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Print Achieving effective pain relief as early as possible after a burn injury is critical for the long-term
physical and psychological well-being of patients. Depending on the extent of the injury, pain due to burns can
range from mild to severe to excruciating. Research indicates that pain experienced during the early
hospitalization period may predict long-term outcomes,1 and that acute pain at the time of discharge may
serve as a predictor of suicidal ideation post-burn injury. Can you describe the mechanism of pain due to burn
injury? The mechanism of pain in burns in the acute setting is different from pain that may continue to be
experienced after the tissue heals. In the acute setting, thermal injury to the skin causes the release of
inflammatory mediators, which then activate the pain receptors locally at the site of the injury. After a short
period of time, the area around the wound also becomes sensitized â€” a process that is mediated at the spinal
cord level. How is burn pain categorized? There are 2 types of pain that patients with burns experience: Which
factors influence the severity of pain in burn injuries? The degree of tissue injury can influence the severity of
pain experienced acutely. Generally, less severe burns result in less severe pain; ie, pain from superficial,
first-degree burns tends to be mild compared with pain from deeper, second- or third-degree burns. How does
pain management in burn injuries differ from pain management in other types of acute pain? Pain from a burn
injury is unique among other surgical acute pain states in that patients are unprepared for it, compared with,
for example, acute pain from an elective surgery. Thus, pain from a burn injury is frequently accompanied by
psychological trauma. In addition, burn patients often need to endure frequent episodes of pain exacerbations
such as with dressing changes, physical therapy, and repeated operative procedures. As a result, the recovery
period is prolonged and psychologically burdensome. Because of the above, treatment of burn pain is best
managed with multimodal therapy that targets pain from all possible angles. Which medications are used to
treat pain due to burns and how effective are they? Traditionally, opioid medications were the primary
analgesics used in burn pain care. Although opioid medications remain the cornerstone of burn pain
management, we have now learned to appreciate the benefits of multimodal analgesia over opioid
monotherapy. Optimal therapy for burn pain should include not only opioids, but other adjuvant and
neuropathic medications. Some of the most commonly used neuropathic pharmacologic agents include
antiepileptic medications eg, gabapentin , pregabalin, Topamax , tricyclic antidepressant drugs eg,
amitriptyline, nortriptyline , serotonin and norepinephrine reuptake inhibitors eg, venlafaxine, duloxetine , as
well as other adjuvant medications such as acetaminophen and non-steroidal anti-inflammatory drugs. Some
opioid medications such as methadone, tramadol, and tapentadol possess both opioid and non-opioid qualities,
making them particularly useful in the treatment of neuropathic pain.
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Abstract Fibromyalgia FM pain is frequent in the general population but its pathogenesis is only poorly
understood. Many recent studies have emphasized the role of central nervous system pain processing
abnormalities in FM, including central sensitization and inadequate pain inhibition. However, increasing
evidence points towards peripheral tissues as relevant contributors of painful impulse input that might either
initiate or maintain central sensitization, or both. It is well known that persistent or intense nociception can
lead to neuroplastic changes in the spinal cord and brain, resulting in central sensitization and pain. This
mechanism represents a hallmark of FM and many other chronic pain syndromes, including irritable bowel
syndrome, temporomandibular disorder, migraine, and low back pain. Importantly, after central sensitization
has been established only minimal nociceptive input is required for the maintenance of the chronic pain state.
Additional factors, including pain related negative affect and poor sleep have been shown to significantly
contribute to clinical FM pain. Better understanding of these mechanisms and their relationship to central
sensitization and clinical pain will provide new approaches for the prevention and treatment of FM and other
chronic pain syndromes. In addition, most FM patients complain of disturbed sleep, emotional distress, and
pronounced fatigue. FM represents the extreme end of the spectrum of musculoskeletal pain in the general
population and is a chronic illness that disproportionably affects women 9: Like many other clinical
syndromes, FM has no single specific feature but represents a symptom complex of self reported or elicited
findings. Pain in FM is consistently felt in the musculature and is related to sensitization of central nervous
system CNS pain pathways. Although not specific for FM, abnormal concentration of CNS neuropeptides,
biogenic amines, and alterations of the hypothalamic-pituitary-adrenal axis have been described [ 2 - 5 ].
There is a large body of evidence for a generalized lowering of pressure pain thresholds in FM patients [ 6 - 10
], but the mechanical pain hypersensitivity allodynia of FM patients is not limited to tender points and appears
to be widespread [ 10 ]. In addition, almost all studies of FM patients have shown abnormalities of pain
sensitivity while using different methods of sensory testing. Although relevant for many clinical pain
syndromes like FM, nociception alone cannot explain the human pain experience because it always undergoes
modulation in the CNS by conscious and unconscious mental activity [ 11 ]. In addition, socio-cultural
influences, beliefs or biases can strongly influence pain, particularly those related to cause, control, duration,
outcome, and blame. These beliefs are frequently linked to negative emotions, like anger, fear, and depression
[ 12 ]. Generally, pain has two emotional components, including the unpleasantness of the sensation primary
pain affect as well as negative feelings like depression, anger and fear secondary pain affect. This relationship
of emotions with pain is bidirectional because modulation of negative feelings can powerfully alter the pain
experience [ 13 ]. Due to the fact that pain is a personal first person experience it can only be partially
captured by definitions. The International Association for the Study of Pain has defined pain as an "unpleasant
sensory and emotional experience associated with actual and potential tissue damage or described in terms of
such damage" [ 14 ]. This definition of pain, however, has significant shortcomings because it does not
encompass all aspects of pain. Thus, abnormalities of pain processing appear to play an important role for FM
pain, particularly those related to deep tissue impulse input, central sensitization, and mood abnormalities.
Some of the important contributions of abnormal central pain mechanisms to clinical FM pain include
temporal summation of pain or windup and central sensitization. Pathogenesis of fibromyalgia pain FM is a
pain amplification syndrome of patients who are highly sensitive to painful and non-painful stimuli, including
touch, heat, cold, chemicals, light, sound, and smell. The cause for the heightened sensitivity of FM patients is
unknown, but is likely to involve abnormalities in CNS sensory processing as well as peripheral tissue
abnormalities. Central abnormalities appear to be related to blunting of the hypothalamic-pituitary axis
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responses to stressors [ 15 , 16 ], increased levels of substance P [ 2 , 17 ], excitatory amino acids [ 18 ] and
neurotrophins [ 19 ] in the cerebro-spinal fluid of FM patients. Although previous FM studies did not show
consistent peripheral tissue abnormalities [ 20 ], more recent evidence points to possibly relevant alterations in
skin and muscles. These abnormalities include increased substance P in muscle tissue [ 21 ], DNA
fragmentation of muscle fibers [ 22 ], increased IL-1 in cutaneous tissues [ 23 ], and muscle perfusion deficits
[ 24 , 25 ]. These peripheral changes may contribute to increased tonic nociceptive input into the spinal cord
that results in augmented windup and central sensitization. In addition, there is compelling evidence for the
contribution of peripheral pain to overall clinical pain in FM [ 26 ]. These findings represent a possible link
between peripheral input and FM pain. Importantly, nociceptive activity in peripheral tissues of FM patients
does not necessarily have to be extensive, because central sensitization requires little sustained input for the
maintenance of the sensitized state and chronic pain [ 26 ]. Despite increasing evidence emphasizing the role
of sensory abnormalities in chronic widespread pain in FM, the contribution of psychological factors to FM
pain must also be recognized. Several psychological risk factors for FM are common in Western populations,
including somatic symptoms, negative life events [ 27 ], psychological distress [ 28 ], increased focus on
bodily symptoms [ 29 ], and passive pain-coping mechanisms [ 30 ]. Both community and clinic patients with
FM are also more likely than the general population to have a diagnosis of psychiatric disorders, particularly
depression and anxiety [ 31 , 32 ]. Self-reported depression at baseline was associated with a more than
six-fold increased likelihood of reporting FM symptoms at follow up and was found to be the strongest
independent predictor. In addition, psychosocial factors, including high levels of distress, fatigue, and frequent
health care seeking behavior, are strong predictors for chronic widespread pain and FM [ 34 ]. In this context,
several studies have reported FM to be co-morbid with major depressive disorder [ 35 , 36 ]. A recent large
family study of FM subjects showed that FM and major depressive disorder are characterized by shared,
familial risk factors [ 37 ], thus emphasizing the strong relationship between negative affect and FM pain.
Peripheral and central sensitization Although heightened pain sensitivity is a hallmark of FM, little is known
about the genetic and other factors that contribute to this abnormality. Tissue sensitization after injury has long
been recognized as making an important contribution to pain. This form of sensitization is related to changes
in the properties of primary nociceptive afferents peripheral sensitization , whereas central sensitization
requires functional changes in the CNS neuroplasticity. Such CNS changes can result in central sensitization,
which manifests itself in several ways, including increased excitability of spinal cord neurons after an injury,
enlargement of the receptive fields of these neurons, reduction in pain threshold, or recruitment of novel
afferent inputs. Behaviorally, centrally sensitized patients like FM sufferers report abnormal or heightened
pain sensitivity with spreading of hypersensitivity to uninjured sites and the generation of pain by low
threshold mechano-receptors that are normally silent in pain processing. Thus, tissue injury might not only
cause pain but also an expansion of dorsal horn receptive fields and central sensitization. Central sensitization
can occur as an immediate or delayed phenomenon [ 38 ], resulting in increased sensitivity of wide dynamic
range and nociception specific neurons of the spinal cord. Whereas delayed central sensitization depends
mostly on transcriptional and translational neuronal changes during afferent barrage, immediate central
sensitization relies mainly on dorsal horn receptor mechanisms, including the N-methyl-D-aspartate NMDA
and neurokinin-1 receptors [ 39 ]. Subsequent activation of these receptors will lead to increased firing rates
and pain. This mechanism peripheral sensitization seems to play an important role in FM pain, although only
indirect evidence is available at this time to support this assumption [ 26 ]. An important test of central pain
amplification relies on summation of second pain or windup [ 40 ]. This technique reveals sensitivity to input
from unmyelinated C afferents and the status of the NMDA receptor system [ 41 ], which is implicated in a
variety of chronic pain conditions. Thermal, mechanical, or electrical windup stimuli can be applied to the
skin or musculature of patients and commercial neurosensory stimulators are readily available for windup
testing. Temporal summation of second pain or windup In , Mendell and Wall described for the first time that
repetitive C-fiber stimulation can result in a progressive increase of electrical discharges from second order

Page 3

PSYCHOLOGICAL MECHANISMS OF PAIN AND ANALGESIA (PROGRESS
IN PAIN RESEARCH AND MANAGEMENT) pdf
neurons in the spinal cord [ 42 ]. This important mechanism of pain amplification in the dorsal horn neurons of
the spinal cord is related to temporal summation of second pain or windup. In contrast, second pain
transmitted by unmyelinated C-fibers , which is strongly related to chronic pain states, is most frequently
reported as dull, aching, or burning. Animal studies have demonstrated similar windup of C afferent-mediated
responses of dorsal horn nociceptive neurons and this summation has been found to involve NMDA receptor
mechanisms. Importantly, windup and second pain can be inhibited by NMDA receptor antagonists, including
dextromethorphan and ketamine [ 43 - 45 ].
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Interventional procedures - typically used for chronic back pain - include epidural steroid injections , facet
joint injections , neurolytic blocks , spinal cord stimulators and intrathecal drug delivery system implants. This
is similar to epidural infusions used in labour and postoperatively. The major differences are that it is much
more common for the drug to be delivered into the spinal fluid intrathecal rather than epidurally, and the pump
can be fully implanted under the skin. A main goal in treatment is cognitive restructuring to encourage helpful
thought patterns, targeting a behavioral activation of healthy activities such as regular exercise and pacing.
Lifestyle changes are also trained to improve sleep patterns and to develop better coping skills for pain and
other stressors using various techniques e. Studies have demonstrated the usefulness of cognitive behavioral
therapy in the management of chronic low back pain, producing significant decreases in physical and
psychosocial disability. Evidence for the usefulness of CBT in the management of adult chronic pain is
generally poorly understood, due partly to the proliferation of techniques of doubtful quality, and the poor
quality of reporting in clinical trials. The crucial content of individual interventions has not been isolated and
the important contextual elements, such as therapist training and development of treatment manuals, have not
been determined. The widely varying nature of the resulting data makes useful systematic review and
meta-analysis within the field very difficult. There is no evidence that behaviour therapy BT is effective for
reducing this type of pain, however BT may be useful for improving a persons mood immediately after
treatment. This improvement appears to be small, and is short term in duration. CBT may also have a small
effect on reducing disability and potential catastrophizing that may be associated with adult chronic pain.
These benefits do not appear to last very long following the therapy. This beneficial effect may be maintained
for at least three months following the therapy. It is not known if psychological therapy improves a child or
adolescents mood and the potential for disability related to their chronic pain. The authors concluded that
"although the findings provide support for the general applicability of hypnosis in the treatment of chronic
pain, considerably more research will be needed to fully determine the effects of hypnosis for different
chronic-pain conditions. It was first described for use in cancer pain , but it can be used by medical
professionals as a general principle when dealing with analgesia for any type of pain. The exact medications
recommended will vary with the country and the individual treatment center, but the following gives an
example of the WHO approach to treating chronic pain with medications. If, at any point, treatment fails to
provide adequate pain relief, then the doctor and patient move onto the next step. Common types of pain and
typical drug management Pain type.
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NMDA, opioid, catecholamine, acetylcholine receptors are but a few of the multiple receptor mutations
described as contributors to both peripheral and central sensitization processes. Unfortunately, clonidine also
interacts at other systemic and central alpha-2 receptor sites to produce undesirable symptoms including
decreased blood pressure and sedation. There is a growing body of evidence that suggests tizanidine may offer
some of the same benefits. NMDA receptors have been identified in peripheral C fibers in many regions,
including various dermal regions. Topically-placed ketamine has minimal such side effects and is used
frequently in compounded analgesics for various neuropathic pain syndromes, such as post herpetic neuralgia.
Glutamate is highly dependent on vesicle release from adjacent nerves through antegrade neurotransmission.
Glutamate-containing vesicles dock with the neural membrane, fuse with the neurolemma thin membranous
sheath , and then are expelled outward through exocytosis. The docking of the neurotransmitter-containing
vesicle is a very complex and pivotal mechanism thatâ€”if disruptedâ€”can inhibit neurotransmitter release.
Shortly after a regional injury, TNF alpha interleukin 6 and interleukin 1 beta are released in the area,
followed shortly by elevated levels in the dorsal horn. These sensitizing substances may increase signaling by
essentially inserting into the neurolemma of the peripheral neuron to serve as a mutant ion channel, thereby
increasing sensitivity as well as to potentially support spontaneous discharges. Pentoxifylline is used to
promote peripheral blood flow through its actions at the capillary level by inhibiting TNF-alpha, and has been
shown to be analgesic as a topical agent in several studies. Arachadonic acid from injured tissue cell wall
structures is converted to a variety of prostaglandins by cyclooxygenase enzymes. Prostaglandins then
promote the problematic inflammation and pain. Systemic distribution of prostaglandin inhibitors impact
multiple other important prostaglandin-dependent functions of the body. Strongly inhibiting one of the COX
enzymes may allow greater influence of the other enzyme. There is now a better understanding of the
importance of this balance recently through the withdrawal of two COX-2 agents from the market, after a late
observed trend toward adverse events was noted. View Sources Resources 1. Molecular Approaches to
understanding the anatomical substrates of nociceptive processing. The Pain System in normal and Pathologic
States: Activation of peripheral NMDA receptors contributes to human pain and rat afferent discharges evoked
by injection of glutamate into the masseter muscle. Peripheral amitriptyline suppresses formalin-induced Fos
expression in the rat spinal cord. Subcutaneous administration of botulinum toxin A reduces formalin-induced
pain. Targeted peripheral analgesics therapy for neuropathic pain. Topical and Peripherally Acting Analgesics.
Pharmacologic interventions in the new millennium. A theory of efficacy. International Journal of
Pharmaceutical Compounding. Clinical Nuggets and Pearls: Chronic Neuropathic Pain and Opioid Tolerance.
Topical treatments for pain. A pilot study examining topical amitriptyline, ketamine, and a combination of
both in the treatment of neuropathic pain. Clinical Journal of Pain. Oeltjenbruns J and Schafer M. The effects
of local pentoxifylline and propentofylline treatment on formalin-induced pain and tumor necrosis factor-alpha
messenger RNA levels in the inflamed tissue of the rat paw. Sawynok J and Reid A. Modulation of
formalin-induced behaviors and edema by local and systemic administration of dextromethorphan, memantine
and ketamine. European Journal of Pharmacology. Peripheral interactions between dextromethorphan,
ketamine and amitriptyline on formalin-evoked behaviors and paw edema in rats. Topical lidocaine patch
therapy for myofascial pain. Amitriptyline produces multiple influences on the peripheral enhancement of
nociception by P2X receptors. Spinal and peripheral mu opioids and the development of secondary tactile
allodynia after thermal injury. Causalgia, pathological pain and adrenergic receptors. Coupling of sympathetic
and somatosensory neurons following nerve injury: Progress in Pain Research and Management. Dogrul A
and Uzbay IT. Dextrorphan and levorphanol selectively block N-methyl-D-aspartate receptor-mediated
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neurotoxicity on cortical neurons. The d- and l-isomers of methadone bind to the non-competitive site on the
N-methyl-D-aspartate NMDA receptor in rat forebrain and spinal cord. The N-methyl-D-aspartate antagonistic
and opioid components of d-methadone antinociception in the rat spinal cord. Analgesic effects of ketamine
ointment in patients with complex regional pain syndrome type 1. Intraarticular pretreatment with ketamine
and memantine could prevent arthritic pain: Comparison of the effects of dextromethorphan, dextrorphan, and
levorphanol on the hypothalamo-pituitary-adrenal axis. G Protein modulation of N-type calcium channels is
facilitated by physical interactions between syntaxin 1A and Gbg. Alden KJ and Garcia J. Differential effect
of gabapentin on neuronal and muscule calcium currents. The Journal of Pharmacology and Experimental
Therapeutics. Molecular and Cellular Neurosciences. Phosphylation of Synaptic Vesicle Protein 2 modulates
binding to synaptotagmin. The Journal of Biologic Chemistry. Cytokines and neuropathic pain. Differential
induction of interleukin-1beta and tumour necrosis factor-alpha may account for specific patterns of leukocyte
recruitment in the brain. Antihyperalgesic effect of pentoxifylline on experimental inflammatory pain. British
Journal of Pharmacology. Topical ketoprofen patch mg for the treatment of ankle sprain: American Journal of
Sports Medicine. Equivalence study of a topical diclofenac solution pennsaid compared with oral diclofenac in
symptomatic treatment of osteoarthritis of the knee: Cordero JA, Camacho M. European Journal of
Pharmaceutics and Biopharmaceutics. Br J Anaesth Treatment of intractable pain with topical Large-dose
capsaicin: Topical capsaicin in the management of HIV-associated peripheral neuropathy. Simpson D, Brown
S. Novel High-Concentration capsaisin patch for the treatment for of painful HIV-associated distal
symmetrical polyneuropathy: Results of an open label trial. Topical capsaicin in humans: Menthol
desensitization of capsaicin irritation. Evidence of a short-term nociceptive effect. Inflammation of the rat paw
enhances axonal transport of opioid receptors in the sciatic nerve and increases their density in the inflamed
tissue. Peripheral opioids in inflammatory pain. Archives of disease in childhood. Characterization of the
antihyperalgesic action of a novel peripheral mu-opioid receptor agonist--loperamide. Analgesic Synergy
between topical lidocaine and topical opioids. Journal of Pharmacology and experimental therapeutics.
Opioids heal ischemic wounds in the rat: Wound repair and regeneration. Kolesnikov Y and Pasternak GW.
Topical opioids in mice: Journal of Pharmacology and Experimental Therapeutics. Antiallodynic effects of
loperamide and fentanyl against topical capsaicin-induced allodynia in unanesthetized primates. Comparison
of the peripheral and central effects of the opioid agonists loperamide and morphine in the formalin test in the
rats. Lack of analgesic efficacy of oral deltatetrahydrocannabinol in Postoperative pain. Johanek L and Simone
D. Activation of peripheral cannabinoid receptors attenuates cutaneous hyperalgesia produced by a heat injury.
CB2 cannabinoid receptor activation produces antinociception by stimulating peripheral release of endogenous
opioids. Vetter ER and Curtis L. Treatment of pain with a topically applied combination of Indomethacin and
piroxicam. Results of a randomized, double-blind, placebo-controlled study. American Journal of
Health-System Pharmacy.
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Abstract Br J Anaesth ; Well obviously I have to be careful not to bend in case I make it worse, or it snaps!
However, when we investigate further the background of these beliefs they can often have a simple, if
important, route. For the clinician interested in improving assessment and treatment, an understanding of the
role of psychological factors in the presentation of a pain problem is a fundamental requirement. In this article
I will introduce the field of psychology as applied to pain management and attempt to demystify some of the
practices and translate some of the jargon. First, I will introduce the relevant psychological theory, focusing on
the clinical utility of the research findings. Secondly, I will expand on the psychology of the chronic pain
patient. Finally, I will present the evidence for psychologically orientated therapies for chronic pain
management. Psychological factors in pain perception The importance of psychology in the expression,
understanding and treatment of pain was recognized in early theories of nociception. Psychology also found its
place in pain treatments after the growing recognition that the extent of complaint and disability reported by
many patients could not be explained by the extent of damage or disease. It functions to prime escape or
protective behaviour. Also, the intensity of pain often refers well to the extent of damage. For example,
extracting two teeth hurts about twice as much as extracting one tooth. It is also possible to have tissue
damage without any pain. More recently, it has been recognized that it is possible to experience pain in a
location distal to the damage or to experience pain in a missing or extra limb or location. There is also a
number of cases where the extent of damage and the extent of pain together do not refer well to the experience
of disability. Some patients appear not to be disabled by extensive damage and pain, whereas other patients
respond with extensive disability to seemingly minor damage and pain. This variability can be witnessed in
everyday practice. Anyone who is in the business of hurting people as part of their routine work will
understand that different people respond differently to the same procedure under the same circumstances, and
that the same people respond to the same procedure differently at different times or under different
circumstances. A brief and unscientific survey of colleagues or friends as to their choice of analgesia during
dental procedures will quickly exemplify this variability. This is perhaps not the most astounding and
revelatory of claims ever made but it can be of crucial importance for the delivery of successful pain
management. If we can understand what predicts these differences we may be able to improve treatment
delivery and effectiveness. Early theories of the psychology of pain assessed global factors such as
personality, gender, age and culture. The evidence in support of these explanations, however, is not always
persuasive or conclusive. It was thought that those who were less hardy or less robust to the hardships of the
world would show less tolerance of pain stimuli and would be more complaining of pain. I mean not to negate
the importance of differences in individual personalities, but rather that the search for a unified pain
personality was unsuccessful. The experience of pain does not prevent personality disorders but neither is it
thought to be a mask or alternative manifestation of them. Unruh also reported that, despite the fact that
women report more pain than men, women are at greater risk of being labelled as having a psychogenic
disorder and are more vulnerable to pain being explained as a purely psychological used pejoratively in this
case to mean unreal phenomenon. Age Very little is known about the specific effects of age and ageing and
about the psychology of pain for specific age groups. For example, effective pain management in children has
been hampered by the erroneous beliefs that neonates and infants could not feel pain and that children would
respond addictively to opioid analgesia. We now know these ideas to be without support. At the other end of
the lifespan, we are also only now beginning to learn about the effects of cognitive impairment on pain
experience. However, the study of culture extends further than the ethnic group membership of patients. Fear
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Pain functions to threaten danger and invoke an escape or ameliorative response. This threat component of
pain is not an addition to the sensory component, nor does it follow from the sensory aspects. Instead, it is a
primary and central component as it urges analgesic behaviour. Fear and anxiety processes have been studied
from a number of perspectives, although they cover essentially the same issue. The most relevant to clinical
practice are reviewed here. Attention and vigilance Threatening pain is a stimulus that orients attention to both
the source of pain and the potential for escape or analgesia. Some people have increased or heightened
attention to pain sensation. In particular, where the threat of pain is constant or recurrent, a pattern of vigilance
to pain can develop. Catastrophizing and worry The consequences of repeated attention to threat may be the
development of a fixed pattern of responding to threatening stimuli and pain. Put simply, this is a habitual,
almost immediate, appraisal of a situation as extremely and globally catastrophic. Sullivan and colleagues
have developed a measure of catastrophic thinking about pain that assesses the extent to which we magnify the
outcome and effects of pain, consider ourselves helpless to respond, and have little control over whether we
think this way or not. Keefe and colleagues have used a different measure of pain control and catastrophizing
in studying clinical populations. For example, they studied patients with rheumatoid arthritis who had
undergone knee replacement surgery and found that those who rarely catastrophized had much lower levels of
pain and disability than patients who catastrophized often. Chronic worry about pain and how to solve the
problem of pain may lead to a pattern of catastrophic thinking. A number of studies now show that the pain
alone is insufficient to explain disability and avoidance. McCracken and colleagues, for example,
demonstrated that the fear of pain made a unique and significant contribution to the prediction of disability.
They showed that, when instructed to engage in a behavioural performance task that involves musculoskeletal
loading, chronic low back pain patients performed poorly on the task. Poor behavioural performance was
predicted by elevated levels of fear of re injury due to movement and the fear of the effect that physical
activity would have on the pain. However, when pain becomes chronic, those with marked fear of pain
chronically avoid activity that leads to disability. Unsurprisingly, the majority of adult chronic pain patients
who present for treatment at pain clinics are also depressed to some degree. However, this depression is not
brought about directly by the pain severity but by the disabling consequences of how one reacts to the chronic
pain. Anger Anger is not always associated with depression. However, it is included here as the angry pain
patient is often poorly understood. Anger is a relatively common experience for pain patients and so, in turn,
for the pain professional. Where there is no clear immediate object of anger e. Anger and hostility can have
significant deleterious effects upon both health and treatment effectiveness. Aggression and overt anger often
increase the probability of treatment ineffectiveness as either patient or therapist will withdraw from
therapeutic contact, thereby fuelling anger. Treatments designed for the chronic pain patient should directly
address in some form the effects of anger and frustration. Research with rheumatological patients did not find
any convincing evidence for this case. Recent experimental studies demonstrate that patients have specific, not
global, memory biases for pain information that refers negatively to the self. Simply instructing patients that
the route to successful management of pain lies with them may be an invitation to fail. First, it is understood to
mean anything that one does in response to a stressful event, regardless of its efficacy in removing the stressor
or in relieving the stress response. Secondly, it is understood to mean a positive effect of either removing the
stressor or relieving the stress response. Whenever we are faced with a stressful event such as pain, or the fear
of pain, we respond. This response can have both positive and negative effects. However, the search for
patterns of responding or types of responding has also included other ideas worth mentioning. Patients who
are passive in response to threat show greater distress and disability than patients who attempt to solve
problems. Those who respond actively to pain or the fear of pain are more likely to adjust effectively.
Information and predictability Related to whether one takes action or takes part in analgesic procedures is the
effect of whether one seeks to predict the effects of pain or whether one prefers to be distracted. Many
experimental studies of the possible effects of distraction from, or attention to, pain and analgesia have been
conducted. The key finding is that both approaches can be effective. For example, if someone is used to
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managing the pain of dentistry by thinking of anything else but dentistry, giving the patient detailed
information about the procedure will simply undermine an effective strategy. Crombez and colleagues
reported an interesting study of what information it might be useful to have for those who pay attention to the
pain. However, knowing how long a pain will last did improve the reaction to the pain. Making sense of the
pain People are intrinsically motivated to make sense of experience. Except in extreme cases of depression or
in specific circumstances of prolonged restriction or incarceration, people are motivated to reach an
understanding of personal events. Until a pain is understood within a system of knowledge, it will interrupt
current thinking and promote worry and concern. Knowing what has caused a pain and what it may mean and
does not mean is critical for effective coping. Those patients who are most difficult to help are those who
repeatedly present with problems that have no known aetiology. However, most clinicians ignore these factors
and do not attempt to harness their effects. Worse still, there is a large industry dedicated to the eradication of
these effects as they pollute otherwise neat designs for testing the effects of pharmacological agents upon an
analgesic response. For it is these effects that make up the placebo element of all analgesics. One could
suggest that in most acute pain situations these factors take care of themselves and do not need attending to.
Table 1 offers a clinical summary of how the above knowledge may be used to best effect in everyday
practice. Although there is a plausible argument to be made that in many acute pain situations the
psychological factors are of less importance for the busy clinician to attend to, for chronic pain they are
unavoidable and of critical importance. Interestingly, chronic pain patients have an elevated presentation of
other phobic responses, such as the fear of social interaction, leaving secure environments, blood, illness and
death. Patients commonly complain of poor concentration, 25 poor memory 46 and increased failure to
complete cognitive tasks. Without the input of such an interdisciplinary team, the dangers of ineffective or
harmful treatments are significantly increased as patients persist in seeking a cure for an incurable pain.
Assessment of the chronic pain patient and the performance of current instrumentation has been reviewed
comprehensively. Although CBT is increasingly common for the treatment of young children and adolescents
with chronic pain, it is rarely found in a programmatic form. Often this treatment is organized as a programme
of therapy and is delivered by a team of pain therapists, including anaesthetists, clinical psychologists and
physiotherapists. Pain management programmes vary in content and duration as they are often tailored to local
populations and specific client groups. They are also commonly constrained by practical and financial
contingencies and the currently poor availability of suitably trained and competent staff. What is important to
convey here about this treatment is not so much the specific content of each individual session, but the
underlying process that structures the therapy. The seven key factors addressed in a successful programme will
now be described. Direct positive reinforcement of pain behaviour All overt behaviours communicate pain to
others, including tone and content of speech, gait and posture, facial expression and the use of medical aids.
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Pelvic pain is a common condition which significantly deteriorates health-related quality of life. The most commonly
identified causes of pain in the pelvic region are gynaecologic, urologic, gastrointestinal, neurological, and
musculoskeletal.

Advanced Search This is another in the series of excellent books from IASP Press that consistently produces
current and high quality texts. Pain is a multidimensional problem that involves sensory, emotional and
evaluative processes. The psychological aspects of acute and chronic pain assessment and treatment are very
important. Recent advances in sophisticated brain imaging have allowed a much better understanding of some
of the psychological influences on the pain experience. The editors have assembled an impressive group of
internationally recognized experts in this field to contribute to our understanding of this topic. The authors
explore the complex inter-relationship between sensory and affective components of pain and how these
dimensions can be modulated by cognitive factors and treatments. The book has four sections. The first
section reviews the general mechanisms of pain modulation. It covers the four-stage model of pain processing,
taking the reader through the mechanisms of psychological influences on pain, in a clear and concise manner.
This section also explains how the pain experience can be modified by psychological factors, at various
different neural levels and within specific dimensions. The text moves away from the classical model of
dichotomous centres and pathways for sensory and affective pain components and describes more integrated
and parallel systems. This section also covers important, pre-clinical, animal data that adds to our
understanding. The final chapter in this section by McGrath and Dade is a clear exposition of strategies to
decrease acute and chronic pain and more importantly disability. The second section covers pain modulation
by attention, cognitive factors and emotions. The chapter on attention and distraction includes some
fascinating data on functional brain imaging. The chapter that explores the interaction between pain and
emotion includes data on pain-related fear and anxiety that is, especially, clinically relevant. The whole of the
third section of the book explores the modulation of pain by placebos, which is of great importance both
experimentally and clinically. The first chapter in this section is the clearest account of neural mechanisms for
the placebo effect that I have ever seen. This section also includes the clinical impact of the placebo effect, the
ethics of placebos in research, factors that alter the magnitude of the placebo effect, brain imaging studies, and
methods of altering the placebo response. The final section of the book covers hypnosis. It includes an
excellent summary of the neurophysiology of hypnosis, with recent brain imaging data. A final chapter by
Barber on the mechanisms and clinical applications of hypnosis for analgesia is excellent. This book has
something in it for all basic scientists and healthcare professionals involved in acute and chronic pain
assessment or management. It expands our understanding of the neural mechanisms for many phenomena that
have previously been difficult to understand and explain. It is clearly written and easy to read. I can
recommend it unreservedly.
7: Neurobiological Mechanisms of Pelvic Pain
The psychological aspects of acute and chronic pain assessment and treatment are very important. Recent advances in
sophisticated brain imaging have allowed a much better understanding of some of the psychological influences on the
pain experience.

8: Optimal Approaches to the Management of Burn Pain: Expert Insight
Psychological Mechanisms of Pain and Analgesia. Progress in pain research and management. pain levels and desire
for pain relief to placebo analgesia.
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9: Pain management - Wikipedia
Studies of hypnotic and placebo analgesia have labored under a double burden. Both the independent variables of
hypnotic and placebo treatments and the multiple components of pain experience.
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