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IASP, 1994

An unpleasant sensory and emotional experiences
associated with actual and potential tissue damage, or
described in terms of such damage
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“Pain is the fifth vital sign”
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Types of Pain

Transient
{Nociceptive Pain}

Physiologic Pain

Inflaminatory
{Mixed

Neuropathic
Pain

Pathologic Pain

Nociceptive vs Neuropathic Pain

Nociceptive Pain
Caused by activity in
neural pathways in
response 1o potentially

Mixed Type
Caused by a combination
of both primary injury or
secondary effects

Neuropathic Pain
Initiated or caused by
primary lesion or
dysfunction in the

tissue-damaging stimuli

nervous system

N
Arthritis
Post-operative Back pain
pain

Osteoporosis

Cancer pain

Myofascial pain

Post-herpetic \\ Cancer
neuralgia

Trigeminal
neuralgia

Neuropathic spinal

stenosis Central post-
stroke pain
Phantom pain
Polyneuropathy

(eg. DM, chemoTx)
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Six different outcomes of tissue or nerve injury

Acute vs Chronic Pain

Acute vs Chronic Pain

Characteristic

Acute Pain

Generally known

Chronic Pain

Often unknown

Duration of pain

Short, well-
characterized

Persists after
healing, >3 mo

Treatment approach

Underlying disease

Underlying disease
and pain disorder

BH852 Rofa Yaly I8

7l Ydaat
k-2: v 22 2UF Hey g2 foli =t
HEE U 215H Wwig 221, W '
Heu HNoes &7t sk, v, HuEEXE 571
P EES-E ) Y, #HE d2Fy
(wZA gzlos) HYY Y
HEEAH Aidosteron, ADH, cortisol #4| &7} o7 9% SR [
Glucagon % epinephrine 4| Z7} X|ghesy
Insutin £4| Z4 -
2871 Y | B2 4G FTE XA, VS
Hls21 gz ol wHF
HAYSH | Yo ST B HHAEES YYUIE Bk MY
HRass ga HEE, HYEE
ST g
l-Eh | A5 AR X X5 A, 2y




48

A7A RBAA A FE

=8 EZ(Acute Pain)
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“If for example fire (4) comes near the foot (8),
the minute particles of this fire, which as you
know move with great velocity, have the power to
set in motion the spot of the skin of the foot
which they touch, and by this means pulling
upon the deficate thread {¢) which is attached to
the spot of the skin, they open up at the same
instant the pore (g, against which the delicate
thread ends, just as by putling at one end of a
rope makes to strike at the same instant a bell
which hangs at the other end,"

Descartes’ (1664) concept of the pain pathway

Pain Pathways

Transduction

Transmission

Modulation

Perception

Interpretation

¢ Behavior
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Summary in peripheral nociception

8K, bradykinin
CK, cytokines
CNT, cilary newrctrophic

SIGNALS TO NOCICEPTORS factor
= ‘GONF, giak decived
N

ON)
neungtrophic factar

PG, prostagiandin
TNF, tumr necrosis factor
5HT, servtonin
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Some factors that affect nociceptors via membrane receptors

Axotomy  Inflammation

Cakcitonin peptide]

histidine-isoleucine
Galanin

Vasoactive intestinal polypeptidel
peptide

Neuropeptide Y
Plruitary adenylate cyclase acthat-
ing peptide

egulat E
1 Zung X 1420, 14,

Jeroen T3, Tumer JA, Wio-
Progress

TPARI-1ST, with

Vols

Sensory cytochemical changes with inflammation versus axotomy

Pain Assessment Scales

Visual Analog Scale(VAS)

Verbal Pain Intensity Scale
| | o
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paln  Pain  Pan  Pain  severs possible tsstlsts
pain pain

0-10 Numeric Pain intensity Scale “Faces” Scale
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1. Portenoy RK, Kanner RM, eds, Pain Management: Theory and Practice, 1996;8-10,

2, Wong DL, Waley and Wong's Essentials of Pediatric Nursing 5% ed, 1997;1215-6,
3. McCaffery M, Pasero C, Pain: Clinical Manual, Mosby, inc, 1999:16.

personal, private, internal
events

external observers can only
quantify pain behaviors

Loeser's model for components of pain

Assessing the Patients Who Has Pain

e Onset and Duration

¢ | ocation/Distribution

e Quality

e |ntensity

e Aggravating/Relieving factors

® Associated features or secondary signs/symptoms
- Mood/Emotional distress
— Functional activities

¢ Treatment response
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Step 3 Severe Postoperative Pain
Step 1 and Step 2 Strategies
AND
Local Anesthetic Peripheral Neural Blockade
(with or Without Catheter)
AND
Use of Sustained Release Opioid Analgesics

Step 2 Moderate Postoperative Pain
Step 1 Strategy
AND
Intermittent Doses of Opioid Analgesics

Step 1 Mild Postoperative Pain
Nonopioid Analgesic
Acetaminophen, NSAIDs, or COX-2 Selective Inhibitors
AND
tocal Anesthetic Infiltration

James C Crews JAMA 2002

Principles of Treatment

* Preemptive analgesia

— The extent and duration of trauma and inflammation
— Pre- to intra- and postoperative period
Multimodal analgesia

— More than two analgesics

— Controlling the peripheral sensitization and conduction of
primary afferent neuron

— Local anesthetics, NSAIDs, opioid
Mechanism-based therapy

Preemptive Analgesia

: Preoperative given before surgical injury

Inflammatory period Recovery period
Peripheral sensitization Central sensitization
Inflammatory mediators lower the Noci firing i the r

threshold of the nociceptors and render

of the dorsal horn to the A fiber
them responsive to less il ive stimuli, i i

Once initia{ed, can be quite prolonged,

The Changing Role of Non-Opiold Analgesic Techniques in
the Management of Postoperative Pain

Paul . White, Phis, MD, FANZCA

Dupartminst of Anesthesivkigy and Pain Management, Urivonity of Trvas Seathssnstenn Medioal Conter at Dallen. Dalls,
Tews

the optimal r pioid i i for i

would not
only reduce pain scores and enhance patient satisfaction b

pain
ut also facilitate earlier
mobilization and rehabilitation by reducing pain-related complications after surgery

Recent evidence suggests that this goal can be best achieved by using a combination of

preemptive techniques involving both central and peripheral-acting analgesic drugs and
devices

(Anesth Analg 2005;101:85-522)

Clinical application

Local anesthetic blockade
Epidural opioid
* NSAIDs

* Ketamine

« Combination regimens

Controversial

1. Careful attention to preoperative induction
2. Prolongation of use well into the postoperative period
3. Use of multiple agent regimens

Relative efficacy of oral analgesics after third
molar extraction

1. Barden,' J. E. Edwards,? H. . McQuay P. J. Wiffen* and RL A Moore®

BRITISH DENTAL JOURNAL VOLUME 197 NO. 7 OGTOBER 9 2004
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NSAIDs and COX-2 inhibitors have the lowest {best) NNTs, They may also have fewer adverse effects after
third molar surgery, though conclusive evidence is lacking, At least 80% of analgesic prescribing by UK
dentists is in line with the best available evidence on efficacy and safety.
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| 600 mg ibuprofen preoperative]

Local Anesthetics
Surgical Procedure

@ mg ibuprofen postoperative (Qid, 4 daysﬂ

Pain Control, JP Rood IFDAS, 2006

The Key to Sedation

“Local Anesthetic Technique”

If a poor local anesthetic block has been given, the
patient will continue to feel pain throughout the
procedure

Conclusion

PN

Physiologic Inflammatory Pathologic pain
pain (chronic persistent pain)

| |

NSAIDs Consult to pain specialist

The art of life, is to live it without
pain,

Thomas Jefferson 1790




