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Abstract

Severe postpartum psychiatric illness is a medical and psychiatric emergency whose origins involve
interacting vulnerabilities, with strong evidence for roles of bipolar-spectrum liability, sleep loss
and the reproductive transition. We propose a narrow exploratory question: could clinically
meaningful hyperoxaluria or oxalate-related renal stress occasionally amplify postpartum
neuropsychiatric instability in a susceptible patient? This possibility has not been demonstrated
and must not be used to explain any particular criminal case or to diminish the importance of
urgent psychiatric treatment.

Why postpartum physiology is unusually dynamic

After childbirth, reproductive hormones change rapidly. Sleep may become severely fragmented, and
breastfeeding, nutritional intake, fluid balance, anemia, infection, thyroid dysfunction and medication
exposure may alter physiology. In a vulnerable individual, mood episodes can emerge abruptly.
Postpartum psychosis commonly requires immediate specialist assessment and, frequently, inpatient
treatment. It is clinically mistaken to replace these established risk considerations with a single
dietary theory.

The proposed oxalate-specific contribution

A testable subset might involve a postpartum patient with unusually concentrated oxalate intake, fat
malabsorption, a history of calcium oxalate stones, renal impairment or an inherited metabolic
predisposition. If this produced measurable hyperoxaluria and clinically significant renal or mineral
disturbance, it could plausibly add stress to an already vulnerable system. This is a multi-hit
argument in the true sense: none of the factors must be sufficient alone, and the same symptoms may
arise entirely without oxalate. Crucially, ordinary postpartum intake of spinach, nuts or vegetables
has not been shown to provoke psychosis.
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Differential diagnosis cannot be postponed

Postpartum psychosis may overlap with mania, severe depression with psychotic features, delirium,
thyroid disease, intoxication or withdrawal and, rarely, autoimmune encephalitis. Bergink and
colleagues found a small subset of women with postpartum psychosis had neuronal autoantibodies,
including two anti-NMDA receptor-positive cases in a cohort of 96. The finding does not mean
autoimmune encephalitis is usual; it means concerning neurological features should not be dismissed.
Any presentation with impaired reality testing, inability to sleep, disorganization, suicidal thoughts or
risk to children requires urgent care irrespective of nutritional hypotheses.

What would count against this model?

If renal function and oxalate handling are normal, a clinically significant kidney-mediated pathway
becomes less plausible. If symptoms clearly precede dietary changes, exposure-driven causal
inference weakens. If the clinical presentation meets a robust bipolar or psychosis trajectory without
metabolic intermediates, there may be no reason to invoke oxalate. No inference about an individual
patient's motives, culpability or diagnosis should be drawn from these theoretical mechanisms.

Postpartum causality cannot be inferred from dramatic outcomes

A severe psychiatric event may prompt investigators to search retrospectively for an unusual food,
supplement or biochemical marker. This approach risks selecting one vivid exposure after the
outcome is known while neglecting much more strongly established risk factors. Dietary causation
would require a chronology showing that the relevant exposure preceded objective physiological
change and that this change preceded the psychiatric deterioration. Even then, co-occurring sleep
loss, endocrine change, medication effects and underlying psychiatric vulnerability could explain the
sequence.

The responsible application of a multi-hit model is therefore probabilistic. The more ordinary and
nonspecific a dietary exposure, the more compelling the intermediate evidence must be. A patient
with documented hyperoxaluria, acute kidney injury and delirium would present one kind of question;
a patient with an isolated postpartum manic episode and a spinach smoothie would present another.
Neither nutrition history nor speculation can substitute for urgent assessment when reality testing
and safety are impaired.

Conclusion

The value of this paper is to define a possible but unverified metabolic cofactor within a larger and
much better-established postpartum psychiatric framework. The hypothesis is worth stating only if its
uncertainty and the need for emergency psychiatric care remain unmistakable.
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