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[Abstract]

pregnancy. GDM can lead to short-term or long-term complications of mothers and offspring. Therefore, early diagnosis

Gestational diabetes mellitus (GDM) refers to glucose intolerance in the second and third trimester of

and treatment of GDM is of great significance to avoid adverse pregnancy outcomes. It is urgent to find new markers
with potential diagnostic and therapeutic value. Long non-coding RNAs (IncRNAs) are a class of non-coding RNAs
(ncRNAs) with specific functions. Originally, IncRNAs were considered as the “noise” of gene transcription. With the
gradual discovery of the role of non-coding RNA molecules such as microRNA, shSNA and siRNA, researchers began
to pay more attention to the biological function of non-coding RNA. More and more studies have shown that IncRNAs
can regulate gene expression at epigenetic, transcriptional and post transcriptional levels in the form of RNA, and partici-
pate in the occurrence and development of cardiovascular disease, urinary system disease, tumor and metabolic disease.
This study briefly introduces the biological characteristics of IncRNAs, clarifies the relationship between IncRNAs and
diabetes mellitus, reviews in detail the research progress of IncRNAs in GDM, and prospects the possibility of IncRNAs
becoming a new reagent and new drug molecular target for diagnosis and treatment of GDM in the future.
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fit 51 5 IncRNA p21 #1IncRNA HI9 A E A 1B 5
JE¥% GDM MY & 4= & J . ZHANG & 5E#R , (iR
W PRI R IR 4 2P IncRNA-MALAT1 2635 B i
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A FNR T IncRNA-MEG3 7] fig 2 GDM BT LETZ K
FNAIFHE S . [A] ), MEGS #{IE S 7E GDM H g 3 |
A, JE AT LATRO A8 A 1S L . LU SIS R
B EFR XLOC 014172 F1RP11-230G5.2 7 ) GDM
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& E A A, 175 IncRNAs J& 4 78 18 19 198 5 20 At 2
BBV AR &4, 8 AT F T I K GDM %51 2 i R
SR I6IT AT ROEAS . HHET, 55T IncRNAs
S 5P O L RGOSR & Kk R R
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12 JE A AL DR 2R s ) ROt i 7 5 25 T KR A o
(48— R 22 1 42 A 04 43 - DL 0 5% s @ GDM & —
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