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Love conqguers all things except

poverty and toothache.

Mae West



http://www.brainyquote.com/quotes/quotes/m/maewest137973.html
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SP definition of pain

unpleasant sensory and emotional
Jerience associated with actual or poten
e damage, or described In terms of




INn IS complex

Figure 2. The concept of the neuromatrix theory for pain

Input

MNeuromatrix
i1 Arthur Leung 2071

ltself visualsed as an entity (like an incessant spinning sphere) comprising the somatosensary (3),
cognitive (C) and affective (&) damains, it receives inputs from areas of the brain governing sensation,
emolions and cognitions and, in return, churns out a neurasignature {output) which activates various
programmes for pain recognition, motor response, emational and stress reactions. (Adapted from
Melzack, Evolution of the neurormatrix theary of pain. The Pritki Raj Lecture: presented at the third
Wadd Congress of Wadd Institute of Pain, Barcelona 2004, Pain Pract. 2005 Jun;5{2):85-94)




Chronic pain is common

e report, "Relieving Pain in America: A Blueprint for Transforming
evention Education, and Research," says the nation's healt

stem has largely failed Americans in pain and calls for a "cultural
sformation” of the way in which the United States approaches anc
ges patients with pain.

he nation experiences chronic pain. ... Costing
‘nation on cardiovascular disease and cancer,"

p to $635 billior



Chronic pain: Consequences UK

33% of UK population suffer
13% work force is compromised
Diabetic and HIV neuropathy

Accounts for £80 billion year UK




What Is pain?

0 Subjective sensation

u with physical and psychological effects

0 Individual response o
U dependant on a1
U age / gender / experience / personality / anxiety Definition of pain

U settings / trust in clinician / fatigue AN unpleasant senso
and emotional

0 Organic and or psychological cause xPerence associt
B - potential tissue
0 Invisible to others damage or describet
in terms of such
damage
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Tapping Into natural resources

A Maximising downward
Inhibition of pain

A Sleep

A Hypnotism

A Meditation
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es of pain

Review series introduction

To paraphrase Cole Porter’s famous 1926 song, “What is this thing called pain? This funny thing called pain,

What is this thing called pain?

Pragram in Neurobiology and Department of Neurolegy, Children's Hospital Boston, and Department of Neurobiology,
Harvard Medical School, Boston, Massachusetts, USA.

just who can solve its mystery?” Pain, like love, is all consuming: when you have it, not much else marters, and
there is nothing you can do about it. Unlike love, however, we are actually beginning to tease apart the mystery of
pain. The substantial progress made over the last decade in revealing the genes, molecules, cells, and circuirts that
determine the sensation of pain offers new opportunities to manage ir, as revealed in this Review series by some

of the foremost experts in the field.

Classifying pain
What exactly, from a neurobiological perspective, is pain? Pain is
actually three quite different things, although we and many of our
physicians commonly fail to make the distinction. First, there is
the pain that is an early-warning physiological protective system,
essential to detect and minimize contact with damaging or nox-
ious stimuli. This is the pain we feel when touching something oo
hot, cold, or sharp. Because this pain is concerned with the sensing
of noxious stimuli, it is called nociceptive pain (Figure 1A), a high-
threshold pain only activated in the presence of intense stimuli
(1). The neurobiological apparatus that generates nociceptive pain
evolved from the capacity of even the most primitive of nervous
systems to signal impending or actual tissue damage from envi-

and other syndromes in which there exists substantial pain but no
noxious stimulus and no, or minimal, peripheral inflammatory
pathology. The clinical pain syndrome with the greatest unmet
need, pathological pain is largely the consequence of amplified sen-
sory signals in the central nervous system and is a low-threshold
pain. By analogy, if pain were a fire alarm, the nociceptive type
would be activated appropriately only by the presence of intense
heat, inflammartory pain would be activated by warm tempera-
tures, and pathological pain would be a false alarm caused by mal-
function of the system itself. The net effect in all three cases is the
sensation we call pain. However, because the processes that drive
each are quite different, treatments must be targeted at the dis-
tinct mechanisms responsible.
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Orofacialpain

Local causes of pain

Ears — EYyes
Pharynx Nose/sinus
Jaw / Dental
Temporomandibular
Joint

Other causes
Vascular Psychogenic
Neurological Other

Referred
GLOBAL YEAR AGAINST

OROFACIAL=

OCTOBER 2013 - OCTOBER 2014
International Association for the Study of Pain




Neurological causes of OFP

A Primary neuropathies
'|'
A Secondary neuropathies
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