Pathological study of primary biliary cholangitis
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Pathological study of primary biliary cholangitis
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- Fatty acid
Glycolysis Glycolysis || degradation
Glucose Metabolic PGC-1¢/ERRa Glucose Fatty acid
switch
Pyruvate Pyruvate
PDC—> PDK4 — PDC > B-oxidation
Acetyl-CoA Acetyl-CoA
TCA cycle TCA cycle

PDC : pyruvate dehydrogenase complex
PDK4 : pyruvate dehydrogenase kinase, isozyme 4
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