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Abstract :Objective  To eva uate the efectiveness of retinoid therapy for improving ** | uptake in metastaszed
thyroid cancer with lower or lost radioiodine uptake ahility. Methods A totd of 32 thyroid cancer patients with
insufficient or no radioiodine uptake (24 differentiated thyroid cancer , 8 non-differentiated thyroid cancer) were
treated with al-trans retinoic add (ATRA) 1.0to 1.5 mg/ kg/ day for 6 weeks before further radioiodine therar
py. Three parametersfor assessment of ATRA efects were established: (@) increment of the post-therapeutic
dose radioiodine uptake; (b) tumor size regresson ater thergpy; (c) reduction of serum thyroglobulin levels.
Results  Fourteen out of 32 patients showed an increase in radiciodine uptake, thirteen patients unchanged or
decreased. Tumor regresson was observed in eight of 27 patients. TGlevels decreased in 12 (40 %) , increased
in 11(36.7 %) patients, and did not changein 7 (23.3 %) patients. Intota , 12 patients (37.5 %) showed sat-
ifactory response (2 or moreof the 3 criteria were reached) . Response to retinoid therapy did not dways corre-
late with increased radioiodine uptake. TGlevels did not pardld a responsein iodine uptake. Conclusion  All-
trans retinoic acids do have an efect on differentiation status, reinducing iodine uptake in some patients with
thyroid carcinoma tumor stes. The encouraging results of the study and the low rate of dde effects with good
tolerahility of retinoids warrant further studies. All-trans retinoic acid might be an option for de differentiated

thyroid cancer.
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