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*1 Sequences of primer pairs for PCR

exon 4 Forward 5-AATTCGAATGGACATTATGA-3
(G519 A) Reverse 5-GTATCAAAGAATTAAAAAACATTGTYC-3
exon 6 Forward S-GTGTTCATGAATGTTGTGAAT-3
(G 861 A) Reverse F-AGCTAGCAAATATTTTTGTAAGCAAT-3'
exch 9 Forward 5-CAGAATGTTTGTCTTCATCTGATATCC-3
(T 1222 C) Reverse 5-AGTACACTGCATCATAGGTAAACT-¥
exon 14 Forward  5-GCATAAGTGTGTGCTTCAAATATGG-3
(G 2161 C) Reverse 5-CGAAGATTAATAACAGGATTATGGACC-3
exon 20 Forward S-GAAACTGGETGAAGAACAAGGGCTTATAAAT-3

{A 3250 G} Reverse 5-CCATGAGCTATTAGAGAAAGAATCCGTCAA -V

w2 L 7T ERRERT S ROMATRR

exan 4 1 L] i 20
nucieotide G519 A G 861 A Ti1z222C G 2961 C A 3250 G
codon Lys 109 Arg Gin 223 Arg Ser 342 Ser iys 656 Asn Prc 1018 Pra
MRARIE ASQ RFLP SSCP SSCP RFLF
genolype GG GA AA GG GA AA ™ TC¢ CcC GG GC cC AL AG GG
QsL 91 &1 5 114 37 6 126 31 0 123 3 3 112 40 &
{n=157)
mon - DSL 49 37 6 58 32 2 M a1r 0 65 26 | 54 27 1
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