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Abstract: Objective  To investigate the relationship between single nucleotide polymorphism(SNP) of susceptibility genes CD-
KAL1,CDKN2A-CDKN2B, TCF7L2 and HHEX-IDE of type 2 diabetes mellitus and gestational diabetes mellitus (GDM) in
Jiangsu region. Methods 185 healthy pregnant women without GDM tendency(control group) and 176 pregnant women with GDM
(GDM group) were enrolled. Case-control method and Multiplex SNaPshot SNP genotyping technology were utilized to detect
genotypes at SNP loci of CDKAL1,CDKN2A-CDKN2B,TCF7L2 and HHEX-IDE of pregnant women both in the two groups.,
and all SNP loci were subject to continuous disequilibrium analysis. Results Compared the allele frequencies of pregnant women in
GDM group and the control group,C allele of CDKAL1(rs7754840) was a risk factor for GDM. The risk of suffering GDM of CC
genotype carriers was 1. 73 times the non-CC genotype carriers| P<<0.01,0OR=1.73,95%CI.1. 28— 2. 33]. No statistical difference
was found in gene distribution of detection loci of CDKN2A-CDKN2B (rs10811661), TCF7L2 (rs7903146) and HHEX-IDE
(rs1111875). The genotype frequencies of CDKAL1 (rs7754840), CDKN2A-CDKN2B (rs10811661), TCF7L2 (rs7903146) and
HHEX-IDE (rs1111875) were all accordance with the law of genetic equilibrium. Conclusion CDKAL1(rs7754840) is closely re-
lated to GDM susceptibility in Jiangsu region.
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S KA 2 BIBEPRG (type 2 diabetes mellitus, T2DM) | /G & 3%
WL S BRFEECHE R, 775 15 4F N2 400 GMD 2210
W DRI BB S0V FESR 2 AT YR I R & 4 GDM™ ., T A
W PRIPG 28 15 52 % GDM. 97 2 8 W] 18 098 i 3 26 4 ¢ W)
GDM 3 J& T2DM &9 i KUK 1) 20 A HE . 02 T2DM 1 7
BB BT, ARk 2 AR I /NAL IS FH 4 3k P AL O B O (ge-
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L1 — ¥R 3EHE 2010 4F 8 J] & 2012 4F 8 ] FAR ™ FH
SRR ZE 0 361 1 MR S AR DL 20 D9 GDM 2 (n=176) J X}
MR (n=185). GDM W4k (29.5+4. )% 37 & LA
[ Z 0 PR 9% U4 41 (National Diabetes Date Group, NDDG) &
P1TH) GDM 12 Wi bR o s Xk B 21 22 I AR % (28. 3 £3. 9) % [
AR 4F 4 A 24 A fd BJE 2 301, 50 g A 45 B O A I R i
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1.3 JEPFZ4 DNA 28 ZiE S 8 h 5, T H il =4
Wi ik i 2 mL F £ — % P4 & R (ethylenediaminetetraacetic
acid, EDTA) &4 . >R ] DNA $2 0050 & 42 HUE R 46 DNA,
S HMr ot HE I DNA [ 41 B AN B BEAR R AR T —20 C
vKAR A

1.4 5¥ K PCR 51 ot il 5 R AR oo it &
M, W3 1, PCRAAFR Btk DNA 1 41,10 X buffer 1. 5 nL,
25 mmol/L MgCl, 1.5 pL, 10 mmol/L = ff fR Wi &0 A% W% #% 11
(deoxy-ribonucleoside triphosphate,dNTP) 0. 3 pL,10 pmol/L
51414 0.3 uL.5 U TagDNA B 485 0.3 uL, H/K# IR R E
15 pl, TEAR WK R A HE PCR =4 2 pLs Snapshot Mix
| AL R4 2wl kM SRR % 6 L,
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TCF7L2(rs7903146)

F:5-GTC AGA TGG TAA TGC AGA TGT G-3' 227

R:5-TAC TTG CCT TCC CTG TAA CTG-3’

CDKN2A-CDKN2B(rs10811661)

F:5'-GTC TAA TGA AGA CAT TAG AAC-3’ 206

R:5-TCC CAA AAT TTG TTC TGA GAA-3'

HHEX-IDE (rs1111875)

F:5'-ATG AGA TCA GGT AAT TGC TTG-3' 194

R:5-ATT GTA GAT TAG ACC AGA CTA-3’

CDKALI1(rs7754840)

F:5'-ACT GCT TGC TGT TGG GGA AGA-3' 189

R:5-ATC TTT CAA TTC AAT TCA GTG-3'

1.5 BEEAM R £ 5 S0 A {2 A% 1 R 2 45 1 Csingle
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7 47.1%,CC B 3 B GDM [ KU S R 10 1. 73 45
[P<<0.01,0R=1.73,95%CI.1. 28~2. 337, fi CDKN2A-
CDKN2B(rs10811661) , TCF7L2 (rs7903146) } HHEX-IDE
Crs1111875) K W 437 o5 1) 3 [ 43 A 25 5 LG 1T % 2 5 (P>
0.05),
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HHEX-IDE (rs1111875) p) 3 [H U455 ¥ 45 & 1 4% - g 5 0
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FERAC .
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WAk BT GWAS e AR 2 1F 5% & 48 B oGt ) SNP
5. i GWAS H R R Z W5 /N &K B CDKALL.CD-
KN2A-CDKN2B.TCF7L2 J; HHEX-IDE % £ /4~ 5 T2DM
HYIM R K, 5K . T2DM 5 &3 H 5 GDM
TEAE—E RYAHEMES H 56 T GDM 3845 5 Bk HH o6 58 X o 45
AR %2>, Multiplex SNaPshot f&— Fh L £ & 5] 4 4E fih
g e AT AR X 224N B SNP 7 5 iR AT 3 A5 40 R B B4k
D7 Ay BUUMER B, T 2 S R B A, BN 32 SNP i f £
55 BRE S B BRI T L AR 22 08 A E AT R, Rl R b
B2 S SE R B A s, Ik, 28 % R I Multiplex SNaPshot
M T 361 48V F5 H X DU AT BR 10 40 5 T2DM 2% YA 56 1 3
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IDE Wit 2 50, 45 54278 CDKAL1L (rs7754840) (1) C 2 {
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CDKALL L EN T 6 5 Y ok (6p22. 3), R iE T A
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Pl . HHEX-IDE % [ X 3 & — 4N 8 B o 295 kb #9240
X3, 40 & £ 4 T2DM # % SNP, ¥ 2 HHEX,KIF11,IDE
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W4 f P16INK4a F1 P1ISINK4b 19, 3% 2 i A RE T
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(rs7903146) Y 5 5 43 B v, T ) 4 o 256 PR 485 4 38 4% /N, R 30 K
RETLPRIE . WA RES R ERE —E LR, HIL T kMY
T 5% I AT B 1 KA AR o B A AR 4 A1 3t X, 1 — 25 58 3 B8
3 GDM 11y 5 J% ik R ) e 42 416 B0 & 17 L P58 0% 43 A7

W PR 5 I B T N 26 A o 14 T 2 — , FLRF SR I
705 B L™ B A Bk v S T AR [R) . D) 3 st R R TR
LA ME GDM 5 Bt 58 8 MBF 5T, e W 3 [R50 0 ¢ 10 2 R) Y
12 L XN GDM i S A AL 35— 25 18 BH FC R 95 114 43 st
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