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The proposition we defend

A change in breathing can become a change in experience. We argue that carbon dioxide regulation is a direct

physiological route through which bodily states can generate panic-like sensations, derealization and cognitive

instability. CO■ is simultaneously a gas-exchange variable, a determinant of acid–base balance and a regulator of

cerebral blood flow. That makes it more than an incidental byproduct of anxiety.

Carbon dioxide is not only respiratory waste; it participates in acid-base physiology, cerebral vascular regulation and

chemoreceptor signaling. Respiratory shifts can generate dizziness, tingling, feelings of unreality and panic

symptoms. The provocative hypothesis is that respiratory control and sensitivity to carbon dioxide contribute to some

recurrent psychiatric presentations more than their diagnostic labels reveal.

Why the mechanism deserves to be taken seriously

Hyperventilation lowers arterial carbon dioxide, producing respiratory alkalosis and changes in cerebral blood flow

and ionized calcium; chemoreceptor pathways also influence dyspnea and panic perception. The relationship is

bidirectional: fear changes breathing, and altered breathing can magnify bodily sensations that increase fear.

Carbon dioxide is therefore a plausible mechanistic bridge from behavior to neural physiology.

The causal argument

Hyperventilation lowers arterial CO■ and causes respiratory alkalosis. This can affect cerebral vascular tone and

reduce ionized calcium, producing dizziness, paresthesias and a compelling sense that something is wrong. The

sensations then promote threat anticipation and further hyperventilation, creating a closed loop. The striking point is

that a psychological event and a respiratory event need not be separable in the final syndrome. A person may begin

with worry but finish in a genuinely altered cerebrovascular and ionic state. Conversely, a primary respiratory

change can create sensations later interpreted as fear.

Causal architecture under closer examination

Carbon dioxide can influence both cerebral circulation and the electrical chemistry of nervous tissue. During

hyperventilation, arterial CO■ decreases, raising pH through respiratory alkalosis. Ionized calcium may decrease

even when total calcium is unchanged, and cerebral blood-flow dynamics shift. This supplies a physiologically

coherent route from altered breathing to dizziness, tingling, muscle symptoms and unreality. The experience can be

terrifying even when the disturbance is temporary. From there a feedback loop is easy to construct: fear accelerates

breathing, lowered CO■ intensifies bodily sensations, and those sensations are interpreted as further danger. But

this sequence can begin from different points. In one person cognitive anxiety initiates the event; in another a

respiratory or autonomic perturbation may appear first. The thesis must distinguish an initiating cause from an

amplifier and from a co-occurring marker. It should also separate symptoms of hypocapnia from symptoms of

insufficient oxygen, because breathing fast does not mean blood oxygen content is necessarily low. Confusing these

mechanisms leads to unsafe respiratory advice.

A concrete physiological case



ABSURD HEALTH INSTITUTE  /  RESEARCH 2

Imagine recurrent episodes of unreality and tingling during stressful meetings. Capturing end-tidal CO■, respiratory

rate, heart rhythm and timing of subjective panic could distinguish a respiratory amplifier from an unrelated cardiac

or neurological event. A low CO■ measurement after severe fear begins would suggest amplification, whereas

repeated respiratory changes preceding recognized fear would strengthen the case for a physiological initiator.

Original conceptual illustration

Two patients who describe panic may have different respiratory patterns. One hyperventilates during attacks;

another has no meaningful carbon dioxide change and experiences primarily cognitive fear. Even the first pattern

may be consequence rather than cause. Careful measurement during symptoms could distinguish respiratory

amplification from other panic mechanisms. It would not justify unsupervised carbon dioxide manipulation or

disregard of cardiopulmonary symptoms.

What established physiology already supports

The association between hyperventilation, hypocapnia, cerebral vascular changes and sensory symptoms is

physiologically well grounded. The controversial extension is that some recurrent psychiatric presentations may be

maintained by a stable respiratory sensitivity phenotype, even when the primary complaint is described purely in

cognitive terms.

The strongest counterargument—and the answer

The counterargument is that anxiety itself changes breathing; evidence of hypocapnia does not prove that CO■

started the episode. Further, dyspnea can reflect asthma, pulmonary embolism, arrhythmia or other urgent disease.

A responsible mechanistic paper must separate primary driver, physiological amplifier and dangerous medical

mimic. Casual paper-bag rebreathing is not an acceptable test.

Hypoxemia, asthma, pulmonary embolism, seizure, cardiac disease and metabolic acidosis can also drive abnormal

respiration. Symptoms during hyperventilation do not demonstrate that chronic anxiety is caused by a carbon

dioxide disorder. Respiratory physiology is context-specific, and unsafe respiratory manipulations can create

additional risk.

The discriminating experiment

Perform repeated ambulatory end-tidal CO■ and symptom capture with careful clinical screening. Use time-series

methods to identify which event tends to precede the other, while accounting for activity, sleep and exercise. A

controlled clinical study could compare respiratory biofeedback with attention-matched intervention in a properly

diagnosed subgroup, measuring CO■ normalization and symptom change together.

The question becomes whether repeatable respiratory phenotypes predict symptoms and treatment response better

than subjective anxiety severity alone. If end-tidal carbon dioxide measurements do not track symptoms under

carefully controlled conditions, this particular mechanistic model becomes less persuasive.

Decisive comparisons and limits of inference

The decisive evidence would be time series recorded as close to spontaneous episodes as feasible. End-tidal CO■

provides an approximate noninvasive respiratory marker in appropriate settings, but it must be interpreted with

disease and measurement limitations. Heart rhythm, activity, sleep and symptom onset need parallel recording. An

episode in which CO■ shifts repeatedly precede reported fear may support a physiological initiator; one in which

fear reliably precedes hyperventilation supports feedback amplification. If a controlled breathing-oriented

intervention reduces both abnormal CO■ excursions and symptoms compared with an appropriate control,

mediation becomes more plausible, though expectancy effects still matter. Severe dyspnea, chest pain, syncope

and neurological deficits require medical evaluation, not attribution to panic. A pulmonary embolism or asthma



ABSURD HEALTH INSTITUTE  /  RESEARCH 3

exacerbation can coexist with fear, and it is dangerous to misclassify serious disease as a benign breathing loop.

The controversial position therefore need not be exaggerated. It already challenges a common conceptual error:

calling an episode psychological does not mean its bodily physiology is irrelevant. Respiratory chemistry can be both

effect and cause within a self-reinforcing mental state.

A second prediction from the original model

The respiratory mechanism should be observable during symptom episodes and distinguishable from cardiac,

pulmonary and metabolic drivers. Carbon dioxide changes that occur only after fear begins would support

amplification more readily than primary causation.

Why the hypothesis matters if correct

This essay should ultimately force a distinction among three patients who all report panic. In one, anxious

interpretation leads to altered breathing, which amplifies symptoms. In another, a spontaneous respiratory

disturbance precedes fear and may help initiate it. In a third, a cardiac or pulmonary disorder provokes both dyspnea

and fear and requires medical treatment. These trajectories look similar at the level of subjective distress and differ

radically at the level of causation. Carbon-dioxide monitoring could help clarify the sequence in selected cases, but it

is not a standalone diagnostic test. The hypothesis also predicts that the intensity of experienced unreality or tingling

may correlate with actual respiratory chemistry, not merely with reported thoughts. That prediction can be assessed

safely in carefully screened settings. Its controversial message is that treating panic solely as a problem of belief

may omit the measurable chemical loop that sustains an episode. Equally, treating every anxious person as having

a CO■ disorder would neglect the physiological and psychological diversity of the syndrome.

The clinical and conceptual consequence

The conclusion is that some states labeled “psychological” are partly embodied feedback disorders. Studying CO■

gives us an observable mediator and an explanation of why reassurance alone may be insufficient—even though it

cannot establish a universal respiratory cause of anxiety.

Education should avoid telling patients to suppress breathing or perform risky rebreathing practices. Persistent

dyspnea, chest pain, fainting or new neurological symptoms require conventional evaluation.

Education should avoid telling patients to suppress breathing or perform risky rebreathing practices. Persistent

dyspnea, chest pain, fainting or new neurological symptoms require conventional evaluation.

Source bibliography: verification pending

• Seth AK, Critchley HD. Extending predictive processing to the body: emotion as interoceptive inference. Behav Brain Sci. 2013.

• Angleys H et al. The effects of capillary transit time heterogeneity on brain oxygenation. J Cereb Blood Flow Metab. 2015.

Editorial and clinical boundaries

This paper advances a causal thesis and identifies observations that would support or defeat it. It does not establish

a new diagnosis or treatment, and it should not be used to discontinue medically indicated care. Bibliographic entries

inherited from the original edition have not all been independently verified.
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