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PAPER 05 / THE OXALATE–BRAIN HYPOTHESIS

Bile, Fat Malabsorption and the Enteric
Oxalate Trap
ABSURD HEALTH INSTITUTE · 2026-10-16 · Established enteric hyperoxaluria mechanism; psychiatric bridge uncertain

Abstract
Among oxalate-related mechanisms, the relationship between fat malabsorption and increased
oxalate absorption is particularly relevant to systems medicine. It connects pancreatic function,
intestinal disease, bile physiology, calcium binding and kidney injury in a demonstrable causal
chain. It does not follow that mild nonspecific “bile sluggishness” causes psychiatric illness. This
paper develops the established mechanism and specifies what would be necessary to extend it
toward neuropsychiatry.

Why fat changes oxalate chemistry
Normally, digestive bile acids emulsify lipids and facilitate their absorption in concert with pancreatic
enzymes and intestinal transport. When fat remains in the intestinal lumen, unabsorbed fatty acids
bind calcium; less calcium is then available to form insoluble calcium oxalate. Soluble oxalate can
cross the intestinal wall, particularly in the colon. Bile salts and fatty acids can also alter mucosal
permeability under some conditions. The resulting elevated urinary oxalate is called enteric
hyperoxaluria. It has been described in disorders involving inflammatory bowel disease, bowel
resection, pancreatic insufficiency and malabsorptive bariatric surgery.

The specificity that makes the theory useful
A person can have genuine fat malabsorption with steatorrhea, weight loss, nutrient deficiency or
demonstrable pancreatic and bowel disease. By contrast, “poor bile flow” is often invoked without a
defined test or phenotype. Cholecystectomy alters bile delivery but does not automatically imply
clinically significant fat malabsorption or hyperoxaluria. Functional symptoms may be important, yet
the mechanism should be linked to observable absorption abnormalities rather than assumed from
digestive discomfort.

Three consequences, not one
First, excessive urinary oxalate increases risk of calcium oxalate stone formation. Second, in more
severe or prolonged cases, calcium oxalate may damage renal tissue and contribute to chronic kidney
disease. Third, serious kidney dysfunction can influence mental status through uremic and metabolic
pathways. Each transition requires evidence. A patient with a gallbladder complaint and anxiety has
not traversed this chain merely because both symptoms exist. The most plausible causal route is
mediated by clinically significant intestinal and renal illness, not by an unidentified direct action of
dietary oxalate on the amygdala.
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A clinical framework
When a psychiatric presentation coexists with chronic diarrhea, weight loss, abdominal surgery,
kidney stones or unusual dietary practices, targeted attention to malabsorption and renal disease
may be reasonable. Appropriate evaluation is individualized and may include history, renal chemistry,
urine testing and investigation of an established gastrointestinal disease. Psychiatric emergencies
remain emergencies even if an intestinal theory is being considered; physiological investigation
should supplement, never postpone, necessary mental-health and neurological care.

The biliary distinction
Bile enters this model through lipid digestion and intestinal contents, not as an unspecified universal
detoxification fluid. Impaired pancreatic enzyme output, mucosal disease, short bowel anatomy and
altered bile-acid availability can all disrupt absorption, but each has its own diagnostic criteria. It is
physiologically imprecise to infer enteric hyperoxaluria from an ultrasound finding, a history of
cholecystectomy or a patient's impression that fatty meals are poorly tolerated. Even established
bile-acid diarrhea is not automatically proof of elevated systemic oxalate burden.

The more interesting theoretical extension concerns co-occurring transport failures. If an
individual has significant malabsorption and impaired kidney function, increased oxalate absorption
could coincide with reduced elimination. These mechanisms could reinforce renal risk. Whether this
produces a measurable neuropsychiatric effect depends on subsequent systemic derangements. The
model becomes testable by requiring each proposed transition to be observed rather than inferred
from symptoms alone.

Conclusion
This is a robust example of a legitimate multi-organ pathway. It connects diet, digestion and kidney
injury. Its possible psychiatric consequences are most defensibly sought downstream of documented
metabolic or renal disturbance. The specificity of that chain is what gives the theory clinical value.
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