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E kI S 5% (gestational diabetes mellitus, GDM) A& —# & JL A9 44k 5+ K JE, 48 £k
R HORKZ ARG W) B R EAEEE R E . EFRARAI, K2 IF%HARNA(on-coding RNA,
ncRNA)5GDM% 4 . & AL %, HF @364 RNA(microRNA, miRNA). %44 3F 42 A5RNA(long
non-coding RNA, IncRNA)F= 3R JKRNA(circular RNA, circRNA)S . Z 44 % % 53+ miRNA. In-
cRNA. circRNAZHAEGDM# KL A . KRt ey £ F AR, A 8) EA LHF3 T EncRNAZGDM F
RARH ) feAata AR R 6950 TR, AL R RIRAEE &
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Abstract Gestational diabetes mellitus (GDM) is a common pregnancy complication that refers to spon-
taneous glucose intolerance first occurs or diagnosed during pregnancy. In recent years, studies have found that a
large number of non-coding RNAs (ncRNA) are involved in the development of GDM, including microRNA (miR-
NA), long non-coding RNA (IncRNA) and circular RNA (circRNA). This review focuses on the biological roles of
miRNA, IncRNA and circRNA in the development and progression of GDM, which helps us better understand the
molecular mechanisms by which ncRNAs function and interact with each other in GDM, providing further informa-
tion for future research.
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A PRI 5 0 ML 00 B XU . GDMIPIT 51 62 4 R
T3 F SR AR PR E A, g I 255 5 i B8 S B ) £ e
PRI, F#) WIGDMEI AOm B e GDMAR <L) b
B, RER XA GDM & P A B2

TR K& JES S RNA(non-coding RNA,
ncRNA)BIESE 5 GDM AR AEMUA JEAT 5%, b AL il
/NRNA(microRNA, miRNA). KFEIEZMIZRNA (long
non-coding RNA, IncRNA)FIFRRNA(circular RNA,
circRNA)SEW . ARZRib A B m b 18 J LA BIF Fe o
72 [imiRNA. IncRNA . circRNA &% H/EGDMI & 4 |
R ED AR R, B BhIRATT B 4 M T ##ncRNA
FEGDM A AR & v (A F oy 1L, D4 e
FRAT TR A I AIE B

1 miRNA
1.1 miRNAMISEHIZETNRE

miRNAZ K & 21~231% 1 2 (nucleotide, nt)f]
1 FE LR SF IR P IRRNAT 51, Agmid AT B A it 7E
N BT 4l 2 A hmiRNA A Rk, 25490k
Ko AHMERE T S R B A LR

miRNA & B —Fp 2 3 1 AR 2 2. 78
Y1 % 1, RNATR A BRI T 7 25 W) 4miRNA (pri-
miRNA). £ [/ 2 A ¥ Drosha/DGCRS:#H il iR Hllpri-
miRNA [] 7 € 234 45 #), 7 A pre-miRNAP, 2
Jei 4 i 5 % AR 2R A Exportin-5 A% K 5 % 2 40
B, 5 250 O UEERNA T 51 o 3 28 5 41l i
RNA T FUTERE A 1K (RNA-induced silencing com-
plex, RISC)/r %5 HF#mRNA3'UTRE: &, S84
mRNA (1501652 314 B

BN miIRNAT] L 5 2 AN [F] ) mRNARH 1%,
5 R, FAmRNAW AT LA £ X A i LA
AN [RImiRNA ) &5 & A7 8, TR G AS [ fRmiRNA . (8]
FAEAH AR . H ATy 1k & 4 T miRNA S
(miRBase)%1| i T2 0002 Fit A 25 Bl #AmiRNA, 115
S HT TR 5 R A 60% 1) N 236 R A miRNA ) 7 77 41
b, R LF BT A 40 Mg 42 46 AT 58 52 miRN AT 1,
I MmiRNA R FE 5 7E B, 5 HAH G 2 R A
FEPIR A IEGDME AT B 232 5L .
1.2 GDMH IR mIRNA

miRNATEPRZ ]2 B A AR &
To 20134, 4L PR 2 SC IR 3 A 2 B IR 48 vh A ke o
600 miRNAFKIETY, T fG 3 A7 A= I miRNA R AE 4 gk

6, 5 ] LLd i M AR TR B B 51
13X 28 JiG FmiRNA R A 1E 4 fig £if T 5e % 15 F1GDM
PRI R AE bR ST 7 o

AT L G R 3 R0 U G B A i 4 2 TAD A
5] FiImiRNA R IA B, K BV 22 EL A 3508 A4 2% 40 1
F5E (I miRNA(HTmiR-17-927% FlmiR-371 5% 45) 75 4
RFEEARG R R ZI Rk, SR &, AR AL 2
i 53 A I R A L3 14 AH D8 I miRNA (@I miR-27 41
miR-347%8)7E iF R I B3/ /2 H G 8 s 2RI, it
A, LiZE i BOUE O 30 b SO0 R G 30 2 4 1 S
AE 0BT, RIAEGRE . d B =375l
#4136, 108F199FmiRNAKY 7 %15, HAEIF IR &
AN B, TR RmiRNAR G M R Bt . H
HFmiR-200c#% FlmiR-200b#% 7F 4T U - 1 A1 B4 1 =
LK R, TR L ARIL, imiR-2227% 1R
RIS TE U AR o AN R 2 B, BR300 R0 G B
miRNAZR 1A H [ 485 L T0 58 22 0 5 16 25 SR B A G 1)
SRR RS P AR S, a0 B N AR K2 PR SR TR
FGDM!™, [ I, miRNATR 7] fE fEGDM K J& i
VER o ASCEREL T IR ) LA 78 580N B miRN A
FORPE E E R IR T HAEGDM A AR ML .
1.2.1 miR-222  ZhaoZ" 2 — 9 HTGDMILE
miRNAZR & I 78 A1 BN, 47138 i Taqman i 25 J& &5
J %58 [ 16~1942 5 GDMIA 4 1375 miRNA i,
K ImiR-222. miR-132F1miR-29a%2 % i, i J5 5
FqRT-PCRY R FEA AT I8 1IE, K ImiR-222FImiR-
29a%t 5 — 8. IX LEmiRNAYY I A 7 6 4 b
s, BERBURMRABM M ThReh RIEIMERH. 5
Z ML, PheifferSE e B JE N BERT 50 1 < B, 13-31
%1 FIGDM H 3 1L 35 FmiR-222. miR-132H1miR-29a
KIE TR, HhmiR22BF BENSIT Y ER. 5
B PR IR 7T 45 SR A S, Tagoma®s MI7E Uk 4 H i 34
(23~31/E)GDMHH 2 IfiL i H & BmiR-2225% 15 Fif.
5] B 4, ShiZE!S1% B, miR-2227EGDMIH 4 77 J& W]
JE TG I 4L 2R 0k . Thg s st R B, /N3 T3-
L1 5 4 i rh, miR-222 3R I8 39 i) 1 Mk &
AR KR ) BE RIS B A4 Rk, T R B AR
WS, RS R BHEFRANRKM, Eik
7~23 JA (1) 3% B 3 A GDM#H 2 I35 HmiR-222 f ik
5 A LA 22 00, ke gl SR 22 ST g A il
TZRXE N AR, 2SR EAF TS
.
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1.2.2 miR-503 B4 A I §E F& 45 1T i 2 GDM K
A AR A JF K. Retnakaran5 7 B WK i i 17 BR A X
) 32 Ak -4- 3L -5- P 2 -2-WRIR T R (3-carboxy-
4-methty1-5-propy 1-2-furanpropanoic acid, CMPF )i iz
LKL Ty e 32 450 R iR 5 21 41 5 L GDMAI 2 8 4 R
T3 6T LR B A A0 R D) RERRE A - Xu B 3,
miR-503 /£ GDM & & 4 o £ 2 % _E i ImiRNAZ
—. IEAh, GDME# S AT dh HHmiR-503 th & 2%
BT, HHSREAKCP 5 MR FE 2 8] 52 30 EAH R A
BE— L DIRE S K I, AHImiR-503 1K) Rk (2 1 4H
J3E0 B R i £ 2R 2 s 410 1) JR BB B L ) R T
2, miR-503 )i A W AAT A S 11 L, R W miR-
5037 R IRpA e Th e iR B ZAE . b4, B FTie
KL, 75 A% K LA [ (mammalian target of rapamy-
cin, mTOR) AmiR-503 ) B 4% #8 b5, £ HmiR-503%
B K, T PEmTORBE W% 185 HmiR-503 % [k i B4
T e R £ RO
123 HAbmiRNA  7E5537~40)8 2 8] 431 ffIGDM
M miR-518did B ik, H5 AR 2 K S A 1)
P A7k 39 B 57 BT 52 PR aperoxisome proliferators-acti-
vated receptor o, PPAR0) & [FI9#< & £ i AH X . PPAR«
V9 B S e s R, A8 2 4 P 4 00 T sk 3 5 i
AU A RE A R AR, R WA A ' miR-
518d W] A5 ERARA A e B A A 5520,

Collares&s PUE IS Fr 3 H 181 2884 FR 5 A1
GDMAMAE IMAEA, HEEATIIEA Biks A P EmiRNAZK
IETE, FEIIROCH 2 K I T A miRNA(miR-1268
FIE I AimiR-181a3R & i) n] L /EGDMA A4
Yikr &Y. XmiR-126811 T BRI 014 1 T i€ 18, 8
T 56 /B 72 4R B, miR-181aff) i R ik 5 % 2
TR PR3 I E e i R AR T A 5P S LRI, 758
R IR PR ) L R miR-181aid AP,
miR-181aff]1%5 5 T 5 1 B0 JR 5 A2 24 4 PR 95 AH 5K,
K510 & A B, ZmiRNATEGDM A s #0121,
EmiR-181afE GDM H A= R 27 F1E 9 bR 10 4 77 THI
{IERE 52 b 2 S

2 Ja A ot 78 @ i GDM A EGDM & # 1 Jif
R ZUBEAT KAAR BT 0, KIL T — 4RI
miRNA(miR-508-3p. miR-27a. miR-9. miR-137.
miR-92a. miR-33a. miR-30d. miR-362-5p Al miR-
5024%), AbATIILE B A 2 5 3% AR K I T 2465 5
R IK S N  O% B R TN, IX SmiRNATF] G2 5 5 &

GDM & FH A= E KLY, Britb 2 Ah, il il ik
K I miR-16. miR-17. miR-19a. miR-19bF1miR-
20afEGDMH .3 L. AEWME B0 Bon, X
LmiRNAE £ T2 R FEUSHEA M. B R.
A4 KPR BATMTORAS S g2,

2 IncRNA
2.1 IncRNAMISEHIZETNRE

EmiRNA A7 FIA A, IneRNAGHE K T-200 nt,
FLATTTEFN100 000 ntbh . IncRNAWIZR & S 24 54
KA, 13 2R UmRNAMRHIE, WHESINE. 32 %
HRFF R A A HREE IO RFAE o IncRNAT] DLW 55 S [ 1
515 AR B AR DO B0k FL R B, BlS 2l o)
FHELAE R, AT 400 1) B0 2 DR 3k, AT 7 25
YNSRI EEER. BCRERZ R O 4
¥ IncRNA % €y — KB 1A 15 73 7, HIncRNAH]
78 24 5% 4+ 1 PN JRRNA(competing endogenous RNA,
ceRNA)ELRNAME 41, fift b #EL5: [ S miRNAZS &,
R IE KR, (K, IncRNAZEGDMI) &Ik L
HAE AR G2 O IR, 2 WU Tk
& T IncRNA H19F1IncRNA MALAT 1 £ J S FH fR
995 S5 R RV FBILAR 272, 1 GDMAE 5Bk ) —
FlobE PRI, FE AR AL 5 5% PRI A7 £ — 2 B AL,
DA A S B T B P B AN IneRNAREAT 1518
2.2 GDMH 5 iFHIIncRNA
22.1 IGF2/HI9  HI9REKFZwmAL—/ 2 600 ntf) %
R H R L IneRNASF ¥, H 3 E A48 T 4 i,
D EAFAET AN A% R, A2 H T 5 R A A1) 1 B 3k
RN —. EIEMRBEFRAN . PRI T 2520 21
W RIARY . HIGEC R 5 0 5 = A AR K R 7
2(insulin-like growth factor 2, IGF2)%& [X #H H. E[1 7F,
A LS miRNAZS A BH 1k 56 Y 2 A1 frp ol i 522

DingZ: 3 i /N B BT %8 R L, F1-GDMJE 48/
BV H A A B 5 50 B bl v S 3 1k, (H3
FI-GDM/JEA/N R iR i B s T . 5
I F, F2-GDMJE AR/ BRI H 5F1-GDMJE 48/
BRI AE, JF T 7E HLBE T A 22 B 1R B P S5 1R
AN ZEEL, -7 B P ey IR A 58 ] 5 SRR B 4 i
o Ak, 7EF1-GDMATF2-GDM 5 /N iR FRIGF 211
HI9M)FRIk 53 N, $2/RIGF2RIHT 9 R 3 3 A
T Y R 2 A NG WA T M PRI IR R 2

SR AE N ZEGDMEH Ft i 5115 T 5 3 Wit 7t
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ANF )45 5 GDMUEE 5 iG55 A0 i s L IGF23R 15 3
TN, HI193% 3K F&AKBY . HI9FIGF2EN 18 % [X () DNA
AR ARG ) LN IB 3 R & TR R E R . A3E
it 78 GDMZHIGF2 2 7 1 F 24k [X 38 (differentially
methylated region, DMR) ] F 3 AL 7K - A X PG,
HI19 DMR FIEALKF- T, R BIGDM ] LU i £k
RIGF2/HI9H) FF HAL KV 52 Wi IGF2/H 1 91 F KP4
1M/ 7 R IGF2 RN H 191 35 R Al g & HIGF2
MHI9HIDMR 5 H A AR 28 51 2R, AFI /)N B
IGF2 W He AR5 FE (1) A [R] o] e DR o 7 &t AR AR L Y
7 5 UL S GDMAE A [F) P b 2 18] (0 /R R B AS [5] ir
SRy,
222 MALAT1  MALATI14ifd%EEAL T AN Ge ik
11q13.1 |, ¥ 5 A %48 Kb, A [F T HAhlncRNA,
MALAT 132K 3y ey £ O 57 I T2 Bl = W8 e 45 44, 1X
PR as M AR LAY B, 1 B B T-MALATI
AT A% ) 20 PR 16308« MALAT 13k i 5 S [A]
sk, THmRNAYIEIRZ S5 IRG K E Mg
AR B S RS, FE B . ORI, B
T 25 22 MR E PMALAT 1 3E 235, 2 5875 g 1
B FHT:. B2, HRMMAA LR, Btk 4,
MALATZERE FRIG S e I R B R v o b 38 7 2
MRS AEH . MALAT i@ (2 283 41 b5 S 1) 98 5
ST P R AR M, T 2 55 0 PR Y 30 ke i
PR R PRS0 B 05~ R R 400 DX B 2 B FR
O LGS A4

IR CEA V2 R EMALAT LRI PRI (1)
KA&R, (B DFH BT REH 5SGDMI A K. Zhang
S FTOIN T 5001 36~4041 5 [\ GDM &3, i@
I RT-PCRH 5GDM 5 X} HE 2 [AIMALAT1 [ IfiL i 7K
PR WKL, MALAT1#) 157K - £ GDM 4
2w TR, H IR IE S5IineRNA p21(7=0.333,
P=0.018) 1 IncRNA H19(r=0.314, P=0.030){] % i%
HIEAH ¢, MiMihailidou5E 1k HlncRNA p21# %
K2 AT T, 0 R S 4 S TR AR B R A
JR, 2 3E B PR 95 (1) R F2 . IncRNA HI19(%) 2% i v]
5 BRI R e 5 RS T PR 1 R AR TR
MALAT1 7] fi¢ 5 IncRNA p21F1IncRNA H194H F.{E
F TR 3 GDM ) & AR % o

/0N B i B AR miR- 17 1) 2% A P 5 0 £ B A
PR 25 R S 2 R B 2R 0 AT, R A I LI AR
&R mIiR- 17145 & 07 &, g5 R R4

MncRNA S BEIRBAE O, 735 WMALAT1. IncRNA
p21. H19H HOXEE A i i 55 8 % RNA(HOX tran-
script antisense RNA, HOTAIR).

223 HAb BR T FT BN IneRNASKT R I 11 52
W), T 4F SR AR DA B 2 1 PRG3R 2 45 IncRNABE 72
P T — 2 HTHIWE 7 1. LinZE ¥ 2 T ceRNA
W4 4%, 45 75 T IncRNATE2 7 1 FR 995 o A4 5 1 A
M Leng %% WOIZE fh ] 3 il 13 i 48 & GDM 3 11
mRNA. miRNAFIIncRNA /] % A 1% 3 F 5256 56 3F
A HAE F SR 4 #GDM A () IncRNA A 5 fficeRNA W]
%% (IncRNA-mediated ceRNA network, LCEN). fill
I %2 3 fELCENH IncRNA & 7% Hi 45 58 19 9 4R
1E, X 5GDMHmRNA A T5 B — 8. A 13L %
SE 1480 0234 i i ceRNAMH H./E F (3£ [H-miRNA-
IncRNA), J 1 GDMAH L IJLCEN. 45 R R M, 5
Yt R AImiRNA T AT A B, IncRNAFT [T 4 i F2 5
B, R IncRNARE A gwht 85 15, H/ELCENH
R Z R R I . TEA O ST M,
IncRNA DLEU 13 L i i 1 15 s B i, 3R B & v g
TEGDMAH K FJLCENH e B BAE Y o A AT TR 38 F T
GDMZ 0o A 56 - 4 FH3A S e R X J31) 1 55 61 45 1%
i T MAFIGDM R, FEt— bl i & 4 o i I
HUR IR R 1872 5 GDMH [ ceRNARH G, 1% L 4f
RIBF W, GDMA % FILCENT] B8 N GDM [ ML 1 $2
BEET 0 WLAE, A Bh T R BUET GDM % T A bR &
YRR TT SR o

3 circRNA
3.1 circRNARIAEHIZETHERE

cireRNAzE — FFr B2 4 5 1 JF 2 i9RNA, 4
R B T 2L A 45 A A8 H A T RNAZ IR A1) s
FR B i, TR bl 2R PERNA L AT o vy 1 ZE W Fe g o
CireRNAJ VZAFTE T S M AR, AN, D
Bl ZHRAEY) I K I T KERIcireRNAPY, cir-
cRNAM FEZ Dy fe ] LL4y AW J7 1, —J7 T circRNA
L 45 ARNAL AR A MmRNAN R IE; 57—
[ficircRNAT] 5 28 PERNAF %7 1 5, 5 IHmRNAZ
Ko BEANEH — L E fcircRNA AT LL/E AmiRNA
4 R AR FH S T miRIN A SE [ J5E R ) s 05152
55N CAn b« A 22 3R AT P 0 AL I
993 55) ELAT 25 U PR I PRI LA DG PE 931, Qian %5l
BRIT T I8 7 BB i 5 4 4 ) cireRNA R TA 1,
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Lk -

$& i circRNART B8 ST A - 1 © A W AR B,
circRNA-CDR1 7] 2 5 i 5 Jif & 25 43 Wb FBAH Jfd 5
S, PR AT DU cireRN A 1 7] B8 5 GDMAH 57,
3.2 circRNAS5GDM

124 1k, T circRNA 5 GDMZ A% & 1) HF
Fe D o YanZ5 0858 i %6 cireRN AN FE 2 b [E38~41
%A JE GDME & e i 2 23 3 4824 S KB W eir-
cRNA, H #1227/ circRNA . % | i, 255/ circRNA
& TFH. Xz FRIEMcircRNA L 3% & 5410 %
LA AR B UIAE OGS b — TR Fe R I T
467 7= 77 R 1K HcircRNA, 1X 44 7 RcircRNAR Z &
AL T I BE B AL 2R 72 1)) —32 44 (advanced glycation
end products-receptor for advanced glycation end prod-
ucts, AGE-RAGE){5 5 I8 %1, 1%38 & 75 18 K973 B 975
8 PR PR P JBE 7 7 55 R o I AR Hh 4% A
01 I HiZWF 7036 & B, circRNA_03957£GDM % 1
JiaAE 2 BRI, 5 IR gRAH OC if 2% B 1 A2(pregnancy
associated plasma protein A2, PAPPA2)FE [K] Ht [ & it
JF 3, % HE DR e 0% Y B 0 AR A G B 1, 5 IR A S AR
WA 5%, BT LA T TIGDM AR 4k oK LI K
Azl TeireRNAE A 1F AmiRNA: 451X i 2E
Vi Dhie, A3 S SO R T circRNA_0395H)
88/ L [ImiRNA, H FimiR-1273g-3p5[i 1 b 133
o miR-1273g-3pS 52 MR A FE D 30, 2 F 8N
J Ty B R A R I (1) DR 3R, R A E B T
WA S5 TURRE PRI R it el SR gt
PR, H BT R A miR-1273g-3pfE I R AIGDM
AR AR IE . Rt 75 223k — P 90 K i A GDM
circRNA_03955miR-1273g-3pZ [A] )5 &

FERG B AL T, MR T R AL Z 1 RNA, cir-
cRNA ) % & /K °F ZE 1015, [H I ] #8 8 3& & 18
NEVREY .. WudE g #E T 6> circRNATER
GDM I i & A2 W b & 9 13 47 Mk, K B Has_cir-
cRNA_0054633 5.4 & =1 (112 Wi i 48, 1 4 9k 4 3
A HHGDM 22 i 17 DA R a4k i 3 a3 ak . IR
Zhao%5 I 5T KB, Has circRNA 00546332 541
Jf JE] 3 R S AR M R R 4%, IS 4 o ARAR M
DIAH Do 2 o J 300 2 400 A= o 7% 30 1 2 A AR, B
S e 1 5 52 1 20 PR ) A R D R 4, T PN 3%
/D S 9 B 25 A W AN R ) = EE LA, BRI Has_cir-
cRNA_0054633 1] R 18 1<k 5 Wi 240 Jifa A 18 0 4 1 J S
Z 5GDMI IR .

Cdrlase /b H A B ymiRNAHE 45 [ circRNA,
A8 3 FE R /N BB R rPmiR-7 5 36 0k £ 5 BUE SR
I3 B A, T CdrlasfE miR-7 40 1 551, 75 8 5 40
it 3k i 2R TR T 2 N R ) 2R 2 R A T,
BRI b Cdrlas i) LAY A — Foffife L B JR i JiR 5 2% 2 WA AN
S HTIR TT SRS, SRTE IR 2, IR A i AT 4R IE
Cdrlas 5 GDM [R] [F) Rk, [Rl i, R X R it &
] circRNAA] fE 2 5 GDM, {HiX 6 circRNAFE L)
GDM R AE ML 1 A 52 4= 1] B, 2 15 AT LUK AR 97
TR AEIbR SN0 75 R & LB AT IR A 5T

4 FRFRE

GDM I B0 LI 4 A 56 4 1 BH, 58 4 M 1 R
HA TR A B T GDMRS 1A M 5 B 1 77 ik
H 7T, GDM# 7 &L % %€ 7 F ZmiRNA. IncRNAFI
circRNA, {H 1T 315 GDM ncRNAH#F 7L K £ & T
ncRNARIAIE % 5, HARIMAEMFEAR, A FH 4
J& K B A F 1A AR ) 2 A ) 22 S S TR R A AR AT g
S n ok B A, R IR 7 Gt — WF AU BRARvE I
E— 0 il i 4 B B 1 55 56 oK 56 E A incRNA S
GDM% & BEAh, GDMAE N — Rl B2k 1 B JR 9,
LR IR AL 5 8 PRI A7 A — 58 MR, BLAL TR 42
X I HA, 52 3P 2 A R R R0 A v 7 U
KA. AR neRNA 5 GDM A AH H.1E I,
T T Rz — AR B R R A AR T AR
I 2 EncRNA 22 BAE FH XTGDMF 520 . I8
It B AN T T S, A PT DLREAF L T f#EncRNA
TE M2 B R) () R IE TE AL GDM R A= R JE AT
Ja HsZma, XA BT AT i T fEGDMIY &
o AL 1) R B e e 8 ) B ok A
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