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[Abstract] Citrin deficiency is an inherited metabolic disease that primarily affects the liver, growth
and development, and can even lead to death. To deepen the understanding of this disease and improve the
diagnostic and therapeutic levels as well as the standardized management of doctors in the relevant fields in
China, this " Guidelines for the diagnosis, treatment, and management of Citrin deficiency" have been

formulated. This guideline can provide opinions over eight clinical issues related to the diagnosis, treatment,

and management of Citrin deficiency based on the currently available clinical evidence.
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