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Table 1. Type 2 diabetes susceptibility loci identified through GWAS

gecr?endslsc/jr?wtgol Gene name Location Iéfifzeec;t
NOTCHZ Notch homologue 2 1pl2  1.13
PROX1 Prospero homeobox 1 1q41 1.07
BCLI1A B—cell lymphoma/leukemia 11A 2p16.1 1,08
THADA Thyroid adenoma associated 2p21 1.15
GCKR Glucokinase (hexokinase 4) regulator 2p23  1.06
G6PC2 Glucose—6—phosphatase, catalytic, 2 2q24.3 0,97
IRS1 Insulin receptor substrate 1 2036 1.11
ADAMTS9 ADAM metallopeptidase with thrombospondin type 1 motif 9 3pl4d 1.09
ADCYS Adenylate cyclase 5 3q13.2 1.12
PPARG Peroxisome proliferator—activated receptor y 3925 0.78
SLC2A2 Solute carrier family 2 (facilitated glucose transporter), member 2 3026.2 1,01
IGF2BP2 Insulin—like growth factor 2 mRNA—binding protein 2 3q28 1.14
WFS1 Wolfram syndrome 1 4pl6.1 1,12
ZBED3 Zinc finger, BED—type containing 3 5q13.2  1.08
CDKAL1 CDK5 regulatory subunit—associated protein 1-like 1 6p22.2 1,14
JAZF1 Juxtaposed with another zinc finger gene 1 Tplb 1.10
GCK Glucokinase (hexokinase 4) 7p15.3 1.07
DGKB and Diacylglycerol kinase B; transmembrane protein 195 Tp21.1 1,06

TMEM195 (alkylglycerol monooxygenase)
KLF14 Kruppel—like factor 14 7q32.3 1,07
TP53INPI Kumor protein p53 inducible nuclear protein 1 8q22 1,06
SLC30AS Solute carrier family 30 member 8 (zinc transporter 8) 8q24.11 1.15
CDKNZA and CDKNZB  Cyclin—dependent kinase 4 inhibitor 2A and B 9p21 1.20
GLIS3 GLIS family zinc finger 3 9p24.2 1,03
CHCHD9 Coiled—coil—helix—coiled—coil—helix domain containing 9 9921.3 1.11
CDC123 and CAMKID  Cell division cycle protein 123 homologue (Saccharomyces cerevisiae); 10p13 1.11
calcium/calmodulin—dependent protein kinase type 1D

HHEX and [DE Haematopoietically—expressed homeobox; insulin—degrading enzyme 10923 1.15
ADRAZA Alpha—2A adrenergic receptor 10q24 1.04
TCF7L2 Transcription factor 7-like 2 10925.3 1.40
MADD MAP-kinase activating death domain 11p11.2 1.01
CRY2 Cryptochrome 2 11p11.2 1.04
KCNJ11 Potassium channel, inwardly rectifying, subfamily J, member 11 11p15.1 1.23
KCN@1 Potassium voltage—gated channel, KQT-like subfamily, member 1 11p15.5 1.29
FADS1 Fatty acid desaturase 1 11q12 1,04
ARAPI ArfGAP with RhoGAP domain, ankyrin repeat and PH domain 1 11q13.3 1.14
MTNRIB Melatonin receptor 1B 11921 1,09
HMGAZ High mobility group AT—hook 2 12q15  1.10
TSPANS and LGRS Tetraspanin—8; leucine—rich repeat—containing G—protein coupled receptor 5 12¢q21 1,09
IGF1 Insulin—like growth factor 1 12923.2 1.04
HNFIA Hepatocyte nuclear factor—1a 12q24.3 1.07
C2CD4B C2 calcium—dependent domain containing 4B 15022.2 1.03
JFANDG Zinc finger, AN1—type domain 6 15q24.3 1.06
PRC1 Protein regulator of cytokinesis 1 15926.1 1.07
FTO Fat mass and obesity associated 16q12.2 1,17
HNFIB Hepatocyte nuclear factor 1 homeobox B 17q12 1,13
DUSP9 Dual specificity phosphatase 9 Xq28 1.27

“The effect size (also known as odds ratio) is a measure of relative risk for a disease association compared with controls,
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Table 2. Obesity—associated loci identified through GWAS

geCr?; dslsr?'\tgol Gene name Location E?Zee%t
NEGRI1 Neuronal growth regulator 1 1p31 1.05
SEC16B and ERASALZ SEC16 homologue B (S. cerevisiae); RAS protein activator like 2 1925 1.11
SDCCAGS Serologically defined colon cancer antigen 8 gene 1943 1.19
TMEMI18 Transmembrane protein 18 2p25 1.41
ETVS Ets variant gene 3q27 1.11
GNPDAZ2 Glucosamine—6—phosphate deaminase 4p13 1.12
PRL Prolactin 6p22.2 0.31
NCRS, AIF1 Natural cytotoxicity triggering receptor 3 precursor prolactin; 6p21 1.07

and BATZ2 allograft inflammatory factor 1; HLA—B associated transcript 2
TNKS and MSREA Tankyrase—1 (TRF1—interacting ankyrin—related ADP—ribose 8p23 1.00
polymerase); methionine sulfoxide reductase A gene

PTER Phosphotriesterase—related 10p12 0.68
BDNF Brain—derived neurotrophic factor 11pl4 1.11
MTCHZ Mitochondrial carrier homologue 2 11p11.2 1,03
FAIM and BCDIN3D Fas apoptotic inhibitory molecule; BCDIN3 domain containing 12q13 1.14
SH2B1 SH2B adaptor protein 1 16pl11.2 1,11
MAF V—maf musculoaponeurotic fibrosarcoma oncogene homologue 16022 1.39
FTO Fat mass and obesity associated 16q22.2 1,67
NPC1 Niemann—Pick disease type C1 18q11.2 0.75
MC4R Melanocortin 4 receptor 18q22 1.12
KCTD15 Potassium channel tetramerization domain containing 15 19q13.11 1.04

“The effect size (also known as odds ratio) is a measure of relative risk for a disease association compared with controls,

Eighteen additional obesity loci have now been identified (Speliotes et al., 2010) for BMI, as well as 13 for body fat (Heid et aZ, 2010).
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