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Discussion on the Value of Blood Biochemical Index in
Perinatal Asphyxia

Chen Zhang
Inner Mongolia Autonomous Region Maternal and Child Health Care Hospital, Hohhot, Inner Mongolia, 010000, China

Abstract

Objective: To explore the changes and clinical significance of blood biochemical indicators in neonates with perinatal asphyxia.
Methods: This study selected 100 newborns born in our hospital between January 2023 and January 2024 who were diagnosed
with perinatal asphyxia, and 100 healthy newborns without perinatal asphyxia during the same period as the control group, totaling
200 records. Newborn babies receive venous blood within 24 hours after birth to detect and analyze biochemical indicators such as
serum aspartate aminotransferase (AST), creatine kinase (CK), creatine kinase isoenzyme (CK-MB), lactate dehydrogenase (LDH),
sodium (Na), potassium (K), calcium (Ca), magnesium (Mg), etc. Results: Perinatal asphyxia leads to significant changes in neonatal
blood biochemical indicators, which can be used as evaluation indicators for early organ damage, AST, CK, CK-MB, LDH,
The detection of lactate, sodium, potassium, calcium, and magnesium is of great clinical significance for the early diagnosis and
assessment of neonatal asphyxia during the perinatal period.
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