
a problem which reduces therapeutic effect. It should increase iodide retention and decrease iodide efflux in
tumor cells to optimize therapeutic scheme. This article reviews the studies on advances of radioiodine
therapy of tumor induced by sodium iodide symporter gene.

[Key words] Iodine radioisotopes; Thyroid neoplasms; Gene therapy; Sodium iodide symporter
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