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[ Abstract] Congenital heart disease( CHD) currently has a variety of etiologies, which are the result of the interaction between genetic
factors , maternal nutritional status during pregnancy , prepregnancy health,and lifestyle. The vitamin levels in the mother during pregnancy are
closely related to the occurrence of CHD in the offspring. Supplementing with micronutrients ( including vitamins ) during pregnancy can reduce
the risk of CHD in the fetus. At present, there are many studies on how the vitamin B family can reduce the risk of disease in offspring. It
mainly provides methyl groups for various reactions in the body and plays an important role in the development of the heart. Supplementing
with vitamin B family during pregnancy can reduce the risk of developing conotruncal heart defects. A systematic review is conducted on the
influence of maternal vitamin levels during pregnancy on the development of CHD in offspring.
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