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The International Association for the Study of Pain (IASP)
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Pain is an unpleasant sensory and
emotional experience associated with,
or resembling that associated with,

K actual or potential tissue damage.
1. SENSORY & EMOTIONAL EXPERIENCE | 2. ACTUAL OR POTENTIAL DAMAGE
Pain is not just what we feel, but how we feel. Pain is associated with, or resembles,
It integrates sensory input with emotional, actual or potential tissue damage.
cognitive, and social context — reflecting the It serves as a protective mechanism,
. biopsychosocial nature of the experience. alerting the body and promoting healing.
—— "

< PAIN IS PERSONAL. PAIN IS COMPLEX. PAIN HAS PURPOSE. >
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Pain: The Body’s Crucial Alarm System

Pain isn’t the enemy—It’s a protective signal designed to keep you safe and support healing.

(1) THE PAIN TIMELINE (2) THE ALARM SIGNAL (3) PHYSIOLOGICAL RESPONSE

Pain intensity over time following an injury Pain is your body’s alert system Why pain is a normal and necessary response
ACUTE PHASE ! SUBACUTE PHASE 1 RECOVERY PHASE NOCICEPTORS NORMAL & PROTECTIVE
0 - 24 to 72 HOURS I 3 DAYS — 2 WEEKS | 2+ WEEKS ;
I ‘ detect potential or ini
PAIN Peak pain as the body : Pain typically decreases | Pain may persist but actual tFiJssue threat Reliigd f‘o"_"al response to areal
INTENSITY assessesthethreat |  as healing progresses continues to taper and send signals or potential tissue threat.
: off as healing to the brain
10 T ! continues .
(Max) | ) ALERTS THE BRAIN
i It brings the threat to your attention
' ‘ THE BRAIN so the brain can take action.
. ‘ interprets the signal
bl : ; as pain—an alarm
(Moderate) | \\ 3 warning you to act. PREVENTS FU RTH ER DAMAGE
| .‘ . o
\,\\ THE GOAL Pain encourages rest and av0|dan'ce‘
_— of activities that could worsen the injury.
: ~ao Protect the area,
od | ‘ “"---...___) prevent further
Mopai) [ i it PRIORITIZES HEALING
T T T T T T .
0 24 72 1 2 4+ ! conditions to heal. The body shifts resources away from
Hours Hours Week Weeks Weeks y '. nonessential tasks to focus on repair
TIME ' and recovery.
HEED THE ALARM:
Pain usually peaks within the first 24 to 72 hours. REST & PROTECT|0N GUIDES RECOVERY
It then gradually decreases, but can persist as the body continues to heal. (Piwehyou;:ody ‘:ha.t IFneacs TO heel Pain intensity often re.flects the healing
ushingenrough pain can protong process and helps guide a safe return
recovery or cause further injury.

to activity.

'Q' KEY TAKEAWAY:  Painis not the problem—ignoring it can be. | Listen to the alarm, protect your body, and give ittime. = REST. PROTECT. HEAL. —@\/‘-— |
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BEFORE INJURY -

The Acute Phase of Healing:

The Protection Phase

\ VASCULAR CONSTRICTION

& Immediately after injury, the smooth
muscle in the vessel wall contracts,
narrowing the vessel to reduce
blood loss.

"1 Connective -

Endothelium

Smooth
Muscle

.

j PRIMARY HEMOSTASIS
(PLATELET PLUG)
Platelets adhere to exposed collagen
at the injury site and to each other,

forming a temporary platelet plug
(“bottle cork”).

Source: Guyton & Hall Textbook of Medical Physiology, 14th Ed.

Vessel constriction
reduces blood flow

Platelets
(Aggregation)

THE RESULT: A STABLE CLOT FORMS, STOPPING BLEEDING AND PROVIDING A PROTECTIVE MATRIX
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SECONDARY HEMOSTASIS
(COAGULATION CASCADE)
The coagulation cascade is activated,

generating thrombin, which converts
fibrinogen to fibrin, amplifying the clot.

Exposed
Collagen

Platelets .
(Adhesion)

Temporary
Platelet Plug
(“Bottle Cork™)

COAGULATION CASCADE

XIl = XI — IX
¥
Vil — X
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)
Il (Prothrombin)

v

lla (Thrombin)

¥

| (Fibrinogen)

s
Fibrin

: ‘;«:'-’r;i/" o 4
Fibrin strands amplify
and stabilize the platelet plug.

FOR THE NEXT PHASES OF HEALING.

”4‘%. STABLE CLOT FORMATION
Fibrin strands form a dense mesh
that stabilizes the clot. Platelets

are the “bricks” and fibrin is
the “mortar”.

:

PLATELETS = “BRICKS”

o &

Provide structural
bulk of the clot

Fibrin Strands
(Generated
by Thrombin)

| Fibrin strands weave

through platelets,
holding them
together and

stabilizing the clot

Dense, stable fibrin-platelet clot
stops bleeding and protects
the injury site.




The Subacute Phase: The Repair Phase  “~

TIMELINE: 5 DAYS TO 13 WEEKS POST-INJURY

Cellular Rebuilding (5 Days - 3 Weeks) Remodeling & Alignment (3 - 13 Weeks) @ The Role of Movement
Fibroblasts proliferate and lay down new collagen fibers. Collagen fibers realign along lines of stress. Pain acts as a guide. Controlled movement stimulates healing,
Granulation tissue forms with new blood vessels (angiogenesis). The tissue matures, becoming stronger and more functional. restores function, and prevents stifffness.

EARLY REMODELING MID REMODELING LATE REMODELING

(3 - 6 WEEKS) (6 - 9 WEEKS) (9 - 13 WEEKS)

Fibroblast =

New Collage;i" “
(lll) Formation

PAIN AS A GUIDE

@ wild (0-3/10)
Safe to move

@ Moderate (4-6/10)
Modify or adjust

@ Severe (7+/10)
Stop and reassess

™

A g e
- ¢~ Granulation
s iss

" New Blood
3 Vessels = =
. :

PROGRESSIVE IMPROVEMENT

INCREASING " o~ IMPROVED GREATER : EREE
@ TISSUE STRENGTH ( 6) RANGE OF MOTION & FUNCTIONALITY THIS IS THE PERIOD FOR THE GREATEST GAINS IN THERAPY.

|

e

KEY EVENTS ‘ : Collagen alignment Reduced stiffness Tissue tolerates OPTIMAL TIME LITTLE TO NO PAIN
ikt i FOCUS ON FUNCTION
& Fibroblast activity increases ‘ ang cross-ifking andbetter tissue | moredoadiand (O) TO REHAB [| AFTER 3 WEEKS J D N RN
- improve tensile extensibility. supports return to

v Collagen type Il is laid down ivi

L ot e SHEnghs ‘ ekl Tissue is healing, adaptable, Discomfort should be Build strength, maobility,
& Granulation tissue fills the injury . . ' . and responds best to minimal to none with and endurance to restore
& Angiogenesis supplies nutrients and oxygen 20% . | 50% m— 80-100% H— | appropriate stress. proper progression. full performance.

Relative Tissue Strength (% of Normal) ]

' i THE SUBACUTE PHASE IS A CRITICAL WINDOW FOR HEALING AND RECOVERY. CONSISTENT, GUIDED MOVEMENT = BETTER OUTCOMES.



The Chronic Phase: Maturation & Remodeling

— STARTS ~3 MONTHS POST-INJURY AND CAN LAST FOR MONTHS TO YEARS

®

TISSUE MATURATION

@ (3 MONTHS - 1+ YEAR)

Long-term remodeling of collagen continues.
Fibers strengthen, reorganize, and align along
lines of stress—even as inflammation has subsided.

COLLAGEN REMODELING OVER TIME

CHRONIC EARLY
(3 Months)

CHRONIC LATE
(6-12+ Months)

ACUTE
(Days)

SUBACUTE
(Weeks)

Improved alignment
& strength

Stronger, mature
collagen

Disorganized
collagen

Early alignment
& repair

CONTINUED REMODELING, STRENGTHENING & REALIGNMENT

w é\ THE NERVOUS SYSTEM ADAPTATION
\ M/ Pain can persist due to neural adaptation
' or “maladaptation” (central sensitization).

PAIN AT THIS STAGE IS OFTEN MORE
THAN STRUCTURAL DAMAGE.

Ll _NEURAL ADAPTATION
Nociceptive | Increased sensitivity
Input of pain pathways
................ » Amplified pain
Prior Pain signals
Experiences » Reduced inhibitory

control
Stress&- * Pain persist§
Emotional beyond healing
Factors

The nervous system becomes

" CENTRAL SENSITIZATION

“sensitized,” leading to pain
disproportionate to tissue findings.

_@ FOCUS: Treatment must address the nervous system,
not just the structure.

=% KEY CHARACTERISTICS =

~ NERVOUS SYSTEM SHIFT ‘
'! Pain is increasingly influenced by changes
in the nervous system rather than tissue
damage alone.

BIOPSYCHOSOCIAL FACTORS
Qutcomes are shaped by the complex
interaction of biological, psychological,
and social factors.

MAXIMUM MEDICAL IMPROVEMENT (MMI)

The point at which further significant recovery
is not expected, even with continued treatment.

BIOPSYCHOSOCIAL FACTORS
Physical, psychological, and social factors
influence function and quality of life.

DOCUMENTATION OF DYSFUNCTIONS
Chronic-phase impairments are formally
documented, including physical findings,
symptoms, and functional limitations.

LEGAL & CLINICAL SIGNIFICANCE

MMI guides legal determinations, return-to-work
planning, and long-term care recommendations.

®

MMI DOES NOT MEAN “CURED.” .
It means the condition is stable and unlikely
to improve significantly.

LONG-TERM REMODELING
Collagen and tissues continue to remodel
for months to years, with gradual gains
in strength and resilience.

TIMEFRAME:

) 3 monTHS:

Recovery may continue, but progress
is often slow and non-linear.

Chronic pain is real, complex, and multidimensional. Effective management requires a comprehensive, patient-centered approach. [ This slide is for educational purposes and does not replace clinical judgment.



DETERMINING MAXIMUM MEDICAL IMPROVEMENT (MMI):
THE ROLE OF IME AND FCE

‘/ //7'.._—" /
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INDEPENDENT % TSV

MEDICAL EXAMINER |~ i =

An objective review by a third-party medical professional
to evaluate the treatment history, medical findings,
and current condition.

s =)
— RECORD REVIEW
Comprehensive review of medical records,
diagnostics, treatment, and progress.
——
)
BRIEF EXAMINATION
includes a limited clinical exam to corroborate
findings and current presentation.

LIMITATION: Does not include rigorous
functional testing or standardized measures

of physical capacity.

-

A standardized testing matrix designed to measure true
physical capabilities and performance in a safe, controlled

environment—objectively comparing them to subjective

‘2 ) FUNCTIONAL CAPACITY EVALUATION (FCE)

> complaints and reported limitations.
ay STANDARDIZED TESTING
5: Evaluates strength, range of motion, flexibility,
v — endurance, lifting, carrying, posture, and more
\ /  using validated protocols.
)

CROSS-VALIDATION
Objective data is compared with subjective reports,
behavioral observations, and effort indicators.

ROBUST VALIDITY INDICATORS

Includes reliability measures, consistency checks,
and effort testing to ensure defensible results.

il

el

-

THE INTEGRATED APPROACH

An IME conducted AFTER an FCE creates a complete,
evidence-based foundation for MMI determination.

-€X34 1. FCE COMPLETED
= » Objective functional data captured through

standardized testing and validation.

\ 4

2. IME CONDUCTED AFTER FCE

IME reviews full medical records AND
FCE findings.

) 4

Correlates medical findings, treatment history,
clinical exam, and FCE results to identify
root causes of the current condition.

-
g

\ 4
4. MMI DETERMINATION

'_I' is stable and unlikely to improve with

Establishes the point at which the condition

further treatment.

3. INTEGRATED ANALYSIS }

DEFENSIBLE. OBJECTIVE. COMPLETE.

The integrated approach ensures a medically sound,
legally supportable MMI determination.

A H OBJECTIVE EVALUATION.
7/ INDEPENDENT OPINION.

MEASURABLE FUNCTION. ‘S;ﬁ STRONG MEDICAL FOUNDATION.
VALIDATED RESULTS. ﬂthH STRONG LEGAL OUTCOMES.

For educational and informational purposes only.
Not legal or medical advice.

A=CHANICAL



Dysfunctions in the Chronic Phase of Healing —

V7,

=

1. NEUROMUSCULOSKELETAL MODELING ISSUES

)

1 LOSS OF MOTION 2 STRENGTH LOSS 3 BIOMECHANICAL ADAPTATIONS 4 POOR ALIGNMENT
Scar tissue restricting Muscle atrophy due to Compensatory movement patterns Postural issues from deconditioning
joint movement. inactivity or disuse. and inadequate joint stabilization. and ROM restrictions.

HEALTHY ATROPHIED Compensatory
MLELLE paticel = movement ‘ / ’ Forward head
patterns / posture
Altered load dl i I:g;iﬂ;
distribution e i >
! @i N ﬂ}nterior pelvic
Inadequate .‘ il
stabilization ‘ A Knee
Reduced ROM due to « Decreased muscle size and quality increases stress i ¥/ hyperextension
adhesions, fibrosis, and « Reduced force production e Tk 22
capsular restrictions. « Impaired endurance and function Leads to inefficient movement and Poor alignment increases strain,

higher risk of re-injury.

limits efficiency, and prolongs recovery.

—_— S ——— —

2. REHABILITATION & THE CHRONIC PHASE
However, outcomes are often influenced by:

NOCIPLASTIC PAIN PSYCHOSOCIAL &
BEHAVIORAL DYSFUNCTIONS
Changes in how the

3. THE GOAL OF T;EATMENT

A comprehensive approach is essential—
one that addresses both physical modeling
and nervous system/behavioral factors to

Physical therapy can
correct many of the

modeling issues nervous system . @ e 9 Depression | optimize recovery and restore function.
processes pain signals— |  catastrophizing ey _ "
above through amplifying pain '._ | 4 (4 @ Qe /J
targeted interventions. ‘;’;‘;‘;‘g:'ear“ssue . '=. mm_!"l Nl i) 1 H
° RESTORE STRUCTURE MODULATE THE ADDRESS PSYCHOSOCIAL | PROMOTE LONG-TERM
Lowstticay © — Y Avidance & FUNCTION NEHVOUS SYSTEM & BEHAVIORAL FACTORS RESILIENCE

- Central sensitization & confidence &inactivity
= Pain hypersensitivity

* Persistent pain experience

Improve mobility, strength, Address nociplastic pain Build self-efficacy, reduce
stability, and alignment | with pain education, fear-avoidance, and support quality, confidence,
through evidence-based | graded exposure, and healthy behaviors and and capacity for a

physical rehabilitation. nervous system strategies. lifestyle change. sustainable recovery.

s N o

Optimize movement

These factors can blunt engagement,
limit progress, and increase disability. |

True healing in the chronic phase requires more than tissue repair—

‘ O..Q.% An integrated, patient-centered approach leads to better outcomes,
it requires rebalancing the body, brain, and behavior.

less pain, and a return to meaningful function.




NEUROPATHIC PAIN: THE DAMAGED WIRE

UNDERSTANDING NEUROPATHIC PAIN

Neuropathic pain arises from a lesion or disease of the
somatosensory nervous system.

‘ THE DAMAGED WIRE CONCEPT |

4 4
5 Damage to a nerve can cause it to send ’ .
abnormal signals—like a frayed electrical
wire that misfires.
Damaged

Myelin Sheath

— Ectopic Discharges
(Abnormal Signals)

KEY FEATURES

Pain in a neuroanatomically
plausible distribution

Symptoms: burning, shooting,
electric shocks, tingling,
numbness, allodynia

R
SCIATICA EXAMPLE |

Compression or irritation of
the sciatic nerve causing |
pain that travels from the
lower back down the leg. !

Follows the course of
affected nerves /
(e.g., sciatica, carpal tunnel) /

CARPAL TUNNEL EXAMPLE

Compression of the

median nerve at the wrist
causing pain, tingling, or |
numbness in the hand. |

@) CNS vs. PNS INJURIES
TWO PARTS OF THE NERVOUS SYSTEM

' CENTRAL NERVOUS SYSTEM (CNS) | [ PERIPHERAL NERVOUS SYSTEM (PNS) ]

Includes the Brain and Spinal Cord

Includes Cranial and Spinal Nerves

SPINAL NERVES
31 PAIRS

— 8 Cervical
(C1-CB)

12 Thoracic
(T1-T12)

5 Lumbar
(L1-L5)

5 Sacral
(S1-S5)

1 Coccygeal

efs "\__
- (Col)

. Injuries Here

@ (e.g., TBI, Stroke, SCI) CRANIAL NERVES
¥ oftenlead to permanent 12 PAIRS
changes in function
or paralysis.

Limited Regeneration
The CNS has a limited
ability to repair itself.

@ Examples

e

Greater Regenerative
Capacity Examples

(e.g., nerve compression, | The PNS can regenerate
laceration, neuropathy) | and reinnervate target
can often improve tissues.

with time and support.

Injuries Here
Traumatic Brain Injury (TBI) oogimtees
Spinal Cord Injury (SCI)

Multiple Sclerosis, Stroke

A
’O‘

P,

Peripheral Neuropathy
Carpal Tunnel Syndrome
Sciatica, Nerve Laceration

\/Z

M=CHANICAL

(3) PERIPHERAL NERVE REGENERATION

Peripheral nerves have the remarkable ability to regrow.
Axons regenerate at approximately 1 millimeter per day.

| THE REGENERATION PROCESS |

@) NERVE INJURY
The nerve is damaged
and the connection
to the target is lost.

‘ GENETIC SWITCH

Injury activates a
“genetic switch” that
turns on growth genes
and off inhibition genes,
enabling axon regrowth.

> 1‘ Growth Genes
(ON)

TR J, Inhibition Genes
(OFF)

(@) AxoN REGROWTH
Axons sprout from the
damaged end and grow
forward at approximately
1 millimeter per day.

@) GUIDANCE & ALIGNMENT
Growth cones follow chemical
signals and realign with their
original pathways.

o REINNERVATION

Axons reconnect with

the target tissue and

‘ function can gradually
return.

| KEY FACTORS FOR OPTIMAL RECOVERY J

& X ®w 0 80 @

Time Physical | Nutrition Sleep Avoid Manage
Therapy Smoking Conditions

KEY TAKEAWAY: Neuropathic pain results from damage to the nervous system. While CNS injuries often cause lasting deficits, the PNS has the
= potential to heal. Understanding the difference is key to prognosis, treatment, and rehabilitation.

“The brain may forget, but the body remembers.”
- Healing is possible.



INTERVERTEBRAL DISCS
Discogenic Pain & Radiculopathy

Vertebral
Body

Herniated gome
Disc

Compresse

Nerve Root

Nerve Root
Inflammation

Annular tears or nucleus herniation can
irritate or compress adjacent nerve roots,
leading to localized back pain (discogenic
pain) and radiating pain, numbness, or
weakness in the corresponding
dermatomal distribution (radiculopathy).

KEY TAKEAWAY

Structural disc damage can directly
stimulate nociceptors in the outer
annulus and cause nerve root
inflammation or compression.

|y

JOINT CAPSULES

Mechanical & Degenerative Pain

Innervated —
Joint Capsule

Wear &
Osteoarthritis

The joint capsule is richly innervated.
Mechanical stress, capsule stretch,
or degeneration (e.g., osteoarthritis)
activates nociceptors, causing deep,
aching pain and stiffness, especially
with movement or load-bearing.

KEY TAKEAWAY

Capsular irritation from motion,
inflammation, or degeneration
triggers nociceptive pain

from deep joint structures.

MUSCULOSKELETAL
STRUCTURES

INFLAMMATION

Chemical Sensitization

Injury-Induced Nociception

i Tissue Injury

BONE or Irritation CHEMICAL CASCADE
Pro-algesic Substances Released:

FRACTURE -

3 « Prostaglandins (PGE,)

Periosteal and « Bradykinin

iggi‘z:set;fc:rs » Substance P

respond to . ﬁ_ytoklr!es (TNF-g, IL-1B, IL-6)

microdamage + Histamine

and fracture = Serotonin (5-HT)

' - ATP, H, NGF

LIGAMENT
TEAR

Ligaments are
rich in nociceptors
that detect
stretch, strain,
or tearing.

MUSCLE Terminal

STRAIN

Muscle fiber
damage and
spasm activate
nociceptors
within muscle
and fascia.

Edema
o2 (* Swelling)

& Increased
Permeability

Inflammatory mediators lower the activation
threshold of nociceptors (sensitization),
leading to hyperalgesia (increased pain to
painful stimuli) and allodynia (pain to
normally non-painful stimuli).

KEY TAKEAWAY
Injuries to bone, ligaments, and muscles x

activate local nociceptors, producing
sharp, well-localized pain and protective
muscle guarding.

KEY TAKEAWAY

Inflammation amplifies pain by
drenching nociceptors in chemicals
that increase their sensitivity and
promote swelling.

NOCICEPTIVE PAIN: THE BODY'S ALARM SYSTEM — &S

Nociceptors are sensory nerve endings that detect harmful mechanical, thermal, or chemical stimuli and send warning signals to the CNS.

SKIN

Cutaneous Nociception

Free Nerve
Endings
(Nociceptors)

Thermal
Nociceptors
(heat)

Mechanical
Nociceptors
(painful touch
or pressure)

The skin contains free nerve endings that
detect noxious mechanical, thermal
(extreme heat or cold), and chemical
stimuli. Tissue damage (e.g,, laceration,
burn) activates these nociceptors,
producing sharp, well-localized pain.

KEY TAKEAWAY

@7 Cutaneous nociceptors provide the
body's first line of defense, triggering
quick pain signals to protect against
further harm.

& %/‘ ALL THESE SIGNALS TRAVEL TO THE SPINAL CORD AND BRAIN, WHERE THEY ARE INTERPRETED AS PAIN AND DRIVE PROTECTIVE RESPONSES.



NOCIPLASTIC PAIN: @S
-THE GLITCHED SOFTWARE:

FPain is real. The problem is in how the brain processes the signals. j

’ THE GLITCHED SOFTWARE CONCEPT Q CENTRAL SENSITIZATION 3 COMMON NOCIPLASTIC CONDITIONS

In nociplastic pain, the
central processing unit
(the brain) amplifies
normal sensory inputs
into severe pain signals,
even in the absence of
tissue damage or

nerve lesions.

The brain’s “software”
hecomes glitched,
leading to pain
over-amplification,
misinterpretation,
and persistent
alarms.

NORMAL INPUT

TN/ @ ‘
8- > -

=y

GLITCHED OUTPUT

~ |

J\A-AM\"\/\/\NMM\#

Light touch Stress  Weather changes

Amplified Pain Signal

Normal inputs. Abnormal output. Real pain.

The central nervous system (brain and spinal cord)

becomes hypersensitive.

NORMAL SYSTEM
Alarm system is

SENSITIZED SYSTEM
Alarm system is stuck “on”
and easily triggered.

appropriately on and off.

OFF ® o

WHAT HAPPENS:
Lowered pain Amplified signal Spillover to other
threshold output systems
el
A - ‘ —-\4[\/\ D"\hf\'— .
. A .
Less input = Normal signals become Pain, fatigue, mood,
More pain over-amplified and cognition affected

ASSOCIATED SYMPTOMS

[ « =t )

. & - V)
- = - ‘( il ¥

Fatigue Sleep Cognitive Mood Sensitivity to

Disturbances Difficulties Disturbances Stress & Sensory

("Brain Fog") Stimuli

Nociplastic pain can occur in many conditions,
across different body systems.

FIBROMYALGIA
Widespread pain, tenderness,
fatigue, and cognitive symptoms.

CHRONIC LOW BACK PAIN
(WITHOUT STRUCTURAL PATHOLOGY)
Persistent pain without identifiable
structural cause on imaging.

CHRONIC FATIGUE SYNDROME
Debilitating fatigue, unrefreshing sleep,
and post-exertional malaise.

IRRITABLE BOWEL SYNDROME (IBS)
Abdominal pain, bloating, and altered
bowel habits without structural disease.

COMPLEX REGIONAL PAIN SYNDROME
(CRPS TYPE 1)

Disproportionate pain, sensory changes,
autonomic disturbiances.

. This list is not exhaustive.
Many other conditions may have nociplastic mechanisms.

WIDESPREAD PAIN
Often affects multiple body
‘% regions, not limited to a
specific dermatome or nerve.

LACK OF CLEAR

NO EVIDENT STRUCTURAL
Qf‘\ ANATOMICAL PATTERNS
e O

LESION
Imaging and tests may be
normal or non-contributory.

REAL PAIN. REAL IMPACT.
Pain is real, valid, and can be as
debilitating as any other chronic
pain condition.

KEY CHARACTERISTICS
OF NOCIPLASTIC PAIN

Pain does not follow
typical structural or

neuroanatomical maps.

/

Adapted from: Kosek E, et al. Pain. 2021;162(Suppl 1):51-S27.

Nociplastic pain is a disorder of pain processing, not a disorder of the tissues. Clauw DJ. Nat Rev Dis Primers. 2019:5:80.



IDENTIFYING NOCIPLASTIC PAIN: HISTORICAL RED FLAGS =

Historical features that suggest pain originating from altered nociceptive processing rather than ongoing tissue damage.

=] =CHANICAL

' B ™
@ IMAGING-SYMPTOM DISPARITY PROLONGED HEALING WINDOWS
4 RUUPE S SEINE SHEAMAL PATIENT REPORT - SEVERE, |  Diagnostic findings Recove-ry pe.rifad §ignificantfy exceeds expected physiological timelines
WIDESPREAD PAIN (MRI, CT, EMG) do not for the identified injury or stressor.
correspond to the INJURY
location or severity of (MINOR STRAIN)  EXPECTED PHYSIOLOGICAL RECOVERY WINDOW ACTUAL PAIN DURATION
the patient’s reported ; FoRRINEEES ! MOHESS
symptoms. ! ’{ i 2
CLINICAL IMPLICATION: ¢ : ) I i :
predagr o 0 2 4 6 12 16
Suggests pain is driven by WEEKS
altered nociceptive
processing rather than W Persistent pain beyond expected healing windows suggests a failure
structural pathology. / <\, of normal down-regulation of the threat response.
b R S
N e i

nociceptive processing.

@ HISTORICAL NOCIPLASTIC COMORBIDITIES

History of conditions associated with central sensitization and altered

FIBROMYALGIA IRRITABLE BOWEL
Widespread pain with SYNDROME (IBS)
tender points, fatigue, Chronic abdominal pain
and sleep disturbance. with altered bowel

habits.

CHRONIC FATIGUE

Persistent, profound
fatigue not relieved by
rest and not explained

by other conditions.

TENSION HEADACHES

Prequent, bilateral
headaches often
associated with neck
and shoulder tension.

Presence of these conditions suggests a baseline physiology
prone to central sensitization and amplified pain responses.

MEDICAL-LEGAL RELEVANCE: These historical red flags support the consideration of nociplastic pain mechanisms and the need for a biopsychosocial approach.

ERRATIC SYMPTOM PRESENTATION

NON-ANATOMICAL BOUNDARIES

Pain does not follow dermatomal or
anatomical distributions.

VARIABLE LOCATION & INTENSITY
Symptoms shift in location, quality, and
intensity over time and within the same day.

INFLUENCED BY CONTEXT

Pain intensity varies with emotional state,
attention, stress, and environmental factors.

Erratic, inconsistent patterns are inconsistent with nociceptive input
from a single tissue source and suggest nociplastic mechanisms.

They help explain functional impairment in the absence of correlating structural pathology.

EDUCATIONAL PURPOSES ONLY
NOT LEGAL ADVICE



The Physiological Dimension: @s
The “Hardware” of Pain

-
NOCICEPTIVE & NEURTPATHIC SIGNALS

The Nervous System: The “Hardware”

1

NOCICEPTIVE PAIN

Normal response to actual or
threatened tissue damage.

SOMATIC (LOCALIZED)
Signals from skin, muscles,
joints, bones, and connective
tissue.

Example: Ankle sprain,

muscle strain.

VISCERAL (DIFFUSE)

Signals from internal organs
and structures. Often poorly
localized and described as
deep, pressure-like, or aching.
Example: Irritable bowel,
kidney stones.

NEUROPATHIC PAIN

Caused by direct damage or disease
within the somatosensory nervous system.

Example: Nerve entrapment,
diabetic neuropathy, post-herpetic
neuralgia.

BRAIN

NOCICEPTIVE

INPUT Processes and
_ interprets pain

Detected by nociceptors information

in tissues. .

SPINAL CORD
Major relay station.
Modulates and
\ “transmits signals.

Somatic
(Localized)

PERIPHERAL

~ NERVES
Transmit signals

| \between the body
' and the central
\| nervous system.

Visceral
(Diffuse)

NEUROPATHIC
INPUT

Generated by injury
or dysfunction in
the nervous system.

OBJECTIVE CLINICAL SIGNS

Measurable Indicators of Underlying Dysfunction

s,

INFLAMMATION

Localized biological response to injury.

+ Swelling

* Redness (7‘)

» Warmth ke \
* Tenderness Observable ‘

and measurable.

MUSCLE GUARDING

Protective response to pain.

» Muscle spasms u ;

* Increased tone

* Restricted range Limits function |
of motion and increases

injury risk.

NEUROLOGICAL DEFICITS

Measurable changes in nervous system
function.

=

» Sensory changes (numbness, | v

tingling, loss of sensation) _"'/

» Motor weakness ,

Documentable
» Reflex changes | and reproducible.

@ THE INITIAL SIGNAL

Pain is the body’s raw, biological input—a vital alarm system signaling that something
is structurally wrong. It is the first and most important indicator that initiates the cycle
of healing and protection.

Recognizing and validating this physiological signal
is essential for accurate assessment, appropriate
treatment, and fair compensation.




The Perceptual Dimension:
The Brain’s Interpretation of Pain

Pain is not just a signal—it’s an experience shaped by the brain.

@ CENTRAL PROCESSING & INTERPRETATION

Nociceptive signals from the body are not pain until

the brain interprets them. Multiple brain regions

work together to evaluate threat, assign meaning,

and generate the subjective experience of pain.

Somatosensory
Cortex (51/52)
Processes location,
intensity, and quality
of the pain signal.

Prefrontal Cortex
Evaluates context,
expectations, and
regulation of pain
(top-down control).

Anterior Cingulate
Cortex (ACC)
Involved in the
emotional and

motivational

H Thalamus
!/ Relays and

V" information to

. the cortex.
aspects of pain.
Insula Amygdala

Processes fear,
threat, and aversive
memory; amplifies
pain responses.

Integrates bodily \
sensations with
emotional awareness;
key for pain intensity
and unpleasantness.

Periaqueductal Gray (PAG)

Modulates descending inhibition
or facilitation of pain.

This is why the same injury can feel different from person to person,
and from moment to moment.

( The brain integrates sensory-discriminative, emotional-motivational,
and cognitive-evaluative information to produce the experience of pain.

! modulates sensory |

(2) SPATIAL DISTORTIONS & COMPLEX PHENOMENA

The brain can mislocalize, amplify, or generate pain in the absence
| of ongoing tissue damage.

= i }

REFERRED PAIN

Pain is perceived at a location
away from the actual source
due to convergence of
afferent signals in the CNS.

Example: Heart attack pain
felt in the left arm or jaw.

PHANTOM PAIN

Painful sensations perceived
in a limb that has been
amputated.

Caused by changes in the
nervous system and body
schema within the brain.

NOCIPLASTIC PAIN

Pain arises from altered
nociception despite no clear
evidence of tissue damage
or disease.

Characterized by widespread
pain and hypersensitivity due
to CNS malfunction.

@ FACTORS INFLUENCING PERCEPTION

Multiple internal and external factors act as filters,
shaping how pain is interpreted and experienced.

ONNONO

PAST CULTURAL ATTENTION EMOTIONAL
EXPERIENCES BACKGROUND Focus on pain STATE
Previous pain Beliefs, norms, and can amplify it; Anxiety, fear, and
distraction can depression can
reduce it. heighten pain
perception.

shapes expectations, expressions of pain
fear, and pain
memory.

vary across
cultures.

These factors interact
with brain processing
to shape the
perceived intensity
and quality of pain.

PERCEIVED PAIN
EXPERIENCE

KEY TAKEAWAY

Pain is inherently subjective. Even when rooted in objective pathology, the experience of pain
is shaped by the brain’s complex interpretation—making each person’s pain real, valid, and unique.

“ You can’t see pain on a scan,
but you can see its impact on a life.
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Psychological Pain: g

Affective regions involved in : PHYSICAL PAIN

=) . . anxiety, fear, and mood 7 Tt e
I0PSYCNOSOCIal DYSTUNCUON  coveen ™ ™=
[ ] _ - ’_ : ‘:, 3 J 4

regions processing
pain intensity and

The brain's complex interpretation and amplification

of signals under duress.

location.

Beyond Fabrication: It is a profound behavioral and
emotional expression heavily influenced by mental
state, beliefs, and environment.

Amplifiers: Emotional states like anxiety, depression,
fear, and stress significantly amplify pain signals.

Mitigators: A sense of control, positive coping
strategies, and social support can mitigate the
pain experience.

Neural Overlap: The brain processes emotional OVERLAPPING CIRCUITS
distress and physical pain in overlapping Shared neural pathways amplify
neural circuits. and integrate emotional and
physical pain. N\

Complete Understanding: Ignoring the psychological
dimension leads to an incomplete and inaccurate
understanding of pain.

@ Emotional Distress Networks

@ Physical Pain Networks

Pain is not just in the body—it is shaped by the mind, the brain, @ Overlapping Shared Networks
relationships, and the world around us. b
UNDERSTAND THE WHOLE PERSON. TREAT THE WHOLE PERSON.

) ©E@0
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Functional Capacity Evaluation (FCE):
Stripping Away Subjective Bias

A comprehensive, objective measurement of maximum
abilities to perform work and daily activities.

.

-
.

> ENDURANCE (SEC)

¢ OBJECTIVE MEASUREMENT:

Simulates real-world demands to assess strength,
endurance, flexibility, balance, and tolerance.

STRENGTH
0O MO0 OO0 (

ENDURANCE
ee:000000

® SHIFTING THE FOCUS: el

Moves evaluation from “claimed pain” to “biomechanical
changes under load,” eliminating subjective bias.

BALANCE
eemoocs

FLEXIBILITY (DEG)
90

0
445 & \ 135
A

’132°/_\_180

TOLERANCE
somoOese

¢ DOCUMENTING INCONSISTENCIES:

Objectively documents behavioral and
processing inconsistencies.

o

O  BALANCE (5)
W

0 15 30 45 60

¢ DIFFERENTIATING LIMITATIONS:

Differentiates genuine functional limitations from
maladaptive pain behaviors or feigning.

e e

— 3 o=

¢ VALIDITY INDICATORS: VALIDITY INDICATORS i T i

Built-in measures (e.g., coefficient of variation, COEFFICIENT OF VARIATION @ 70/,

o (ACCEPTABLE RANGE < 15%)
heart rate) assess consistency of effort for 4 /\ ,\ , f\ J /\ f\ /\ f\ Q? 1 48
legal defensibility. CD HEART RATE RESPONSE  APPROPRIATE BPM

(WITHIN EXPECTED RANGE)




Standardized Testing Matrix:

Measuring True Capabilities Against Complamts

Utilizing cross-validation principles to verify erratic, non-anatomical, or inconsistent pain profiles.

— e

/

EVALUATION METRIC

@ ORGANIC / STRUCTURAL

INJURY PROFILE

NOCIPLASTIC / BIOPSYCHOSOCIAL
INJURY PROFILE

- BIOMECHANICAL
-'*‘a CONSISTENCY

o

ﬂr

High. Cross-checked tasks using
same muscles elicit matching
limitations.

& Low. Erratically passes strenuous
tasks but fails simple, low-load
movements.

7\ KINESIOLOGICAL
[/ ) ADAPTATIONS

/
~ e
- -

Present. Automatic guarding,
limping, or changes in muscle
recruitment visible.

& Absent. Claims maximum physical
limitation without showing expected
structural adaptations.

m EFFORT SINCERITY
s} ' yaLIDATION

T

N

Consistent data across
dynamometer and functional
lifting trials.

& Coefficient of variation is highly
irregular; data suggests
self-limiting behavior.




Arthrogenic Muscle Inhibition:

The Nervous System’s
Protective Shutdown

An involuntary reflex mechanism where pain inhibits
muscle function to prevent further tissue damage.

1. The Core Mechanism:
The spinal cord reflexively shuts down nerve
signals to nearby muscles upon detecting injury,
reducing strength and altering coordimation.

2. Spinal Reflexes:
Nociceptor signals cause interneurons to actively
inhibit alpha motor neurons, inducing immediate
weakness even in uninjured muscles.

3. Motor Command Redirection:
The brain decreases primary (agonistic) muscle use
and increases opposing (antagonistic) muscle activity
to lock down the joint.

4. Reduced Voluntary Activation:
The brain prevents maximal voluntary contraction,
forcing slower, less powerful movements.

5. Long-Term Compensation:

Prolonged inhibition leads to muscle deactivation,
movement compensation, and eventual atrophy.

| 4 AGONISTIC

PAIN / NOCICEPTOR SPINAL CORD \(ﬁ?);
SIGNAL (INJURY) I EOMECHINICAL
. HEALTHY MOTOR
L\ / SIGNAL
INTERNEURON A )
(INHIBITORY)
ALPHA MOTOR
NEURON
‘\‘ (INHIBITED)
Y
S
=== INHIBITORY / PAIN SIGNAL 3 ‘\‘
(=) INHIBITION
wm HEALTHY EXCITATORY SIGNAL
() EXCITATION AXON
|_— TERMINAL
) ,‘
JOINT LOCKDOWN "‘
o — s 4

| 1 ANTAGONISTIC |

(Primary Muscle Use) ‘ i) (Opposing Muscle

NEUROMUSCULAR

| Activit ‘ :
g | \ JUNCTION
N y
f".’, -~ SRR / - el
i Ve O S
STABILIZES & /. b RS
PROTECTS THE JOINT MUSCLE FIBER e = 4 :

(WEAKENED RESPONSE)



PSYCHOSOCIAL PAIN:

WHEN EMOTIONAL DISTRESS
MIMICS PHYSICAL INJURY

Understanding how the brain processes trauma
and anxiety through physical channels.

N

r/. ‘ "
Xe)

(@)
/ “\\
® | % }
£ ‘\‘\,
@ | HF;CO JI
o (&)

THE CORE DEFINITION:
Perceived pain that is prolonged, increased, or

caused by mental, emotional, or behavioral factors.

PSYCHOLOGICAL DRIVERS:

The underlying driver is often severe depression,
deep-seated trauma, or intense anxiety,
though the pain felt is real.

PHYSICAL MIMICRY:

The brain processes emotional suffering through
physical channels, mimicking distress without
primary mechanical injury.

EMOTIONAL INDICATORS:

Extreme emotional reactions during physical
assessment (outbursts, panic, tearfulness)
indicate psychological involvement.

CLINICAL ACTION:

These responses reveal pain coupled with trauma,

necessitating mental health support.

(7.
(£S5

IM=CHANICAL

AMYGDALA
Threat detection
& emotional
processing

LIMBIC SYSTEM
Emotional regulation,
memory, and
motivation

ANTERIOR
CINGULATE
CORTEX
Emotional pain
processing &
attention

EMOTIONAL PAIN PATHWAY

Emotional Threat
(Amygdala Activation)

!

Limbic Processing
& Amplification

!

Signal Transmission
(Descending Pathways)

!

Physical Pain
Experience

TEL




FCE LIFTING METRICS:

. 60"
EXPOSING INCONSISTENCIES W=mxgxh
IN PSYCHOSOCIAL PAIN i
m = Mass (kg)
0 = Gravitational acceleration (9.81 m/s?)
Using physiological demands and work formulas D il RITR e -
to validate sincerity of effort. ”
_k 36 WORK (JOULES) FOR 10 KG
THE REPORTING PATTERN: 0" 12" N
Psychosocial pain often presents as increased :
symptoms during perceived stressful activities 0"-36" 89.67 Joules
without substantiating physical adaptations. 36"—-60" 59.74 Joules
o (& BIOMECHANICAL CONSISTENCY: 0"-60" 149.35 Joules

ﬁ Distinct lifts have unique physiological demands;
kinesiological adaptations must match the
actual work completed.

- 12" (PHYSIOLUGICAL RANKING (HARDEST TO EASIEST):

@ 0"-60": Longest range HARDEST
(floor initiation + overhead finish). A

& THE PHYSICS OF LIFTING
(WORK =m * g * h FOR 10 KG): Sl i~ < *
36" 60" D|sproport|onately taxing s
0"-12": 29.87 Joules (overhead shoulder mechanics). o
0"-36": 89.61 Joules 0"-36": Demanding floor start E
with efficient finish.
36"-60": 99.74 Joules , B e g o it »
O it L _l_ 0" 0 :2 ﬁhc:jrt ran%e but e
. "_ean. e mechanically demandin
0"-60": 149.35 Joules o bottozx 9 SRS




Non-Organic Symptoms:
Beyond Anatomical Boundaries

Understanding Waddell's Signs as behavioral responses
to physical examination.

THE DEFINITION:

Symptoms that do not follow a known
anatomical pattern (e.g., superficial
tenderness or overreaction).

WADDELL'S SIGNS:

Physical expressions observed during
clinical examination associated with
these non-organic symptoms.

BEHAVIORAL, NOT DECEPTIVE:

Professor Gordon Waddell notes these are
“behavioral responses,” indicating psychological
distress or maladaptive pain, not conscious deception.

CLINICAL SIGNIFICANCE:

Alerts clinicians to the need for a comprehensive
biopsychosocial approach.

&
&)

v

CCCCCCCCC

ANATOMICAL
PATHWAYS

NON-ANATOMICAL |
PAIN PATHWAYS

Symptoms extending
beyond anatomical
boundaries.



Waddell’s Signs in the FCE: s
Evaluating the 60% Threshold

A standardized approach to identifying non-organic symptom expression.

60%’ THRESHOLD: Evaluee must reach a 60% threshold (3 out of 5) of perceptible positives.

|
|
|
TENDERNESS SIMULATION TESTS DISTRACTION TESTS REGIONAL DISTURBANCES | OVERREACTION |

— o |
Superficial or non-anatomical Movements mimicking back Clinical findings disappear Widespread pain/weakness Disproportionate responses |
tenderness (e.g., pain crossing ‘ loading but structurally ! when distracted (e.g., leg not following nerve pathways during non-painful exams |
dermatomal boundaries). do not (e.g., axial loading ‘ extension normal when (e.g., “stocking” sensory loss). (e.g., excessive groaning '
on head). . distracted). or collapsing).
/

Presence of 3 or more signs ( 60% ) suggests non-organic symptom expression.



| SYMPTOM MAGNIFICATION:
IDENTIFYING UNFOUNDED
PHYSICAL APPREHENSION

Exacerbation of complaints that do not fit
objective physical standards.

e

\ THE CONCEPT: A maladaptive coping mechanism where
\ %% . complaints exceed objective physical standards, though

not necessarily based in deception.

o THE ROLE OF THE FCE:
“¥! | Reveals inconsistencies between reported pain and
actual objective functional capacity.

r\\ MANIFESTATIONS OF UNFOUNDED APPREHENSION:
Q | (@@ EXCESSIVE RIGIDITY:

Moving stiffly, holding breath, or refusing safe
movements due to anticipated pain.

DISPROPORTIONATE SPIKES IN PAIN:
=/ Massive pain spikes from light touch or standard
1 tests (overlapping with Waddell's signs).

THE “CURE” SEARCH:
History of numerous specialist visits while
reporting “nothing ever works.”

REPORTED PAIN

I\¢ " (EXAGGERATED)

OBJECTIVE
ANATOMY
(STRUCTURED)

MISMATCH B TWEEN
REPORTED PAIN AND
OBJECTIVE FINDINGS



THE OBJECTIVE PAIN SCALE:

TRACKING RELATIVE
SYMPTOM VARIATIONS

Using standardized classifications to capture
discrepancies and guide the examinee.

H®)

2. CAPTURING DISCREPANCIES:
m | Unexplained variations that exaggerate

pain relative to observed functional
capacity indicate symptom magnification.

1. OBJECTIVE CLASSIFICATION:

Provides a standardized baseline for
the evaluation to guide the examinee.

3. FOCUSING ON RELATIVE CHANGE:

Once the initial pain level is declared,
the focus must shift to detailing relative

increases and decreases in perceived pain,

rather than fixating on absolute
numerical values.

55— 55—

0.0:

0.0-0.5:

0.5-1.0:

1.0-2.0:

2.0-3.0:

3.0-4.0:

4.0-5.0:

5.0-6.0:

6.0-7.0:

7.0 -8.0:

8.0-9.0:

9.0-10.0:

10.0:

No pain or disability.
Normal function.

Mild discomfort.
Ignorable if distracted.

Non-limiting. Ignorable.
Normal tasks unaffected.

Noticeable, non-limiting.

Harder to ignore, but not distracting.

Relentless, non-limiting.

Persists, but pace/technique unaffected. -‘ |

Mildly limiting. Distracting.
May slow pace or limit duration.

Moderately limiting.
Combine adaptations (slow pace,

adjust technique). ;,:-;‘ i

T ‘\]
i
Substantial limits on time and tEChT‘IIque Y

Markedly limiting.

Severely limiting.
Prevents completion of normal tasks.

Incapacitating.
Prevents basic functions.
Assume preferred position.

Impairing.
Cognitive/physical impairments.
Cannot perform basic functions.

Unmanageable.
Requires medical intervention/ER.

Emergency intervention necessary.
Complete loss of function.




Pain Catastrophizing:

NEGATIVE

The Exaggerated Threat Response o
BT R ’ ( . RumiNaTION
s T s Phd e L) A e

 THREAT

FOCUS ON '
' PERCEPTION

THE DEFINITION: PAIN

A psiychological tendency to ruminate and exaggerate
the threat of pain, perceiving it as intenesly disabling.

A COPING MECHANISM:

Driven by distress and fear, this is a maladaptive
coping mechanism, not a conscious attempt to deceive.

: LN : 7/, EMOTIONAL
SUBJECTIVE COMPLAINTS: o s ) smess

Extreme Language: "Unbearable," "paralyzing," HYPERACTIVE

"ruined," or "killing me." PREFRONTAL ‘ i
. CORTEX |

Fear of Damage: Certainty that movement causes S

permanent injury ("my spine will snap").

Hypervigilance: Constant monitoring and
hyperattention to pain.

®-©-©-

Disproportionate Blame: Exaggerating the impact
of incidental imaging findings ("MRI says degenerative
disc, so | can never lift again”).

CCCCCCCCC



MALINGERING:

CONSCIOUS FABRICATION p

External Incentives & Symptom Exaggeration  3MAJOR
R— | ~ FCE METRICS

Understanding how intentional symptom exaggeration | VIOLATED |

is identified through clinical evaluation. E—

THE CORE DEFINITION:

Conscious fabrication of physical, cognitive, or
psychological symptoms driven by external
incentives (financial settlements, avoidance of work).

2.\ Biomechanical
% / Consistency

Kinesiological
Adaptations
|

Sincerity of |
Effort

\ )

IDENTIFICATION PATTERN:

Identified by a clear pattern of multiple, intentional
contradictions across different testing methods.

FCE VALIDITY MEASURES: .

The Functional Capacity Evaluation (FCE) is uniquely
positioned to help identify malingering through
built-in validity measures.

CLINICAL INDICATORS:

Inconsistent effort, lack of physiological response
to claimed maximal exertion, and discrepancy
between formal and distracted testing.




NOCIPLASTIC PAIN:
THE GLITGHED SOFTWARE

Non-Biomechanical Symptom Patterns

When a hypersensitive central nervous system incorrectly
processes non-painful stimuli as pain.

(1 ~
—__FCE SYMPTOM PRESENTATION

MALFUNCTIONING CNS:
® /- C Unpredictable flares that do not align
Y

{4 GLITCHED

with standard biomechanical S - 0CESSING

stress models.

WORSENING SYMPTOMS:
Symptoms worsen steadily
throughout the FCE with

no improvements.

LOW STRESS EXACERBATION:
Pain increases during activities with

relatively low mechanical stress. T

0 INCONSISTENT ADAPTATIONS: / \A/»v\/#'f\ v\.v.ff\.r\I;*J/\*.Vw" /. b
® %,.r Biomeahanical performance, .

SENSITIVITY
AMPLIFICATION

kinesiological adaptations, and
effort are not consistent.

BIOPSYCHOSOCIAL DRIVERS:
Pain is genuinely felt, but the
underlying driver is psychological
distress.

‘/Z

SCHANICAL

e

HR ESTIMATES
(40YO WOMAN)

vin

Heart rate usually remains below
the lower anaerobic threshold.

@ RESTING HR 12
@ MAXIMUM HR 180

@ LIGHT WORK 72 107

AEROBIC THRESHOLD 108 126

TRANSITION ZONE 127 -134

X N

() anagroBic THResHoLD 135 - 153

@ POST TASK HR 120
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DEFENSE STRATEGY: LEVERAGING FCE FINDINGS

7N\

1

N

\

MEDICAL HISTORY
RED FLAGS

' catastrophizing reflect

Fibromyalgia suggests
Nociplastic predisposition.

Lack of rehab progress indicates
non-mechanical issues.

Emotional extremes and

psychological expressions.

THE DEPOSITION AS A |

i )
A -'llll/i

\ Creates an ideal environment for

“DISTRACTION TEST”

Depositions shift focus from physical
performance to legal stress.

Waddell's Distraction Test.

Comparing deposition actions with
FCE results highlights performance

discrepancies.
74

N

—— Applying clinical insights to legal proceedings and depositions. —

(" —\
(3]

N

KEY OBSERVATIONAL
TACTICS |

Monitor sitting posture and
discomfort during the proceeding.

Observe transfers from sitting
to standing during breaks.

Note standing posture when the
plaintiff is unguarded.

Corroborate FCE findings through
targeted questioning.

A -"II/- ’
e



DECODING PAIN:
THE FCE ADVANTAGE _

Bndgmg Subjective Complaints with Objective Data

(

@ EMPOWERING LEGAL
©1° PROFESSIONALS

- -

L 4

For legal professionals, the FCE serves as a
crucial bridge, translating subjective complaints
into objective, quantifiable data regarding a
subject's functional capacity. A well-conducted
FCE provides a clear picture of a client’s physical
abilities and limitations, directly correlating to
job demands or daily activities.

-
L

By embracing a comprehensive understanding of
pain science and leveraging the objective insights
provided by FCEs, you can navigate the
complexities of these cases with greater
confidence and ensure that justice is served for
all parties involved.

\

CONNECTING MEDICAL DATA =——= WITH LEGAL STRATEGY

CCCCCCCCC

2. EXPERT
=2/ CONSULTATION

Thank you for your time and attention.
| hope this presentation has provided
valuable insights into decoding pain
for your legal practice.

If you have further questions or require
expert consultation, please do not
hesitate to reach out.

CONTACT INFORMATION
@ Presenter: Os Baldessari, MPT

Company: Os Biomechanical Assessments

Email: os@ostherapy.com |
osbaldessari@gmail.com

Phone: (303) 884-3118

OIGROIO

Website: OsFCE.com
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