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Nursing treatment measures for diabetic ketoacidosis in children

Ce Han

Department of Emergency Medicine, Beijing Children's Hospital, Capital Medical University

[ Abstract] Diabetic ketoacidosis (DKA) is the end result of insulin deficiency in type 1 diabetes. High levels of
counter-regulatory hormones lead to enhanced ketogenesis and the release of "ketone bodies" into the circulation, which
dissociate to release hydrogen ions and cause acidosis. Pediatric DKA has an urgent and even life-threatening onset and
requires rapid recognition and organized treatment. Active nursing care can help children with DKA out of danger
quickly and speed up their recovery. The clinical manifestations, treatment goals, prevention of complications and
nursing care of pediatric DKA are summarized here to provide a theoretical basis for further promoting the clinical
treatment of pediatric DKA.
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