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Abstract

inability or incomplete closure of neural tube during embryonic development. Maternal diabetes significantly increases

NTDs (neural tube defects) is one kind of serious congenital malformation, which is caused by the

the incidence of NTDs in embryos. Maternal diabetes can induce the molecular mechanisms of oxidative stress,
ERS (endoplasmic reticulum stress), impaired autophagy, excessive apoptosis and cell senescence in embryos, and
ultimately lead to abnormal neural tube closure in embryos. Current paper will describe the research progress on the
mechanism and treatment strategies of maternal diabetes-induced embryonic NTDs, and provide a theoretical basis for
the clinically prevention and treatment of maternal diabetes-induced embryonic NTDs.
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Fig.1 The molecular mechanism of maternal diabetes-induced embryonic NTDs development
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Fig.2 The regulated mechanism of maternal diabetes on intracellular stress in embryos
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8 & P450 2S1(cytochrome P450 2S1, Cyp2sl). —%&,
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T R AR AR Z T R 2 2(solute carrier family 7 member
2, Sle7a2)55 He R i R 35, o048 R4k 1) TR 25 A1 3
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T T A PR M i — 5 M Iy b P i W Bk e P
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2 INpS3 AR e Ve, 22k 4 it J& S 45 L RN 2 P o 1
(12). H1 EWFFURT L, PAX3 /2 BR AN R oE A
L, 55 W HR 458 P G S 1Y) B B s A
WA, BEARE R 535 15 T AR ZH 23 b DN AT 43
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A 7T R B, M24T 98 15 W 41 Hf B35 B A A i, M2
FE B 4 o B 2 B 4 B R MR K E
G S A 1, HRe e H L ER M 55 Bh T
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W, Flk-TAHAHMO I T2 0f 8 % 552 40 BA S Flk-14H 46
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AL, T A EE 2 A AT DL D IR e ph 2 b R
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