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The N2 Razor: A Diagnostic Heuristic
Nociceptive vs Neuroceptive
The nociceptive/neuroceptive binary is the difference between a negative trauma based tag and a
metacognitive narrative tag.

The N2 Razor to distinguish between trauma (hardware) and narrative (software):

Nociceptive / Trauma - Neuroceptive / Narrative

e N1 (Nociceptive Tag):Pathological Baseline":Accidental somatic stress during a hyperplastic
window creates an "Unsolicited Hardware Installation..

e N2 (Neuroceptive Tag): A hypothetical, therapeutic intervention":The purposeful convergence of
high-intensity somatic data and a "Safe-State" neuroception creates a "Solicited Hardware
Overwrite."

Abstract

Tri-Modal Neuro-Somatic Convergence (TMNSC): A Bi-Directional Phase-Shift
Model of Nociceptive Consolidation and Somatic Recovery

Traditional trauma interventions often distinguish between "top-down" cognitive reframing
and "bottom-up" somatic regulation. This paper proposes a unified mechanism, Tri-Modal
Neuro-Somatic Convergence (TMNSC), which suggests that high-intensity trauma is not
merely a narrative error but a Nociceptive Hardware Installation. By applying the N2
Razor, we can identify "trauma tags" written into the nervous system during hyperplastic
windows of high adrenergic arousal. This model identifies a specific Bi-Directional
Property of neural plasticity: the same tri-modal conditions required to install a
maladaptive identity (Somatic Signal + Neurochemical Bath + Narrative Construction) are
theoretically required to facilitate a Hardware Overwrite. This paper outlines the
biological convergence of endorphin-mediated plasticity and the BDNF Window,
providing a mechanistic framework for understanding how high-intensity somatic stimuli
can serve as an aperture for permanent identity reconstruction.
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Based on Bessel van der Kolk’s seminal work, The Body Keeps the Score and
combined with Synaptic Tag and Capture (STC) hypothesis, this theory suggests that
trauma is not merely a memory; it is a Maladaptive Installation. During the original
traumatic event, the brain’s hyperplastic window opens, creating a Nociceptive Tag which
captures a specific neurochemical state, hard-coding it into the nervous system.

This paper introduces the N2 Razor as a diagnostic shorthand to distinguish between
Neuroceptive narrative errors and Nociceptive hardware errors. It proposes the Tri-Modal
Neuro-Somatic Convergence (TMNSC) window as the biological threshold required to
re-access these tags and perform a Hardware Overwrite.

(New Clinical Definitions)

Nociceptive Tagging: The pathological process where the brain, during a high-arousal hyperplastic
window (trauma), "writes" a specific memory or negative identity into a physical site of injury or a scar.
Nociceptive Anchoring: The state of being "pinned"” to a victim identity (the "Gollum" state) because the
body’s nociceptive hardware is constantly reporting the "trauma tag" to the brain.

Neuroceptive Tagging: This new tag captures the same plasticity proteins that the trauma once did, but
it binds them to a new narrative
Installation vs. Editing: The logic that PTSD is a Maladaptive Installation rather than a bad story.
Because it was installed during a hyperplastic window, it cannot be "edited" via software (talk therapy)
and requires a Hardware Overwrite.

Tri-Modal Neuro-Somatic Convergence (TMNSC)

TMNSC is a Biological Convergence Zone of several known gold star standards intended to be viewed
as an addendum to standard synaptic tag and capture theory and an avenue to enhance the "Top-Down"
limitations of traditional talk therapy.

e The "Nociceptive Tagging" can be anchored in a Pathological Circuit tied to somatic triggers in
the peripheral nervous system leading to a pathological loop of association. It's not that the skin
itself has a memory, but that the Primary Afferent Neurons (nerves in the skin) and the Dorsal
Horn of the spinal cord have been "sensitized" and tied to Associative neural pathways. This is
known as "Peripheral Sensitization" leading to "Central Sensitization.”

e The TMNSC Solution: The somatic stimulus (ice, electricity, or needle) provides a "Bottom-Up"
signal. It forces the nervous system to prioritize the immediate physical sensation, creating a
momentary "reset" in the autonomic nervous system. This is the Somatic Aperture.

e Neuroceptive Tagging: By intentionally using controlled somatic stress within an environment of
safety and trust, the clinician creates a new "tag." This new tag captures the same plasticity
proteins that the trauma once did, but it binds them to a new narrative.



The "Compounding Lens" as a Multiplier

The Observation: In neurobiology,this is often referred to as Allostatic Overload. When multiple systems
(HPA axis, Sympathetic Nervous System, and Limbic System) are triggered simultaneously, the
"Hyperplastic Window" doesn't just open; it is blown wide open.

* The Result: The brain "tags" the accidental nociceptive data and binds it to a narrative of victimhood.
This is what makes the trauma so "sticky"—it is anchored by the most high-priority data the brain can
process- a weak stimulus can be made permanent if it occurs near a strong stimulus that triggers Protein
Synthesis-Dependent Potentiation (PRP). This suggests that the depth of the "Chemical Stain" is
directly proportional to the intensity of the arousal and for a "Hardware Overwrite" to occur, the somatic
stimulus (the strong input) must trigger the high-arousal hyperplastic window, allowing the new narrative
(the weak input) to be "captured” by the existing synaptic tags.

* Trauma Multiplier: (Violence x Isolation x Negative Narrative) = Deep Pathological Installation.
* TMNSC Multiplier: (Somatic Intensity x Trust x Positive Narrative) = Deep Therapeutic Installation.

The EMDR Parallel- High-Intensity Bilateral Stimulation. Clinicians already accept that moving eyes
left-to-right (EMDR) helps process trauma. This proposes that a Tri-Modal approach (Somatic + Neuro +
Narrative) is the "High-Definition" version of that same process.

The Neurological Mechanism of Tri-Modal Neuro-Somatic
Convergence Window (TMNSC)

The Tri-Modal Neuro-Somatic Convergence Window (TMNSC) is the purposeful convergence of
high-intensity somatic data, neurochemical bathing, and narrative restructuring that suggests a precise
'Aperture’ for trauma resolution and "Solicited Hardware Overwrite.

Somatic (High-Intensity Bilateral Stimulation)
The physical stressor—whether it's Vagus Nerve Stimulation (VNS), Cold Pressor Tests, the
acupuncturist needle or various other emerging somatic therapy of sufficient intensity —that triggers the
peripheral nervous system.

1. Neuro (The Bath): the specific neurochemical cascade that creates the window of
hyperplasticity. The simultaneous release of:

e beta-Endorphins: To provide the "analgesic glow" that downregulates the amygdala (the
"Alarm").

e Oxytocin: To foster the "Sovereign Trust" needed for narrative restructuring.



e Brain-Derived Neurotrophic Factor (BDNF): The actual "fertilizer" for synaptic plasticity that
allows for the permanent "stain" of the new memory.

e Narrative (The Construction): The talk therapy and frontal cortex work that provides the new
"map" for the memory.

The "Chemical Stain" Explanation: TMNSC as "Chemical-Associative Tagging, uses a combination
of somatic stress and narrative therapy to leverage The BDNF window and memory reconsolidation via
Synaptic Plasticity: During the reconsolidation window, new neural pathways are formed and are
essentially adding a "calming"” layer of data to the original memory file.

Top-Down Control: As the PFC strengthens its connection to the amygdala, it gains the ability to send
"inhibitory" signals.

The BDNF Window (The "Fertilizer" Eff
The Science: Acute sensory stimulation (like high-intensity interval exercise or targeted needling) causes
a spike in Brain-Derived Neurotrophic Factor (BDNF), which is the primary protein responsible for
synaptic plasticity.
* The Citation: The Neuroprotective Role of Acupuncture and Activation of the BDNF Signaling Pathway
(2014/2026 update).
Peak Elevation: In human subjects, serum and plasma BDNF levels typically peak within 15 to 30
minutes of high-intensity stimulus (HIIE or acute somatic stress).
Rapid Normalization: Data suggests that these levels often begin a rapid return to baseline within 60
minutes post-stimulus.
Implication: This observes that the most "plastic" moment for a Hardware Overwrite is the hour
immediately following the somatic induction, even though the broader metabolic window remains open for
up to three hours. This is the "Open Aperture" period.

Adrenergic-Induced Memory Consolidation (The "Inverted-U")
The Science: Moderate stress releases epinephrine and norepinephrine. There is a non-linear
"Inverted-U" relationship where a moderate amount of arousal enhances memory consolidation, while too
much (shock) or too little (boredom) inhibits it.
* The Citation: The Inverted "U-Shaped" Dose-Effect Relationships in Learning and Memory: Modulation
of Arousal and Consolidation (PMC2657842).
» The Evidence: Research confirms that peripheral epinephrine levels directly influence the brain's ability
to move information from the Amygdala to the Prefrontal Cortex.
*Application: a potential "dosing" tool for epinephrine, keeping the client in that optimal "U-zone" for
therapeutic processing.

Vagal Nerve Stimulation & Fear Extinction
The Science: Peripheral needling (specifically auricular or near-nerve stimulation) can modulate the
Autonomic Nervous System through the Vagus Nerve. This helps "fear extinction"—the process of
unlearning a trauma response.
» The Citation: Effectiveness of Vagus Nerve Stimulation by Auricular Acupuncture for Fear Extinction in
PTSD (Cynthia Nobriga, South Baylo University).




» The Evidence: Peripheral nerve stimulation provides measurable outcomes in reducing the "alarm"
response of the Amygdala when paired with exposure-based therapy.

Transverse Symmetry:

If Tri-Modal Neuro-Somatic Convergence (TMNSC) is the intentional, controlled method for healing, then
"Trauma" is simply the accidental, chaotic version of that same process. Furthermore, the Transverse
effect provides a framework for how this specific lensing of variables can prime the brain to be more
sensitive to trauma in this heightened state of neuroplasticity, suggesting a potential mechanism for how
the human mind stores trauma and why standard talk therapy can stall out. This indicates a fundamental
biomechanical basis for the mechanisms of somatic trauma therapy.

TMNSC Transverse Property: A Symmetry of Installation

The biomechanical math of the TMNSC Window—the forward-moving process of the Hardware
Overwrite—reveals a staggering inverse. In biology, a mechanism that can be used to uninstall a program
is, by definition, the same mechanism through which that program was originally written. This is the
Transverse Property in action, a Phase-Shift in the brain’s architecture during extreme stress.

e The Installation: The Transverse Effect occurs here. The trauma is not just a memory; itis a
high-definition, tri-modal installation (Somatic, Neurochemical, Narrative).

e The Shielding: As the stress subsides, the "aperture” closes. The brain "hardens" around the
Maladaptive Program, effectively shielding the Nociceptive Tag from the outside world.

This suggests that the same convergence of somatic intensity and neurochemical arousal used for

healing is the primary architecture of human injury. The implications of the Transverse Property are

potentially profound. It identifies a specific, hyper-vulnerable state of the human nervous system—a
"Softened Brain" window where the environment, the witness, and the physical sensation are permanently

"Stained" into the hardware.

When this window is opened without intent, the result is a Maladaptive Installation that no amount of

subsequent "Software" editing can reach. We are left with a Nociceptive Anchor that functions as a silent,
persistent broadcast of the past.

The "Transverse Property"” Summary

e The Maladaptive Installation: High Arousal + Cortisol/Adrenaline + Victim Narrative = Trauma
Tag.

e The Hardware Overwrite: High Arousal (Somatic) + Endorphin/Oxytocin (The Bath) + Sovereign
Choice (Construction) = Identity Restoration.



Lane The TMNSC Solution The Pathological Origin

Somatic  |Controlled Stressor: (e.g., Ice Accidental Trauma: (e.g., Injury,
bath, electrode, acupuncture assault, sudden physical shock) that
needle etc) to open the window. forces the window open.

Neuro The "Glow" Bath: Endogenous The "Acid" Bath: Cortisol and
opioids and oxytocin to "stain" the |adrenaline that "stain" the memory with

memory with safety. terror and hyper-vigilance.
Narrative [The Author: "l am the one who The Victim: "l am the one things
survived and chose to heal." happen to; | am broken/unsafe."

STC Theory proves how tags are captured.
BDNF Metabolism defines the window's duration.
Proportional Loading explains why high-intensity stimulus is required.
The N2 Razor identifies which patients need this "Hardware" approach in addition to "Software" (talk)
therapy.

The Somatic Loading Paradox

While the Tri-Modal Neuro-Somatic Convergence (TMNSC) framework provides the biological
"how" of trauma overwriting, it leaves a significant "where" to be determined by the clinical
community.

If we accept the N2 Razor, we must acknowledge that N1 (Nociceptive) hardware installations
require a proportional somatic load to trigger the necessary BDNF-mediated hyperplastic



window. This suggests a direct correlation between Somatic Intensity and the Depth of
Overwrite.

We are then left with a critical question regarding the current landscape of trauma care:

"If the efficacy of a Hardware Overwrite is dependent on crossing a specific somatic
intensity threshold (the Somatic Aperture), where do our current evidence-based
somatic modalities—ranging from low-intensity grounding exercises to
high-intensity peripheral stimulation—fall on a standardized Scale of Somatic
Loading? Furthermore, if a modality fails to reach the loading threshold required for
Protein Synthesis-Dependent Potentiation (PRP), are we inadvertently attempting
to 'software-edit' a hardware installation, thereby limiting the patient to management
rather than resolution?"

*Personal Note from the author*

As a Mastectomy Tattoo Practitioner, | have spent a decade witnessing the "Score" that these

unintended installations leave behind in the tissue of survivors. | have observed the biological

reality of this property in the lives of hundreds of individuals who were technically "healed" but
remained neurologically "installed" with the identity of the subjected victim.

Because | operate outside the clinical and legal authority of the medical institutions, | must stop
at the threshold of observation while pursuing further education. However, | offer this
framework—the "Thermodynamics of Trauma"—to the academic community. | leave the
vacuum of these implications to those with the credentials to fill it.



Limitations and Further Study

While the TMNSC framework identifies the biological "aperture” required for a
hardware overwrite, several variables remain outside the scope of this foundational
observation and require rigorous empirical investigation:

1. The Threshold of Somatic Loading: While this model posits that a specific
intensity of somatic signaling is required to trigger the Adrenoceptor
Switch, the precise "Goldilocks Zone" of stimulus—sufficient to open the
hyperplastic window without inducing secondary trauma—nhas yet to be
quantified across different clinical modalities.

2. The Endorphin Bank Depletion Rate: Observational data suggests a finite
temporal window for effective neurochemical buffering (the "Bath"). Further
longitudinal study is required to determine the metabolic "burn rate" of
endogenous opioids during sustained somatic loading and to establish safe
termination points for high-intensity interventions.

3. Cross-Modality Efficacy: The TMNSC mechanism is proposed as a
universal biological law; however, the comparative efficacy of different
"keys" (e.g., thermal stress, bilateral needling, or intensive breathwork) in
accessing the Nociceptive Tag requires controlled, peer-reviewed trials.

4. Narrative Timing (The T+30 Window): Further research is needed to map
the exact timing of narrative introduction within the post-stimulus BDNF
Window to ensure maximum protein-dependent memory reconsolidation.

*Citations™

Core Neurobiological Foundations

e The Adrenoceptor Switch & PFC Function:
o Arnsten, A. F. (2026 update). Adrenergic Pharmacology and Cognition: Focus on
the Prefrontal Cortex.
o Ramos, B. P., & Arnsten, A. F. Pharmacology and Cognition: Focus on the
Prefrontal Cortex.



o $lalpha$2A-adrenoceptor stimulation improves prefrontal cortical regulation of
behavior.
e Memory Reconsolidation & STC Theory:
o Lei, M. (2022). Memory Reconsolidation in Trauma-Like Memory. University of
Birmingham.
o The neurobiological bases of memory formation: from physiological conditions to
psychopathology.

The BDNF & Plasticity Window

e Acupuncture & Somatic Induction:
o The Neuroprotective Role of Acupuncture and Activation of the BDNF Signaling
Pathway (2014/2026 update).
o Antidepressant-like effects of acupuncture involve the ERK signaling pathway.
e Temporal Dynamics:
o Effect of acute psychosocial stress on the brain-derived neurotrophic factor in
humans.
o BDNF Responses to Physical Exercise and Mindfulness: Associations with
Working Memory.

The "Inverted-U" & Arousal Modulation

e Yerkes-Dodson Physiology:
o The Inverted "U-Shaped" Dose-Effect Relationships in Learning and Memory:
Modulation of Arousal and Consolidation.
e Adrenergic Influence:
o Norepinephrine Induces PTSD-Like Memory Impairments via Regulation of the
S\beta$-Adrenoceptor-cAMP/PKA.
o Greater Norepinephrine Increase from Vyvanse Underlies a Distinct Cognitive
Shift.

Vagal Modulation & Fear Extinction

e Vagus Nerve Stimulation (VNS):
o Nobriga, C. Effectiveness of Vagus Nerve Stimulation by Auricular Acupuncture
for Fear Extinction in PTSD. South Baylo University.
Vagus nerve stimulation (VNS): recent advances and future directions.
VNS modulates synaptic plasticity via Trk-B receptor activation to reduce
drug-seeking.

Parietal Activation & Proprioceptive Tethering

e Spatial & Somatic Integration:



o Characterising the contribution of auditory and somatosensory inputs to
TMS-evoked potentials.
Bilateral parietal activations for complex visual-spatial functions.
Dissociating prefrontal and parietal cortex activation during arithmetic processing.

The "Chemical Stain" (Endorphins & Oxytocin)
e beta-Endorphins:
o Roles of $\beta$-Endorphin in Stress, Behavior, Neuroinflammation, and Brain
Energy Metabolism.
o The role of endorphins in stress: Evidence and speculation.

e Oxytocin:
o Oxytocin — A Multifunctional Analgesic for Chronic Deep Tissue Pain.
o The Yin and Yang of the oxytocin and stress systems: determinants of lifelong
health.
o Effect of Intranasal Oxytocin on Acute Psycho-Social Stress-induced Cortisol

Increase.
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