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Restoring BMP4 expression in vascular endothelial progenitors ameliorates maternal

diabetes-induced apoptosis and neural tube defects. Cell Death and Disease, 2020, 11, 859. 63 7

Transamniotic mesenchymal stem cell therapy for neural tube defects preserves neural function
through lesion-specific engraftment and regeneration. Cell Death and Disease, 2020, 11, 523.
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Tip60- and sirtuin 2-regulated MARCKS acetylation and phosphorylation are required for diabetic
embryopathy. Nature Communications, 2019, 10, 282.

Circulating exosomes derived from transplanted progenitor cells aid the functional recovery of

ischemic myocardium. Science Translational Medicine, 2019, 11, . 124 69

Preventing and Diagnosing Diabetic Complications: Epigenetics, miRNA, DNA Methylation, and Histone
Modifications. , 2019, , 1347-1359.

Embryopathy as a Model for the Epigenetics Regulation of Complications in Diabetes. , 2019, , 1361-1379. 0

Trehalose restores functional autophagy suppressed by high glucose. Reproductive Toxicology, 2019,

85, 51-58.

Loss-of-function mutations with circadian rhythm regulator Per1/Per2 lead to premature ovarian 07 23
insufficiencya€. Biology of Reproduction, 2019, 100, 1066-1072. :



20

22

24

26

28

30

32

34

36

PEIXIN YANG

ARTICLE IF CITATIONS

The increased activity of a transcription factor inhibits autophagy in diabetic embryopathy. American

Journal of Obstetrics and Gynecology, 2019, 220, 108.e1-108.e12.
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Cellular stress and apoptosis contribute to the pathogenesis of autism spectrum disorder. Autism 2.8 -
Research, 2018, 11, 1076-1090. :

Yolk Sac., 2018, , 551-558.
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cardiacAremodeling and fibrosis. American Journal of Obstetrics and Gynecology, 2017, 217,
216.e1-216.e13.

Protein Rinase C-alpha suppresses autophagy and induces neural tube defects via miR-129-2 in diabetic
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High Glucosea€“Repressed CITED2 Expression Through miR-200b Triggers the Unfolded Protein Response 0.6 37
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