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Study of the expression for apoptosis factors of thyroid cells after arterial embolization to treat
hyperthyroidism caused by Graved” disease ZHAO Wei, YI Gen-fa, HU Ji-hong, XIANG Shu-tian,
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[Abstract] Objective To study the expressions of Fas,Fasl., Bax,Bcl-2 and P53 in thyroid tissue and
to analyzis (Semi-quantitative analysis)the relation between change of apoptosis in thyroid tissues and clinical
therapeutic effect after thyroid arterial embolization in treating hyperthyroidism caused by Graves” disease with
observation of apoptosis for 3 years. Methods 15 patients undergone core needle biopsy of the thyroid gland
were divided into three groups according to the amount of time elapsed after thyroid arterial embolization: A
group, before thyroid arterial embolization, B group, 1 year group (including 7-day subgroup, 3-month
subgroup,6-month subgroup) and C group,1 year subgroup and more than 1 year subgroup after arterial
embolization. Results (DAfter embolisation, 15 patients” symptoms and signs of hyperthyroidism disappeared
or improved greatly with 9 long term released and 6 improved with small amount of ATD maintenance. @The
positive staining of Fas and FasL located in endochylema and cell-membrane of thyroid tissue from patients
treated with transcathter arterial embolization were higher than those not treated with transcathter arterial
embolization(P < 0.05). @ The positive staining of Bax and Bcl-2 were present in endochylema. The positive
cell and the staining of Bax showed no significantly statistical difference between A group and B group, but
there was significantly statistical difference between A group and C group. The positive cell and the staining of

Bel-2 demonstrated no significantly statistical difference(P > 0.05). @ The positive cell and the staining of P53
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in thyroid tissue had significant difference before and after thyroid arterial embolization (P < 0.05).

Conclusions The extra-expression and the increased expression of Fas, Fasl., Bax, P53 in thyroid tissue of

patient with GD treated by thyroid arterial embolization are correlated with the effects of interventional therapy.

(J Intervent Radiol, 2007, 16: 523-526)
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