Fibromyalgia
Syndrome: A
Neuromyofascial

Science Perspective

Re-evaluating cumulative trauma,
spinal dysfunction, and subgroup
biology in widespread pain.

Clinical Framework Synthesis & Subgroup Evidence Review
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Redefining the Diagnostic Paradigm

Is fibromyalgia best understood as a single disease with one centralized mechanism,
or as a broader syndrome driven by multiple, hidden neuro-mechanical drivers?

Disease Model Syndrome Model (NMFS Perspective)

Assumes uniform pathology and singular centralized mechanism. Collection of overlapping symptoms with varied underlying drivers.

Relying heavily on diagnosis by exclusion. Heavily influenced by cumulative trauma and objective clinical subgroups.




Cumulative Trauma and the

Fascial Continuum

Phase 1:
Initiating Events

Phase 2:
Tissue Response

Phase 3:

Cumulative Pathology

Phase 4:

Clinical Presentation

Significant physical
trauma (MVA, falls) or
prolonged repetitive
strain / chronic stress.

Accumulation of mild,
compounding fascial
injuries in the spine
and limbs.

Systemic
neuromyofascial
injury mimicking the
pathology of acute
accident trauma.

Symptom threshold is
crossed, resulting in a
generalized FMS
diagnosis.




FMS Within the Neurological Spectrum

Prodromal Multiple Sclerosis

Post-Concussion Syndrome

Fibromyalgia
Syndrome
Complicated Cluster
Migraine / ME/CFS
/\ Over:lap.ping Pain Syndromes
FMS patients generally lack severe enough (Migraine ;d(;?ircp;a)l nnelet

focal symptomatology for definitive
neurological disease categorization at onset.

Spectrum Progression Branches




Mapping Spinal Dysfunction

Diagnostic Benchmark: 3 of 5 areas are
typically affected; cervical spine involvement
is considered a primary requirement.

1. Cranio-cervical junction
(Neck and skull base)

2. Cervico-thoracic base (C5-T1)

3. Mid-thoracic region (Bra line)

4. Thoracolumbar junction

5. Lumbosacral junction



Mechanisms of Symptom Generation

Core Mechanism: Spinal neuromyofascial pathology creates structural tension, leading to widespread subclinical neuropathies.

Vector 2: Myelopathic Effects
Subclinical irritation or mechanical
tension affecting the central spinal
cord.

Vector 1: Radicular Effects
Impingement, irritation, or
restriction at the exiting nerve root.

fascial restriction/fibrosis fascial restriction/fibrosis



Beyond Widespread Pain: System Overlap

Musculoskeletal

Chronic fatigue,
widespread muscle pain
(limbs and spine).

Autonomic /

(s Dysautonomic

& Palpitations, shortness of
breath, POTS, syncope-like

events, anxiety-like

physiology.

Neurological
Paresthesias

. (numbness/tingling in face,

arms, and legs).

Visceral / Immune

Irritable bowel syndrome
(IBS), bowel/bladder
dysfunction, mast-cell
activation-like allergy
symptoms.



Imaging Lag and Objective Assessment

Standard Imaging Paradigm (MRI)

NMFS Assessment Paradigm

Subclinical / Normal for Age

S\

Bimanual Exam Targets

Often returns as incomplete. Captures minor Retrolisthesis Malrotation —
degenerative disc changes but lacks definitive
surgical pathology. Imaging technology frequently

lags behind actual tissue pathology by years.

Segmental rigidity

(lack of movement) Localized fibrosis




Objective Evidence for Meaningful Subgroups

Research Synthesis:
The clinical framework
is supported by
literature identifying
objective peripheral,
neuropathic, and au-
tonomic contributors in
FMS patients.

Small-Fiber
Neuropathy

Myofascial
Pain
Generators

FMS
Clinical
Presentation

Autonomic
Pathology

Core Finding: The
Fibromyalgia label
frequently masks
measurable pathology
distributed across
across three distinct
biological domains,
domains, validating

a subgroup-based
diagnostic approach.



Objective Evidence of Peripheral Neural
Involvement

Oaklander et al. (2013): Found
objective evidence of previously
unrecognized small-fiber
polyneuropathy (SFPN) in
approximately 50% of the FMS
patient group.

: Ugeyler et al. (2013): Comprehensive s ST : :
neurophysiological assessments confirmed Clinical Implication: FMS can hide measurable peripheral

profound small-fiber impairment in FMS neural pathology. Symptoms. Of pare§the.sia and pain
patients versus healthy controls warrant thorough neuropathic investigation, rather than
' being dismissed as purely subjective or central.




The Myofascial to Central Connection
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Ge et al. (2011): Alonso-Blanco et al. (2011): Clinical Implication:
Manual stimulation of active Active trigger points are Local myofascial pathology can
myofascial trigger points fully directly related to the actively interact with central
reproduced patients’ development of widespread mechanisms.
widespread spontaneous pain mechanical hypersensitivity. Peripheral sites are clinically
patterns. meaningful pain generators.




Bridging Pain and Dysautonomia

Small-Fiber
Pathology

Cardiac
(Palpitations)

Gastrointestinal
(Bowel/Bladder)

LAY, Vascular
sl (Orthostasis)

Falco et al. (2023): Identified precise
autonomic small-fiber pathology within the
dermis of FMS patients, biologically linking
pain and dysautonomia.

Puri & Lee (2021): COMPASS-31 autonomic
symptom scoring revealed a massive, non-
pain autonomic burden in the FMS population.
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Clinical Implication:

FMS cannot be reduced to pain alone.
Dysautonomia (shortness of breath, anxiety-like
physiology, POTS) shares interconnected
biological drivers with the pain presentation.




Reverse-Engineering Symptom Drivers

Step 1: Deconstruct the Label Step 2: Trace the Pathway Step 3: Interdisciplinary Intervention
Move past the generic FMS diagnosis to Correlate isolated symptoms to 1. Self-rehabilitation & targeted
isolate specific symptoms (e.g., sciatica, specific neuromyofascial or spinal physiotherapy.
irritable bowel, POTS, TMJ, drop foot). mechanical drivers. 2. Interventional procedures aimed at

pathological spinal/limb sites.
3. Supportive pharmacology for
complex pain syndromes.



Scientific Synthesis & Limitations

What the Subgroup
Literature Supports

Existence of meaningful biological
subgroups beneath the FMS label.

X

What the Literature
Does Not Prove

That all FMS is caused by one
unified neuropathic mechanism.

Q

Objective presence of peripheral
neural and autonomic pathology.

X

That all patients share identical
cumulative trauma origins.

4

Clinical relevance of peripheral
myofascial pain generators.

X

Full validation of the NMFS model
as a single, universal medical theory.




The Evolution of Patient Care -
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Fibromyalgia is a complex, varied syndrome,
not a singular uniform disease.

Cumulative trauma and spinal neuromyofascial injuries can drive
profound subclinical neuropathic and dysautonomic effects.

Current research validates a subgroup-based approach, confirming
measurable peripheral, autonomic, and myofascial pathology.

Core Objective: Shift the clinical paradigm from generalized symptom
management to reverse-engineering and treating specific anatomical drivers.
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