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What S pain? b |
AHo '
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[Orofacial pain

ADiagnosis
AManagement

[Cases ]
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nd ritual
ancient C u
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OAn unpl easant sensory
experience associated with actual or

potential tissue damage or described In

terms of such damage 6 IAGP, 1979 ).
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Understanding pain

x Mair
Galel
Abou A

x Descartes (1596 -165C G Stated
that pain was experienced in the brain,
rather than in the heart as was the
accepted Aristotelian doctrine




small fiber Inhibitory
neuron (I} projection
neuron (P}

Spinofhalamic
tract

Gate Theory of pain

Canadian psychologist Ronald Melzak and
British physiologist Patrick Wall (1965)
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hache

patiently."
Shakespeare, Much Ado About Nothing , ActV
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at Is pain?

Subjective sensation

\_
-

Individual response

\_
s

Organic and or
psychological cause

\_
-

Measure

Awith physical and psychological effects

Adependant on
Aage / gender / experience / personality / anxiety
Asettings / trust in clinician / fatigue

Aquestionnaires to assess disability
Aphysical / mental
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HOW DO WE FEEL THE
" OUCHO0 ?

T



231N Process

Nociception

Sensation

Behaviour

N\Z

Suffering

Bio psycho social Model

Social / cultural

Age, gender, race,
peer support, familial
expectation
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RAL PROPAGATION C




12

ociception

Tissue damage

e —
Chemical and electrical events

> ——— 2
Activation of the sensory cortex

; 3
Pain recognition
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Noxious stimulus
What events unfold inthe  sensory system?

A Peripheral nervous A Clinical symptoms
system PNS A Psychological factors

Alnflammation A Environmental
AReceptors factors

A Axons (primary / A Reaction is
secondary / Emotional and
tertiary [cortex]) Physical

A neurotransmission

wnigaiag (-

Wnigaia9

o
[{F5)]
o

ueaqplin
|EpNES

e|npapy —
|E43S0Y ®

A Central nervous
system CNS

A Pain pathways

10
|EEJ!I:|§ @’
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Ific pain receptors

X Tl’a closed

+t++++++++ GEDEED +++++++++

Na+ Na+ Na+ Na+
Na+ Na+ Na+ Na+

x lon Channels
Na, Ca, K

X  Anatomy
degeneration

X = spontaneous
activity

Inactivated Activated
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http://bio.winona.msus.edu/berg/ANIMTNS/voltgtan.gif

B \

3

Control
-

immunoreactive fibres

Control
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Ipheral Acute

Immatory pain
E

Cell damage

ATrauma mechanical,

[Cytokine release

AAttract immune cells

ANerve activation via receptors via NG

[Neural depolarisation (PNS)

AAction potential

ASignals primary, secondary, tertiary (CNS)
ACortical activation 6sensing
AReaction (motor and sensory

More cytokine release NEUROINFLAMMATION

If process prolonged = changes in nervous system

Chronic non inflammatory pain
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Receptor

\
7

Primary sensory nerve
A A Delta and C fibres

Secondary sensory nerve
AlLamina | DRG

Tertiary sensory nerve

A Specific areas of the brain

AThalamus

A Anterior cingulate cortex A beta
AS1/S2

Alnsula A delta
A Brainstem C
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e
Central neuroanatomy

X
X
X
X
X 2
X Mesolimbicy
dopaminergic
pathways
A Medial
forebrain
bundie
X
X
X
X
X
X
X
X




Anatomy revisited
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