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[ Abstract] Neural tube defects are one of the most common types of neonatal birth defects caused by in-
complete neural tube closure during embryonic development. It is currently well-known that supplementing folic
acid in women before and during pregnancy can reduce the incidence of neural tube defects. The latest resear-
ches show that there are still other factors affecting pregnant women, such as diabetes pregnancy,leading to neu-
ral tube defects, This article reviews the relevant literature on neonatal neural tube defects induced by diabetic
pregnancy and providing new dimensions for preventing neural tube defects.
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