BExXc—19

HFHRBBRER HFHREMHEIE) HRARBES
P2 446371 3 1 ABIE

HEIES : 16301

BiRiER - EBHRE (O

RZEEARE - 2009~2011

AREES 1 21591141

MRFEER (FIX) VIAFUEGFERME LA VR VBRETEY 14T 4 ) RET IV ORRIEEL

FZeERRES (FEX)  Epigenetic models of insulin resistance targeting the human resistin gene

MERAKRE
Ki#E FHE (0SAWA HARUHIKO)
BRARF - REREFRTARE - HiR
HREES : 90294800

WFFERRREOBEEE (Fn30)

VIAF UL, 2 BBERISORK ThH oA A Y SRR A SIS B2, AT, LY
AF v OB TIBULET 2B T - BERF 2T Lz, —ERK 2000 4128\ T, i
h L 2F ik, — AL (SNP)-420 23 G TdH o> Th . SNP-358 73 G DA ITITAE < . SNP-358
N ADFECDIFE STz, Flo, T aT—2 —{EEOMHT CTld, SNP-420 @ G & SNP-358 @ A
DAHAEGDETROLENST, LLEX D SNP-420 @ ¢ BIHF LU ATF 2@ D 2O,
SNP-358 M A NI TH o 1=,

WFFERR OBEEL (S30) -

Resistin causes insulin resistance, a feature of type 2 diabetes. We analyzed genetic and
environmental factors affecting resistin gene expression. In ~2000 subjects in the Japanese general
population, plasma resistin was low with G at single nucleotide polymorphism (SNP)-420 and G at
SNP-358, but highest with G at SNP-420 and A at SNP-358. This combination of these SNPs also
showed the highest promoter activity. Therefore, A at SNP-358 is required for G at SNP-420 to confer
the highest plasma resistin.
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