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Mutation analysis of SCN1A gene in patients with intractable temporal lobe epilepsy
Wang Zhihong .Guo Xiaoyan s Zhou Chunyan ,Lan Fenghua
(Department of Experimental Medicine , Fuzhou General Hospital ,
Nanjing Military Area Command . Fuzhou,Fujian 350025,China)
Abstract: Objective To identify the SCN1A gene mutation in patients with intractable temporal lobe epilepsy(TLE). Methods
Ten patients with intractable TLE and 50 healthy subjects were enrolled and detected for SCN1A mutation among twenty-six ex-
ons and the flank introns by polymerase chain reaction and sequencing. Results A synonymous mutation(c. 1410 T>>C) was identi-
fied in one patient,and four variants,including c. 1212 A>G,c. 965-21 C>T,c. 1028+21 T>C and c. 1377452 G>A, were iden-
tified in all enrolled subjects. Conclusion According to the SCN1A variant database,c. 1410 T>>C might be a novel synonymous
mutation,and other four variants could be polymorphisms.
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1 AREFE ST U R 4207 . o4 U FF 45 5 55 GenBank i SCN1A 43[4 41
L1 —fEWER 2011 4F 5~11 A FA 6L et TLE 790347 Hoxt
£1 PCRIMAMYEEH
ST 5191 SIMFAG 3) P BN (b B AIREC)
1 E1-F ATGTGTTGGTGCTACAACAGTCC 493 62
E1-R AAAACAGACTTTAAATCCTCTAGC
2 E2-F ATTTGATATTTAGCTATAAAGTGC 256 58
E2-R AGTAGATAACAGAGTTTAAGTGG
3 E3-F TTGCTGCGTAATTTTGTCTAGG 302 60
E3-R AGTTTGGGCTTTTCAATGTTAGC
4 E4-F TATTCTACAGGTAAAGCAAACC 296 58
E4-R GAGTGATAAGAAATTGGTATGC
5 E5-F AAACACCTAGTCTTATGATTCC 271 56
E5-R ATAGGCTCTTTGTACCTACAGC
6 E6-F GGATATCCAGCCCCTCAAGT 488 60
E6-R TGCTTCTCCACTAGCGTTGC
7 E7-F TAACAATGCAAATGTTCATCATA 263 58
E7-R TAATCTCATACTTTATCAAAAACC
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#ZR1  PCREMMTESH
ST ElkZ] 55 (5" —>3" 748 R BER /N (bp) KR ECC)
8 E8-F GAGTAAAAAGGCAGCAGAACG 315 60
E8-R CAAGTCTCGTTTCAAGTTCTGC
9 E9-F TTGAAAGTTGAAGCCACCAC 374 60
E9-R TCCTCATACAACCACCTGCTC

10 E10-F AAGCCATGCAAATACTTCAGC 438 60
E10-R TTCTAATTCTCCCCCTCTCTCC

11 El11-F TCTGTTATGAATGCTGAAATCTCC 541 58
E11-R CTGGTGCAGCAATAGTGAGC

12 El12-F GTCACCATTTGGTTGTTTGC 299 60
E12-R TGCACTATTCCCAACTCACAA

13 E13-F TGAAAATAAGTTTAGTGGATATG 421 56
E13-R CAGGAAGCATGAAGGATGGT

14 El14-F AGAATCATTGTGGGAAAATAGC 350 62
E14-R ACAATGCTAATGGTTGTGTGG

15 E15-F ATGAGCCTGAGACGGTTAGG 537 58
E15-R TGCCATGCTGGTGTATTTCC

16 E16-F TGCTGTGGTGTTTCCTTCTC 449 56
E16-R TGTATTCATACCTTCCCACACC

17 E17-F TTGGCAGGCAACTTATTACC 247 60
E17-R CTGACCAACAGCTAAACAAGC

18 E18-F CAAGACAAGGACATTGCTAAAGG 298 58
E18-R AATAAGTCATCAGTATTAGAGTG

19 E19-F CTGCCCTCCTATTCCAATGA 325 60
E19-R CAAGCTACCTTGAACAGAGACAAA

20 E20-F AATGTCTGAACATTTATCCTCTG 349 60
E20-R AAGAATTTGCCATTCCTTTTGC

21 E21-F TGGAAAGACCAGAGATTACTAGGG 434 56
E21-R TATGTCATTATTTTGTTATTATTCC

22 E22-F TGTCTTGGTCCAAAATCTGTG 282 58
E22-R TGGTCGTTTATGCTTTATTCG

23 E23-F ACCAGTGACATTTCCAGCAC 271 58
E23-R TTTGGCAGAGAAAACACTCC

24 E24-F TGTACAAAAGGACACAGTTTTAACC 252 56
E24-R TTTTTTCTACTGGAAATGTTAGC

25 E25-F GCTAATGCACATGAGAAAACTCC 397 60
E25-R GAATCTAATCTTGATTGTTTCAGC

26a E26a-F AAAAATACATCACCTTCACAGG 408 58
E26a-R CCAATCCTTCCAAGGTCTCC

26b E26b-F AAGCACGCTGAATAATGACAGC 528 60
E26b-R GCTCAGTTAAGGGAGACTGTGG

26¢ E26c-F GTTCACCACAACCAGGAAGG 532 60
E26¢-R AACGCATGATTTCTTCACTGG
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