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Investigation of BRAF and K-ras gene mutations in patients

with papillary thyroid carcinoma at Wannan region of Anhui province
SHEN Li-juan' ,WU Ping-ping’ ,ZHONG Fang-fang' ,NI Yong’ ,WANG Chao-sheng* , SUN Xue-song’
(1. Department of Pathology Laboratory of Moleculal Diagnosis 3. Department of Clinical Laboratory ,4. Department of Surgery,
The Hospital of Traditional Chinese Medicine of Wuhu in Anhui Province , Wuhu Anhui 241000 ;2. Department of Pathology,
The Second People's Hospital of Wuhu in Anhui Province , Wuhu Anhui 241000 , China)

[ Abstract] Objective:To investigate the major mutations in patients with papillary thyroid carcinoma at Wannan region of Anhui.
Methods ; Thirty-three paraffin-embedded samples were collected. After extraction of DNA ,the glutamate replaced valine( V60OOE) of v-
raf murine sarcoma viral oncogene homolog B1 (BRAF) gene,and the mutations in 12 and 13 codon of K-ras gene were detected using
polymerase chain reaction and gene sequencing. Serum total triiodothyronine, free triiodothyronine, total tetraiodothyronine, free
tetraiodothyronine and thyroid stimulating hormone of all the cases were measured by luminescentimmunoassay before operation.
Results ; V60OE mutation of BRAF was detected in 13 of the 33 cases(39.4% ) ; Meanwhile,no mutation in 12 and 13 codon of K-ras
gene was detected. There was no significant association between V60OE mutations of BRAF and the gender, age or diameter of the
tumor. The levels of serum triiodothyronine, free triiodothyronine and thyroid stimulating hormone in patients with V60OE mutation of
BRAF were significantly lower than those in patients without V6OOE mutation of BRAF(P <0.05 to P <0.01). The levels of serum free
tetraiodothyronine in patients with V60OE mutation of BRAF were significantly higher than those in patients without V60OE mutation of
BRAF(P <0.01) ;the level of serum total tetraiodothyronine had no significant difference between the two groups (P > 0. 05).
Conclusions ; V60OE mutation of BRAF gene is the major mutation in papillary thyroid carcinoma patients at Wannan region of Anhui
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