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INTRODUCTION

Follicular thyroid carcinoma (FTC) is the second

@
most common thyroid malignant epithelial
tumor- [t is clinically asymptomatic, usually M RNA

represented by a single nodule, less often
mRNA target K

multiple, with origin from thyroid follicular
translation inhibition >

cells- Despite its well-differentiated characteristics, FTC may develop {

distant metastases through hematogenous dissemination-

The molecular alterations involved in the pathogenesis of follicular < mMRNA cleavage
neoplasia are not completely known-
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Ah;';r:t BRAF mutations ::m B-catenin mutations Recent studies have demonstrated the importance of miRNAs, small non-
methytation A’ coding nucleic acids that requlate gene expression at post-transcriptional level-
Papillary It is well known that the expression profile of miRNAs is altered in follicular

carcinoma LOH 10923

thyroid carcinoma- To date, the aftermaths of derequlated expression of
miRNAs in the FTC have not been clarified-

MATERIAL AND METHODS

Transfection with VEGF secretion
pre-miR-26a and anti-miR-26a
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In order to f'hvestfgate the cell line
molecular mechanisms involved

in thyroid tumorigenesis, we
evaluated the effects of miR-
26a modulation in a human
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RESULTS

miR-26a expression PRKCD expression procaspase 3 eXpression NIS expression VEGF secretion
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CONCLUSIONS

These results support the hypothesis that miR-26a may influence thyroid differentiation processes and may represent a therapeutic target for future innovative therapy in advanced
radio-refractory disease-

4

Poster | @A SANIRY ™ po ter®
resented PRSPYNTIPRSE . o0y Lol o «COIN
AN et (e | Bob: ' SessionOnlifia

17th EUROPEAN CONGRESS OF ENDOCRINOLOGY




