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Screening of genetic markers based on human type 2 diabetes mellitus
(T2DM) susceptibility loci in a Cynomolgus T2DM model
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(School of Bioscience & Bioengineering, South China University of Technology, Guangzhou 510006, China)

[ Abstract] Objective Type 2 diabetes mellitus (T2DM) as a common disease around the world becomes a great
threat to the health of human beings. The cynomolgus T2DM model, which preferably simulates human T2DM onset and
progress, can be beneficial to the drug development and clinical treatment. In the present study, 37 of T2DM-susceptibility
SNPs and the extended genome sequences were used to obtain corresponding SNPs in the T2DM cynomolgus monkeys.
Methods  Firstly, DNA pool screening was conducted. Then, using polymerase chain reaction to amplify and to sequence
the cynomolgus homologous sequences. Using DNAStar software to analyze the differences between bases. Finally, we used
analysis of variance and F test to calculate the frequency of alleles. We also used the GLM models of SAS software to

analyze the association of genotype with fasting plasma glucose and glycosylated hemoglobin. Results  SNP661A,
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SNP661B, SNP343A, SNP343B, SNP343C, SNP565A, SNP565B and SNP565C were found to have a significant

difference of allele frequencies between spontaneous cases and controls. Conclusions The findings of this study suggest

that SNP661A, SNP661B, SNP343A, SNP343B and SNP343C may play an important role in the establishment of

cynomolgus T2DM models.
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FEAE3E £ | 3] 2025 4F, 48k T2DM &5 AE0K
WaE 3420 T2DM R R 21 4D BRI
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1.1 &SR

83 HEEM AL W th T AR 5 AW RHCA
FRAF (CRETTAR) AR 2 Bk SE 5 sh W
ABRAF (P ET &) Ml B AR A YRS A R
NEl(TE ) #E L, A B EREEA (VTR
SCXK (£)2014-0010) 75 B & AN TRLG KR,
FEEME T 70 ecm x 70 em X 80 em K/ T
P IRERIR B Sk 25°C Ze Ay M 2 SR R 50% ~
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A1), MR AR A IR RO AL 1 2T 28 (U, B R4l o
Sk T2DM 41D B (155 A AR ) e rp ) st il 2
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1.2 W5 IRF

12,1 SEER{NES LY 41X . Bio-Rad Tetrad 2; %%
AT UL O R R 4. £ B UVP A Fl 3UV
Transilluminator ; % it 114 £ 4t : Bio-Rad ; 1H i /K 1
By AR A HH4

1.2.2 5286 PCR Taq Mix, 1 H )M R B& 44
BHEA FRZA 7] 3 DL2000 marker, 1 F ) 75 B4 iRt
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W H A TR (KGE) A BR AR oK O, A K
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WERE () 30 ANEESL, 41 A Tt (T2DM BYAMATR & 58
PKIZH ) F1 Bl (TE MRS BN ) .
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Tab.1 37 corresponding orthologous sequences of the cynomolgus genome

Human SNP name CE-SNP-Chr Upstream pos Downstream pos Length
151470579 chi2 102030470 102032449 1980
154402960 chi2 102049000 102050986 1987
156769511 chi2 102029290 102031299 2010
15849134 chi3 99202838 99204817 1980
15864745 chi3 99218492 99220465 1974
1972283 chi3 170875224 170877273 2050
151531343 chi3 94325060 94327055 1996
14712523 chr4 20844833 20846830 1998
154712524 chrd 20845143 20847130 1988
156931514 chrd 20893791 20895792 2002
157754840 chrd 20848558 20850541 1984
157756992 chrd 20869213 20871171 1959
1510440833 chr4 20877696 20879713 2018
1510946398 chrd 20848321 20850326 2006
154457053 chi6 73913548 73915543 1996
158042680 chi7 67375033 67377009 1977
15896854 chi8 99911399 99913371 1973
154506565 chi9 112612963 112614982 2020
157901695 chi9 112610989 112612908 1920
157903146 chi9 112615277 112617240 1964
15243021 chrl3 59495737 59497670 1934

15215 chl4 54738484 54740488 2005
15219 chl4 54737542 54739542 2001
15231362 chl4 2563591 2565580 1990
151387153 ch14 91763645 91765638 1994
131552224 chl4 70694887 70697179 2293
152237892 chl4 2754302 2756316 2015
152237895 ch14 2772299 2774273 1975
152237897 chl4 2773624 2775699 2076
152383208 chrl5 56737112 56738827 1716
1510811661 chrl5 56735381 56737372 1992
1510965250 chrl5 56736182 56737979 1798
157578326 scaffold3972 55599 57621 2023
rs1111875 scaffold5482 206224 208229 2006
155015480 scaffold5482 208946 210920 1975
1511634397 scaffold8196 35269 37271 2003
155945326 C129171422 1 2279 2279

1.3.3  PCR ¥"#§ Xy ARG F A S BMT  HDNA F B (#£3),

G, 37 X518, 51 F s W 2, 519 BV 10304 FER R FE AR . DL 83 SRS
AETAYTERAFGR, Ve AR B by AU EBR, T3 51945r B EAT PCR § 3 il e,
B, 83 PCR §7 1 H 19 BL, PCR P24k e K3k I DNAStar FPF 3 T8 =22 1] 1) 22 5 | [l
PN, Gt A W B i) P AEfE B EME 2R SNSRI,

SNP (514, LA 83 MRS 4 W HEARIEAT PCR, Y™ 1.3.5  RIRMHT JERAR A F R 7 200 fl F
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Kou s BEDI R S 2 i B E AR 2L R a2 ERON, IR TR LE P <0.05 AR E R E
5] B B2 BT SR T SAS 119 GLM A AT | 5 K] 74y [ P <0.01 T/REFNEE,

£2 PCR P HESIHITFH

Tab.2 Primers used for PCR amplification in the present study

No. SNP Primer nam&rimer sequence (forward/reverse) Tm'(‘C) Expected length(bp)
1 rs4402960 15960-F.R ATGAAACCTCAGGGGACAGA/CCAGCCTTGGCAATGTAGIG 60 644
2 rs1470579 15579-F.R° GAAACCTGCTCCTCCAATGGGCCAGTGTTCCCAAAT 534
3 rs6769511 1s511-F.R GITCTCAATGAATGAATGGGTC/GGGAATCCTGGCTTCTTATC 595 509
4 rs4712523 15523-F.R GGTCACCATTGCCTAACA/GAAAGACAGITAAATCCCT 53.1 620
5 154712524 rs524-F R CAGCACCATCCTTTCCCTTTG/GGGCTTCCTAGCGATTCTTT 56,5 674
6 rs10946398 15398-F.R” TCTTGTGCTCCTCACTATCCCTGTTCATCAGGCACTATTC 612
7 157754840 rs840-F.R GGTTGTAGIGAGICCCTTGA/ATTACCTGCCACTCCTATCC 59 640
8 157756992 rs992-F.R TGITGCCAAGGCCAGTCTCA/CCAAGGCCACTAGGCATAAA  60.2 674
9 rs10440833 1s833-F.R” GACTGTAGGCACTCACCACCATGCCACATACCAATCAA 630
10 156931514 s514-F.R” GGCTCACAAAATCTAAAGTAGAATGAAATCCACAGCACAG 6389

—

rs864745  15745-F.R GATTTTACTGICCGGTCCCC/TGTCAGGCTTTCCATGTAGG 58.8 663
12 rs849134 r1s134-FR TTTACTTTGGACAGGCATCA/TTCTCGGATCTGAATTTACG 564 642
13 rs2383208 1s208-F.R CTATTACTGGCTGGGGAACT/ATTTTCTCATGGGGTGGTC 38 582
14 1510965250 rs250-F.R TGAGTACATAATGGACGACAAGAGIAGCCAGAATAGACAC 564 506
15 rs10811661 rs661-F.R GITCTACCAATCTTCAGCCACC/ACCGCCACGCCCACCTATTT 62,7 563
16 rs1111875 1s875-F.R TGACACTATTTGGGATGGTGCATAAATTCCCTGGIC 33 531
17 rs5015480 rs480-F.R TAAACTTCAGIGGCTATGIG/CCAGGATGGAAATGAGGAGA 58 649
18 157901695 1s695-F.R TGCAGTCATCCACGTCATCT/ACCCAGCAACTTCACTCATA 59 421
19 154506565 r15565-F.R AATTTCCAGIGACTGTAGGG/GIGGCTTCCATCAAAGGTCC 56.5 650

20 rs7903146 rs146-FR TGCTTAGTCACTTTCTGTT/GAGCCTCAAATCCATCCA 54 694
21 1$2237892 rs892-FR CGTCCCAGATACGGCTAA/CTGTCTCCTGGCAGTTGTG 59 186
2 152237895 rs895-FR TGCTGGGAGGA CCCTGGAA/CACCCGCCTTGAATCTGG 602 530
23 152237897 rs897-FR GGCAGGTGAGACAGGGATA GGGGCTGGTGAGTCTGTTCT 52 694
24 15215 rs5215-F.R CCTTGTAACACCCTGGATGAGC/CATTGATGCCAACAGCCCA 62 529
25 155219 1s5219-F R"ETCAGCAGTGCCCTCGTTGCCTCAGCCTCCCAAAGTA 585
26 1243021 rs021-FR ACATTACCCAAGIGTTAGICCA/AGGCATTGATGAGTAGGAG 58 630
27 rs4457053 rs0534-F.R AGGTTTACTTCTACTTGCTC/GATTTGTATGGTGGGACT 565 685

28 1s972283 rs283-FR TGAAAGCAGTCTGAAGGGAT/AATAAAGGCACTGACAAGCA 577 699
29 1s896854 rs854-FR CGAGTAGGTAGGACCACAGG/TAGGAATCAGCAGATAAACC 565 633
30 1s231362  rs362-FR GAATGCTCTTGGCACTCT/GAAAGAAGAAACCCCATC 55 568
31 rs1552224 rs224-FR GCCCTATCAGGAAACTTCAA/GAGAACCTTCACCTCCTTTA 578 610
32 rs1531343 rs343-FR AAAGGTCTGGCTACTCTGGC/GAGAATCCCACTCCACTACA 59 561
33 rs11634397 rs397-FR AGGAATCACCCGCCCAAAGT/AAGCTGGCACCTCCCTCATC 578 609

34 rs8042680 1s680-F.R” GTGGGCGTATCACCTGAGTCCTTCCTCCCAAATCAG 644
35 155945326 155326-F.R GGCTTTAGTTTGGGAGGAC/AGCTGAGCATTCTGGGTAC 57.4 537
36 151387153 r1s1533-F.R AGCCATACTGTAACACCT/ATGGGATTGCGAGAAAGAT 57.7 640

37 1s7578326 158326-F.R CATGGGATGAGGCAACAAGT/CACAAGCAATAAACCAATCA 574 562
I R RED 7R X BE AL AR AL REA T A T4 1 H A A BB 181

Note® Annealing temperature ,* Primers can’ t amplified the expected DNA fragments between case and control individuals.
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&3 PCR M FR
Tab.3 PCR reactions in a final volume of 50 wL

% PAF Volume KW ¥ Final concentration

ddH, 0 16 pL
Perimer 1 2 pL 0.4 pmol/L
Perimer 2 2 pL 0.4 pmol/L
T5RAR Templete 5 uL 40 ng/50 pL
Taq Mix 25 pL 2 U/50 pL

Total 50 pL

B ZAEH:94°C 5 min FUAEE;94°C 30s 4Bk 3R KR BE 57°C 30s,
72°C 40s S, 35 DMEFR PEFREEAUG BREE 72°C 7 min, SR )5 B FE
SRTRA 4°C VKRFRAT

Note. The reaction conditions; Predenaturation at 94°C 5 min;
denaturation at 94°C, 30 s; Annealing at 57°C, 30 s; Elongation at
72°C, 40 s, 35 cycles; after cycling they were kept at 72°C 7 min, and

samples were taken out and kept in the refrigerator at 4°C.

2 R

2.1 PCR #illE

AWFF LRI T 37 X519, Ay 5 X519
B R BOAE R B T2DM 2 RS IR A AR fEAR K 22
SLULE 1, X 5 %5149 43 i 45 4 8 mf56 (3 4>
SNP) ,mf-66 (2 I SNP) , mf-14 (3 4> SNP) , mf-34 (4
4~ SNP) ,mf-32(1 4~ SNP) , K Fik 5 %5145, LA
83 MNMARFE R AR , E4T PCR 9734 IF I T, 43
BT 13 4~ SNP ZEPOAS KA 22 5

A T2DM MATRAFE AL, B IE# MR & 3 H 4
B P A SR AT B 2 R A R

A: T2DM individual mixed genome,B: Normal individual mixed genome

Fig.1 SNPs from the two DNA pools with obvious peak differences screened by sequencing of PCR products

2.2 ERFRSBIFIEMERFEME

EE~ SNP 2537 H [ AE T2DM 20 A1 %F BE 20 22 [
(4345 22 5 DL 2 5 T2DM 1 DCBEME A BT 45 SR R 1T
TEAANEE H R BHAT  SNPmf-66A 1 SNPmf-66B 7E
T2DM 41 FIXT REZH 2 8] () 5540 FE PR 6 22 5 i 3 (P
<0.05) , [a] B 3 A4 ot 1 35 DR AR 15 235 G ot A {1
Z A 3 R (type T P <0.05) , (%4)
W6 B H kK B K B, SNPmf-34A | SNPmf-34B .
SNPmf-34C . SNPmf-56A, SNPmf-56B F SNPmf-56C
FE T2DM 41X BRZH =22 18] 647 35k PR AT e AP A 25 57
WEPE(P <0.05), H b SNPmf-34A SNPmf-34B .
SNPmf-34C v x5 114 35 PR R 5 25 I W {22 ) A7 2R A
B SRINE (type 1T P <0.01), (K 5), TEDME
AR ARE S A B EBEAR T, SNPmf-66B
SNPmf-34A SNPmf-34B 7£ T2DM £H F1 %} BE2H 2~ [6] )

SN FE R AT AE I E 2 5 (P <0.05) , SNPmf-
34A SNPmf-34B  SNPmf-34C {37 s ity 25 K 8 5 2
WS 22 (8] A7 7E 35 PE G BE (type 111 P <0.05) , (£
6), FFH.,iX 13 4> SNP i s, 501k i 21 85 (1 2 (7]
Jo M, AN, EIE S R AP, X 13 A
SNP 37 s B S5 B RUURAE T2DM 41 X fE 20 22 1]
Yoo E 2R S, B A I O FORE Ak it 21 2
To R E MR (P >0.05)

A &M T2DM BEfRh, AT A 5 A1
T2DM 55 &L rs10811661 Fil rs1531343 X 1 (1) £
AR N 4] bR PR X N A 5 A4~ SNP i g B
SNPmf-66A ., SNPmf-66B, SNPmf-34A, SNPmf-34B,
SNPmf-34C A A fg & 1 B A 2 AUBE PR A Y T 25 1Y
U T
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Tab.4 Genotype and allele frequencies of polymorphic sites in spontaneous individuals from Jinjiekang spontaneous group,

and the association between genotype and fasting blood glucose

SNP 434 A5 (n) Sy B PR P g FEE (LSM + SEM) Pl
uu Groups Allele frequency P value Genotypes P value
A G AA(6) AG(6) GG(3)
T2DM(8) 0.56 0.44
SNP565A 0. 6540 4.62 +0.83 6.03 +0.83 .33+1.17 0. 1935
#OIR(T) 0. 64 0.36
A T AA(6) AT(6) TT(3)
T2DM(8) 0.56 0.44
SNP565B 0. 6540 4.62 +0.83 6.03 +0.83 .33+1.17 0. 1935
#O IR (T) 0. 64 0.36
C T CC(6) CT(7) TT(2)
T2DM(8) 0.56 0. 44
SNP565C 0. 3890 4.62 +0.91 5.51 +0. 84 .80 £1.57 0. 5859
#XTIE(T) 0.71 0.29
A G AA(1) AG(3) GG(11)
T2DM(8) 0 1
SNP661A 0. 0140 * 2.70 £1.79 2.73 +1.03 .73 £0.54 0. 0433 =
HXTHR(7) 0.36 0. 64
A G AA(1) AG(3) GG(11)
T2DM(8) 0 1
SNP661B 0. 0140 * 2.70 £1.79 2.73 +£1.03 .73 £0.54 0.0433 "
#XTHR(7) 0.36 0. 64
C T CC(1) CT(6) TT(8)
T2DM(8) 0.19 0.81
SNP146A 0.4174 2.70 £2.21 4.77 £0.90 .33+0.78 0.5374
#XTIR(T) 0.36 0. 64
A G AA(8) AG(6) GG(1)
T2DM(8) 0.81 0.19
SNP146B 0.4174 5.33+0.78 4.77 £0.90 .70 £2.21 0.5374
#XTIR(T) 0. 64 0.36
A G AA(0) AG(4) GG(11)
T2DM(8) 0.19 0.81
SNP146C 0. 6051 0 6.25+1.03 .45 +£0.62 0. 1580
#XTIR(T) 0.07 0.93
C T CC(4) CT(7) TT(4)
T2DM(8) 0. 44 0.56
SNP343A 0. 4640 5.08 1. 09 4.23 +0.82 .00 +£1.09 0. 4490
#XTIE(T) 0.57 0. 43
A T AA(6) AT(6) TT(3)
T2DM(8) 0.5 0.5
SNP343B 0.2320 4.23 +£0.90 5.65 +0.90 .87 +1.28 0. 5568
#OIR(T) 0.71 0.29
A G AA(4) AG(8) GG(3)
T2DM(8) 0.56 0.44
SNP343C #XTHE(T) 0.5 0.5 0.7320 6.00 +1.07 4.19 +£0.76 .47 £1.24 0.3722
A G AA(4) AG(8) GG(3)
T2DM(8) 0.56 0. 44
SNP343D 0.7320 6.00 +1.07 4.19 +£0.76 .47 +£1.24 0.3722
#XTHR(7) 0.5 0.5
A G AA(1) AG(3) GG(11)
T2DM(8) 0. 06 0.94
SNP8326A 0. 1571 3.20+2.18 3.97+1.26 .35 +0.66 0. 4699
#O IR (T) 0.29 0.71

TE: " P<0.05 H2%HBE
Note. * P <0.05 is considered as a significant difference. # Control (7).
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Tab.5 Genotype and allele frequencies according to the polymorphic sites in spontaneous individuals
from Landao spontaneous group and the association between genotype and fasting blood glucose

SNP % 250 (n) i B TR P1H FEPIE (LSM + SEM) P i
w Groups Allele frequency P value Genotypes P value
A G AA(12) AG(7) GG(1)
T2DM(10) 0.95 0.05
SNP565A 0.0197 " 8.48 +0.78 5.78 £1.02 4.90 2. 69 0. 1000
#XTHR(10) 0.6 0.4
A T AA(12) AT(7) TT(1)
T2DM(10) 0.95 0.05
SNP565B 0.0197 " 8.48 +0.78 5.78 £1.02 4.90 +2. 69 0. 1000
#XTHR(10) 0.6 0.4
C T CC(13) CT(6) TT(1)
T2DM(10) 0.95 0.05
SNP565C 0.0436 " 8.28 £0.77 5.77+1.13 4.90 £2.76 0. 1509
#XTRR(10) 0. 65 0.35
A G AA(0) AG(9) GG(11)
T2DM(10) 0.2 0.8
SNP661A 0. 7050 0 7.25 +1.00 7.44 +£0.90 0. 8877
#XTHR(10) 0.25 0.75
A G AA(0) AG(5) GG(15)
T2DM(10) 0.1 0.9
SNP661B 0. 6330 0 7.03+1.34 7.46 £0.77 0. 7809
#XTHR(10) 0.15 0.85
C T CC(2) CT(4) TT(14)
T2DM(10) 0.25 0.75
SNP146A 0. 6948 8.69 +2.12 6.16 +1.50 7.51 +£0.80 0.5937
#XTHR(10) 0.15 0.85
A G AA(14) AG(4) GG(2)
T2DM(10) 0.75 0.25
SNP146B 0. 6948 7.51 0. 80 6.16 1. 50 8.69 £2.12 0. 5937
#XTHR(10) 0.85 0.15
A G AA(1) AG(6) GG(13)
T2DM(10) 0.15 0.85
SNP146C 0. 6948 6.65 +2.96 6.19 +1.21 7.95 +0. 82 0. 4870
#XTHR(10) 0.25 0.75
C T CC(11) CT(6) TT(3)
T2DM(10) 0.55 0.45
SNP343A 0.0380 " 5.91 +0. 69 8.00 +0.93 11.37 1. 31 0. 0055 ™
#XTRR(10) 0.85 0.15
A T AA(12) AT(6) TT(2)
T2DM(10) 0.6 0.4
SNP343B 0.0280 " 5.84 +0.67 9.48 +£0.95 10.09 £1.65 0. 0084 ™
#XTHR(10) 0.9 0.1
A G AA(3) AG(6) GG(11)
T2DM(10) 0.45 0.55
SNP343C 0. 0380 * 11.37 1. 31 8.00 +£0.93 5.91 £0. 69 0. 0055 **
#XTHR(10) 0.15 0.85
A G AA(4) AG(10) GG(6)
T2DM(10) 0.55 0.45
SNP343D 0.2040 7.76 £1.42 8.21 +£0.90 5.65+1.16 0.2339
#XTHR(10) 0.35 0. 65
A G AA(1) AG(6) GG(13)
T2DM(10) 0.25 0.75
SNP8326A 0. 6948 4.90 +£3.02 7.71 £1.23 7.38 0. 84 0. 6947
#XTHR(10) 0.15 0.85

" P<0.05 HEFEBE; ™ P<0.01 HEFHEE

Note. * P <0.05 is considered as a significant difference. * Control (10).
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Tab.6 Genotype and allele frequencies of the polymorphic sites in all spontaneous individuals from Jinjiekang and

Landao spontaneous individuals and the association between genotype and fasting blood glucose

SNP % 205 (n) Eerive i piES P {H DI (LSM + SEM) P (i
w Groups Allele frequency P value Genotypes P value
A G AA(18) AG(13) GG(4)
T2DM(18) 0.78 0.22
SNP565A 0. 1440 7.19 0. 64 5.90 +0.75 3.73+1.35 0. 0681
#ATIR(17) 0. 62 0.38
A T AA(18) AT(13) TT(4)
T2DM(18) 0.78 0.22
SNP565B 0. 1440 7.19 0. 64 5.90 +0.75 3.73+1.35 0. 0681
HATIR(17) 0. 62 0.38
C T CC(19) CT(13) TT(3)
T2DM(18) 0.78 0.22
SNP565C 0.3410 7.12 +£0. 63 5.63 +0.77 4.17 £1. 60 0. 1377
HAHR(17) 0. 68 0.32
A G AA(L)® AG(12) GG(22)
T2DM(18) 0.11 0.89
SNP661 A 0. 0560 4.14 £2.67 5.67 +0.77 6.77 0. 56 0. 3695
#ATIR(17) 0.29 0.71
A G AA(1) AG(8) GG(26)
T2DM(18) 0.11 0.89
SNP661B 0. 0426 * 4.03 £2.65 5.29 +£0.92 6.72 £0.51 0. 2839
#XTHR(17) 0.24 0.76
C T CC(3) CT(10) TT(22)
T2DM(18) 0.22 0.78
SNP146A 0. 8960 6.69 +1. 66 5.32 £0.91 6.71 0. 61 0. 4428
#ATHR(17) 0.24 0.76
A G AA(22) AG(10) GG(3)
T2DM(18) 0.78 0.22
SNP146B 0. 8960 6.71 £0. 61 5.32£0.91 6.69 +1. 66 0. 4428
#ATHR(17) 0.76 0.24
A G AA(1) AG(10) GG(24)
T2DM(18) 0.17 0.83
SNP146C 0.9130 6.65 +2.94 6.22 +0.93 6.34 +£0. 60 0.9870
#ATIR(17) 0.18 0.82
C T CC(15) CT(13) TT(7)
T2DM(18) 0.5 0.5
SNP343A 0.0430 " 5.19 0. 62 6.30 +0. 66 8.73 +0. 89 0.0115 "
#XTHE(17) 0.74 0.26
A T AA(18) AT(12) TT(5)
T2DM(18) 0.56 0. 44
SNP343B 0.0160 * 5.02 +0.55 7.77 0. 67 7.46 +1.05 0. 0087 *™*
#ATHR(17) 0.82 0.18
A G AA(T) AG(14) GG(14)
T2DM(18) 0.5 0.5
SNP343C 0. 0790 8.75 +0.89 6.27 +0. 64 5.15 £0.65 0.0117*
#ATIR(17) 0.29 0.71
A G AA(8) AG(18) GG(9)
T2DM(18) 0.56 0.44
SNP343D 0. 2290 6.88 +1.03 6.42 +0. 68 5.59 +0.97 0. 6453
#ATIR(17) 0.41 0.59
A G AA(2) AG(9) GG(24)
T2DM(18) 0.17 0.383
SNP8326A 0. 6730 4.05 +2.03 6.46 +0.96 6.45 +0.59 0.5270
#ATHR(17) 0.21 0.79

[

" P<0.05 HZEREBE; ™ P<0.01 HEFHEE

Note. * P <0.05 is considered as a significant difference.
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