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Recent advances in studies on susceptibility genes in
diabetic nephropathy
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1. ACE BLF%E L ERFEEE

ACE BIEF DA >~ b o > 16 ITHFELET 2 A K (inser-
tion/deletion : 1/D) % AU 1% Ifil 1 ACE 1% 1> % #H #%& &
ACE HHLEBIH T 2 L MBS NTENY, Ihs 0
T3, DXILEETF %2 b DR T ACE O FEH S I
ACE WD E W E ST 5, FERFERECIT, &
FE)WCBIL T o, 1 BUEARIE B9, 2 BUBEIRIREE & b
& DEE T & BIEORIEMARE L OB ENHE ST
W39, ACE BEFEEICET 225 7+ ) v ADFER
T, IREEFAEESHEN 18, 28 n3nic
BWTHRBRZENERICEL, ZOMEAIRFCT YT
ANTO2HPERIRTHEETHLLINT VB, bitbh
X, 2O 1/D %R L e EEN TR BT b 2 HE O
SNP ZEEL, HRATORKEK L r —A+a > bua—n
HRAMT 21T > 720 Z DFER, 2% SNP O D IZHX 3 %5
SOEEBTFHEENRIE D BEEA CTERICEZ SR 5
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3. SLCI1243(Solute Carrier Family 12 (sodium/chlo-
ride) member 3, Thiazide-sensitive sodium-chloride
co-transporter)
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Population SUbJeC_t number SNP number Repl.lcatlon Identified T2 DM genes
(case : control) (case : control)
| . French?” 694 : 669 392,935 2,617:2,894 TCF7L2, SLC30A8, HHEX, LOC387761, EXT2
2 . Finish & Swedish® |,464 : 1,467 386,731 5,065 : 5,785 TCF7L2, CDKN2B, IGF2BP2, KCNJI |, CDKAL
|, HHEX
3. UK” 1,924 : 12,938 393,453 3,757 : 5,346 TCF7L2, FTO, CDKALI, HHEX, CDKN2B, IGF2
BP2, SLC30A8
4 . Finish'® I, 16l 1,174 315,635 1,215 : 1,258 TCF7L2, rs9300039, SLC30A8, IGF2BP2
2-4 combined TCF7L2, IGF2BP2, CDKN2A/B, FTO, KCNJ1 1,
CDKALI, HHEX, SLC30A8, rs9300039, PPARG
5. lIceland'V 1,399 : 5,275 313,179 2437 : 7287 TCF7L2, CDKALI, SLC30A8
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865 : |, 106 (African)
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4. ELMOI (genes involved in engulfment and cell

motility 1)
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