Proposed Bioelectric Dissonance Pathway to Autoimmunity

Non-native EMF exposure — S4/CYBS5B timing disruption — immune mis-coding, sterile danger signaling, and breakdown of self-tolerance
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2. Immune decision hardware 3. Immune timing-code corruption

Small persistent timing errors may mimic distress or impair tolerance
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4. Three converging autoimmune lanes
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Proposed mechanistic integration

Biologically grounded synthesis, not settled proof

5. Autoimmune escalation
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