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The Brain's Electrical Noise Floor
Absurd Health Institute · Hypothesis and mechanistic perspective

Central hypothesis

Neural circuits require signals to be distinguishable from background activity. This essay proposes
that certain disorders may involve reduced reliability of neural signaling because the cellular
environment amplifies spontaneous activity, disrupts inhibitory timing or weakens sensory filtering.
“Noise floor” is a technical analogy; it is not an accepted psychiatric diagnostic construct.

The biological route

Astrocytic glutamate transport, potassium buffering, interneuron inhibition, myelination,
neuromodulatory gain and neurovascular support can all influence signal fidelity. Changes in one
subsystem might increase trial-to-trial variability or promote network instability even without gross
neuronal loss. The concrete hypothesis is that combined glial and metabolic stress can shift how
strongly a circuit responds to irrelevant versus relevant inputs.

A deeper interrogation

The analogy to telecommunications is useful only if handled carefully. Every biological circuit
contains spontaneous activity; in fact, stochasticity contributes to exploration and flexible behavior.
A silent brain is not a healthy brain. What matters is the relation between fluctuations and
information carried by signals needed for a particular task. An experiment could measure how
reliably a sensory stimulus is encoded under varying metabolic or inflammatory states, not merely
record that an EEG trace looks noisy. Astrocytes are candidate regulators because they clear
synaptic glutamate and buffer ions; their performance influences the temporal and spatial
boundaries of excitation. Yet the causal chain from a glial perturbation to depression or
hallucination is long and uncertain. A biological change might influence information processing
without determining symptom content. This framework should therefore separate cellular signal
fidelity, circuit computation, conscious experience and clinical diagnostic categories. A convincing
advance would demonstrate a phenotype-specific correspondence among those levels. Without it,
“noise” remains a compelling metaphor rather than a psychiatric biomarker.

Alternative explanations and limits

Noise measures differ radically across EEG, neural recordings, behavior and subjective symptoms;
some variability is adaptive and essential to learning. Claims about hallucinations or ADHD cannot
be inferred from a generic increase in signal variance. Distinct psychiatric syndromes require
separate explanatory evidence.

What would change the conclusion?

The proposal should specify a measurable network parameter, a circuit, a patient phenotype and a
predicted dose-response relationship. If greater measured neural variability improves information
processing, or is unrelated to clinical symptoms, the claim must be narrowed. It also must be



ABSURD HEALTH INSTITUTE  /  FRONTIER MEDICAL CONCEPT PAPERS 2

compared against established neurotransmitter and network models.

The distinctive prediction

Signal fidelity should predict task-specific perception or cognition better than global labels such as
“brain inflammation.” Different circuits may show different noise properties, and some increases in
variability may improve rather than impair performance.

Clinical interpretation

This framework is useful for interdisciplinary hypothesis formation, but does not imply that
“electrical noise” can be cured by detoxification, arbitrary electrolyte mixtures or commercially
marketed brain devices.
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Editorial note: Original theoretical perspective, not an original clinical study, validated diagnosis, or treatment protocol.
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