Table S1- The examined genes on designed capture panel
	Number
	Gene

	1
	ABCB1

	2
	ABCB11

	3
	ABCC2

	4
	ABCC8

	5
	ABCG2

	6
	ADIPOQ

	7
	ADIPOR1

	8
	ADIPOR2

	9
	AGPAT2

	10
	AIPL1

	11
	ALMS1

	12
	BCDIN3D

	13
	BDNF

	14
	BMP2

	15
	BSCL2

	16
	CAPN10

	17
	CAV1

	18
	CEL

	19
	CLK3

	20
	CREB1

	21
	CYP2C19

	22
	CYP2C8

	23
	CYP2C9

	24
	CYP2D6

	25
	CYP3A4

	26
	EIF2AK3

	27
	ETV5

	28
	FOXO1

	29
	FOXP3

	30
	FTO

	31
	GATA6

	32
	GCG

	33
	GCK

	34
	GCKR

	35
	GIPR

	36
	GLIS3

	37
	GLUD1

	38
	GNPDA2

	39
	GZMB

	40
	GZMH

	41
	HADH

	42
	HFE

	43
	HNF1A

	44
	HNF1B

	45
	HNF4A

	46
	HYMAI

	47
	IGFL4

	48
	INS

	49
	INSR

	50
	ITLN1

	51
	ITLN2

	52
	KCNJ11

	53
	KCTD15

	54
	LEP

	55
	LEPR

	56
	LM-

	57
	LRAT

	58
	LYPLAL1

	59
	MC4R

	60
	MEF2A

	61
	MEF2D

	62
	MNX1

	63
	MSRA

	64
	MTCH2

	65
	MTNR1B

	66
	NDN

	67
	NEGR1

	68
	NEUROD1

	69
	NKX2-2

	70
	NOS1AP

	71
	NRXN3

	72
	O3FAR1

	73
	OPA1

	74
	PCK1

	75
	PCK2

	76
	PDX1

	77
	PKLR

	78
	POMC

	79
	PPARA

	80
	PPARG

	81
	PPARGC1A

	82
	PPARGC1B

	83
	PRKAA1

	84
	PRKAA2

	85
	PRKAB1

	86
	PRKAB2

	87
	PRKAG1

	88
	PRKAG2

	89
	PRKAG3

	90
	PTF1A

	91
	PTPN1

	92
	PYY

	93
	RFX6

	94
	SEC16B

	95
	SERPINB3

	96
	SERPINB4

	97
	SH2B1

	98
	SIM1

	99
	SLC19A2

	100
	SLC22A1

	101
	SLC22A2

	102
	SLC22A3

	103
	SLC22A8

	104
	SLC29A4

	105
	SLC47A1

	106
	SLC47A2

	107
	SLCO1B1

	108
	SLCO1B3

	109
	SLCO4C1

	110
	SNRPN

	111
	SPATA7

	112
	STK11

	113
	TFAP2B

	114
	TMEM18

	115
	WFS1

	116
	ZACN

	117
	ZMPSTE24



Table S2 –Overview of the pathogenic variants of six monogenic diabetes mellitus’ casual genes.
	Function
	Sample
	Gene
	Chr
	SNP rs
	Region
	DNA change
	Animo acid change
	Ref
	Software prediction of variants

	
	
	
	
	
	
	
	
	
	SIFT
	PolyPhen-2
	MutationTaster

	Indel
	M127-2
	GCK
	7
	-
	Exon6
	c.608_609delTG
	p.Val203fsdelTG
	
	
	
	disease causing

	
	M1169-1
	GCK
	7
	-
	Exon8
	c.1005..1006delGT
	p.Val335fsdelGT
	
	
	
	

	
	M1026-1
	GCK
	7
	-
	Exon9
	c.1210_1211delAT
	p.Ile404fsdelAT
	
	
	
	disease causing

	
	M1116-1
	GCK
	7
	-
	Exon10
	c.1340..1341insCCG
	p.Arg447fsinsCCG
	[1]
	
	
	disease causing

	
	M1093-1
	HNF1A 
	12
	-
	Exon3
	c.631_633delCAG
	p.Gln211fsdelCAG
	
	
	
	disease causing

	
	M27-1
	HNF1A 
	12
	-
	Exon4
	c.873delA
	p.Pro291fsdelA
	[2]
	
	
	disease causing

	
	M1179-1
	HNF1A 
	12
	-
	Exon4
	c.863_864insC
	p.Gly288fsinsC
	
	
	
	disease causing

	
	M1175-1
	HNF1A 
	12
	-
	Exon6
	c.1120delG
	p.Gly374fsdelG
	[3]
	
	
	disease causing

	
	M157-1
	HNF1A 
	12
	-
	Exon6
	c.1136_1137delCT
	p.Pro379fsdelCT
	[4]
	
	
	disease causing

	
	M2-1
	HNF1A 
	12
	-
	Exon6
	c.1137delT
	p.Pro379fsdelT
	[5]
	
	
	disease causing

	
	M12-14
	HNF1A 
	12
	-
	Exon9
	c.1676_1677insA
	p.Ala559fsinsA
	[6, 7]
	
	
	disease causing

	
	M115-1
	HNF1A 
	12
	-
	Exon9
	c.1766_1767insA
	p.Thr589fsinsA
	[3]
	
	
	disease causing

	
	M126-1
	HNF1A 
	12
	-
	Exon9
	c.1634_1637delCAGA
	p.Ser545fsdel CAGA
	[3]
	
	
	disease causing

	
	M21-1
	HNF4A
	20
	-
	Exon2
	c.184delT
	p.Phe62fsdelT
	[8]
	
	
	disease causing

	
	M34-1
	HNF4A 
	20
	-
	Exon5
	c.489_490insG
	p.Asp164fsinsG
	
	
	
	disease causing

	Missense
	M67-1
	GCK
	7
	-
	Exon4
	c.365T->C
	p.Leu122Pro
	[9]
	damaging
	probably damaging 
	disease causing

	
	F302-3
	GCK
	7
	-
	Exon5
	c.933G->A
	p.Gly178Glu
	[1]
	damaging
	probably damaging 
	disease causing

	
	M1063-1
	GCK
	7
	-
	Exon6
	c.617C->T
	p.Thr206Met
	[9][10]
	damaging
	probably damaging 
	disease causing

	
	M1094-1
	GCK
	7
	-
	Exon6
	c.660C->G
	p.Cys220Trp
	[11]
	damaging
	probably damaging 
	disease causing

	
	M1048-1
	GCK
	7
	-
	Exon7
	c.773G->A
	p.Gly258Asp
	[12]
	damaging
	probably damaging 
	disease causing

	
	M1159-1
	GCK
	7
	-
	Exon7
	c.860A->C
	p.Gln287Pro
	[13]
	damaging
	probably damaging 
	disease causing

	
	M1051-1
	GCK
	7
	-
	Exon8
	c.875T->A
	p.Leu292His
	[1]
	damaging
	probably damaging 
	polymorphism

	
	M1225-1
	GCK
	7
	-
	Exon9
	c.1067G->T
	p.Gly356Val
	
	damaging
	probably damaging 
	disease causing

	
	M1163-1
	GCK
	7
	-
	Exon9
	c.1231T->C
	p.Ser411Pro
	[14]
	damaging
	probably damaging 
	disease causing

	
	M62-1
	GCK
	7
	rs104894014
	Exon10
	c.1367C->T
	p.Ala456Val
	[15]
	damaging
	possibly damaging
	disease causing

	
	M69-1
	HNF1A 
	12
	-
	Exon1
	c.34C->T
	p.Leu12Phe
	[16]
	damaging
	probably damaging 
	disease causing

	
	M52-1
	HNF1A 
	12
	-
	Exon1
	c.144G->A
	P.Glu48Lys
	[3, 17]
	tolerated
	benign
	polymorphism

	
	M6-1
	HNF1A 
	12
	-
	Exon2
	c.427C->T
	p.His143Tyr
	[18]
	damaging
	probably damaging
	disease causing

	
	M29-1
	HNF1A 
	12
	-
	Exon2
	c.476G->A
	p.Arg159Gln
	[19]
	damaging
	probably damaging 
	disease causing

	
	M1021-1
	HNF1A 
	12
	-
	Exon3
	c.607C->T
	p.Arg203Cys
	[2]
	damaging
	probably damaging
	disease causing

	
	M125-1
	HNF1A 
	12
	-
	Exon3
	c.608G->A
	p.Arg203His
	[20][21]
	damaging
	probably damaging
	disease causing

	
	M25-1
	HNF1A 
	12
	-
	Exon3
	c.626G->C
	p.Arg229Pro
	[16]
	damaging
	probably damaging
	disease causing

	
	M51-8, M1151-1
	HNF1A 
	12
	-
	Exon4
	c.721T->G
	p.Cys241Gly
	[17]
	damaging
	probably damaging
	disease causing

	
	M118-1
	HNF1A 
	12
	-
	Exon4
	c.779C->T
	p.Thr260Met
	[18][21]
	damaging
	probably damaging
	disease causing

	
	M1066-1
	HNF1A 
	12
	-
	Exon4
	c.788G->A
	p.Arg263His
	[19]
	damaging
	probably damaging 
	disease causing

	
	M14-1
	HNF1A 
	12
	-
	Exon4
	c.811C->T
	p.Arg271Trp
	
	damaging
	probably damaging
	disease causing

	
	M1200-1
	HNF1A 
	12
	-
	Exon4
	c.812G->A
	p.Arg271Gln
	[16][22]
	tolerated
	probably damaging 
	disease causing

	
	M3-S11
	HNF1A
	12
	rs137853236
	Exon7
	c.1340C->T
	p.Pro447Leu
	[7][23]
	damaging
	probably damaging
	disease causing

	
	M1168-1
	HNF4A
	20
	-
	Exon2
	c.139G->A
	p.Gly47Ser
	
	damaging
	probably damaging
	disease causing

	
	M1153-1
	HNF4A 
	20
	-
	Exon2
	c.187C->T
	p.Arg63Trp
	[24]
	damaging
	probably damaging 
	disease causing

	
	M1189-1
	HNF4A
	20
	-
	Exon3
	c.242T->G
	p.Val81Gly
	
	damaging
	probably damaging
	disease causing

	
	M1014-1
	HNF4A
	20
	-
	Exon4
	c.334C->T
	p.Arg112Trp
	[25]
	damaging
	probably damaging
	disease causing

	
	M131-1
	HNF4A 
	20
	-
	Exon8
	c.863G->A
	p.Arg288Gln
	[3]
	tolerated
	benign
	disease causing

	
	M1006-1
	HNF4A 
	20
	-
	Exon10
	c.1244C->T
	p.Pro415Leu
	[26]
	damaging
	probably damaging
	disease causing

	
	M1162-1
	HNF1B
	17
	-
	Exon4
	c.883C->T
	p.Arg295Cys
	[27]
	damaging
	probably damaging
	disease causing

	
	M132-1
	INS
	11
	rs121908259
	Exon1
	c.17G>A
	p.Arg6His
	[28]
	tolerated
	benign
	polymorphism

	
	100100030
	INS
	11
	-
	Exon2
	c.284G->A
	p.Cys95Tyr
	[29]
	damaging
	probably damaging 
	disease causing

	
	M1056-1
	KCNJ11
	11
	rs80356625
	Exon1
	c.340C->T
	p.Arg201Cys
	[30]
	damaging
	probably damaging 
	disease causing

	
	M1028-1
	KCNJ11
	11
	rs80356624
	Exon1
	c.341G->A
	p.Arg201His
	[30]
	damaging
	probably damaging 
	disease causing

	
	M1096-1
	KCNJ11
	11
	-
	Exon1
	c.145C->T
	p.Arg163Cys
	[31]
	damaging
	probably damaging 
	disease causing

	Nonsense
	M1103-1
	GCK
	7
	-
	Exon8
	c.891C->A
	p.Tyr297X
	[32]
	
	
	disease causing

	
	M113-1
	GCK
	7
	-
	Exon9
	c.1183G->T
	p.Glu395X
	[3]
	
	
	disease causing

	
	M1150-1
	GCK
	7
	-
	Exon10
	c.1322C->A
	p.Ser441X
	[33]
	
	
	disease causing

	
	M1019-1
	HNF1A 
	12
	-
	Exon2
	c.370C->T
	p.Gln124X
	[3]
	
	
	disease causing

	
	M17-1
	HNF1A 
	12
	-
	Exon3
	c.700G->T
	p.Glu234X
	[34]
	
	
	disease causing

	Splice
	M40-1
	GCK
	7
	-
	Intron1
	c.45+1G->T
	
	[9]
	
	
	disease causing

	
	M1042-1
	GCK
	7
	-
	Intron4
	c.483+1G->A
	
	
	
	
	disease causing

	
	M90-1
	GCK
	7
	-
	Intron8
	c.1019+1G->A
	
	[9][35]
	
	
	disease causing

	
	M1216-1
	GCK
	7
	-
	Intron3
	c.363+1G->A
	
	[36]
	
	
	disease causing

	
	M1206-1
	HNF1A 
	12
	-
	Intron4
	c.956-2A->G
	
	[37]
	
	
	disease causing

	
	M1027-1
	HNF1A 
	12
	-
	Intron8
	c.1623+1G->T
	
	[37]
	
	
	disease causing

	
	M1128-1
	HNF4A 
	20
	-
	Intron5
	c.582+4A->G
	
	
	
	
	disease causing

	deletion
	M8-1
	HNF1A
	12
	-
	Exon2-10
	
	
	[38]
	
	
	

	
	M1092-1
	HNF1B
	17
	-
	Exon1-9
	
	
	
	
	
	

	
	M143-1
	GCK
	7
	-
	Exon1-10
	
	
	
	
	
	

	
	M1173-1
	GCK
	7
	-
	Exon1
	
	
	
	
	
	

	Duplication
	M1035-1
	GCK
	7
	-
	Exon2-3
	
	
	
	
	
	

	
	M159-4
	GCK
	7
	-
	Exon2-3
	
	
	
	
	
	

	
	M1010-1
	GCK
	7
	-
	Exon2-3
	
	
	
	
	
	



Figure S1–Workflow of experimental procedure before sequencing. 
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Figure S2–Bioinformatics analysis pipeline. 
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Figure S3 –Detection of 7 large deletions or duplications in Danish patients with known monogenic diabetes. YH4 is shown as control. 
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