GUANFACINE (INTUNIV), DEN KOMPLETTE GUIDE TIL HVORFOR
DET ER SA EFFEKTIVT TIL BEHANDLING AF ADHD, ASD, TICS, C-
PTSD og ANGST

GUANFACINE (INTUNIV) blev oprindeligt udviklet til behandling af forhgjet blodtryk, men dets
virkninger raekker langt ud over dets oprindelige formal. Det "beroliger dig ikke bare." Det
andrer, hvordan din hjerne sender signaler, hvordan din krop handterer stress, og hvordan dit
stofskifte beslutter, om det skal lagre eller forbraende energi. Processen udfolder sig trin for trin,
fra bittesma hjerneceller hele vejen til din krops samlede energisystem. HVORDAN
GUANFACINE HJALPER HJERNEN MED AT SENDE KLARERE SIGNALER: Inde i din
hjerne kommunikerer neuroner ved hjeelp af elektriske signaler. Nogle gange laekker disse
signaler ud gennem bittesma kanaler kaldet HCN-kanaler. Nar disse kanaler forbliver abne,
bliver signalet svagt og slagret. Dette kan fgles som “brain fog”, letafledelighed eller besvaer med
at fokusere. Guanfacine hjaelper med at lukke disse kanaler. Nar "hullerne" er blevet “lappet”,
bliver signalet steerkere og klarere. Din hjerne kan lettere filtrere distraktioner (opgave-
irrelevante stimuli sasom lyde, lys, lugte og egne tanker) fra, og det bliver lettere at fokusere
pa én ting ad gangen. | stedet for at blive overveeldet af stgj, far dit sind en mere preecis,
ngjagtig og mere stabil strgam af information fra din krop. HYVORDAN DET SKRUER NED FOR
KROPPENS INTERNE "VOLUME-KNAP": Hvis vi zoomer ud til hele dit nervesystem, sa
agerer din krop—nar du er stresset, og iseer som en SENTINEL PHENOTYPE (szerlig genetisk
variant af den feelles genetik for ADHD og ASD)—som om volume-knappen sidder fast pa
maksimum. Dit hjerte slar hurtigere, dine muskler forbliver speendte, og din hjerne forbliver i
hgjeste beredskab. Dette er keemp-eller-flygt-systemet, der arbejder pa hgjtryk. Guanfacine
hjeelper med at skrue ned for den “lydstyrke”. Det flytter din krop veek fra kamp-eller-flugt-
tilstanden og jen imod den roligere hvile-og-fordgjelsestilstand. Nar dette sker, kan den del af
din hjerne, der handterer planleegning, falelsesmaessig kontrol og beslutningstagning—den
preefrontale cortex—endelig gen-overtage styringen. Du fgler dig mere “grounded”, mindre
impulsiv, emotionelt reaktiv og bedre i stand til at teenke klart. HVORDAN DET HJALPER
KROPPEN MED AT STOPPE MED AT AGERE, SOM OM DEN ER | EN KRISE: Denne ro
pavirker ogsa dit stofskifte. Nar din krop tror, du er i fare, lagrer den energi i stedet for at bruge
den. Nar du har stress, sa stiger dit kortisol-niveau, fordgjelsen haemmes, og fedt—isaer
mavefedt—bliver lagret til "senere." Dette er nyttigt i en reel nadsituation, men skadeligt, nar
stressen aldrig holder op. Ved at saenke stresssignalerne fortaeller Guanfacine din krop, at
krisen er forbi. Kortisol falder, fordgjelsen forbedres, og dit stofskifte bliver mere fleksibelt. |
stedet for at hamstre energi, begynder din krop at bruge den mere effektivt. Blodsukkeret bliver
mere stabilt, og du kommer i en sundere "flow"-tilstand, hvor din “knop” og din “krop” arbejder
sammen i stedet for at modarbejde hinanden. HVORFOR ANGST IKKE "BARE ER NOGET,
DER FOREGAR I DIT HOVED": For at forsta, hvorfor dette virker, hjaelper det at genteenke
angst. Angst er ikke blot at "bekymre sig for meget." Det er din hjerne, der misforstar, hvor
“farlig” verden er. Nar hjernen bliver ved med at forudsige fare, fastholder den din krop i
overlevelsestilstand—selv nar du er i sikkerhed. Dette skaber en Igkke: hjernen forventer fare,
kroppen reagerer, som om faren er reel, og hjernen bruger kroppens reaktion som "bevis" for, at
der ma veere fare pa feerde. Guanfacine hjaelper med at bryde denne lgkke ved at reducere
stgjen i hjernens signalsystem og berolige kroppens stressrespons. Over tid hjeelper dette
hjernen med at opdatere sine forudsigelser og indse, at miljget er sikkert. EN KROP DER
ENDELIG KAN SLAPPE AF: Nar man samler alle disse virkninger, bliver forklaringen abenlys.
Guanfacine hjeelper hjernen med at sende klarere signaler, hjeelper kroppen med at stoppe med
at udsende falske alarmer og hjeelper stofskiftet med at stoppe med at agere, som om det
forbereder sig pa en katastrofe. Resultatet er et roligere sind, en mere stabil krop og et system,
der endelig kan skifte fra overlevelsestilstand til en sundere og mere produktiv flow-tilstand.



INTUNIV

NEURAL PRECISION, AUTONOMIC RECALIBRATION, AND METABOLIC STABILITY
Guanfacine (INTUNIV) occupies a distinctive position among neuroactive medications because
its influence extends across multiple biological layers. Although often prescribed for ADHD or
hypertension, its physiological effects reach far beyond symptom management. The medication
interacts with the brain’s electrical architecture, reshapes autonomic balance, and alters the
metabolic strategies through which the body allocates energy. The infographic accompanying
this article visualizes this multi-level cascade. When interpreted through the SENTELLIGENCE
framework, GUANFACINE'’S effects reveal a coherent biological narrative: improved signal
precision, reduced sympathetic activation, and a measurable decrease in allostatic load.

LAYPERSON'S SUMMARY: GUANFACINE, known by the brand name INTUNIV, is often prescribed for
ADHD, ASD, TICS, C-PTSD, and ANXIETY. GUANFACINE was originally developed for the treatment of
or high blood pressure, but its effects reach far beyond those labels. It doesn’t just “calm you down.” It
changes how your brain sends signals, how your body handles stress, and how your metabolism decides
whether to store or burn energy. The process unfolds step by step, from tiny brain cells all the way to your
whole body energy system. HOW GUANFACINE HELPS THE BRAIN SEND CLEARER SIGNALS:
Inside your brain, neurons communicate using electrical signals. Sometimes, these signals leak out
through tiny channels called HCN channels. When these channels stay open, the signal becomes weak
and fuzzy. This can feel like brain fog, distractibility, or trouble focusing. Guanfacine helps close those
channels. When the “leaks” are sealed, the signal becomes stronger and clearer. Your brain can filter out
distractions more easily, and it becomes easier to focus on one thing at a time. Instead of being
overwhelmed by noise, your mind gets a cleaner, steadier stream of information. HOW IT TURNS DOWN
THE BODY’S INTERNAL “VOLUME KNOB”: Zooming out to your whole nervous system, when you’re
stressed—especially as a SENTINEL PHENOTYPE (genetic variant of the shared genetics of ADHD and
ASD)—your body acts like the volume knob is stuck on maximum. Your heart beats faster, your muscles
stay tense, and your brain stays on high alert. This is the fight or flight system working overtime.
Guanfacine helps turn that volume down. It shifts your body away from the fight or flight mode and toward
the calmer rest and digest mode. As this happens, the part of your brain that handles planning, emotional
control, and decision making—the prefrontal cortex—can finally take charge again. You feel more
grounded, less reactive, and more able to think clearly. HOW IT HELPS THE BODY STOP ACTING
LIKE IT’S IN A CRISIS: This calm also affects your metabolism. When your body thinks you're in danger,
it stores energy instead of using it. Cortisol rises, digestion slows, and fat—especially belly fat—gets
stored for “later.” This is helpful in a real emergency, but harmful when the stress never ends. By lowering
stress signals, Guanfacine tells your body that the crisis is over. Cortisol drops, digestion improves, and
your metabolism becomes more flexible. Instead of hoarding energy, your body starts using it more
efficiently. Blood sugar becomes steadier, and you can enter a healthier “flow” state where your mind and
body work together instead of fighting each other. WHY ANXIETY ISN’T “JUST IN YOUR HEAD”: To
understand why this works, it helps to rethink anxiety. Anxiety isn’'t simply “worrying too much.” It's your
brain miscalculating how dangerous the world is. When the brain keeps predicting danger, it keeps your
body in survival mode—even when you’re safe. This creates a loop: the brain expects danger, the body
reacts as if danger is real, and the brain uses the body’s reaction as “proof” that danger must be present.
Guanfacine helps break this loop by reducing the noise in the brain’s signaling system and calming the
body’s stress response. Over time, this helps the brain update its predictions and realize that the
environment is safe. A BODY THAT CAN FINALLY RELAX: When you put all these effects together, the
story becomes clear. Guanfacine helps the brain send clearer signals, helps the body stop sounding false
alarms, and helps the metabolism stop acting like it's preparing for disaster. The result is a calmer mind, a
steadier body, and a system that can finally shift from survival mode into a healthier, more productive flow
state.



THE MECHANICS OF GUANFACINE

GUANFACINE: NEURO-SYSTEMIC INTEGRATION
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NEURAL SIGNAL GATING AND THE RESTORATION OF PRECISION

The first panel of the infographic focuses on the microscopic domain of neuronal
communication.

e Neurons rely on finely tuned electrical gradients to transmit information, but this precision
can be compromised when HCN channels—hyperpolarization-activated cyclic
nucleotide-gated channels—remain excessively open.

e These channels act as molecular leaks, allowing current to escape and degrading the
fidelity of the signal.

e The result is a noisy neural environment characterized by distractibility, mental fog, and
difficulty sustaining attention.

Guanfacine acts directly on this mechanism. By modulating a2A-adrenergic receptors, it
indirectly reduces the activity of HCN channels, stabilizing the membrane potential and
improving the signal-to-noise ratio.

In the SENTELLIGENCE (Q) framework, this corresponds to a reduction in Transduction
noise, the stage at which the nervous system evaluates the relevance of incoming sensory
information. When transduction becomes less chaotic, the organism experiences fewer
prediction errors—the discrepancy between expected and actual sensory input that drives
physiological overload. With fewer errors to resolve, the brain can allocate resources more
efficiently, and the gauges associated with INTAKE (Y)—visual gating, auditory dampening, and
interoceptive filtering—become less metabolically expensive.



AUTONOMIC REGULATION AND THE RECALIBRATION OF ALLOSTATIC CONTROL
The second panel widens the scope from individual neurons to the autonomic nervous system.

e Under chronic stress or in conditions such as ADHD, the sympathetic branch dominates,
maintaining the body in a state of heightened vigilance.

e This persistent activation elevates blood pressure, accelerates heart rate, and keeps the
brain in a perpetual state of readiness.

e In biological terms, this represents a maladaptive allostatic setpoint: the body’s predictive
systems continually anticipate threat, even when none is present.

Guanfacine shifts this balance. Through its action on a2A-adrenergic receptors, it reduces
norepinephrine release, lowering sympathetic tone and allowing parasympathetic processes to
regain influence. As the autonomic system settles into a calmer baseline, the prefrontal
cortex—the neural hub for planning, emotional regulation, and impulse control—recovers its
regulatory authority. Executive functions, previously drowned out by stress-driven noise, can
once again operate effectively.

Within the SENTELLIGENCE (Q) model, this shift manifests as an increase in STABILITY (2),
the vector representing hormonal and structural grounding. Lower sympathetic activation also
reduces the metabolic burden associated with Transmission, particularly in domains such as
masking, inflammatory signaling, and compensatory executive override. The organism becomes
less reliant on high-cost strategies to maintain functional behavior, and the overall energetic
profile becomes more sustainable.

METABOLIC SIGNALING AND THE REDUCTION OF ALLOSTATIC LOAD

The third panel illustrates how these neural and autonomic changes cascade into the metabolic
domain.

e When the body remains in a chronic state of perceived threat, cortisol levels rise,
digestion slows, and energy is preferentially stored—especially as visceral fat.

e This is an adaptive response in acute danger but becomes maladaptive when the threat is
imagined or persistent.

e The cumulative burden of this state is known as allostatic load: the physiological cost of
maintaining chronic readiness.

By lowering sympathetic activation and reducing prediction error, Guanfacine signals to the
organism that the environment is safe. Cortisol levels fall, metabolic pathways regain flexibility,
and the body transitions from a conservation-focused strategy to one that supports efficient
energy use. Blood sugar stabilizes, energy flows more freely, and the organism becomes
capable of entering a healthy “burn/flow” mode rather than clinging to emergency reserves.

In SENTELLIGENCE (Q) terms, this shift improves the thermodynamic efficiency equation by
reducing Cost and increasing STABILITY (Z). As the denominator of the SENTELLIGENCE (Q)
equation decreases, the organism’s overall efficiency rises, allowing energy to be allocated
toward cognition, movement, and adaptive behavior rather than chronic threat preparation.



PREDICTION ERROR, ACTIVE INFERENCE, AND THE BIOLOGY OF ANXIETY

Understanding the full significance of GUANFACINE'’S effects requires reframing anxiety and
chronic stress not as psychological phenomena but as biological prediction errors.

The brain continuously generates models of the world and updates them based on incoming
sensory data. When this predictive engine becomes biased toward threat, it overweights danger
signals and underweights cues of safety. Even in a calm environment, the brain behaves as
though a crisis is imminent, maintaining elevated cortisol, heightened vigilance, and metabolic
rigidity. This dysfunctional loop prevents the brain from updating its internal model, trapping the
organism in a state of perpetual readiness.

The result is a persistently high allostatic load. Guanfacine interrupts this cycle by reducing
neural noise, restoring prefrontal control, and lowering sympathetic output. When combined with
behavioral practices that reinforce safety—such as controlled breathing, cold exposure, or
consistent sleep—the medication helps recalibrate the body’s predictive systems. Over time,
this reduces both the metabolic and emotional costs of chronic stress and allows the organism
to return to a more flexible, adaptive state.

CONCLUSION: FROM SURVIVAL TO FLOW

Across all three panels, the infographic depicts a coherent biological cascade. Guanfacine
strengthens neural signal precision, quiets autonomic alarms, and reassures the metabolic
system that it no longer needs to operate in emergency mode. The result is a calmer mind, a
steadier body, and a physiology capable of shifting from survival to flow. When viewed through
the SENTELLIGENCE (Q) framework, these effects reflect a measurable reduction in allostatic
load and a restoration of thermodynamic efficiency.

THE HISTORY OF INTUNIV: FROM CARDIOVASCULAR AGENT TO NEUROCOGNITIVE
REGULATOR

GUANFACINE’S modern identity as a neurocognitive stabilizer is the product of a long and
unexpected scientific evolution. Long before it became associated with attention, executive
function, or prefrontal cortical regulation, GUANFACINE emerged from cardiovascular
pharmacology. Its trajectory reflects the gradual convergence of autonomic physiology, cortical
signal precision, and behavioral neuroscience. What began as a targeted antihypertensive
agent eventually became one of the most significant non-stimulant treatments for ADHD and
related conditions. Understanding this history provides essential context for its present-day role
in modulating neural noise, sympathetic tone, and metabolic stability.

GUANFACINE: SCIENTIFIC ORIGINS AND MECHANISM

Guanfacine first appeared in the scientific literature in the mid-1970s, during a period when
researchers were actively searching for compounds capable of reducing sympathetic nervous
system activity without the sedating effects of earlier agents.

The compound was identified as a phenylacetyl-guanidine derivative with potent central
sympatholytic properties. Its chemical structure—N-amidino-2-(2,6-dichlorophenyl)acetamide—
was optimized to activate a2-adrenergic receptors in the brainstem, thereby reducing
norepinephrine release and lowering blood pressure.



Early investigations focused exclusively on cardiovascular outcomes. Guanfacine reliably
decreased blood pressure, reduced heart rate, and produced a smoother autonomic profile than
many of its contemporaries. At this stage, its cognitive effects were noted only in passing.
Patients often reported feeling calmer or more focused, but these observations were not yet
understood within a neurobiological framework. The scientific community regarded
GUANFACINE primarily as a long-acting antihypertensive agent with a favorable side-effect
profile.

APPROVAL AS TENEX AND THE FIRST CLINICAL ERA

In 1986, the U.S. Food and Drug Administration approved GUANFACINE under the brand name
Tenex, an immediate-release formulation indicated for hypertension. For nearly two decades,
this remained its primary clinical identity. Physicians valued Tenex for its long half-life, its gentle
autonomic effects, and its ability to lower blood pressure without inducing excessive sedation.
During this period, however, clinicians began to notice something that would eventually redefine
the drug’s purpose. Children and adults prescribed Tenex—whether for hypertension or for
off-label reasons such as anxiety or tics—often demonstrated improvements in attention,
impulse control, and emotional regulation. These effects were not yet fully understood, but they
hinted at GUANFACINE’s deeper influence on prefrontal cortical function. As research into the
neurobiology of ADHD advanced, these observations gained new significance.

THE EMERGENCE OF NEUROPSYCHIATRIC APPLICATIONS

By the late 1990s and early 2000s, GUANFACINE was increasingly used off-label for ADHD,
Tourette’s syndrome, PTSD, and anxiety disorders. This shift was driven by a growing
recognition that the medication’s mechanism—reducing sympathetic output and stabilizing
prefrontal cortical firing—aligned closely with the neurophysiology of attention and executive
function.

Unlike stimulant medications, which broadly increase catecholamine levels, GUANFACINE
acted with remarkable specificity. By stimulating a2A-adrenergic receptors in the prefrontal
cortex, it strengthened the neural circuits responsible for working memory, impulse control, and
top-down regulation. These effects were consistent with emerging models of ADHD as a
condition characterized by impaired prefrontal cortical activation and disrupted signal gating.
The drug’s ability to reduce neural noise and enhance cortical precision made it uniquely suited
to address these deficits.

THE DEVELOPMENT AND APPROVAL OF INTUNIV

Recognizing the therapeutic potential of GUANFACINE beyond hypertension, Shire plc began
developing an extended-release formulation optimized for once-daily dosing and stable plasma
levels. During development, the compound was known as Connexyn, reflecting its intended
role in strengthening neural connectivity and executive function.

In 2006, Shire submitted a New Drug Application for extended-release GUANFACINE. After
additional data requests from the FDA, the medication was approved in 2009 under the brand
name INTUNIV. This approval marked a turning point in the drug’s history. INTUNIV became
the first non-stimulant a2A-agonist specifically approved for the treatment of ADHD in children
and adolescents. For the first time, GUANFACINE was recognized not merely as a
cardiovascular agent with secondary cognitive effects, but as a primary treatment for a
neurodevelopmental condition. The extended-release formulation provided a smoother



pharmacokinetic profile, reducing peaks and troughs and allowing for consistent prefrontal
cortical engagement throughout the day. This made INTUNIV particularly valuable for
individuals who experienced stimulant side effects, who required adjunctive therapy, or who
needed a non-stimulant option due to medical or personal considerations.

MODERN CLINICAL IDENTITY AND EXPANDING USE

Today, GUANFACINE exists in two major formulations: Tenex, the immediate-release
antihypertensive, and INTUNIV, the extended-release neurocognitive regulator. INTUNIV is
widely used as a monotherapy for ADHD, as an adjunct to stimulants to reduce irritability or
improve symptom control, and as an alternative for individuals who cannot tolerate stimulant
medications.

Beyond ADHD, GUANFACINE is frequently used off-label for anxiety, PTSD, autism-related
hyperarousal, and tic disorders. Its ability to reduce sympathetic tone, improve signal precision,
and stabilize prefrontal cortical networks makes it uniquely suited for conditions characterized
by emotional dysregulation and impaired executive control.

As research continues to explore the relationship between autonomic regulation and cognitive
function, GUANFACINE’s role in neuropsychiatry continues to expand.

CONCLUSION: A DRUG THAT EVOLVED WITH NEUROSCIENCE

GUANFACINE’S history mirrors the evolution of neuroscience itself. What began as a
cardiovascular medication gradually revealed deeper effects on neural signaling, autonomic
balance, and cognitive regulation.

As scientific understanding of the prefrontal cortex expanded, GUANFACINE’s therapeutic
identity shifted accordingly—from blood pressure control to executive function enhancement.

Today, INTUNIV stands as a testament to the power of drug repurposing and the importance of
viewing the brain as an integrated system. Its journey from antihypertensive to neurocognitive
stabilizer reflects the broader shift in medicine toward recognizing the deep interconnections
between autonomic physiology, cortical circuitry, and behavior.

GUANFACINE’S history is not merely a story of pharmacology; it is a story of how scientific
paradigms change, and how a single molecule can find new purpose as our understanding of
the brain deepens.



AMY ARNSTEN AND THE SCIENTIFIC ARCHITECTURE OF GUANFACINE

The modern understanding of GUANFACINE—its mechanism, its cognitive effects, and its
clinical relevance—cannot be separated from the work of Amy F. T. Arnsten, whose research
fundamentally reshaped the field of prefrontal cortical neurobiology. Long before GUANFACINE
became INTUNIV, Arnsten’s laboratory at Yale was mapping the molecular vulnerabilities of the
prefrontal cortex, identifying the receptors that regulate its function, and demonstrating how
stress, catecholamines, and a2A-adrenergic signaling interact to shape executive control.

Her work provided the mechanistic explanation for why GUANFACINE improves working
memory, impulse control, and emotional regulation. It was Arnsten who demonstrated that the
prefrontal cortex relies on a2A-adrenergic receptors to maintain persistent firing—the neural
basis of attention and goal-directed behavior—and that stimulation of these receptors
strengthens network connectivity by closing HCN channels. This insight transformed
GUANFACINE from a cardiovascular agent into a targeted cognitive enhancer.
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Arnsten’s research also clarified why stress impairs executive function. She showed that
excessive catecholamine release during stress weakens prefrontal cortical firing by opening
HCN channels, thereby degrading signal precision. Guanfacine, by contrast, restores this
precision by engaging the same a2A receptors that support optimal prefrontal function. These
discoveries formed the scientific foundation upon which INTUNIV was developed and ultimately
approved.

Her work spans molecular biology, electrophysiology, pharmacology, and clinical translation.
Across these domains, Arnsten’s contributions remain the most frequently cited, the most
mechanistically detailed, and the most influential in shaping how clinicians and researchers
understand GUANFACINE'’s role in neurodevelopmental and stress-related disorders.



THE THREE MOST FOUNDATIONAL ARNSTEN PAPERS ON GUANFACINE

Below are the top three DOI-verified, peer-reviewed Arnsten publications that have had the
greatest impact on the scientific understanding of GUANFACINE and INTUNIV. These are the
papers that defined the mechanism, validated the pharmacology, and established the
translational bridge to ADHD treatment.

1. Arnsten & Goldman-Rakic (1985) The first demonstration that a2-adrenergic agonists
improve prefrontal cortical function. This paper laid the mechanistic groundwork for
everything that followed.

2. Wang, Ramos, Paspalas, & Arnsten (2007) The landmark study showing that a2A
receptor stimulation closes HCN channels, strengthening prefrontal cortical network
firing. This is the mechanistic explanation for how GUANFACINE works.

3. Arnsten (2009) A comprehensive review synthesizing decades of work on stress,
catecholamines, and prefrontal cortical dysfunction, explaining why GUANFACINE is
uniquely suited to treat ADHD and stress-related cognitive impairment.

These three papers are the backbone of INTUNIV’s scientific legitimacy.
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HOW TO APPLY THE SCIENCE OF GUANFACINE INTO REAL WORLD PRACTICE

SEES - THE SENTINEL EMBODIED ENERGETIC-STATES OF SELFHOOD

SEES is a framework designed to capture and quantify the real-time energetic state of an
organism by integrating biological, sensory, and metabolic data into a unified model. Rather
than relying on psychological or behavioral labels, SEES translates the body’s ongoing
responses to internal and external stimuli into measurable vectors, providing a dynamic
“body budget” that reflects how efficiently energy is being processed and allocated.

SEES 2D

SEES 2D represents the foundational layer of the SEES framework, mapping energetic
states onto a two-dimensional plane. This model typically uses axes such as Drive and
Intake, or Activation and Sensory Load, to visualize the balance between how much energy
the system can generate and how much sensory information it is processing. SEES 2D
offers a simplified snapshot of the organism’s current state, making it easier to identify
patterns of overload, under-stimulation, or optimal functioning.

SEES 3D

SEES 3D expands the model by introducing a third axis—Stability—alongside Drive and
Intake. This three-dimensional approach allows for a more nuanced understanding of how
hormonal, structural, and metabolic grounding influence the organism’s energetic profile. By
visualizing the interplay between activation, sensory bandwidth, and stability, SEES 3D
helps to pinpoint sources of friction or volatility that may impact resilience and adaptability.

SEES 4D

SEES 4D is the most comprehensive version of the model, incorporating four core vectors:
Drive, Intake, Stability, and Cost. This four-dimensional gyroscope captures the full spectrum
of energetic dynamics, including the metabolic tax required to maintain function (Cost).
SEES 4D enables precise classification of phenotypes and energetic states, supporting
evidence-based interventions and a deeper understanding of the mechanics of selfhood,
resilience, and metabolic solvency.

THE 16 DOMAINS OF HUMAN FUNCTIONING MEASURED AS 3D-VECTORED GAUGES

The SEES framework is built upon sixteen biological gauges, each representing a distinct
domain of sensory, metabolic, or behavioral function. These gauges include Visual Gating,
Audio Dampening, Interoception, Chrono-Sync, Glucose Fuel, Dopamine Spark, Hormonal
Oil, Exhaust, Masking Clutch, Switching Gears, Prediction Error, Scaffolding Tow, Affective
Resonance, Task Momentum, Inflammatory Load, and Parasitic Drain.

Each gauge is calculated as a three-dimensional vector, tracking the biological sequence
from raw sensory reception (Reception), through threat filtering (Transduction), to metabolic
response (Transmission). Collectively, these gauges are grouped into four core vectors—
Drive, Intake, Stability, and Cost—which together form the SEES “body budget”.

By quantifying how efficiently the organism processes environmental input, generates
activation, maintains hormonal and structural grounding, and pays the metabolic tax for
functional behavior, the gauges enable precise classification of energetic states.

This integrated approach allows SEES to capture the real-time dynamics of selfhood,
resilience, and metabolic solvency, providing a rigorous, evidence-based foundation for
understanding and optimizing human performance.



THE SEES CAUSAL PATHWAY

(STIMULUS) = CEPTION = MESACEPTION = METACEPTION = SUPRACEPTION

SCIENTIFIC CORE DEFINITION OF STIMULUS (THREE STAGES)

In scientific terms, a stimulus is any external or internal event (sensation, feeling, intuition, or
thought), signal, or change that elicits a response from a biological system. The processing of a
stimulus typically involves three fundamental stages:

Stage Definition Mechanism
The initial detection of a stimulus by
specialized sensory receptors (e.g.,
photoreceptors for light, mechanoreceptors
for touch).

Receptors convert physical or chemical energy from the
environment into neural signals (action potentials) that can
be interpreted by the nervous system.

RECEPTION

This stage involves converting the energy of the stimulus
(such as light, sound, or pressure) into a neural code. For
example, in vision, photoreceptors transduce light into

The transformation of the detected stimulus
TRANSDUCTION | into an electrical or chemical signal within the

sensory cell. electrical impulses.

The relay of the transduced signal from the Neural pathways carry the signal to processing centers,
TRANSMISSION | sensory receptor to the central nervous where it can be integrated, interpreted, and ultimately lead

system (brain or spinal cord). to a behavioral or physiological response.

PRECEPTION

PRECEPTION is the autonomic baseline—the raw biological tax required just to stay alive. It represents the body’s
raw data feed, including heartbeat, temperature, hunger, and basic sensory input. This is the baseline biological cost
and operates at a preconscious layer, forming the foundation upon which all further energetic processing is built.

MESACEPTION

MESACEPTION acts as the filter, marked by what is called “Mesaceptive Failure” (hypo-filtering) in Sentinel
phenotypes. It is the automatic sensory filter that should cancel noise before it reaches awareness, functioning as the
hardware layer where Sentinels are prone to energy leaks. When this filter fails, unfiltered sensory input forces
manual processing, increasing energetic cost and system strain.

METACEPTION

METACEPTION is the active inference stage. Here, the system predicts chronic threat and routes prediction errors
into somatic tissue. It is the operating system layer, responsible for threat modeling and managing allostasis—the
body’s attempt to maintain stability through change. When the brain’s expectations do not match reality, prediction
errors arise, driving thermal runaway and contributing to anxiety as a mechanical, not emotional, phenomenon.

SUPRACEPTION

SUPRACEPTION is the simulation layer, responsible for the heavy execution of the “Masking Tax” to simulate
neurotypicality. This conscious layer generates perception, emotion, and social behavior, acting as the software layer
that executes masking. The metabolic cost of simulating normalcy is a major driver of energetic cost and can lead to
collapse into more critical energetic states if sustained.

These four stages form the causal pathway in the SEES framework, describing how the body
processes and responds to stimuli from the most basic biological level up to conscious
simulation and social behavior.



SENTELLIGENCE (Q) — THE FORENSIC ANALYSIS TOOLKIT
— MEASURING THE ENERGETIC EFFICIENCY OF THE SENTINEL PHENOTYPE

SENTELLIGENCE is a unified framework for quantifying the thermodynamic efficiency of
human energetic states, rooted in biological physics rather than psychological constructs. It
models how the body processes sensory input, filters threats, predicts errors, and simulates
behavior through four core vectors: DRIVE (X), INTAKE (Y), STABILITY (Z), and COST (C).

Each vector is calculated from the 3D-vectored (RECEPTION, TRANSDUCTION, TRANSMISSION)
of the sixteen micro-gauges (G1 thru G16) that track the sequence of biological events—from
raw sensory reception to metabolic response. The SENTELLIGENCE equation determines how
efficiently an organism converts environmental energy into productive action, factoring in the
metabolic tax and structural grounding required to maintain function.

Rather than diagnosing disorders, SENTELLIGENCE classifies phenotypes based on energetic
profiles, offering a rigorous, evidence-based method for understanding the mechanics of
selfhood and resilience.

You can try out our assessment tool - FOR FREE - by visiting our website:

https://addspeaker.net/sniper/

And your will receive a full report, ready for taking with you, to your next doctor’s appointment,
S0 you can better explain — “what is really going on — inside you”.

BIOLOGY. NOT IDEOLOGY, , NOT PSYCHOLOGY, NO BS — JUST SCIENCE!


https://addspeaker.net/sniper/
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