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CE SCBE RS R A B 2 B L S A BRI 53007 o (L BN SE 36 4, S G L 563000)

W B xRk B4 k% (gestational diabetes mellituss GDM) Z 35454k 37 L 48 B m £ 69 o £
JEAR A 4 W R g RE R T AT B e A LW B B BRI i R R R YR, 3 F R
GDM # X mE R I & .22 GDM eym A fe X mbl s R 2 AF#. AR L BT AN,
GDM #9 & A R R 534 iR E. Ak, KXk GDM 5 & A B 69 R4 A1 70 ik Rk AT 45 K.
K AR HRA R R S AR AR R

th 5y Y R714.2 kb it A

0 5I&

I O B PR K (Gestational Diabetes Mellitus, GDM) , & 48 &F Ui Rif JC B IR 9 8 52 1 20 P 70 4 UR 39 (/] 12
WIF 8 g 7 2 T S SR LR SR R LA I B E 22—, GDM 2 X RE AR Y R L SR O R IR L S
JE IR 55 I R AE 38 7T RE 1S B — SR B o W 5 R AL R I RVE T B R LA, BUAR GDM R IR 8
REWS TE 40 0 5 R 2 IE & BN IR E A GDM g st I L PR 25 &) fE FR 2 RIS IR, R 9 2L 5 5
T R O A 7% bk B i A AL I R L R [ VG S X GDM & R 2 AR IR AR AEAL LB R O 18, 3%, I HA
AFre: TS B AT GDM & HLHIE 2% B R 58 4 15 48 5 2 10 TIE 4 3% B w5 i L R o R0 A fgt e 1Y) 2k
15 77 255 & 6 KR B AT S 20 GDM 1 & AR [m] Iy A 8Ok 8 22 59 058 & 3. GDM 1) & A & e 7T fE 55 6 PR i) B
Wit 2 4 25 M (Single Nucleotide Polymorphism, SNPs) 53 ALK B BE £ i 55 e 5 S DL )il 1 &
OIS S . BB M) 4 3 R 4 G BRF 58 (Genome-Wide Association Study, GWAS) %85¢ T & i fLEH
(Synaptoporin, SYNPR)ZE R 454 I 18 (cadherin-18, CDH18) % 4K #t CBP8O /20 [ i i 44 N T
(CBP80/20-Dependent Translation Initiation Factor, CTIF) %t R #1 71 41 3 & & i B ( Prostacyclin Syn-
thase, PTGIS) 3 L2540l 85w [ DUE A GDM 19 % Jig WU A7 76 A 56 R Ik, A SCk GDM AR ¢ 1
iy B TR J W A 90 i T R AT 4500

1 R R 2 &1k 5 GDM ) &1k

1.1 PONI W Z &S GDM

T4 fk B 1 (Paraoxonase 1, PONDRRHEN T AIE 7 SY 4K q21. 3-q22. 1 KB, 45 750 9 ah
TR g i) PONL J& — B Il / 1 5% /55 %% B2 B 2 11 45 6 1 T DU £k A DIURE 2 3 A AR o i Ak 4 19 7K
il o AR B 2 B B 2R 1 S B SR AL L B AR PR S AR PR 5 0 I XUBS: . Aydemir 48 4R T £ HH X GDM
A5 IER A EZ I PONL L55M fl QL92R v 55, %5 o PR 56 R RS 5, & I 20 22 o) 1 22 % N LA i)
FE AR PON1 L55M Fl Q192R £ 5 GDM 35 S8 [ B L H 9k =8 & % B e 85 11 IR B Mg
BEEMBIEE N a SEK FZ A6, 88 PON1 L55M Fl Q192R 41 MM #l QR/RR KA Al g8 5

I F5 HH:2019-11-26

E&WA MK HESPLITIE (2018 YFC1004303) ; H K B AR 242 HE BT 131 H (81670844) 5 B A Bl 2 K 4 f S0 H (88
BHEFER201971464) 5 5% N 48 38 = 5 A AR BRI A TR R0 B (B BA KY F[2017]077) 5 38 L BE R K+
75 75 4E AN A1 J (18-2Y-001)
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GDM UK B34 g G, [R5 35 F 53 [ B 2 3 PON1 Q192R 22 5% 5 & i i vb 4% i X e P9 GDML 5
TR DI OCT L LA EFSE 4 2R . PONT JE 8 2 250 530 20 Mo X A AU RE GDM ) & A= & e i 3 OBk,
(B 5 S A S A AE 22 53X AT i85 AN [R) i DX AS ] e AR 3 1% 15 5t VIR 2T 10 46 O Tl 25 T K
1.2 ADIPOQ ¥t % &1k 5 GDM

JEBX 2 (Adiponectin, ADIPOQ) K E i T A 3 B Ytk 27 I, 4 5 AR F. 4% ADIPOQ
S — P RS JELRE A R PR, R B AR N T AL A SRk 9T A5 AR AR A R A5 R 4 AR i 1D R A Ak RE BB KR
IR 5 ZHEPT s A AR A B R AE A . Feng 457 W98 & B, 1B 5% RARPLA LR ADIPOQ rs2241766
Nl rs5443 22 25 P W] AE 5 b [ AT R Hb XD L R ) GDM & A & A X, Takhshid 657 1 %% 3 ADIPOQ
rs2241766 1) TG/GG FFH A Z N EE A GDM B8 57 /5 [ R % . B I+ & 16 3 H 69 ADIPOQ 7K ~F- 0] R AIK
GDM H & 5 F AT, S0 Xk A i L H A AR IR A % B L b AT A i & B, ADIPOQ
rs266729 7 s 22 25 AL 5 5 rP D s X 2 A0 A Hofl b IX 2 P Y GDM Y % AR AE e A G, 25 iR, AR E
A 2T 5 E I ADIPOQ 2415 GDM i kA M ¢ AR XA B B A MG E R AT E @S A E £
NBEH A BIF 5T R AT B30

2 BHRBAICIEN 2 &1k 5 GDM B &Pk

2.1 MTNRIB P Z &S GDM

#B B & 2K 1B(melatonin receptor 1B, MTNRIB) KR EMN T AR 11 SRR q21-22. 13 I+, dmiS Y
MTNRIB J& G & I A2 A G005 B 01, 32 25 A 0 R At A i 258, ] 3 2o 5 e 4R R R DI R 5 5 7 4 W R Fn
g 15 2 3 ). Tarnowski 257 % 3 MTNRI1B rsd753426 (4 35 P 78 Fn 25 (v 36 B A7 R 78 % 2% H X GDM 1A
2 R 2 JE P o A 22 55 ST X AH G A7 3 DR SR %) 8 ] 92 b X Lk A GDML Y RV
ETEE. Jia U — TR TRV AR IR 25 A I L e A XA S U R 2T Y 25 A A T A R R
MTNRIB rs1387153 154753426 fil rs10830963 £ &5 GDM [ 5 Pk B 3 <. tL4h , Alharbi 55 () fff
FEUEW] . MTNRI1B rs1387153 Fl rs10830963 Z &1k 50 L Py GDM 4%, 25 [ firiR ,MTNRI1B 5 GDM
FA)AH OGP © 15 21 2 TR 58 30E 52 B ELAA B9 4 FIL ] 5 75 S IR AR 4R R
2.2 GCKR W% &1E Y GDM

75 725 W IR 9 Y5 3L X (glucokinase regulatory gene, GCKR) i T AZEYL Ak 2p23. 3 X Ik, 2 15 1% 76
24 WS B T 7R 1 (glucokinase regulatory protein, GKRP) ] L i 5 75 45 1 35 15 19 076 M, S 5 73 %5 W8 16 T
U %) i 7 R 38 2ok R TR0 B B Ml JR U5 25 4 49 W E°) . Jamalpour 250 PEAL T GCKR R R £ 481 5 5k 75 W &
P GDM RUES Z [H] 1 & &2 . &I GCKR rs780094 {7 5 C 4547 FE PR AR 16 25 3% i GDM (1 & A= KU . Bl J= i
AT 0T 56 T BP0 7 RN v s X LM R 25 AR T A IE SE T X AN 8. Guo AENUIN Sk B i s LB
VG R S b %) v I 2RO K e [ L LR A M A S B AT T 2SS, R FEIESE T GCKR rs780094 £
APES GDM RS A7 AE A G, 220 08 5 8 58 & B GCKR rs780094 3 55, C 5 {3 % X B % 4% i v (=] B v M
X2z P & 42 GDM B XU, I, GCKR 225055 GDM 19 & A= XU A G 3X — 4518 © 78 224 L IX i ARE rh 75
FN IR (H IR T5 3 INEEA 2 P R IF 58 ABELLE R GCKR 1 GDM &A= & H5 1 B AR AR H.
2.3 CAPN10 P 2 &M S GDM

5 25 [ i#-10 (calpain-10, CAPNI10) FEP @ 7 T AFEYL AR 2637, 3 [y & = MK vE 1 70 IR X
B, 15 AN S i CAPNLO J2& —Ff bk 2 e 28 11 g, Tl 76 JBR 0 B 40 B L 0o O JFFIE LB % 0L
TG B 40 M v 235, 2 5 Z2 R 40 00 ) 66 . 60 45 1 17 200 I 388 R 8 2R 108 S AR AT Hou 57 i 252540 Mt
SR AT ES IR A BE GDM |9 5 etk 5 CAPN10 rs3792267 /rs3842570/ rs3842570 1) GG/2R2R/TT
fE iR A A K. #EHGE . CAPN10 rs3842570 itk Z2 2 9 3R/3R JE K 7 % T+ = 28 V5 5F GDM {3 £ i1 1 b
KA1, Zhang 287 Fedg T A E L R 3 X GDM 2 FiLIE % Zo it CANPL0 ff 3% R B R, % 3 CANP10
rs2975760 Fl rs3792267 2415 GDM 9 %&£ I X AU T GDM [y ™ &\ f B, 48 F rik, CAPN10 5§
GDM B &M 19 AH S 1 AR 20 5t DX A B o 45 2 56 E , 18 75 25 07 22 (10 08 55 AN R B (9 0F 98 0 525 — 2598
2.4 PTPRD X% &5 GDM

T A % 2 R B 2 il 57 {4 D B (protein tyrosine phosphatase receptor type D, PTPRD) £:[H & (7 T A%



% 3 34 B SCSC LG < ARSI PR A 5 S D F 5 s 107

59 SR p23-p24. 3 X I gt i) PTPRD J& F 8 [ s 2 W Wk 12 il 1) R2A W05, )12 40 A T I IE g
0 20 20 b i 200 L S5 R 5 2R RURR A 2 DR HC Ty BB 1 B T R 5 | A L AR I 3 R N A A R RS Y ek
2502 Chang 255 4T 09— W06 T i B OU% ABER GWAS HIES: PTPRD KA £ 25 PE 7] fig 5 1005 AR 2 #4
BRI 1 & e 45 5. Chen 281 Xof o [ Bl 50 i X 9 DU GDM L P AT 1 25 DR 2 B8 R Sk 43 #r, B0 PT-
PRD rs10511544 A>C.rs10756026 T>>A 1 rs10809070 C>G £ & 0l g4 B F K& A% o B % A B GDM
() 2 k. TS X b T A EEYI X DU GDM etk PTPRD rs17584499 v i T v 3 K fil CC,
CT.TT e # 43 A 50R , 45 5 & 3 GDM 22 10 5 1F 5 28 10 18] (%) 3% X 0 A A% 6 22 5, I, iE A PTPRD
rs17584499 Z 254 5 b EIRIIH X U & M) GDM By @t 56, H . PTPRD 25155 GDM fiy A &4k
WFFEAN Jmy BR TS 90 M 1X o FLAFFTE 4518 i A7 76 o0 8, B ik, HofE GDM & A % Jé v & 7 I VR TR 75 22 8F — 2 1)

3 BRI OGP 2 EPE S GDM ) i

3.1 STRAG6 St % &MY GDM

Y 55 5 2L I 6 (stimulated by retinoic acid gene 6, STRA6) EN T ALY @K 15q24. 1 F A 20
AN 19 DN EFL IR Gt i STRAG H & —F0 40 B DA 5 A2 44, T 38 2ok 80 0% AH OC A5 5 38 B . T3
B E BRSNS 5 S 2P & APY . Huang 20 % 31 STRAG rs736118 £ 255 v [H 15 7 il
WA ) 2 ROME PR A 6. Hu Z5 R BF9E T STRAG6 LK £ &80 5 b B MUK ARE GDM 1 % & . 317 fh
T %% AL 85 7S M6 B R TS IR AR S R ICPUK T SE R 45 R W] STRAG rs736118 Z 815
GDM 5 4 2 I8 9 55 2K AH 56, [R) ek 5 168 0% 3R HK B 18 B0 77 7 M D6 . 25 BTk, STRAG6 5 GDM iy A1 5
PR il STRA6 Z 85 &G GDM W) & & b AR A fF it — 2 i 5e.
3.2 VDR EWZ &M GDM

#e K D Z K (vitamin D receptor, VDR)FEREN F AZEYL AR 12q13. 1, 11 ASF0 720 1. g 1
) VDR B R ZARBRIE A Z—, il S E4E4E R D 45462 5858 X MAlhE &Y. Rahman-
nezhad ZV W58 &% B VDR rs7975232 1 rs731236 22 25 Y J DR 055 5 26 4 B 19 GDM. 22 40 i IE 8 42 401 []
e 25, HHAF rs7975232 (19 CC FEPR BRI rs731236 9 TT PR B 94K B A5 B8 &5 i GDM XU
Zhu EHAFGE & B, VDR rs1544410 F1 rs731236 22515 v [ 55 #0113 IX 42 P GDM & g KU B 3 4 5.
Apaydn Z" JYBFFEIFSE VDR rs19735810 Z A5 MEREWS T 25 - B H 4ok 19 B8 5 Z 483 5 5 GDM 1) %
AL I, BAR T A ZTFIE R VDR £ 5 MR 15 GDM 19 & A h R HEVE T 838 7 B2 AE R TR BE Th k17
b — 25 BF 5T R AIE S X — 2538

4 e FE NI 2 EME S GDM Y ik Pk

4.1 IGF2BP2 JEP % k5 GDM

JEEEMARKRET 2 4558 0 2 insulin-like growth factor 2 mRNA binding protein 2,1GF2BP2) % [H
SEALT AN 3 TY IR q27. 2,02 mRNA 456 A KM A Z —, KSR IGF2BP2 7E Jj iR E | 7 45 &7
N ERIB AT S 5K R E B RO 5 R W e A HGE R IGF2BP2 rsd402960 235
P 5% E 2213 GDM 1Y & Az BE AR 65, Tarnowski 28590 %f Fe 7 3 22 GDM 22 49 H1 1F % 8% i & 22 13 1)
IGF2BP2 rs4402960 H1 rs11705701 i g 1) K& B B 345 . i B 5 22 (6] Bk PR B g A JE G2 12 3 L AH L4 %]
IGF2BP2 BRI AIA rs4402960 TT Hl rs11705701 AA BLPRIAY (i 2 4, 55 H A BL R AL GDM Z2 104 1L AT iR
WK 428 IGF2BP2 rs4402960 F1 rs11705701 Z225M 5 2% L MY GDM XU JE 3¢ , {H 7] B8 52 Wil 12 1 [X.
wHEREIRIRAS . EIAE R IGF2BP2 rs1470579 2354 5 v B RYIAEE 1 GDM 5 J# k6 6. 25 I
FER AR BESE XS T IGF2BP2 2351 5 GDM Z) B AH 53X — Z5IB fF (e 4 B I R 229 REEAC & A A
[FNRE Pt — PRV IGF2BP2 Z 82T 5 GDM 1Y & AR & e AH K.
4.2 CDKN2A 2B 3P % &1k S GDM

JEV B P A0 s 1 ek il 0 R 57 2A /2B (eyclin-dependent kinases-inhibitor-2A /2B, CDKN2A/2B) % X &
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BT N9 5 e o (A S, A6 R IR v B SR A BN N R IR R B W iR s A e B R 2 —, S
pl6™F T p1 5™ T P BE AL I 4] 41 My F] 44 i 1 8 i 4 ( cyclin-dependent kinases 4, CDK4) f1 CDK6 Ijfg,
AT 5 M50 JE 5 B 00 338 8 0 i 5 3 4 W8T . Wang 455V 2 B CDKN2B rs1063192 v 5 CC 3% [H R 5 o [#IX
% GDM 21 (448 F 1085 e 5 22 /K B G, Tarnowski 2592 5% & 0, CDKN2A /2B rs10811661 fif i 1)
C 45037 FE R RE WS KR U 22 Lok & A= GDM 9 XK. Noury Z80°° %t b T3 J2 GDM 22148 5 1F % 22 10 2 [i] CD-
KN2A/2B rs10811661 43 5 [ %545 5 PR A 2 1 3 [N AU B R, & BT AL 0 LA 25 R RG22 2 . %8 b nik
CDKN2A/2B Z#M5 GDM KA K JBAH G 6t Z B 0 UEE - 30 7 229 KR A & Mo A#EE— 20 0F 5%
CDKN2A/2B 5 GDM [ 4 4.
4.3 TCF7L2 JEH % &5 GDM

BN T 7 K U¥-2 (transcription factor 7-like 2, TCF7L2) B[R & T A2 10 S YAk q25. 3, f 14
AN ET 13 AN E T AR IR = Yoh T e 5 7 402 B & AR S 0 5 st 7, Tl ik Wnt
55 T R RS B AN M A Ak B 2 I B A R i 2R 2 b RS A T ind RS ER ZEAE Y. Chang
AL L BE A 5%, TCFTL2 rs7903146 .rs12255372 il rs7901695 £ 25 5 I ok P4 7. L i [+ 15 74 . v [
5 [E 45 b X Y 2 W R0 5 R N A GDM. i 25 A0 €. Ye %59 i1 & Bl TCFEF7L2 rs290487, rs6585194 Al
rs7094463 Z &M 5 i E DU GDM 2 M 19 Ik 5 28 HKH0 IR 5 253 WA 6. BB i — TG IR S 36 45 R R
T8 [ A 7 B X #EHF TCF7L2 rs7903146 fv i, T KU 454 3L B () GDM Z2 10 5 HoAth GDM Z2 i # H &
Jei I s 9 S, ] R I B F IR T & LR, TCFTL2 28505 ki GDM XURS #H 56 X —
50 e 2 A B R ARG BIE ST (0 ELAR 1 7E I PLH A 7 22 3R A R R
4.4 CDKALI }tH % &M S5 GDM

20 M ) 0 A R R Sl S 9 Y B AR DGR 1 25U 1 (eyclin-dependent kinase 5 regulatory sub-
unit associated protein-1-likel , CDKALL) 3 [ & i F A1k 6q22. 3 XK, Je4 & 6 oM+, Hik ik
f CDK AT HE 8 1 00 4 40 J J&) S0 44 0 1 38 Al 5 CCDKS) A S 10 82 5 3 200 M U0 1 o o 3 I 5% 25 ) 43 I
Wang 5% 75X e [ 2R 5l DX 4o 0 995 1) f B S 3 vh & B, CDK ALY rsd 712527 ,rs7748720,rs9350276
1 rs6938256 &M H GDM (1 KUK AL A 56, 1M rs9295478 ,rs6935599 Fl rs7747752 2 M Al F 5 GDM
YRR . Guo %80T B ZEFE S A7 W 55 T oD [ L R S R SR L SE AR b IXRY S R R L &5 2R R CD-
KAL1 rs7756992 fil rs7754840 3R 25 ME 5 X 263 X 2o P AY GDM XU & B #H 56 {2 Tarnowski Ml Noury
LGOI R AR BRI 2 e p R BT S CDKALT 2 W 2826 GDM XK. BT, CDKALL 27
PEIE 5 GDM RS AH G ¥ A7 76 G 130 30 T 2 14 TR A 1t R0 22 28 1 7 o5 AR BCRE A3 M (5 A i 5 45 1.

5 &Ik

25 B RTid . GDM AR 0 G R B W DL IF e 2 — PR EE G T GDM Z2 i Fie JL A B 30 L % e 9
JE L AH R AL i A . H AT A 20050 K AL SNPs 5 GDM i 5y Jf ik 2 25 JC I, (A [ 3 XL A
[F) Rl e A HE GDM # B JEE R L5 SR 57 i A7 22 5, 3 i) RE 5 HL 38 A% 75 3% L AR ) 160 45 T 1) 22 57 AT oK.
I E I T R AS B DL R AT 22 M DX 2 Pl G N RE I DGR ST AR T 455 5 GDM & AR ke R A G B9 ik
PRI A5 3R A B T B T GDM 8 % 95 AL i+ 552 30 DA 35 DR I SF 36 5 g 2 A7 57 300+ 1, A I B B GDM
14 9 5 [ 6 S Wi R A2 W 362 R LU 2 (48 ) R8s A 7 2

Z % X W
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Research Advances on Susceptibility Genes
of Gestational Diabetes Mellitus

WEI Wen-wen WANG Xin TAN Gui-qin ZHOU Fang-yu
DU Juan YU Hong-song

(School of Basic Medical Science, Special Key Laboratory of Gene Detection &. Therapy
of Guizhou Province, Zunyi Medical University, Zunyi 563000, China)

Abstract Gestational diabetes mellitus(GDM)refers to abnormal glucose tolerance that is firstly diag-

nosed during pregnancy in women without a history of diabetes before pregnancy, which may cause adverse

effects on the perinatal and long-term health of pregnant women and fetuses. In recent years, the incidence

of GDM has been increasing, whereas the etiology and pathogenesis of GDM are not fully understood.

More and more studies have shown that the occurrence and development of GDM is related to genetic sus-

ceptibility. Therefore, this article reviews the latest research advance of susceptibility genes associated with

GDM.
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