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Abstract Objective: To detect BRAFV600E mutation in papillary thyroid carcinoma (PTC); to analyze the relationship be-

FVGOOE

tween BRAFV600E mutation and clinicopathologic parameters in PTC; and to investigate BRA mutation in PTC coexisting with
Hashimoto's thyroiditis or nodular goiter. Methods: DNA was extracted from the fresh thyroid tumor tissues of 112 patients and from
normal tissues of 30 patients who were treated in our institution from March 2011 to August 2011 and diagnosed with thyroid carcino-
00E

ma before surgery. BRAF'" mutation was detected via polymerase chain reaction and DNA sequencing assays. Clinical data were re-

viewed and evaluated using the SPSS17.0 statistical software package. Results: The pathology showed that the 112 Chinese patients

consisted of 110 cases of PTC and 2 cases of nodular goiter. The presence of BRAF'*"*

mutation was found in 69 patients with PTC (
62.7% ); the mutation was detected only in PTC and not in the 2 patients with nodular goiter as well as in the 30 normal tissues near the
tumor. A significant difference in the BRAF'*" mutation rates in the < 30, 30-60, and = 60 age groups ( 25.0%, 62.8%, and 81.2%, re-
spectively ) was found. However, statistical data did not show any correlation between BRAF'*”* mutation and other clinicopathologic
parameters in PTC. The BRAF*"* mutation rate in PTC coexisting with Hashimoto's thyroiditis was 42.5%, whereas that in PTC coex-
isting with nodular goiter was 72.1%. These results both showed a significant difference with PTC not coexisting with benign thyroid le-

FY" mutation rates. The rate obtained

sion. Conclusion: Differences in genetic backgrounds might explain the differences in the BRA
in the study is higher than the results in western countries but lower than that in Korea. The BRAF'*"* mutation rates are different in dif-
ferent age groups. The rate obtained in PTC coexisting with Hashimoto's thyroiditis is low, whereas a high rate was obtained in PTC co-
existing with nodular goiter.
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Table 3 BRAF'* mutation in PTC coexisting with Hashimoto's thyroiditis
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Table 4 BRAF'™ mutation in PTC coexisting with nodulor goiter
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