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Presenter
Presentation Notes
I wanted to present this topic as a way to discuss pain that includes the client’s perspective.  What is really going on when a client is dealing with pain and how can we better help our clients deal with pain.There are clients who come to us for addiction related services because they are addicted to pain killers –unintentionally – as a result of a medical condition that required an extended use of painkillers such as opiates.  Clients may come to us because they have been using drugs of addiction that act as painkillers/analgesics and now in recovery are experiencing a high degree of pain.I am hoping that this introductory discussion will prompt you to think about “pain” differently the next time you are working with clients.  I am hoping that we can increase the tools in the pain management toolbox.  



Substance Use and Chronic Pain 

• 32%:   chronic pain patients who may have addictive disorders 

• 56%:         people ages 20+ who report pain lasting 3+ months 

• 36%:         people experiencing disabling pain in previous year 

• 57%:             people 65+ experiencing pain lasting 12+ months 

• 19%:  people 12+ who report initiating SUD with pain relievers 

• 29 – 60%:           people with opioid addiction and chronic pain 
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Why study this topic?We work in the world of co-occurring disorders where we have clients who have addictive disorders (both substance misuse and addictive behavior disorders), physiological disorders (diseases – acute and chronic), and psychological disorders (mental health concerns such as depression, anxiety, etc.).Pain is an ongoing issue that clients present with.  And, I would contend that both clinicians and clients do not understand the concept of pain.With this presentation, I want to discuss pain on a very basic level.  I would like to challenge us to really think about pain holistically.  Pain  management means more than opiate or other pain-management drugs.  Discussions with clients about their pain has to be genuine, exploratory, and productive.  How we educate ourselves and clients about pain matters.  How we as behavioral health professionals educate primary care about pain management matters.



• The # 1 cause of preventable deaths in America: prescription 
drugs.   

• “Pharm Parties” are widespread. 
 

• Afghanistan’s opium harvest supplies 92% of the world’s heroin. 
 

• More than 4 billion prescriptions for drugs were written in 2012. 
• Most illicit users take opiate/opioid drugs to avoid emotional or 

physical pain, to experience euphoria, and to suppress 
withdrawal symptoms. 
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CNS 101 
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Presentation Notes
Your brain is 2% of your body weight, weighing in at about 3 lbs.Brain consists of 100 billion neurons.  Brain houses 100 trillion synapses.A piece of brain tissue the size of a grain of sand contains 100,000 neurons and 1 billion synapses – all talking to one another.While awake,  your brain generates between 10 and 23 watts of power – enough energy to power a light bulb.Your brain uses 20% of the oxygen in your body.  Your body uses 30% of the calories that you consume.Brain messages amongst neurons can travel at speeds up to 268 mph.  Your neurons can connect – via synaptic connections – with 1 neuron up to 40,000 other neurons.  Brain messages are slowed down in speed when depressants like alcohol are ingested.There are no pain receptors in the brain.  The brain does not feel pain.



http://www.independent.co.uk/extras/big-question/the-big-question-what-do-we-know-about-the-human-brain-and-the-way-it-functions-1890050.html 
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The brain consists of cells called neurons.  Neurons make up nerve bundles of axons in the peripheral nervous system (PNS) that act as information highways to carry signals between the brain and spinal cord and the rest of the body. Each axon in the bundle is wrapped in a connective tissue sheath called the endoneurium. Sensory Nerves. The sensory function of the nervous system involves collecting information from sensory receptors that monitor the body’s internal and external conditions. These signals are then passed on to the central nervous system (CNS) for further processing by afferent neurons (and nerves).� Interneurons for Integration. The process of integration is the processing of the many sensory signals that are passed into the CNS at any given time. These signals are evaluated, compared, used for decision making, discarded or committed to memory as deemed appropriate. Integration takes place in the gray matter of the brain and spinal cord and is performed by interneurons. Many interneurons work together to form complex networks that provide this processing power.� Motor Neurons. Once the networks of interneurons in the CNS evaluate sensory information and decide on an action, they stimulate efferent neurons. Efferent neurons (also called motor neurons) carry signals from the gray matter of the CNS through the nerves of the peripheral nervous system to effector cells. The effector may be smooth, cardiac, or skeletal muscle tissue or glandular tissue. The effector then releases a hormone or moves a part of the body to respond to the stimulus.
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The nervous system consists of the brain, spinal cord, sensory organs, and all of the nerves that connect these organs with the rest of the body. Together, these organs are responsible for the control of the body and communication among its parts. The brain and spinal cord form the control center known as the central nervous system (CNS), where information is evaluated and decisions made. The sensory nerves and sense organs of the peripheral nervous system (PNS) monitor conditions inside and outside of the body and send this information to the CNS. The PNS carry signals from the control center to the muscles, glands, and organs to regulate their functions.
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Reward systems in brain produce sensations of pleasure in response to actions that support survival and sensations of fear in response to potential dangers. These reward and protective sensations – in a cascading effect – trigger endocrine and autonomic NS responses.Prefrontal cortex plays a role in formation of addictions – modifying pleasure and pain signals based on other considerations such as trauma.Feelings of reward emerge from the core of the limbic system after neurons in the Ventral Tegmental Area release dopamine into the nucleus accumbens.  Neural activity I VTA-NA circuit are necessary to experience reward but other parts of the brain also reinforce or influence feelings of reward. The hippocampus contributes information from the past that may be relevant to current experience.The amygdala adds critical information about the emotional valence of the stimulus that activated the reward circuit – contributing to the overall motivational power of the experience.The prefrontal cortex helps integrate all the information to allow the person to decide whether to initiate or suppress particular behavioral responses.
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Neurons, also known as nerve cells, communicate within the body by transmitting electrochemical signals. Neurons look quite different from other cells in the body due to the many long cellular processes that extend from their central cell body. The cell body is the roughly round part of a neuron that contains the nucleus, mitochondria, and most of the cellular organelles. Small tree-like structures called dendrites extend from the cell body to pick up stimuli from the environment, other neurons, or sensory receptor cells. Long transmitting processes called axons extend from the cell body to send signals onward to other neurons or effector cells in the body. There are 3 basic classes of neurons: afferent neurons, efferent neurons, and interneurons.  Afferent neurons. Also known as sensory neurons, afferent neurons transmit sensory signals to the central nervous system from receptors in the body.Efferent neurons. Also known as motor neurons, efferent neurons transmit signals from the central nervous system to effectors in the body such as muscles and glands.   Interneurons. Interneurons form complex networks within the central nervous system to integrate the information received from afferent neurons and to direct the function of the body through efferent neurons.�
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Pain has been around since the beginning of mankind.Pain exists multidimensionally within the biopsychosocial framework:There is physical pain.There is psychological pain.There is emotional pain.Pain is subjective.  Pain is not something that can be objectively measured like our ability to take a person’s temperature with a thermometer.  Pain has to be recognized as something the client is dealing with – we cannot brush it off as “something that is all in their head” or as “something that if it cannot be seen it must not exist.”Pain is along a continuum from nothing to terrifying.Pain is hard to treat.  Most of our clients have a very low tolerance for pain and have a very low tolerance for anxiety.  Many of our clients have misused opiates, cocaine, meth, marijuana, and alcohol – drugs that act to decrease pain.  Nicotine decreases the ability to manage pain well.
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three known classes of opioid receptors—mu (μ), kappa (κ), and delta (Δ)—have been identified, multiple receptor subtypes within each of these classes can alter the effect of opioids based on receptor subtype binding patient assessments should be ongoing, including both positive and negative outcomes. The range of items on such assessments might include pain intensity and pain frequency, using both a short time reference as well as a longer timeframe for comparative purposes, functional status including impact on functions of daily living; quality of life; depression; anxiety; potential misuse or abuse of opioid medications; potential adverse medical effects of opioids; and other measures that mimic those items obtained during the initial clinical risk profiling. These frequent reassessments should guide maintenance or modification of the current treatment regimen, and patients who are failing to meet the mutually agreed upon clinical outcomes should be considered for discontinuation of opioid therapy In addition to the very real risk of development of an opioid use disorder, chronic administration of opioids are associated with other adverse effects, including increased risk of falls and fractures, hypogonadism with resultant sexual dysfunction, and, in at least two studies, increased risk of myocardial infarction. These factors are important to the discussion of risks versus benefits with patients, and realistic expectations regarding adverse events and side effects from various treatment options may need to be explained to patients as well as relatives and home care providers. different types of pain—peripheral nocioceptive, peripheral neuropathic, and centralized pain—appear to have different profiles of response to such treatments 



http://www.zuniv.net/physiology/book/chapter3.html 
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Pain is a multidimensional problem ranging from discomfort to agony and affecting physical, emotional, and cognitive function as well as interpersonal relationships and social roles. As with other chronic conditions, chronic pain management requires a more comprehensive biopsychosocial model of care. Therefore, best practice models for chronic pain management require a multidisciplinary approach similar to that recommended for other chronic complex illnesses such as depression, dementia, eating disorders, or diabetes. Research demonstrates that these conditions can be managed successfully using an interdisciplinary team-based approach to care (e.g., medicine, psychology, nursing, pharmacy, social work). Primary care providers often face competing clinical priorities in patients with chronic pain because these patients often have multi-morbidity and polypharmacy. Primary care providers are charged with relieving pain as a professional obligation and a fundamental goal of health care. However, these providers have often received little specific training in chronic pain management or in the use and management of opioids. One of the central definitional problems is defining acute versus chronic pain. Various durations are used to define chronic pain, including “lasting more than 3 months” or “lasting more than 6 months” or a time-based definition that is somewhat arbitrary. For example, the American Academy of Pain Medicine suggests that chronic pain is best defined as pain that does not remit in the expected amount of time. This is clearly an individualized pain assessment and, although it may be useful to the individual clinician, does not provide a standard definition that could be used for research purposes. The panel suggested that detectable changes in brain function occur as pain moves from acute to chronic states; however, although this may provide a more precise, functional definition of pain, it is unrealistic to expect that most research will incorporate neuroimaging modalities. 
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There is a huge misconception that still exists when it comes to understanding the degree of pain people with Fibromyalgia experience. The reason for this confusion is that there are actually 2 separate terms used to describe levels of pain. The term “pain threshold” defines the level at which the body first perceives a stimuli as being painful. The term “pain tolerance” has a completely different meaning and basically defines how much pain a person can actually take without breaking. We can think of tolerance as the “acceptance level” of an existing pain. People that suffer with Fibromyalgia have a low threshold and most often a very high tolerance to pain. This is partly true because they have been found to have greatly increased levels of substance P in the cerebral spinal fluid. Substance P is a neuromodulator (a substance that changes neurotransmitter effectiveness) that allows us to perceive a stimulus as painful. It is interesting to mention that there are actually some rare medical conditions where substance P is very low or completely absent and a person feels little or no pain. That may initially seem like a blessing but actually it can be very dangerous because there is then no “warning pain” when a critical condition requiring treatment exists in the body. Can you imagine how serious it would be for someone with acute appendicitis to not feel any pain and have the appendix rupture? Obviously having a normal level of substance P is the ideal situation where your body tells you exactly what it should be feeling and pain is perceived at the appropriate level. 
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Endorphins are among the brain chemicals known as neurotransmitters, which function to transmit electrical signals within the nervous system. At least 20 types of endorphins have been demonstrated in humans. Endorphins can be found in the pituitary gland, in other parts of the brain, or distributed throughout the nervous system. Stress and pain are the two most common factors leading to the release of endorphins. Endorphins interact with the opiate receptors in the brain to reduce our perception of pain and act similarly to drugs such as morphine and codeine. In contrast to the opiate drugs, however, activation of the opiate receptors by the body's endorphins does not lead to addiction or dependence. In addition to decreased feelings of pain, secretion of endorphins leads to feelings of euphoria, modulation of appetite, release of sex hormones, and enhancement of the immune response. With high endorphin levels, we feel less pain and fewer negative effects of stress. Endorphins have been suggested as modulators of the so-called "runner's high" that athletes achieve with prolonged exercise. While the role of endorphins and other compounds as potential triggers of this euphoric response has been debated extensively by doctors and scientists, it is at least known that the body does produce endorphins in response to prolonged, continuous exercise. 



Definitions 



http://www.magneticmag.com/2011/11/musical-memory-not-like-the-other/#sthash.yRAx28rC.dpbs 

 pain is most common reason 
people seek medical attention 
 

 pain is a subjective sensation 
 

 International Association for 
the Study of Pain defines pain 
as “an unpleasant sensory and 
emotional experience 
associated with actual or 
potential tissue damage or 
described in terms of such 
damage” 
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Pain perception – aka nociception – is the process by which a painful stimulus is relayed from the site of stimulation to the central nervous system.  Stimuli can be mechanical (pressure, puncture, cuts) or chemical (burns).   A nerve ending senses the stimulus.  A nerve sends the signal to the CNS.  This involves several neurons.  The brain receives the information for further processing and action.  Nociceptor neurons are lightly or non-myelinated.What causes action potentials in the nociceptor neurons:Substance P from nearby nerve fibersMechanical stimulation from a sharp objectPotassium release from inside damaged cellsProstaglandins, histamines, and bradykinin from immune cells that invade the area during inflammationWith clients we have to make a distinction regarding:PainPain-related disability



Addiction:  primary, chronic, neurobiological disease with genetic, 
psychosocial and environmental influencing factors in its 
development and manifestations 

Addictive substance:  anything that leads to dysfunctional reward 
seeking behaviors 

Behavioral health:  substance use issues + mental health issues 
 

Chronic non-cancer pain: not caused by ongoing tissue pathology 
Chronic pain syndrome: intractable pain for 6+ months with marked 

alteration in behavior, depression, anxiety, restriction in daily 
activities, frequent use medication, not rooted in organic disorder 
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SAMHSA TIP 54



Hyperalgesia:  abnormally intense response to normal noxious 
stimulus 

Opioid-induced hyperalgesia:  from effects of opioids on CNS 
Pain:  unpleasant sensory or emotional experience associated with 

actual or potential tissue damage – subjective 
Physical dependence:  withdrawal induced by cessation 
Pseudoaddiction:  aberrant drug-related behaviors (clock watching, 

drug seeking) resulting from inadequate treatment of pain 
Tolerance: adaptation in which exposure to substance induces 

diminishing effects of substance over time 
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SAMHSA TIP 54



• Hyperalgesia – excess sensitivity to pain – NS over-amplifies 
the sensory signal to the brain 

• Hyperpathia – abnormal increase in pain as a result of a 
repetitive or damaging stimulus – pain persists even after 
nociceptive pain stimulus removed or healed 

• Allodynia – painful response to normally innocuous stimulus – 
often happens with those who abuse opioids 

• Hyperkatifeia – opioid misuse in the context of pain 
management – leading to hypersensitivity to emotional 
distress 



Nociceptor:  is a receptor of a sensory neuron (nerve cell) that 
responds to potentially damaging stimuli by sending signals to 
the spinal cord and brain 
 

Nociception:  the process of sending messages – usually causes 
the perception of pain 
 

Substance P: a neurotransmitter and neuromodulator – released 
from terminals of specific sensory nerves – found in brain and 
spinal cord – associated with inflammatory processes and pain 
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In the field of neuroscience, substance P (SP) is a neuropeptide - a substance that functions as a neurotransmitter and as a neuromodulatorSubstance P is an important element in pain perception. The sensory function of substance P is thought to be related to the transmission of pain information into the central nervous system. Substance P coexists with the excitatory neurotransmitter glutamate in primary afferents that respond to painful stimulation. Substance P has been associated with the regulation of mood disorders, anxiety, stress, reinforcement, neurogenesis, respiratory rhythm, neurotoxicity, nausea/emesis, pain and nociception.  Substance P and other sensory neuropeptides can be released from the peripheral terminals of sensory nerve fibers in the skin, muscle and joints. It is proposed that this release is involved in neurogenic inflammation, which is a local inflammatory response to certain types of infection or injury. The regulatory function of SP also involves the regulation of its high-affinity receptor, NK-1. Substance P receptor antagonists may have important therapeutic applications in the treatment of a variety of stress-related illnesses, in addition to their potential as analgesics.
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Nociceptors are excited – stimulus converted into action potentials that travel to the dorsal horn in the spinal cordSignals then go from dorsal horn to the brain along multiple pathways:Somatosensory cortex:  pain evaluatedLimbic system:  emotional reactions are processed, mediatedAutonomic centers that control breathing, perspiration, heartOther parts of brain:  to determine behavioral responseNociceptive impulses are also transmitted to nearby terminals of the same nerve – leading to diffuse pain and release inflammatory substances that produce the flare and swelling that is a protective response to tissue injuryNociceptive input triggers pain-inhibiting response – while nociceptive signals are traveling to brain, antinociceptive responses are descendingAntinociceptive responses are chemical:  endorphins, enkephalins, GABA, norepinephrine, serotonin, oxytocin, and relaxin  Inhibitory antinociceptive signaling serves to attenuate nociceptive input, dampening the formation of pain sensations and providing pain reliefPain may be acute, acute intermittent (migraine headaches), chronic, chronic/acuteAcute nociceptive or neuropathic pain can transform into chronic neuropathic pain in which the original sensations are extended and amplifiedPain such as migraine and fibro – in which there is no noxious stimulus and no neurological lesion are attributed to dysfunction of intact CNS



 Nociceptive pain is caused by 
stimulation (thermal, mechanical, 
chemical) of peripheral nerve fibers 
that respond only to stimuli 
approaching or exceeding harmful 
intensity 
 

 Visceral pain: diffuse, difficult to locate 
 

 Deep somatic pain – in ligaments, 
tendons, bones, blood vessels, 
muscles, etc. 
 

 Superficial pain:  minor cuts and 
wounds 
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Nociceptive pain may also be divided into "visceral", "deep somatic" and "superficial somatic" pain. Visceral structures are highly sensitive to stretch, ischemia and inflammation, but relatively insensitive to other stimuli that normally evoke pain in other structures, such as burning and cutting. Visceral pain is diffuse, difficult to locate and often referred to a distant, usually superficial, structure. It may be accompanied by nausea and vomiting and may be described as sickening, deep, squeezing, and dull.Deep somatic pain is initiated by stimulation of nociceptors in ligaments, tendons, bones, blood vessels, fasciae and muscles, and is dull, aching, poorly localized pain. Examples include sprains and broken bones. Superficial pain is initiated by activation of nociceptors in the skin or other superficial tissue, and is sharp, well-defined and clearly located. Examples of injuries that produce superficial somatic pain include minor wounds and minor (first degree) burns.Chronic pain often results from a process of neural sensitization following injury or illness in which thresholds are lowered, responses are amplified (hyperalgesia), normally non-noxious stimulation becomes painful (allodynia), and spontaneous neural discharges occurIncreased pain signaling disconnected from nociceptive input can become autonomous, self-sustaining, and progressive – leading to continuous perception of pain even in the absence of tissue damageTissue damage can trigger release of chemicals that sensitize nerve fibers and alter gene expression, causing changes in signaling through many different mechanismsSome of these changes enable non-pain-conducting fibers to trigger pain in CNSPain can result from injured nerve fibers that regenerate in a neuroma which generates pain signals with little or no stimulation



Pain Threshold:  the point at which pain begins to be felt 
 

Pain Tolerance:  the maximum level of pain that a person is able 
to tolerate 
 

Conditioning: the ability to handle increasing levels of pain 
 
 for some:  the greater exposure to pain will result in more painful 

future experiences – learned responsive at the synaptic level 



• Phantom Pain – pain in areas of body that no longer exist; 
neuropathic pain – typical of amputees 

• Psychogenic Pain – somatoform pain: due to mental, 
emotional or behavioral factors 

• Breakthrough Pain – transitory acute pain not alleviated by 
pain management schedule 

• Incidental Pain – arises due to activity (arthritic, stretching…) 
• Pain Insensitivity – may feel no pain for hours; diminished 

ability to feel pain 
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psychogenic pain:  caused by increased or prolonged mental, emotional, traumatic, or behavioral factorsheadache, back ache, stomach painis actual and hurtful pain not to be discarded by professionalspeople with long-term pain frequently display psychological disturbances – hysteria, depression, hypochondriasiscan be chronicself-esteem, anxiety, depression often show improvement once pain is resolved



• Radiating Pain – perceived at the source of the pain and 
extends into neighboring tissue 

• Referred Pain – felt in a part of the body that is considerably 
removed from the root source 

• Intractable pain – chronic pain resistant to attempts to cure 
 

• Neuropathic pain – arises due to alcoholism, amputation, 
back-leg-hip problems, diabetes, facial nerve problems, HIV, 
AIDS, multiple sclerosis, Parkinson’s, drug addiction, surgery 



 nocebo effect:  delivering verbal 
suggestions of negative outcomes so 
person expects clinical worsening 
 

 placebo effect:  delivering verbal 
suggestions and inert substances so 
person expects clinical improvement 
 

 distraction or expectancy for either 
increased or decreased pain perception 
is associated with activation of brain 
regions proposed to contribute to 
descending pain modulatory circuits 
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The nocebo effect consists in delivering verbal suggestions of negative outcomes so that the subject expects clinical worsening. Here we show that nocebo suggestions, in which expectation of pain increase is induced, are capable of producing both hyperalgesic and allodynic responses. By extending previous findings on the placebo effect, we investigated the role of learning in the nocebo effect by means of a conditioning procedure. To do this, verbal suggestions of pain increase were given to healthy volunteers before administration of either tactile or low-intensity painful electrical stimuli. This nocebo procedure was also carried out after a pre-conditioning session in which two different conditioned visual stimuli were associated to either pain or no-pain. Pain perception was assessed by means of a Numerical Rating Scale raging from 0=tactile to 10=maximum imaginable pain. We found that verbal suggestions alone, without prior conditioning, turned tactile stimuli into pain as well as low-intensity painful stimuli into high-intensity pain. A conditioning procedure produced similar effects, without significant differences. Therefore, in contrast to placebo analgesia, whereby a conditioning procedure elicits larger effects compared to verbal suggestions alone, learning seems to be less important in nocebo hyperalgesia. Overall, these findings indicate that, by defining hyperalgesia as an increase in pain sensitivity and allodynia as the perception of pain in response to innocuous stimulation, nocebos can indeed produce both hyperalgesic and allodynic effects. These results also suggest that learning is not important in nocebo hyperalgesia compared to placebo analgesia.Distraction or expectancy for either increased or decreased pain perception is associated with activation of brain regions proposed to contribute to descending pain modulatory circuits. Some neuroimaging studies have been done in order to disentangle the effect of positive and negative cues of pain processing. �For instance, a study demonstrates that expecting a painful stimulus enhances both the subjective unpleasant experience of an innocuous stimulus and the objective responses in some brain regions. Brain regions involved are: the anterior cingulate cortex, the parietal operculum and posterior insula. �Expectation of pain enhances responses to nonpainful somatosensory stimulation in the anterior cingulate cortex and parietal operculum/posterior insula: an event-related functional magnetic resonance imaging study,2000





 Neuropathic pain:  
caused by damage 
or disease affecting 
any part of the 
nervous system 
 

 Peripheral 
neuropathy:  
burning, tingling, 
electrical, stabbing, 
numbing, pins & 
needles 
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Acute Pain:  pain that resolves quickly (< 30 days)Chronic Pain:  pain that lasts a long time – longer than expected (> 6 months)Sub-acute Pain: 1 to 6 monthsfor some:  greater exposure to pain may result in more painful future experiences – learned responsive at the synaptic level
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Controlling emotional pain is as important as controlling physical pain.Opioid users often experience decreased anxiety, sense of detachment, drowsiness, and numbing of unwanted feelings.Severe stress has been shown to activate natural endorphins to mitigate emotional pain just as they do for physical pain.Opioids used for an extended period can induce a hypersensitivity to emotional distress, so that even minor emotional stressors can become intolerable during withdrawal and while in recovery.When systems are working normally, release of endorphins also releases dopamine – which encourages a repeat of these releases.  Of all the opioids, heroin seems to have the strongest effect on the reward reactions of the survival pathway.Heroin and other opioids disrupt the stop/go switches in the brain.  The brain never receives the signal to stop so the activity continues.  Even if the brain knows what to do, the signals can’t be communicated to the part of the brain that addresses actions.The same area of the brain that signals pleasure-reward also signals alleviation of pain.  Clients who want to alleviate emotional, mental, physical pain reach for an opioid.





Pain 
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The burden of dealing with unremitting pain can be devastating to the patient’s psychological well-being and can negatively affect a person’s ability to maintain gainful employment or achieve meaningful advancement professionally. It can affect relationships with spouses and significant others and may limit engagement with friends and other social activities. The prospect of living a lifetime with pain may induce fear and demoralization and can lead to diagnoses of anxiety and depression. Coupled with psychological and social effects are the negative encounters that many individuals with chronic pain experience with the health care system. Health care providers, often poorly trained in management of chronic pain, are sometimes quick to label patients as “drug-seeking” or as “addicts” who overestimate their pain. Some doctors “fire” patients for increasing their dose or merely for continuing to voice concerns about their pain management. Some patients have had similarly negative interactions with pharmacists. These experiences may make patients feel stigmatized, or feel as if others view them as criminals. These experiences may heighten fears that pain-relieving medications will be “taken away,” leaving the patient in chronic, disabling pain. In addition, negative perceptions by clinicians can create a rupture in the therapeutic alliance, which some studies have identified as impeding successful opioid treatment. For example, cultural factors may influence the treatment a patient receives from health care providers. White providers tend to underestimate the pain of black patients and perceive them to be at higher risk than white patients for substance abuse. Biased media reports on opioids also affect patients. Stories that focus on opioid misuse and fatalities related to opioid overdose may increase anxiety and fear among some stable, treated patients that their medications could be tapered or discontinued to “prevent addiction.” For example, one workshop presentation indicated that a typical news story about opioids was likely to exclude information about the legitimate prescription use of opioids for pain, focusing instead on overdose, addiction, and criminal activity. 



Myths & Misconceptions 
• pain is a part of aging 
• if a person is asleep, they are not in pain 
• if pain is relieved by non-pharmaceutical 

pain relief techniques, the pain was not 
real 

• real pain has an identifiable cause 
• very young or very old people do not 

have as much pain 
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the approach to the management of chronic pain should be individualized, based on a comprehensive clinical assessment that is conducted with dignity and respect and without value judgments or stigmatization of the patient. Based on the workshop presentations, this initial evaluation would include an appraisal of pain intensity, functional status, and quality of life, as well as an assessment of known risk factors for potential harm, including history of substance use disorders and current substance use; presence of mood, stress, or anxiety disorders; medical comorbidity; and concurrent use of medications with potential drug-drug interactions pain type could influence pain management. Data were presented on three distinct pain mechanisms: (1) peripheral nociceptive—caused by tissue damage or inflammation, (2) peripheral neuropathic—damage or dysfunction of peripheral nerves, and (3) centralized—characterized by a disturbance in the processing of pain by the brain and spinal cord. Individuals with more peripheral/nociceptive types of pain (e.g., acute pain due to injury, rheumatoid arthritis, cancer pain) may respond better to opioid analgesics. In contrast, those with central pain syndromes—exemplified by fibromyalgia, irritable bowel syndrome, temporal-mandibular joint disease and tension headache—do not respond as well to opioids, as to centrally acting neuroactive compounds (e.g., certain antidepressant medications, anticonvulsants) opioids may promote progression from acute nociceptive pain to chronic centralized pain 



Myths & Misconceptions 
• all clients lie about the existence or severity of their pain 
• addiction occurs with use of morphine or morphine derivatives 
• the same physical stimulus produces the same pain intensity, 

duration & distress in different people 
• people only experience severe pain when they have been in 

an accident  
   or have had major surgery 



Myths & Misconceptions 
• health care professionals are the authorities 

regarding a patient’s complaint of pain 
• visible or physiological or behavioral signs 

accompany pain and can be used to verify 
its existence 

• chronic pain can be cured – it is common to 
be completely pain-free 



Pain 

• an unpleasant sensory and emotional experience 
associated with actual or potential damage to body 
 

• a personal private sensation of hurt 
 

• a harmful stimulus that signals current or 
impending tissue damage 
 

• a pattern of responses to protect the organism 
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The historical and current context of opioid use and prescription is complicated by the heterogeneity of the problem. There are many facets of heterogeneity: patients (e.g., age, gender, race); the pain etiology (e.g., peripheral vs. central pain), diverse clinical presentations that include various comorbidities; characteristics of the clinical setting (e.g., providers, payment structures); and the available opioids for prescription (e.g., differential receptor affinities, pharmacokinetics, potential for drug interactions). Chronic pain is a complex clinical issue requiring an individualized, multifaceted approach. Contributing to the complexity is the fact that chronic pain is not limited to a particular disease state but rather spans a multitude of conditions, with varied etiologies and presentations. Yet, traditionally, persons living with chronic pain are “lumped” into a single category, and treatment approaches have been generalized with little evidence to support this practice. In addition, although pain is a dynamic phenomenon, waxing and waning and changing in nature over time, it is often viewed and managed with a static approach. For a number of reasons—including lack of knowledge, practice settings, resource availability, and reimbursement structure—clinicians are often ill-prepared to diagnose, appropriately assess, treat, and monitor patients with chronic pain. There must be recognition that patients’ manifestation of and response to pain is varied, with genetic, cultural, and psychosocial factors all contributing to this variation. Evidence was presented that clinicians’ response to patients with pain also differs, often due to preconceived notions and biases based on racial, ethnic, and other sociodemographic stereotypes. The totality of the data points to the need for an individualized, patient-centered approach based on a biopsychosocial model as opposed to the biomedical model that is more commonly employed. Treating pain and reducing suffering do not always equate, and many times patients and clinicians have disparate ideas about successful outcomes. A more holistic approach to the management of chronic pain, inclusive of the patients’ perspectives and desired outcomes, should be the goal. 



Neurobiology of Pain 
Pain and Response are shaped by: 

•   culture 
•   temperament, psychological state, genetics 
•   memory, cognition, beliefs & expectations 
•   co-occurring health conditions and SUDs 
•   gender, age, other biopsychosocial factors 
 



Genetic Associations & Risk Factors 
• pain field of research has advanced significantly 
• need to identify and measure key environmental 

exposures 
• need to study genetic associations and potential genetic 

risk factors: 
– enzymes that genetically encode serotonin receptor 2A 
– enzymes genetically-encoded to regulate levels of 

catecholamines (dopamine, epinephrine, norepinephrine) 
– others:  glucocorticoid receptors, etc. 
– substance P 
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Exogenous opioids and opiatesEndogenous opioids



Pain and Addition Co-Occur 

• both are neurobiological conditions with evidence of 
disordered CNS function 

• both are mediated by genetics and environment 
• both may have significant behavioral components 
• both may have serious harmful consequences if untreated 

 

• both require multifaceted treatment 
• neither are static conditions – fluctuate in intensity over time 
• treatment of one can support or conflict with treatment of other 



http://www.medscape.org/viewarticle/581948 
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Presentation Notes
Multimodal analgesic approach to pain management. ASA = aspirin; LAs = local anesthetics; NSAIDs = non-steroidal anti-inflammatory drugs; SNRIs = serotonin-norepinephrine reuptake inhibitors; SSRIs = selective serotonin reuptake inhibitors; TCAs = tricyclic antidepressants. Possible adverse effects of prolonged opioid therapy. Prolonged opioid therapy can lead to cellular and intracellular changes, including activation of N-methyl-D-aspartate receptors. Such changes may contribute to pharmacologic opioid tolerance, increased sensitivity to pain (manifested as "apparent" opioid tolerance), or both, as well as the need for dose escalation. Prolonged opioid treatment may also result in hormonal changes and may alter immune function. These effects may be exacerbated by dose escalation in some circumstances.



Drug Mu Delta Kappa 

OPIOID PEPTIDES 

Enkephalins Antagonist Agonist 

Beta-endorphins Agonist Agonist 

Dynorphins Weak Agonist Agonist 

AGONISTS 

Codeine Weak Agonist Weak Agonist 

Fentanyl (Sublimaze) Agonist 

Meperidine (Demerol) Agonist 

Methadone (Dolophine) Agonist 

Morphine Agonist Weak Agonist 

AGONIST-ANTAGONIST 

Buprenorphine Partial Agonist 

ANTAGONIST 

Naloxone (Narcan) Antagonist Antagonist Antagonist 

Opiate Receptor Subtypes 
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Presentation Notes
Serotonin, bradykinin, histamine, prostaglandins, substance P (sP) , and various ions (ie, H+ or K+)--the biochemical mediators released as a result of tissue injury--have been implicated in nociceptive activation and sensitization (hyperalgesia).Hyperalgesia results in enhancement of spontaneous pain via a reduction in pain threshold and a lengthening in duration of nociceptor response to stimuli.PGE1, PGE2, and PGF2a, are the most potent prostaglandins to produce these sensitization effects.Substance P, synthesized by cells of the spinal ganglia, has been identified at the peripheral terminal of unmyelinated primary afferent fibers.  This putative neurotransmitter may play a role in the propagation of visceral nociceptive pain from the gastrointestinal (GI) tract, ureters, and urinary bladder. In addition, to sP, other potential nociceptive transmitters include glutamate, aspartate, somatostatin, cholecystokinin, and vasoactive intestinal polypeptide.





Assessment 



Ethics 
 right of patient for accurate assessment & treatment 

 right to access care – including multidisciplinary care team 

 right to autonomy, nonmaleficence, beneficence, justice 

 cultural sensitivity: racial, ethnic, sociodemographic 

 to understand the use of “controlled substances” 

 informed consent – release of information documents 
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The gate control theory of pain was put forward by Ronald Melzack and Patrick Wall in 1965. They proposed that there was a ‘gate’ mechanism in the central nervous system that opened to allow pain messages through to the brain and closed to prevent them getting through. When we feel pain, such as when we touch a hot stove, sensory receptors in our skin send a message via nerve fibers (A-delta fibers and C fibers) to the spinal cord and brainstem and then onto the brain where the sensation of pain is registered, the information is processed and the pain is perceived. The gate theory says that as these pain messages come into the spinal cord and the central nervous system (before they even get to the brain), they can be amplified, turned down or even blocked out. There are many accounts of how people injured on the battlefield or in sports games don’t feel any pain from their injuries until afterwards. This has to do with the brain being busy doing other things and shutting the gate until it can pay attention to the messages. Large diameter nerve fibers (A-beta fibers) responsible for transmitting signals of touch to the brain have the ability to close the pain gate and so block signals from other smaller diameter nerve fibers which transmit pain. An example of this would be when a child falls over and hurts her knee — if she rubs her knee, the signal from that sensation of touch temporarily blocks the pain signal travelling from the injured knee to the brain. 



Assessment of Pain-Related Problems 

  daily activities – functional disability 
  sleep 
  quality of life 
  energy/fatigue 
  mood/anxiety 
  social and familial stressors 
  employment 
  legal engagements 



Clinical Assessment of Pain 
• valid clinical pain measure (self-report; scaling measures) 
• sensory, affective, cognitive dimensions 
• qualitative versus quantitative characteristics 
• measures of pain sites and diffuseness of pain 
• pain dimensions – least, worst, usual, temporal, activity-based 
• pain diaries 
• assessment neuropathic pain 
• facial expressions and motor behaviors 



Clinical Assessment of Pain 

• pain beliefs, appraisals, and coping strategies 
• MH history:  i.e., anxiety and mood disorders 
• physical health history: i.e., diabetes 
• assessment for PTSD – trauma history 
• assessment for SUD and ABD 
• psychosocial stressors - work issues  
• personal and family history 
• cultural issues in pain experience, pain behaviors, health care 

seeking, disability 
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SAMSHA TIP 54



Drugs that Suppress Pain (Analgesic Effects) 

  Opiates – opium poppy extract (opium, codeine, morphine) 
  Semi-synthetic Opiates (hydrocodone, oxycodone) 
  Opioids – synthetic opiates (fentanyl, methadone, tramadol) 
  Opioid Antagonists (naloxone, naltrexone) 
  Alcohol 
  Benzodiazepines - sedating 
  Methamphetamine & Cocaine  
  THC:  Cannabis 



Purpose of Patient-Centered Assessment 
  identification of psychosocial influences on pain 
  identification of pain’s impact on quality of life 
  identification of associations of pain, sleep, fatigue, mood 
  identification of psychological disorders 
  identification of deficits and strengths in coping skills 
  decision making and treatment planning 
  identification of motivation – external and internal 
  identification of supports for change 
  identification of negative variables towards pain management 



Treatment Planning 
• biopsychosocial assessment and treatment planning 
• include spiritual/emotional/contextual components 
• client-centered treatment 
• trauma-informed care 
• culturally-sensitive care 
• motivational strategies 
• strategies strengthening commitment to change 
• areas for psychoeducation 
• operant conditioning - social reinforcement 



PAIN 
MANAGEMENT 

Questions to Ask -  

Options to Consider 



Pharmacological Interventions 

  Agonists 
  Antagonists 
  Non-narcotic analgesics  
  NSAIDS 
  Narcotic analgesics 
  Adjuvants/co-analgesics 
  Anesthesia & Epidurals 
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Non-narcotic analgesics:  acetaminophen, aspirinNSAIDS:  ibuprofen, naproxen, indomethacin, piroxicamNarcotic analgesics:  meperidine, methylmorphine, morphine sulphate, fentanylAdjuvants:  sedatives, anti-anxiety medications, muscle relaxants 



Adjuvant Non-Opioid Medications 

• Antidepressants (Effexor, Pristiq, Cymbalta, Prozac, etc.) 

• Anti-inflammatory drugs (Naproxen, Ibuprofen, Celecobix) 

• Anticonvulsants (Gabapentin, Topiramate) 

• Muscle relaxants (Metaxalone, Baclofen, Methocarbamol)  

• Topical analgesics (Capsaicin, Lidocaine, Topical NSAIDs) 



Exercise – Movement - Distraction 



Non-Pharmacological Interventions 

  Cognitive-Behavioral Therapies 
  Psychoeducation and Support Groups 
  Acceptance and Commitment Therapy 
  Acupressure, Acupuncture, Binders, Cutaneous   

 Stimulation, Chiropractic Tools 
  Rest and Sleep 
  Counseling to address:  trauma (EMDR), abuse, neglect, 

 attachment disorder, abandonment, anger, loss 



Cognitive-Behavioral Therapies 

• role of feelings, thoughts and actions 
• treatment rationale 
• cognitive restructuring 
• skills training 
• exposure in vivo for pain related fear 
• mindfulness 
• acceptance and commitment therapy 
• partner-assisted CBT 
• CBT for disease-related pain 



Other Treatments 
• Biofeedback:  EMG, EEG, temperature 
• hypnosis 
• relaxation therapies 
• stimulus desensitization 
• art therapy – music therapy – animal therapy 
• community support groups  
• family therapy – family engagement/support 
• counseling for co-occurring disorders (i.e., grief & loss) 



Skills Training 
• pleasurable and meaningful activity scheduling 
• breathing and relaxation techniques 
• imagery techniques - meditation 
• coping self-statements – self soothing techniques 
• behavioral activation – yoga – stretching - movement 
• focal point and visual distraction – attention diversion 
• problem solving - goal setting 
• relapse prevention methods 
• homework assignments 





 nutritional therapy 
 weight management 

 
 chiropractor 
 physical therapy 

 
 cultural methods of pain 

management 
 prayer or other spiritual 

assists 
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