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Thyroid cancer is the most common cancer in endocrinology. The patients with thyroid cancer
live long. Therefore radioiodine treament to prevent recurrence is necessary. The prognosis of
patients depend on the treatment outcome. Decreased NIS expression has been known to be a
cause of treatment failure.

In normal thyroid, SENP2 maintains desumoylation status of C/EBP-B and NIS expression is
preserved, but in thyroid cancer, SENP2 expression is decreased and decreased SENP2
expression results in decreased NIS expression. It is considered as a cause of decreased
treatment effect of radioiodine in some patients with thyroid cancer.

In this study, we explored the effect of SENP2 on NIS expression.

in both mRNA and protein level, thyroid cancer tissues and cells showed decreased SENP2
expression compared with normal tissues and cells.

When we transfected cancer cells with SENP2, NIS expression was increased.

This suggests that in thyroid cancer, SENP2 is involved in the control of NIS expression.
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