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Abstract: Objective
(PTC) ,and to analyze its association with T1799A BRAF gene mutation. Methods
genes hMLLH1 in 60 PTCs and 20 normal thyroid tissues was examined using methylation-specific PCR (MSP). The T1799A BRAF

To investigate the aberrant hypermethylation of DNA repair genes hMLHI1 in papillary thyroid cancer
Promoter methylation status of DNA repair
was determined by direct sequencing. Results Among the 60 PTC tumors examined, the hMLLH1 gene was hypermethylated in 23 %
(n=14) samples. The T1799A BRAF mutation was found in 65% (n=239) samples. Neither methylation of DNA repairs genes nor
BRAF mutation was seen in normal thyroid tissues. Methylation of the DNA repairs genes or BRAF mutation was not in relation to
clinicopathological features of tumors. Methylation of the DNA repair genes was associated with the T1799A BRAF mutation in
PTCC13/39(33%) for the BRAF mutation-positive group vs. 1/21 (5%) for the BRAF mutation-negative group, P= 0. 022]. Con-
clusion  Methylation of the hMILLH1 gene is not as common as BRAF mutation in PTC. There seems to be a close relationship be-
tween methylation of DNA repair genes and the BRAF mutation.
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