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Results of Factor V
sequencing

Nucleotide No. Amino Acid Change Mutation

Results of Factor V
sequencing  GESEAFT)

Codon 830  Codon 897 Healthy control
Arg/Arg Glu/Glu 6(4.4%) KT

(Codon No.) Arg/Arg Glu/Lys 0(0%)

495(107) GCG(Ala) to GCA(Ala) silent Arg/Arg Lys/Lys 0(0%)

642(156) TCG(Ser) to TCT (Ser) silent Arg/Lys Glu/Glu 0(0%)

2663(830) AGA(Arg) to AAA(Lys) missense Arg/Lys Glu/Lys  48(35.3%) "%
2763(863) GGG(Gly) to GGA(Gly) silent Arg/Lys Lys/Lys 0(0%)

2863(897) GAG(Glu) to AAG(Lys) missense Lys/Lys Glu/Glu 0(0%)
5112(1646) GGA(Gly) to GGG(Gly) silent Lys/Lys Glu/Lys 0(0%)

Coordinate refer to nucleotide positions in GenBank M16967 Lys/Lys Lys/Lys 82(60.3%) K;Kﬁzj

Total 136(100%)
1 2
Result Result

at codons 830 and 897

FrkZd chii KM
1(11.1%) 5(55.6%) 3(33.3%)
6(4.4%) 48(35.3%) 82(60.3%)

BCS(n=9)
Cont(n=136)

at codon 506(Leiden mutation)

Arg/Arg Arg/Glu  Gluw/Glu
BCS(n=9) 7(100%)  0(0%)  0(0%)
Cont(n=136)  136(100%) 0(0%) 0(0%)

at codons 830 and 897

BCKE  hid RHE

BCS:Japan(n=27) 1(4.8%) 9(38.1%) 17(57.1%
BCS:Nepa(n=21) 2(9.5%) 10(47.6%) 9(42.9%)
Cont(n=136) 6(4.4%) 48(35.3%) 82(60.3%

at codon 506(Leiden mutation)

Arg/Arg Arg/Ghu  Glu/Glu
BCS:Japan(n=27) 7(100%) 0(0%) 0(0%)
BCS:Nepal(n=21) 21(100%) 0(0%) 0(0%)
Cont(n=136) 136(100%) 0(0%) 0(06%)
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Prothrombin (Exon14;G20210A)(MD
B FRE DR
(PCR-RFLPi%)

BCS Control
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