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Abstract

Gestational diabetes mellitus is a pregnancy-specific disorder of glucose metabolism. Failure to
intervene can lead to serious maternal and fetal complications. At present, some studies have
shown that the placenta, as a medium for the exchange of nutrients between mother and child
during pregnancy, has an important relationship with a variety of maternal and child complica-
tions of gestational diabetes mellitus. Especially placental glucose transport, which may be closely
related to macrosomia and fetal growth restriction. During pregnancy, the transport of glucose is
mainly mediated by a group of glucose transporters, and the expression of these transporters at
different locations is a prerequisite for the transport of glucose from the mother to the fetus. The
expression of glucose transporters in the placenta of gestational diabetes mellitus changes to
some extent, which may affect the supply of fetal glucose and lead to the occurrence of related
complications. This article summarizes the common changes in the expression and distribution of
glucose transporters in the placenta of pregnant women with gestational diabetes mellitus, in or-
der to provide a basis for exploring the mechanism of gestational diabetes mellitus affecting
mother and child, and to assist future clinical diagnosis and treatment.
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1. 5|8

UL U JT 0% R 975 (gestational diabetes mellitus, GDM) /&= FF i IR JRIAS HE, HE BRIV TR Y]
PEACHH 2L, TS BUEFE B ) LLE A 1 2 P BE LI RIE[ 1] [2]. S8R S PR3 22 0o THI I B s 1) R
PWAMAIBE AR B, GDM Zddir=. A6 Rp=Ri s =R i B n, HER S KAEKRIL. FGR. ik
FLE , R ARE R R AR R BT s, 2, X S ECHTAE L PR AR T R T R R 2 —[3].
HATA 7N, BFEERJLEN 2 FOUEIRIA I RAE, FIAeS GDM Z2 I Ub iR i i 45 41 & i i e
FHK[4].

JEBEAE N BE )L I A e 12 3 i, SR G I R o AR L R B B L2 . iR LBk = NI
R E R IE, SRR B IR AT R 512 [5]. M AN I 2 B RHIG R AT REVR B, R AL AR
DR R B ) Wi 2 1B 4R (glucose transporter, GLUT)FRIEFEPERZ N . 5 2 528 GDM Z2i =2 R 5%
R EZ 4]

R CA&UF I GLUT J& F Ay sU# Ol & A, E—Smira R, eqFEN S50
B SRR AL AR A R s, WRIR S . Tk Z R R, EaE A MRS R RTE
MBS, W RE2 T B At A MR RR R RN . I 30 fEIIBT ST R, fadt P AEfE GLUT-1.
3. 44 8. 9. 114 12, XULHANGE B EHE L is & — A m BERS B I B 28 WS LI (6] [7]. ASCERIR TH K
A FERIBER (1, 3, 4, 8, 9, 1I2)TERREL T 0 A e 3Rk, B45 T 'E1E GDM Hr B v g A R AR A RER 4 5
M) BT 2%
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2. GLUT1

FEAEAE T RO I N B NG 9455 2 ) GLUTI =20 A de) 32, 2 B AT IA 33 & b s 8 it o
B —2[8]. ZE /K P BEAE RIS R8I0, 75 YRR 10k 1) B i . GLUTL FER B RERG IG5 A7
TEAMRRIE, REHHAWIAFR S —, BZEAEMBRER FRRELRERZER 3 £5[9]. £
2B A T, IR E T GLUTI MERIE G, 8% I FEIE 08 4 08 535 0, i 4%
BT GLUTL Ji5, %75 5 oK W S, X R R R AR SR IA 7 e 2 BERG G 24 o 4 2 8 i 12 (1 BR 1
HHR10]. B N0 R S R S5 B[ 11 ] 105 — 850 o] DA BAIE X — i, S — M IEFIRAL M
GLUT!1 RIEMAT —ERRENBSUE, ¥ SFEURILHAERER AR TRBA T REIEN, BILEN
AKZRAE AT GLUT] FIRIE N, M GDM AE ALK fGEF CLUTI WA 121, %4
M, EHNEAFRRAE GDM 2205 IEF @R A iaaid, GLUT1 R AR ZR[13]. K
R 22 S PO AL EE A, T REE 5 AR AR FH S TR BURA S 67 B il 46 526 0%, R mT RE 5 I B i o 56 42 B
Ty GLUT1 7E mipE IR EE T M B AR S LA %,

HATT S, CAREAUESE GLUT 75 %1 i 3% 12 1 72 o BT ACHE 10 BRI, 3 i R 3 52 8 11 GLUT L
TR, K200 T30 8 B AT IR - BEAE R W], GDM 2 i 45 F (1) GLUT 1 /] RERE 25 i % K /IGF-1
GBS EE N, ARG JUARE [ 14]. (EXF D A R AR GLUT1 L], 672
Z IR AT .

3. GLUT3

fafis, GLUT3 fE4IMEEIEZE . WEsHE. WEN K. RERBFEHHEF#RE. e RN,
Z AR AR Ay, X A R A ORI i R IR IR AL R — 3. AR, TEAEGRIIRE IR
WA IRETRZE b, JERMEE S| GLUT3 Rk R XA T 15 % A e f AR 0 [8]. BT B WAEKZ
FREIAG LGS, GLUT3 Rk bJt, mragh S mmsm b fa, SHEEm e e imikismisg £,
R NZ R IR ) LIR UL SE Z AR R[15]. FIARIRACH T 50% % &1 B 135 ia v G K 2 M6 T GLUT3. Blf
WA BRI AL, SR, fdth i GLUT3 5 HIF-lo A IEAHGYE, FRESZEE
HIRE[16]. EHAMTEN T, BB GLUT3 MRE. 251, m TR R, X4
SOFRE R E TR RGN, GLUT3 B GLUT1 BUR, X HVF2& GLUT1 7EUEURME BIRE o5 4 B AL 1 5
Kz —[17].

4. GLUT4

GLUT4 & MRS REUREN, — BT UM, ERRE T 3 B2 T IR 0 AR5 2 7]
(18], ITHSRMAT FUE A Z2 R I G A GLUTA AR, 1 BRI 1) GLUTS Rk 4F
YRS [B) B D0 TG . 5 GLUT1. GLUT3 AFfZ, HEZEREEMWA19]. GDM ZErfhift
W, GLUT4 MRIEm TIERZ0E, HAERR S =B IR 22 A b ot si[20] [21]. X 5B R7ERPLHIAHE
TGN, BPLERR S ZANR, GLUT4 @ik i 40 B s 1) 2 7 38 I 2 B ZE 40 B 9 IO 48[ 12] [22]. ANREAH
TR IER 2218, GDM JEREZEd GLUT4 RIE FR, H, 2UERJLWIERZ AT, FFEH
W, GLUT4 T, $niEREt 2 GLUTS 2R Rz —, 22X —FZ T4, o768 H aix &k g% 0 IR i
#itH GLUT4 BB FC A 5 0 R 58 A A 12] [23].

FEIEFEDLN, W Z4 BT AMPK 15 518 BRI GLUT-4 ¥ 5 A 5% U &8 . X nlRg & th T BF
B RS EIRAE R Y GLUTS, KAEEH & hE%IE 20 LT R 8UNE K. #t—Drm g,
AMPK (0% f5 2 MG A GLUT4 MR, X —HLH], 35 LR O S PR 22 60 a4 rh Jk & AP A 0%,
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E

EINIE 1 AR 5 3015 5 0 it P A 1) B 22 i AT [24]
5. GLUTS

GLUTS8 fE MR FERIE T S MR, ‘©5 GLUTA /AL, HEEAEMMNIAAE, Grass
i 2 2 RV AS A ARG I o RPN GLUTS AL T AR R 457 J2 AR AN I A 9 B v, b Bt s e
AEHERIVEAERAEZRMK. HE GDM Z2fasid, JFRAIS IER 204 W 8% 57(8].

6. GLUT9

GLUTY =2 fa# i ——ANE T 1 REa kiR, ErmAAE Ak GLUT9a 1 GLUT9b [FIf 2 5%
EIREFI RN iz . RERET GLUT9, HIHIEWIRIZEH R, (AFFEA kA Bt 2 7 [25]. 0T
GLUT9a, Tk 81677 11 GDM Z2 1A iR A A 228 e B 382 12 38 389 m, 1 GLUT9b 7 i & 2 VA J7 1Y) GDM Al PGDM
ZAA R B AR R B RS R 3G A S [20] . 5 BARRE SR B 45 AR 5 A — 80, RITERR 67 22 I ia
gL S| GLUTY ik FTF26]. EIRHFFRIESE GLUT9 2 S5ERHIG I COREAc e, Tl R BB RIG)T
(1) GDM Z2Ic Hp R IA I, X AR GLUTO (3214 52 B 5 2% 1R . B SR SR 1A 78 A BA Aff 1IF &2
NEHER RS ) LAE KRG R, (AE— L3 Pralae R4 i, mfl = i) S nE S5 0 ) L AR 14 o 52 A DG,
2 R B Al SR AR H AT RAERG AL TPIESE, GLUTO /210G I S5 A AL R SC i #4381k, BEIR 22 18] () 51
WEELIE G LR B S AT e 5 GLUTO ZYIHI52[26]. BeAh, 76 JRERTT 78 h R B GLUTY 13 5 HiiEiE,
MR ENRIRTH =5, GLUTY IgRA b2 T, Bk, GLUT9 w] Gexf m JR R B A Ry E I [25].

7. GLUT12

2002 F—TUFLAETT WL RIRLLT GLUT BEEH N4 GLUTI12, PR R 5 Es:,
GLUTI2 5 GLUTI10 A &R HxF e SR e, H5 e E A nREERK, XREeH
GLUT10 J& T HA B s S A KR [27]. AEIER RN, HEZ A T E VUG, — 3 531 %) bl
Rgrh R ¥E BB AL, BB ORTR RN, GLUTI2 ZRESEHEE, JRAEH A 82 6 i i
HIE BN EMEIRT, IR B AT W BRI S . (HARZTE GDM i&/2& PGDM 122 1d ik
B, HETAMERE] GLUTI2 MRIE KAV BAR . ARk 7855 JERE IR 22 A ik 7o b R BUAG ) L 2B R =
5 GLUTI12 FJRIE B IEMHR, HE THEZAMIANGE T GLUTI12 Rk Eb, —F Z R SHEA fF Tk —
AHEF[8].

8. FRZE GLUT HIREXITIRGE BHIS

NEAEAL B S S5 K BOARFIAR PR 2R HOW SRR R P i ) LA RS I 2 SC B2, TX TR AR e BB O e i
K, JG LI 5 BH &0 A ORIR T BHA, XA AN IR AR, IR A B s P A
P81 N AR P ] 26 W 08 2t — SRR I A R AL s AOREEAT, AR R P i k. IX SR R AE in 5 %50
B3 AT Ik PG TR B 2 AR Z 2 . /£ GDM 22, GLUT HIsUZ R sE B iz kAR &AL,
M m R G JLAERKA T, WEXIL BLAEKKE 2R, 2O R m K kA [6] (7] [11].

CEYRITIHE PR3 e B RO AIT FE b AL, FEFE R B 1) GLUT S fifa 2857 ) W 32 O PR B e o 7o b
RIIG AL GLUT RIXHIGIN, 00 BEUE# & b E R roHgn, SBURJLERRFTRIZ BT, &Rl
GLUT W3RiE, MR BCEIEIEIA, 2t — DI &R F G LIS [11] [28]. 4EGRIIHE A% 240 73 SR B K
JUBER G, WIRESX —HLEIE VI OG. GLUTI MRIE SR VKRB 2 MG, el IS EIE[12]. £
Jifi GLUT EHAZKRY, GLUTI fEfaf s B E R .. 28R #E GLUT B 7t AR Ll
HARNE SR BR A MU 73 S BN, HAMEMRRR, R MR, §ERE. SUErE
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RS REN GLUT Kb — @M. REERFE R SR E R IE KB — e e, i sgmfia
JLAEKKRE(15].

Ak, RO RS ] R AT, ORISR 2200 B LI R AR s . SRy, R fEx
— I R B A R AR AR R RES UM = B AR, AT R R UG LR E R N[ 12] .
EIX)L—id R, (A7 T8 A i GLUT1 #1 GLUT3 W] fg R 35 <81 A o

F R BIIR Z A, GLUTS @i [ 40 i iy S 1 5 s s 2 b i is =, JRAE B 5 1 72 o e
S, FERHBUEUR G PR B GLUTA £77E,  [RI b W22 31 5 HoAa MU GLUT12 /77E[8] [19].
X AR RE A T R R 5 F R R IS PR — e R . BRI TSR, GLUT4 fE 4
ML T, X 52U R B BT A AN O, A1 W S S AR S5 PR s 2 e 1 b
wa, IR S R RIE L THE 9520 [21].

GLUTS FZE 540 M N A 28 08 5512 A0 0C, HATot LRI, SR RS R 3 22 40 5 1 Z2 1A R 4 b
GLUTS8 RiEA W R 25 . NIEH IR LAEK KR B 52 IR 99 6 & IR E 8 [8].

TERG AL RE SR AR T, GLUTY X 4 & W A1 SRWE (1 w8 A e G ) LA K K BB B[ 25]. XK
D, HAERE R IG R RE b, RHRER S R A G fih, GLUT9 ik B, mH, 5
SR I S AR B LI R 82 E], GLUTY RIA S LiAE R IEM e, Rk, HAERRERIA
TITRT e S BUBR B 220U Bk I R T S SR ) LB LR A2 [29].

9. B&

H R 22 W 7O R W IR B H d B e 2 — DN E MRS I iR, 2B Z AP TR, AR T
k@6 GLUT TEG 8 1 ik B Ak KL 0 7L . GLUT fEfR R R IA SR mis LA KR E
MISCEEIR R . 5 R8BI AEARIIHE PRI AT S B ARG N A RT 3, X LR URIBE R R i GLUT IR IS,
B T 22 G S AR IS LRI, AT RE R BT B AR AR IR B TS AL, DUME T AR A
RIUG AT R0 s S YR S0 PR 22 B AORE AR A SR LB IR K 3

SE
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