Bile Acid Diarrhea
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Parameter Value
Bile acid secretion 12 g/day
Bile acid pool size 2-3g
Cycling frequency 4-6 x/day
Amount absorbed/cycle ~ 95%
Fecal bile acid loss < 0.5 g/day
Average half-life ~ 3 days
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A13199 3 N5iiadeuenlsAza bile acid diarrhea (Differential diagnoses of bile acid diar-

rhea)

Disease Diagnosis Disease management
Food allergy N e msifitym
Sugar maldigestion Hydrogen breath test ﬁﬂﬁﬂa’l“ﬂﬁﬁﬁﬂﬁym
Celiac disease IgA tissue transglutaminase Gluten-free diet

serology + duodenal biopsy
Gluten intolerance HLA-DQ2/8 Gluten-free diet
Microscopic/lymphocytic colitis Fecal calprotectin; colon biopsy  bismuth subsalicylate,

budesonide

Small bowel bacterial overgrowth ~Duodenal aspirate and culture;  SNWGEREENHLTD

glucose/lactulose-breath H2 test

Management of hile acid diarrhea
1. Non-medical treatment
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