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      Foreword

      Managing one invisible and often 
		misunderstood chronic illness is a challenge. Functioning well with three 
		of them can seem overwhelming. Fibromyalgia, chronic fatigue immunodysfunction, 
		and chronic myofascial pain can wear you down if you aren’t prepared. The 
		general support systems that automatically kick in for people who have more 
		obvious or better-known illnesses are absent. Life doesn’t end when you 
		get these illnesses, but it does change and a new life begins. It’s up to 
		you to determine the quality of that life. These conditions require many 
		changes if you are to successfully navigate the often-treacherous currents 
		in the river of life. One of the most important changes is that of your 
		own attitude toward life and to the illness that complicates it.

      Integrative Therapies for Fibromyalgia, Chronic Fatigue 
		Syndrome, and Myofascial Pain: The Mind-Body Connection is a good guidebook 
		to facilitate this positive change.

      DEVIN J. STARLANYL

      Devin J. Starlanyl is former director of the Fibromyalgia 
		and Chronic Myofascial Pain Institute and is the author, with Mary Ellen 
		Copeland, of Fibromyalgia and Chronic Myofascial Pain: A Survival Manual
		and The Fibromyalgia Advocate.

    

  
    
      Preface

      The writing of this book started 
		as an exercise for mental health. Toward the end of a twenty-year nursing 
		career in critical care, emergency nursing, and education, my musculoskeletal 
		symptoms had become severe. I had spent approximately six years juggling 
		chronic pain, family, and work. I cut back my work from full time to part 
		time and tried changing the focus of my career. Because of my disorders, 
		I found that the work I loved so much was no longer possible. My story is 
		typical.

      I was fortunate to find a neurologist knowledgeable in 
		myofascial pain before the full implications were realized. He was actually 
		able to see the twitch response on my back when he gave me trigger point 
		injections and taught me about this telltale response of trigger points 
		to injections and pressure. He also suggested alternative treatments.

      However, before I was diagnosed with fibromyalgia (FM), 
		I suffered through more than five years of unrelenting, unforgiving symptoms 
		of body-wide pain, fatigue, and flu-like symptoms.

      As happens to so many of us, I was also the target of 
		remarks that threatened my self-esteem. When I was finally diagnosed with 
		fibromyalgia (FM), an additional, separate disorder from chronic myofascial 
		pain, I had reached a point of desperation and despair over my feelings 
		of loss. Being a “type A” personality, I couldn’t accept lack of control.

      My psychotherapist was able to help me address my reactions 
		to others and to the health care community of which I had once been a part. 
		That therapist is now my friend and coauthor of this book.

      After my diagnosis, I knew I needed to learn as much 
		as I could about these disorders. It was through people like Devin Starlanyl, 
		Dr. I. Jon Russell, and Clair Davies, as well as the Fibromyalgia Network, 
		The Forum, and my support group members that I discovered why birds flock 
		together. You will see references throughout the book recognizing these 
		people for what they have done for so many others and for me.

      I was disheartened by the ignorance regarding 
		fibromyalgia (FM), chronic fatigue immunodysfunction (CFID), and chronic 
		myofascial pain (CMP) in the medical community. To my dismay there were 
		many who did not know the difference between the tender points of FM and 
		the trigger points of CMP, or between the fatigue associated with FM and 
		the overwhelming, life-altering fatigue of CFID. Among them were some health 
		care providers and specialists who professed that they knew about fibromyalgia, 
		chronic fatigue, and chronic myofascial pain.

      Understanding the differences and the similarities of 
		these three disorders, and knowing how to respond to others in an informative 
		way will contribute to making you the star player in your own show.

    

  
    
      Introduction

      We hope you find this book informational, 
		motivational, interactive, and integral to your health care treatment plan. 
		We encourage you to share what you discover with your family, friends, and 
		health care providers.

      For people who suffer chronic disorders, advocating is 
		more than just therapeutic. In my case, it has been essential for my mental 
		health. Because of the need for research, fueling this type of work has 
		been a means of using my talents to help others in ways that support our 
		cause. One of my main obstacles to writing is “brain fog,” or cognitive 
		deficit. It was the need to address my feelings of isolation and psychological 
		despair that caused me to begin writing this book. What started as therapy 
		has come into reality due to encouragement, help, and correction by my dear 
		friend and coauthor, Dr. Jeffrey Miller. Through his help I have been able 
		to produce my portion of this book.

      Fibromyalgia (FM) and chronic myofascial pain (CMP) are 
		thought by many, including some health care providers, to be interchangeable. 
		Nothing could be further from the truth. However, they do often coexist 
		in the same patient, which makes accurate diagnosis difficult at best. It 
		is important to know if a patient has one or both disorders so that the 
		correct treatment plan can be developed. As a patient with both, I can tell 
		you that some treatments for FM may actually aggravate the symptoms of CMP, 
		and vice versa. Some treatments, such as those discussed in chapter 4, may 
		be beneficial for both.

      Fibromyalgia and chronic fatigue immunodysfunction (CFID) 
		are often lumped together as the same disorder. Both involve fatigue, which 
		is the primary symptom of CFID, but the two disorders are dissimilar and 
		have different diagnostic criteria, noted in chapter 1. The two conditions 
		are similar in that both are thought to be caused by a disruption in the 
		central nervous system, but they are dissimilar in the actual pathway of 
		disruption. The treatments for FM and CFID, however, are similar, with a 
		few differences.

      It is not uncommon for the same patient to have a combination 
		of any two or all three conditions. Since they have common treatment modalities, 
 as well as conflicting therapeutic interventions, 
		it is important to include all three in one book.

      Understanding the three disorders will empower you. Chapter 
		1 will help you to identify the different symptoms of fibromyalgia, chronic 
		fatigue immunodysfunction, and chronic myofascial pain; distinguish which 
		warning signs apply to you; and determine what information is important 
		to share with your doctor. Whatever your conclusions, it is important to 
		learn what aggravates or alleviates your symptoms, and how to relate your 
		findings to those who will be helping with your care. Whether you actually 
		have all three conditions, a combination of two,
		or only one, the topics discussed in this book 
		will be applicable.

      Learning to deal with the psychological issues that can 
		and do evolve with chronic pain disorders like these can have a profound 
		impact on your relationships and on the way you feel emotionally, physically, 
		and spiritually. All too often there is fear of sharing underlying concerns, 
		and the value of mental health is not recognized. This book will help you 
		to address your apprehension without fear of consequence.

      We feel spiritual health is just as important as mental 
		and physical health. Jeff, my co-author, is Buddhist by faith and his spirituality 
		defines his total being. I rely on my spiritual base as a Christian; my 
		spirituality has played an integral part in learning who I am as a whole 
		person, and in how I deal with chronic illness. We both believe that one 
		aspect of health relies on spiritual fulfillment, and that religious beliefs 
		are a way to meet that need. Perpetual enrichment of spirit is as vital 
		to total well-being as food is necessary for sustaining the body. We hope 
		our book will help you to understand what a difference it can make to be 
		mentally clear and nourished in body, mind, and spirit.

      No matter how much we think we are in control of what 
		is happening to us and around us, we are not prepared for a crisis. Chapter 
		6 will give you some tips for dealing with a catastrophe or calamity.

      There is no reason for you to feel alone, isolated, or 
		without resources. From the front cover to the back, this book is packed 
		with helpful tools for dealing with pain, exhaustion, fatigue, health care 
		providers, family, friends, coworkers, self-esteem, depression, anxiety, 
		stress, and medical and legal red tape. Last, but not least, we hope the 
		information on advocacy and dealing with the health care system will empower 
		you and give you a sense of control.

      This book is specifically dedicated to providing you 
		with the means to find the support you need.
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      Fibromyalgia Pain, Chronic Fatigue Immunodysfunction, and Chronic Myofascial Pain from Trigger Points

      In order to address and identify 
		personal needs we must first be able to define what they are and how they 
		affect our lives. This chapter is devoted to promoting a better understanding 
		of fibromyalgia (FM), chronic fatigue immunodysfunction (CFID), and chronic 
		myofascial pain (CMP).

      By reviewing the definition, history, demographics, etiology, 
		genetic or gender predisposition, diagnostic criteria, symptoms, and prognosis, 
		you should be able to identify certain characteristics of each disorder. 
		You will receive enough information to complete the interactive exercise 
		at the end of each section. By the end of the chapter you will see how the 
		disorders share certain symptoms, but are differentiated by others.

      Our greatest desire is for you to realize you are not 
		alone. We are learning together and by sharing our knowledge, we can make 
		a difference in combating these disabling illnesses.

      New studies, theories, and discoveries will continue 
		after the publication of this book, and the resource section includes the 
		best tools available at the time of publication for locating current and 
		breaking information. There are many helpful links at TheseThree.com, which 
		are updated periodically.

      Throughout this book fibromyalgia is referred to as FM, 
		chronic fatigue immunodysfunction is referred to as CFID, and chronic myofascial 
		pain is referred to as CMP. All three of these 
		disabling disorders are considered chronic illnesses and can be a devastating 
		disruption to your lifestyle, psyche, and general well-being.

      
        COMMONLY USED ABBREVIATIONS

        FM: fibromyalgia or fibromyalgia syndrome (FMS)

        CFID: chronic fatigue immunodysfunction syndrome

            Also known as:

   
chronic fatigue syndrome (CFS)

   
and myalgic encephalomyelitis (ME)

        CMP: chronic myofascial pain

   
Also known as:

   
myofascial pain syndrome/disease (MPS)

      

      It’s important to have a clear understanding 
		of what is known to us now and what remains to be discovered. We hope that 
		having a clearer understanding will help you to identify symptoms related 
		to your disorder(s) and to set goals for enhancing your quality of life. 
		As you journey through the words, paragraphs, and pages of this book, keep 
		in mind that the guidelines and interactive exercises are intended to augment 
		or complement medical care and treatments, not replace them.

      During your journey take time at each summary exercise 
		to reflect on the section of road you have just traveled. Brain fog and 
		concentration may be a huge obstacle, but it is important to read the chapters 
		in order, because the information in each one builds on the previous chapter. 
		Don’t get discouraged if you start to feel fatigue; just come back to it 
		when you feel “on top” of things, and you’ll be glad you did. This is a 
		self-help book that depends on your reactions and interactions; it is about 
		you and for you. Have a great journey.

      
        All About Fibromyalgia

        It’s Not All in a Name

        The term fibromyalgia gives the impression it is a muscle disorder. After reading the rest of this chapter, you will know that this is inaccurate. Research suggests it is a disorder of the central nervous system that affects the muscles and the relay system of brain messaging.

        It’s difficult to find correct terminology for each of the three disorders discussed in this book. Although that may seem trivial to some, the name of a disorder can have a tremendous impact on the way it is perceived and treated. Someday, through scientific discovery and advocacy by patients and the health care community, we will get away from ambiguous terms.

        
          fibro: from the word fibrous, meaning “composed of fibers”; an elongated threadlike structure (in this case pertaining to fibers, fascia, tendons, and ligaments).

          muscle fibers: having the power to contract and produce movement; fibers responsible for locomotion and performing vital body functions.

          algia: pain.

          myalgia: muscle pain.

          allodynia: “other pain”; pain from stimuli that are not normally painful.

          pain: a feeling of distress, suffering, or agony caused by stimulation to specific nerve endings. Usually a protective mechanism that alerts the sufferer to early tissue damage somewhere in the body.

          pain threshold: the level that must be reached for a stimulus to be recognized as painful.

        

        Definition

        Fibromyalgia is defined as follows, according to American College of Rheumatology (ACR) criteria:

        From patient history: widespread aching lasting more than three months

        From examination: local tenderness at eleven of eighteen specific sites

        Please keep in mind that the ACR criteria, while still used for diagnosis, may lead to underdiagnosis in many people, both women and men. More importantly, FM is a disorder characterized by widespread pain, abnormal pain processing, sleep disturbance, fatigue, and sometimes psychological distress. People with fibromyalgia may also have other symptoms, such as morning stiffness, tingling or numbness in hands and feet, headaches (including migraines), irritable bowel syndrome, problems with thinking and memory (sometimes called “fibro fog”), painful menstrual periods, and other pain syndromes.1 It is a chronic, noninflammatory disorder characterized by widespread allodynia, fatigue, and multiple tender points. Although it’s not a life threatening or progressive illness, symptoms can intensify or diminish without warning.

        History

        Fibromyalgia is not a new syndrome or disorder. It has been officially recognized by the health care industry for the past two decades, and has been known to exist for more than a hundred years. Symptoms of what we know today as FM were first described in the seventeen hundreds, and the disorder was first observed and documented by British surgeon William Balfour in 1816. In 1904 the same collection of symptoms was recognized by another British fibromyalgia pioneer, Sir William Gowers, who described chronic soft tissue syndromes as fibromyocitis.2

        When Dr. Gowers identified this same collection of symptoms, he described it as “a disorder affecting women of blameless habits and abstentious clergymen,” and treated these patients with exercise instead of aspirin.3 This treatment suggests that as early as the nineteen hundreds Dr. Gowers did not consider this disorder inflammatory by nature, even though many of his colleagues of those days thought it was. He was a true pioneer in understanding the symptoms of fibromyalgia.

        Later in the nineteen hundreds the term fibrositis appeared in North American rheumatology textbooks. In the 1940s fibromyalgia was thought to be associated with depression and stress, and later, in 1975, Harvey Moldofsky and Hugh Smythe, both Canadian medical doctors, noted sleep abnormalities and fatigue in patients with diffuse musculoskeletal tender points. They also believed that fatigue could occur due to a disruption in an individual’s normal circadian rhythm, regardless of normal sleep duration.4 Even today, there are those who believe FM may be secondary to psychological stress or disordered sleep. Today evidence includes the physiological upset, regardless of what the aggravating factor might be. Still, by the very name itself—fibrositis—it seems the medical community back in 1904 believed the disorder to be inflammatory in nature. Conventional medical practitioners would have considered it foolhardy for someone to follow Dr. Gower’s theories and delay proper treatment.

        Finally, in 1981 a connection was made between fibromyocitis and the non-inflammatory systemic symptoms. This led to adoption of the term “fibromyalgia” to identify the syndrome variously described as fibromyocitis, muscular rheumatism, tension myalgia, psychogenic rheumatism, tension rheumatism, neurasthenia, and fibrositis.5

        
          EARLIER TERMS FOR FIBROMYALGIA

          fibromyocitis

muscular rheumatism

tension myalgia

psychogenic rheumatism

tension rheumatism

neurasthenia fibrositis

        

        Twenty years ago, fibromyalgia as we now understand it was unrecognized, but the continued symptoms of diffuse muscle pain and fatigue suffered by people with FM led them on a quest for help. Today, it can no longer be denied. History has changed the future for those of us who suffer from this disabling disorder.

        Demographics (Age, Gender, and Genetic Predisposition)

        The predisposition to FM comes from multiple factors. Often identified as triggers are virus, trauma (accidental or surgical), chemical exposure, abuse (emotional or physical), a prior debilitating illness, or any of these in combination.

        According to the Centers for Disease Control and Prevention (CDC), approximately 2 percent of the U.S. population has FM, and the ratio of women to men is 7:1.6 While the onset of the syndrome can occur at any age and affect either gender, it predominately affects females between puberty and menopause and knows no boundaries related to economic, social, or racial status.

        Likewise, the severity of symptoms cannot be correlated to any particular factor. FM is mostly discussed as a female disorder, but in a study done in Israel in 2000, men affected by FM reported more severe symptoms than women and showed decreased functional status.7 This study suggests that it may be important to include males in proportionate numbers in all studies.

        Fibromyalgia is the third most prevalent rheumatologic disorder in the United States,8 
 and may often co-occur (up to 25-65 percent) with other rheumatic conditions, such as rheumatoid arthritis (RA), systemic lupus erythematosus (SLE), and ankylosing spondylitis (AS).9 Despite these staggering statistics, physicians are given little or no training regarding identification or treatment of any conditions that cause muscle dysfunction.

        Diagnostic criteria for fibromyalgia were finally established in the late twentieth century. In 1990 the American College of Rheumatology published what is now considered official diagnostic criteria for fibromyalgia. The criteria were originally to be used for a scientific study on FM and were not intended to be the standard for diagnosis of the illness. However, in 1993 the World Health Organization officially recognized the syndrome—fibromyalgia—and adopted the ACR criteria, which are recognized by leading authorities today.

        The average FM patient visits more than five physicians or health care practitioners and spends thousands of dollars before a diagnosis is made. Does this sound like your experience? You will read many articles on how much fibromyalgia costs the health care system, articles that often seem to blame patients for rising health care costs. All illnesses cost health care dollars, and we are no more to blame for our symptoms than the health care community is to blame for not finding the cause. Rising health care costs are not due to FM any more than cancer, heart disease, arthritis, or any number of conditions for which patients seek help. The medical system’s survival depends on illness. Shouldn’t we blame exorbitant intermediary costs, the insurance and pharmaceutical industries, greed for profit, and the cost of technology?

        Patient care delivery today has been affected by the cost of the technology that we as consumers have come to expect and the demand for doctors to see more patients in less time. To an older health care consumer like me, it seems as if these new health care systems are nothing less than big business. The compassion that once fueled a desire to help people with disease and illness has been squeezed out of health care like the last bit of toothpaste from its tube. The days of compassionate nurses and religious orders caring for the infirm are long gone. That is not to say nurses no longer care, but they are allowed little time to care for their patients, and they become frustrated, too. The point is that today’s health care delivery does not have the same meaning it did in the days of Florence Nightingale. We’ve come a long way and developed far superior technology, but what is it costing us? In this day of large health care conglomerates, few health care providers have time to give the “special touch.” Unfortunately, the captains at the helm don’t see “compassionate moments” as an important factor in patient outcomes.

        The lack of education for health care providers and an untimely diagnosis can be devastating to the patient and to the health care community in general. The cost of making repeated doctor visits for the same complaints and waiting for up to five years to receive a diagnosis could be avoided if doctors and the medical community were more aware of the latest research, and diagnostic criteria. This atrocity can only be remedied by educating practicing physicians, advocating for increased awareness, and securing funding for research. This book includes entire subsections addressing our dilemma.

        Objective Data

        In addition to lack of knowledge by medical practitioners, a major obstacle in diagnosing FM has been the lack of objective physical findings. The diagnostic exam in which the doctor palpates the eighteen tender points characteristic of FM relies solely on the patient’s report of pain when pressed in these areas. Routine test results appear normal, so the physician must rely heavily on the patient’s ability to give an accurate history. Increasingly, researchers give credibility to the physiological and biological symptoms of fibromyalgia.

        
          objective findings: conclusions made by the examining practitioner through observation of conditions that can be seen, heard, or felt.

        

        Although functional imaging is used only in research, the results document the physiological disruption that occurs in FM. Thanks to the due diligence of investigators who use this new technology to determine and provide objective data, we now have validation for the presence of pain and the dysfunction associated with it.

        Diagnostic Criteria

        Unlike other disease processes, the symptoms of fibromyalgia affect all four quadrants of the body equally. In other words, tender points are found on both sides of the upper body (above the waist) and both sides of the lower body (below the waist). If there is a tender point in the left elbow, there will be another tender point in the same spot on the right elbow. Painful tender points are consistent and are considered chronic because they persist for a period of at least three months.

        According to the ACR criteria, tender points are assessed by applying pressure (four kg/cm²) to specific points on the body.10 This would be enough pressure to make the examiner’s fingernail blanch (turn pale) when pressure is applied. The patient may experience other tender points, but it is generally believed that these specific model sites are more exquisitely tender to the FM patient. Another distinguishing characteristic is that FM pain does not radiate to other parts of the body. Careful examination technique should be used since the exam alone can actually perpetuate a flare in the fibromyalgia patient, causing undue distress. If the practitioner finds eleven of the eighteen tender points identified by the ACR model that fit the pattern previously described, the patient is diagnosed with fibromyalgia.

        Tender Points by Description

        
          Front—Upper Body
        

        
          	Mid-anterior cervical—on the neck, just below where the head meets the neck, just above the collar bone.

          	Second rib—just below the collar bone approximately three finger widths down.
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          Diagnostic points on the front
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          Diagnostic points on the back
        

        
          	Lateral epicondyle of humerus—inner elbow on the same side as the thumb.

        

        Front—Lower Body

        
          	Knee—on the inner side of the knee where you can feel a fat pad.

        

        Back—Upper Body

        
          	Occiput—on each side of the spine where the head and neck meet.

          	Inferior neck—on the upper line of the shoulder, slightly less than halfway from the shoulder to the neck.

          	Suprascapular—along the upper margins of the shoulder blade, three finger widths on a diagonal plane toward the spine.

        

        Back—Lower Body

        
          	Sacrolateral—on the upper buttock close to the “dimple” area, approximately one-half the distance to the spine from the hip.

          	Posterior greater trochanter—just below the fold of the buttocks, close to the outside edge of the thigh.

        

        Symptoms

        Fibromyalgia symptoms may vary from person to person, day to day, and/or minute to minute. They also fluctuate in severity. Many people equate the symptoms of fibromyalgia and chronic fatigue immunodysfunction to those of the flu. If you do not have FM or CFID, imagine what it would be like to wake up every day feeling this ill. Identifying what triggers a flare is essential in learning to keep these occurrences to a minimum.

        
          symptom: an indication of disease perceived by the patient.

          subjective findings: symptoms that can be perceived only by the subject, you, and not by the examiner. The examiner must rely on you to report these problems.

        

        Common Symptoms

        
          	Pain (often severe and disabling)

          	Widespread body aches and soreness

          	Morning stiffness

          	Tender points

          	Non-restorative sleep (even with eight hours of sleep)

          	Malaise—lack of zest or energy, fatigue

        

        Associated Symptoms

        Other symptoms that may accompany FM are listed below. This list has been compiled from National Institutes of Health, Centers for Disease Control, Mayo Clinic, National Fibromyalgia Association, and FM Network News.
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          CAUTION
        

        The other symptoms could be attributed to a separate problem. Do not automatically attribute them to FM. If you have them, discuss them with your doctor; additional diagnostic tests may be needed. Be sure to ask if your doctor is also familiar with chronic fatigue immunodysfunction and chronic myofascial pain.
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          	Anxiety and/or depression

          	Bladder difficulties (pain, urinary frequency and/or urgency, burning, 
	difficulty urinating)

          	Bowel habits altered (irritable bowel syndrome, diarrhea, constipation, 
	painful cramping, bloating, gas, other related symptoms)

          	Chemical sensitivity

          	Chest wall pain

          	Cognitive disturbances (inability to remember or stay focused—brain 
	fog, or fibro fog—short-term memory problems)	

          	Cold intolerance (feeling cold when others do not)

          	Dizziness

          	Dry eyes and mouth

          	Gynecological disturbances or premenstrual syndrome (PMS)

          	Headaches, severe and chronic, including migraine

          	Impaired coordination

          	Irritability or mood changes

          	Jaw pain

          	Paresthesias, unexplained (numbness or tingling, particularly in the 
	arms or legs)

          	Photophobia (sensitivity to light)

          	Raynaud’s syndrome

          	Restless leg syndrome (RLS) and/or periodic limb movement (PLM)

          	Ringing in the ears (tinnitus)

          	Sensitivity to odors

          	Sensitivity to noise

          	Skin sensitivities, mottling, and rashes

          	Subjective swelling (an unobservable feeling of being swollen)

          	Visual problems

        

        Some symptoms may be due to myofascial trigger points (TrPs) associated with chronic myofascial pain, for instance, bladder difficulties, altered bowel habits, chest wall pain, gynecological disturbances, chronic severe headaches, pain that isn’t in the joint but feels as if it is, RLS, PLM, and subjective swelling. Many of the symptoms can be explained by trigger points. Paresthesias—unexplained numbness or tingling, particularly in the arms or legs—is usually caused by nerve entrapment and can be due to untreated trigger points. Again, FM patients, CFID patients, and CMP patients should be studied separately or closely screened for coexistence of two or all three of the disorders.

        Chest wall movement is decreased in many FM patients, which could be due to underlying undiagnosed chronic myofascial pain (CMP) or because it aggravates chest wall tenderness. Lack of chest wall motion can do two things: intensify pain and cause a lack of oxygen. Our bodies require oxygen in order to be healthy. The benefits of deep breathing will be discussed later. If you have both FM and CMP, trigger points cause the pain of CMP, and FM intensifies it. If you have both CFID and CMP, trigger point treatment produces byproducts that can bring on, or intensify, symptoms of CFID.

        Following is my personal testimony, which I’m providing for you because I believe it is validating for all of us to write our experiences in a journal. Once validation is made, you can let it go. There still will be difficult times, but I have learned that journaling helps me to better manage my illnesses.

        Learning how to express our feelings, focus on positives, and communicate needs helps us in immeasurable ways. To eliminate even one symptom temporarily can make a difference in total emotional, physical, spiritual, and mental well-being.
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          Personal Testimony
        

        
          I am so tired. However, as I resign myself to bed each night I strive to embrace sleep that may or may not come. If I do slumber, I am too often awakened with the feeling that my extremities have been amputated with the ax of a grim reaper. My thrashing about and kicking brings unwelcome remarks from a spouse who swears I am physically abusing him in retaliation for his snoring.
        

        
          When I get the nerve (literally) to get my feet on the floor, I seldom feel them. When I do, they feel like a ripe tomato that will rupture with weight. Every muscle seems to work against the other, and I pray not to topple until the feeling of the needles in the bottom of my feet passes, pleading that it will pass and the morning hours turn the day into one that is more acceptable. I examine everything I do or do not put into my mouth, from diet to medications, for fear in a few hours my head will feel like I am on a whirlybird, death-drop ride that won’t stop. I toil to embrace my body’s alarm system. What do I do now?
        

        
          Weakly, I wonder if I will be up shortly with the abdominal flu-like pain of irritable bowel and an odor that nauseates me and awakens my husband. Then I ask . . . why would my partner not grieve the loss of the person he once knew?
        

        
          I experience bladder pain with burning, urgency, and frequency, only to be told, “You have a condition that is aggravated by the medications you are on to treat your other problems. And once again, there is no cure; we don’t know what causes it.”
        

        
          I scrutinize my clothing, down to my bra, because if it is too constricting I hurt to the bottom of my soul from pressure on places I didn’t know existed until FM, CFID, and CMP. Should my shirt button because I can’t lift my arms, or not button because my hands won’t work?
        

        
          I am a 50-something woman in an 80-something body. My bones are brittle and I can no longer hold my urine because of pelvic floor trigger points that twitch faster than an electrical current.
        

        
          Others look at me as if I have lost my mind because I am dressed for the Artic when we are experiencing a midwestern heat wave.
        

        
          When I do try to exercise, every step makes me feel as if my left leg has been put in a vise, then dumped into a blender; and when I proceed in a drunken walk, I end up with bruises that forbid the stylish clothes of my peers without unwelcome comments. These symptoms are aggravated by chronic hip bursitis, piriformis syndrome, or some sympathetic nerve disorder yet to be determined.
        

        
          When I try to tell the doctor that the “newest” medication I’m on is not producing the results we expected, I hear, “I don’t know why; studies show this medication works for most people.” This leaves me feeling not trusted and somehow responsible for my pain.
        

        
          Music I once loved now seems to be convoluted and loud to my ears only. Why is this? Why does something others enjoy so much make my thoughts even more disjointed than they already are? And did I mention the incessant eye twitch that challenges the speed of light? All this leaves me with the choice of being agitated, anxious, or in pain, versus being rude and difficult to be around.
        

        
          When I drop things—because my hands are more like rags than the helpmates they are intended to be—those around me respond with, “You should be paying closer attention”; once again, I thought I was.
        

        
          Fatigue and exhaustion have ruined relationships. I have had to accept that when I feel the need to hang on to my sanity, apart from my support group, others cannot truly understand that this is not “an excuse,” but just one more thing that is out of control.
        

        
          When I am “out to lunch” in an FM fugue state, friends and family may say, “Why weren’t you listening?” They are unaware that such comments leave me feeling guilty and inadequate. They don’t understand and I must accept that.
        

        
          Then there are some who say they want to understand, but seem to change the subject when I feel the need to share my experience of FM.
        

        
          Sharing my invisible conditions with family, friends, and even health care providers makes me feel like a whiner. So I withhold the complaints thinking this will somehow improve the way others perceive me, only to be told, “You are looking good, you must be better.” To say how I really feel, well . . .
        

        
          When I hear FM is a “wastebasket diagnosis,” I ponder . . . a wastebasket would be a wonderful place to put all the uncaring, critical opinions of others who threaten our sense of self-worth with their seemingly unkind words.
        

        
          What do we do with all our untold thoughts, feelings, and physical pain? If only . . .
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            ETIOLOGY OF FIBROMYALGIA
          

          A scientific hypothesis must be formed and backed by scientific 
data in order to secure funding for research. This is why theories must be 
derived from solid information. Let me say here, I am not a researcher or a 
scientist. Some of the information in the etiology sections of FM, CFID, and CMP is very
detailed and scientifically oriented. Please do
not be intimidated if you don’t understand
it. I do have a medical background, yet much
of the research reported here is out of my
league. Where I have made interpretations of
the studies, I have done so as I understand
them. But my knowledge base on some of the
information is very limited.

          As with many disorders that are not clearly
understood, the information is new to the investigator
too. Research is about proving a certain
theory or hypothesis; some researchers get the
expected results and some don’t. When they
do, they know they are heading down the right
road, and when they don’t, the unexpected
results offer up the opportunity for developing
a new hypothesis. Researchers keep working
hard at getting the answers. I apologize if I
have misinterpreted any of the studies.

          All three of these disorders could have
some element related to the central nervous
system (see p. 19). The brain is an awesome
and very complex organ. We are learning more
and more every day, but we are just chipping away at the tip of the iceberg. We are truly
pioneers in this gateway to enlightenment. The
one thing I hope you take away from the etiology
sections is that the history of scientific
study has led us to a better understanding of
what might cause these disorders. We aren’t
there yet, but we must not become discouraged
and drop the ball. These scientists are
trailblazers and should be recognized for all
their hard work. They should be acknowledged
by us and by those who care for us.

          Sometimes described as an “orphan”
disorder, FM is much like an unclaimed waif.
Finding its closest molecular relative will
determine its scientific classification.

          Fibromyalgia is a chronic pain condition of
unknown origin; however, scientists have identified
multiple abnormalities, including autonomic,
peripheral, and central nervous system
permutations. The brain has difficulty processing
information, and the central nervous
system is easily excited by input it receives
from the peripheral nervous system. The
pain of FM is the result of peripheral stimulation
and central sensitization. Glial cell activation
(to be discussed later) may play a role in
the initiation and perpetuation of this sensitized
state.11 A better understanding of these
important neurochemical interactions may
provide relevant insights into future effective
therapies. Following is a brief overview of some theories involved in research over the
past two decades.
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          etiology: the scientific study of a disorder’s origin.

          hypothesis:a supposition that appears to explain a group of phenomena and is 
assumed as a basis of reasoning	and experimentation. A theoretical assumption
is created for the purpose of investigation.

          nervous system: the organ system that, along with
the endocrine system, helps the body adjust to internal	reactions and environmental conditions. It consists
of the central nervous system and the peripheral nervous system.

          
            Structural
          

          Structure malformations may be predisposing factors to the symptoms associated with FM, CFID, and CMP. However, correcting the structural problem, when possible, will not cure fm or CFID.

          Structural changes brought about by contracted muscles due to trigger points (TrPs) found in chronic myofascial pain are profound and can play a significant role for someone who has fibromyalgia/chronic myofascial pain complex (FM/CMP).12 It is even more significant in Stage ii CMP, when there is central sensitization. Stage ii CMP will be defined at length in a contributing chapter (by Devin Starlanyl) in the upcoming Myofascial Trigger Point Manual, 3rd edition, by Dr. David Simons, a textbook for physicians.13

          It is important to know about different conditions or symptoms that can coexist or mimic any of the three disorders, FM, CFID, and CMP. They will be discussed at length in chapter 2.

          
            Genetic
          

          Although the cause is unknown, (which is why
FM is classified as a syndrome rather than a
disease), there is some evidence suggesting it is an inherited disorder.14 Incidental findings
regarding children and parents with similar
histories of pain-related problems have led to
studies regarding a possible genetic connection.
In a more recent review of literature on
genetic and familial factors regarding certain
syndromes, particularly fibromyalgia, evidence
suggests that serotonin and dopamine-related
genes may play a role.15 Although it is useful to
understand the possible relationship between
heredity and FM, genetic influence is not something
we can treat, at least for now.

          
            Immunity
          

          A certain subset of patients with what is
referred to by scientists as “immune-mediated
demyelinating polyneuropathy” has responded
favorably to treatment with intravenous
immunoglobulin (IVI g).16 This suggests a disruption
in the immune system may exist in
some patients. It may be that these particular
patients have both FM and CFID, which would
illustrate the importance of accurately screening
study participants.

          
            Muscle Hypoxia and Growth Hormone Deficiency
          

          Deductive reasoning suggests that if a person experiences pain when pressure is applied to soft tissue, or experiences muscle pain (myalgia), weakness, and stiffness, there is a problem in the muscle itself. This is not necessarily the case.

          
            [image: image]
          

          peripheral nervous system: the voluntary (somatic) and the autonomic nervous systems:

          • voluntary nervous system: somatic. Consists of motor and sensory nerves, controls skeletal muscles, and carries messages to the brain. It is responsible for helping you carry out tasks, such as taking a drink from a glass (motor, efferent), or reflexively removing your hand from a hot burner (sensory, afferent).

          • autonomic nervous system (ANS): consists of the sympathetic and parasympathetic nervous systems. It operates without conscious control (see p. 22).

          hypoxia: low oxygen level resulting in diminished oxygen nurturance to the body.

          Muscle biopsy studies have been conducted since 1957. Many of these studies reported pathological abnormalities, meaning the tissue was not the same as tissue from a normal individual. A study by Dr. Muhammad Yunus at the University of illinois in 1986 finally laid this issue to rest by showing the muscle tissue to be no different from that of pain-free subjects.17

          Muscle pain and fatigue in FM may be due to microcirculation abnormalities.18 Theoretically this would mean that the shortage of energy normally provided by oxygen to the muscle causes improper functioning. Robert bennett, M.D., at the University of Oregon, has analyzed the relationship of disrupted stage-4 sleep to muscle damage. Growth hormone (GH), which is essential to muscle tissue repair and health, is released during stage-4 sleep, but FM patients never reach or stay at this level, making the hormone unavailable.19 Research continues to show many fm patients have GH deficiency.20 This may account for slow wound healing in some fm patients.

          Research is being conducted regarding treatment with growth hormone to determine its future effectiveness in treatment of fm symptoms in a certain subset of patients.21 the drawback for now is that this therapy is being used in clinical trials, suggesting more investigation is needed. it is unlikely that this will be the last we hear regarding gH and its affects on fm in this subset of patients.

          
            Sleep Anomalies
          

          Drs. Moldofsky and Smythe first began studying
the relationship of sleep to pain in FM. In 1975 they published results of a study that
used an EEG (electroencephalograph) to measure
brain wave patterns. They found that
patients exhibiting what we know today as FM
symptoms were deficient in stage-4 sleep. In
1977 they did a study on healthy subjects and
found that when deprived of stage-4 sleep for
three nights, subjects began to complain of
tenderness, pain, and stomach upset.22 This
might suggest that if you correct the sleep
problem, FM could be eradicated; however,
not all people with sleep apnea or other primary
sleep problems affecting stage-4 sleep
have FM. Most leading authorities today agree
that FM is a disorder involving the central
nervous system, and is not the result of a
sleep anomaly.23

          Although sleep disruption can be linked to depression, fatigue, gastrointestinal upset, and other symptoms experienced by fm patients, correcting sleep problems with medication does not significantly improve the overall well-being of many fm sufferers.24

          However, treatment of the sleep anomaly related to fm and Cfid is imperative. lack of sleep or disrupted sleep can manifest in agitation, disordered thought, and amplification of any stimulus.25 Providing rest for the brain and body will help you control at least one of your aggravating factors. studies exploring non-restorative sleep problems associated with fm are in progress.

          
            HPA Axis
          

          The hypothalamic-pituitary-adrenal (HPA) axis is one of the body’s major stress response systems and may be altered in fm. the hypothalamus is a small gland in the brain that, simply stated, “receives input from the body.” it then relays this input to the pituitary, or “master gland.” the pituitary is the size of pea and sits in a small recess at the base of the brain. the “master” regulates many other endocrine glands by coordinating hormone production in the way that a conductor coordinates the individual musicians in a symphony orchestra. When the pituitary is alerted by the hypothalamus that the body is experiencing some sort of stress, it sends the message on to the adrenal glands, which sit on top of the kidneys. the adrenal glands produce adrenaline and many other chemicals that the body uses for its fight-or-flight response. the balance among these is called the HPA axis. the symphony of the hypothalamus, pituitary, and adrenals is normally perfectly orchestrated, and any disruption—any “player” that forgets a note, strums the wrong string, or misses a cue—can change the way the body responds. the abnormalities in fm patients are consistent with loss of HPA axis resiliency.26 reduced adrenal reactivity has been noted in fm patients, particularly lowered cortisol release, even though free cortisol is unaltered, suggesting we somehow adapt to the reduced cortisol.27 Cortisol has been dubbed the “stress hormone” because the levels rise during the body’s fight-or-flight response. High levels of cortisol, in turn, trigger the relaxation response, which helps to body return to normal. because release of cortisol is low in some fm patients, it may not trigger the relaxation response that should follow, meaning the “stress state” never lets up. this is why it is particularly important for fm patients to participate in the relaxation therapies discussed later.

          
            Central Nervous System
          

          Fibromyalgia is a disorder that causes pain
amplification. Many believe this pain intensification
is the result of central nervous system
(CNS) neurotransmitter feedback loop
deregulation. This suggests that the message
of “relieve pain now” is blocked and can’t get
through; or that the dispatch is intercepted
somewhere in the system. Repeated studies
using functional magnetic resonance imaging
(fMRI) show these same results.28, 29

          Two key chemicals play an important role
in neurotransmission: substance P and serotonin.
The disruption of these two chemicals
can have a profound effect on pain perception. Substance P, which has been found in increased
amounts in FM patients, is a peptide substance
in spinal fluid (fluid that circulates in the central
nervous system); its job is to regulate
pain information.30 Serotonin, a neurotransmitter
produced by tryptophan, an essential
amino acid, is stored in the central nervous
system; its role is to reduce the intensity of
the pain signal and help with sleep regulation
and mood. Some researchers believe that FM
patients are low in serotonin, and thus, have
a decreased capacity for pain relief modulation.
Neurotransmitters are a complex lot,
and their deregulation can affect any number
of symptoms, including those associated with
fibromyalgia.31
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          endocrine gland: a gland that regulates bodily functions by secreting hormones that are delivered directly into the blood. Each of the endocrine glands has a specific function; however, they all rely on other glands in the system for maintenance of normal hormonal balance in the body.

          central nervous system (CNS): consists of the brain and spinal cord. It contains neurons and glia. Neurons command the message retrieval and emissions, and secrete certain neurotransmitters. Glia, also called glial cells, provide support and nutrition, maintain homeostasis, form myelin (to protect nerves found in the CNS), and participate in signal transmission. Glia are now believed to also secrete certain neurotransmitters. Spinal extensions of the CNS—nerve roots—affect skeletal muscles and organs in the body.

          It is believed that central pain processing is altered in patients with fibromyalgia because of altered serotonin metabolism, especially changes in the functioning of the 5-Ht3 receptor. tropisetron and other selective 5-Ht3 receptor antagonists show promise in the treatment of fm.32 
serotonin is being studied using the functional MRI (fMRI). the brain is a magnificent thing and complete understanding of how it works is elusive to even the sagest of investigators, so don’t labor over these studies, just know that there are people out there who are doing their best to help.

          One school of thought holds that serotonin in patients with fm is being filtered out by the blood brain barrier, a membrane that is supposed to block substances that could damage the brain, but may also filter out necessary substances like serotonin.33

          Recent work with single photon emission
computed tomography (PET) imaging of the
brain has revealed that regional blood flow to
areas in the brain is decreased in patients with
FM and other disorders associated with chronic
pain, when compared to healthy controls.34 
The functional MRI supports the hypothesis
that FM is caused by the brain’s cortical, or
subcortical, augmentation of pain processing.

          A study conducted by baraniuk, Whalen, Cunningham, and Clauw at the Chronic Pain and fatigue research Center at georgetown University found that “central nervous system opioid dysfunction may contribute to pain in fibromyalgia.”35

          I suspect a disruption of chemical messaging in the central nervous system. this might explain why so many of us also have one or more overlapping, unexplained clinical conditions. Cfid, irritable bowel syndrome, temporomandibular disorder, and the multiple chemical sensitivities that often coexist in fm patients.36

          FM literature links a wind-up phenomenon to a possible central sensitization abnormality. brain images confirm central nervous system changes picked up on the brain scan that are consistent with painful stimulation to the patient.37 Central pain processing, the way the brain processes the message of pain being sent from outside the brain or spinal cord, is more sensitive to stimuli in the fm patient. the central nervous system is in a state of hyperexcitability and there is increased windup after sensations have been induced.38 We seem to be suspended in space, swirling and twirling without reason or awareness. do you ever feel as if you just can’t take one more thing on your plate without exploding? this is the way your central nervous system feels when you have fm. Just one more stimulus that by itself would amount to nothing causes your central nervous system chemicals to be off and running, spinning like the wheels of a bike with no brakes. this central sensitized state is perpetuated by many peripheral events, but for many of us there is one specific, always present culprit. that culprit is CmP. Chronic myofascial pain from trigger points keeps the already sensitive state of the fm patient constantly bombarded with new painful stimuli, perpetuating the symptoms of FM.
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          essential amino acid: an amino acid that is not produced by the body, making it essential to the human diet. Some sources, meat, cheese, eggs, fish and poultry.

          central pain: pain associated with a lesion (disruption) of the central nervous system.

          functional MRI (fMRI): a type of MRI that measures brain function by using magnetic imaging to register the quick, tiny, metabolic changes in an active part of the brain. Among other things, it is being used to see how a person’s brain interprets pain. A painful stimulus is applied to the patient, and the brain’s response is mapped.

          Trigger points, or trPs, are the most common loci of peripheral sensitization (meaning outside the nervous system).39  this relentless source of peripheral stimulation 
 adds fuel to the fire of an overexcited state of the brain (central sensitization) that is constantly maintained in fm. this easily explains why those of us with both fm and CmP have such a difficult time dealing with symptoms. We think we are getting a handle on the body-wide pain of fm, and then we sneeze, pick up something heavy, ignore our needs, get cold, or just live, and those trigger points we thought were gone are suddenly back. they were merely dormant, waiting for the opportunity to pop back up and start the cycle all over.

          
            Gllal Cells
          

          In addition to central nervous system chemical disruption, a type of central nervous system cell may play a role—the glial cell. glial cells are one of two types of cells found in the Cns, and there are many different kinds of glial cells. they provide support and nutrition, maintain balance (homeostasis), form myelin (to protect the nerves found in the Cns), and participate in signal transmission. some types of glial cells are created by inflammation and injury to tissue, which in turn releases cytokines from nerve cells to the surrounding area. there is growing evidence suggesting that peripheral pain mediators—predominantly immune and glial cells—are important mediators of persistent pain states and can act at several locations.40 in conditions such as fm, the glia, which normally are quiet, are activated and produce a longer than normal release of “pro-inflammatory cytokines.”41 this can happen during pathological pain42 and can affect the release of neurotransmitters, such as substance P.
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          homeostasis: a tendency of biological systems to maintain stability by continually adjusting to conditions that are optimal for survival.

          cytokines: small, secreted proteins that mediate and regulate immunity, inflammation, and the formation of blood cell components.

          One study investigated the role of cytokines and adhesion molecules involved in directing immune cells. the study revealed a slight disturbance in fm patients, suggesting an enhanced adhesion and recruitment of leukocytes to inflammatory sites.43

          Some believe glial cells can produce cytokines without nerve injury or some other stressor, which means that inflammation may not need to occur. the possible correlation of cytokines to fm are being studied aggressively. “drugs that attack the chemical substances released by glial cells are predicted to be powerful remedies for people in pain.”44

          
            Autonomic Nervous System
          

          The autonomic nervous system (ANS) is made up of the sympathetic and parasympathetic nervous systems. Heart rate variability present in some fm patients indicates a disruption in the ANS.45 this disruption may be in the feedback loop of the Ans among target organs, structures, and the central nervous system (CNS), and may cause inappropriate information (neurotransmitters) to be released or blocked along the information loop.46 this theory may not replace the HPA theory, but actually support it and help explain hypo-reactive sympathetic difficulties, neurohormonal abnormalities, and inappropriate reactions in the sympathetic nervous system of fm patients.47 it’s like a broken piston; the cylinder misfires and gasoline doesn’t circulate through the system, resulting in sputtering, coughing, and sometimes loss of locomotion.

          Symptoms such as enhanced pain sensitivity, increased muscle tension, numbness and tingling sensations, non-restorative sleep, brain fog, migraine, odor sensitivity, sensitivity to light and noise, visual disturbances, dry eyes and mouth, gastrointestinal problems, urinary disorders, exhaustion, low blood pressure, dizziness or faintness, shortness of breath, raynaud’s symptoms, anxiety, and cold intolerance may be the result of disruption in the feedback loop between the autonomic and the central nervous system.

          
            Conclusion
          

          The relationship of adenosine phosphate and altered glucose metabolism in red blood cells, low insulin-like growth factor, elevated serum hyaluronic acid level, disordered regulation of cortisol, high circulating levels of nitric oxide (no),48 thyroid resistance,49 and the role of gastrointestinal proteins50 are also being studied.

          The one thing universally agreed upon is that abnormal widespread pain sensitivity is a distinctive trait of FM. Persistent peripheral stimulation can lead to changes in the central nervous system causing central sensitization and pain. It seems that once this central sensitization is established, it takes very little peripheral input to maintain a chronic pain state.51 Regardless of varying theories, the end result points to alterations in CNS function. Understanding these mechanisms and their relationship to central sensitization and clinical pain will provide new approaches for the prevention and treatment of fibromyalgia and other chronic pain syndromes.

          Because of the close relationship with other syndromes and 
diseases, understanding the causes of fibromyalgia will not only help sufferers 
control pain to lead more productive lives, but may decrease the incidence of 
such syndromes and disorders as irritable bowel syndrome, irritable bladder, and 
migraines in otherwise healthy individuals not affected by FM.
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          sympathetic nervous system: responds to danger with an excitatory effect and initiates the fight or flight response. It discharges stimulating secretions, like adrenalin and cortisol, at nerve junctions. These secretions are then discharged into the blood to help start muscle action quickly. An example of a sympathetic response is an increase in heart rate and respiration, shunting of blood from the digestive tract, and constriction of blood vessels to give the body the extra energy it needs at times of stress, that can range from doing exercise to being physically or emotionally distressed.

          parasympathetic nervous system: prevents the body’s responses to sympathetic stimulation from accelerating to extremes, and influences organs toward restoration and energy conservation. Secretions are discharged to slow heart and lung activity, restore digestive function, and limit the constriction of blood vessels. This acts as a damper unless the challenge demands a prolonged effort.

        

        Other Disorders

        There are disorders that often coexist with, and aggravate, FM. There are also conditions that mimic FM. The important thing is that you understand the role other conditions play in the way you deal with FM. These will be discussed in chapter 2.

        Your doctor can help you see how any coexisting conditions may affect you. It is essential to note any coexisting conditions for proper treatment, for two very important reasons: The first is to eliminate the possibility that your symptoms are from something other than FM (or CFID or CMP). The second is to identify the role another condition can play.

        There are diseases with symptoms similar to FM (and CFID and CMP) 
that can be life threatening. Proper treatment should not be delayed because 
of a misdiagnosis. Please consult your physician regarding your complaints.

        Prognosis

        Although symptoms seem to accumulate over time, fibromyalgia is not a fatal or progressive disorder.

        
          flare: a period of time in which symptoms are not under control, or worsen.

        

        It is the tendency of the fibromite (a term those of us with FM use to 
describe ourselves in an online support group, the Fibrom-L community) to 
have a worsening of symptoms when they are left untreated. We are susceptible 
to a flare when we deviate in any way from our personally tailored, multidisciplinary treatment plan. This worsening of symptoms does not mean FM is progressing from one step to the next in the disease process. “Unpredictable” is the best way to describe the way symptoms occur.

        It is literally a 24/7 job for all of us, and varies in difficulty from one patient to another. A lot depends upon how long it took before we were diagnosed and the number of symptoms and coexisting conditions that afflict us. The good news is that with proper treatment and identification of aggravating factors, symptoms can be eradicated for some, and at least controlled by the rest of us.

        To be in control when everything seems out of control is quite an undertaking, but extremely rewarding.

        
          The ultimate measure of a man is not where he stands in moments of comfort, but where he stands at times of challenge and controversy.
        

        MARTIN LUTHER KING JR.

        
          
            Summary Exercise: FM
          
        

        Can you briefly describe the key points listed below?

        
          	
Definition of Fibromyalgia 	

          	
            History and demographics
          

          	
            Symptoms
          

          	
            Personal testimony (a narrative of your own experience)
          

          	
            Objective findings (those findings noticed by your examiner, such as bumping into walls, pulling away from painful stimulus, test results, or mottled skin)
          

          	
            Subjective findings (those symptoms that only you, the subject, can feel)
          

          	
            Etiology
          

          	
            Genetics
          

          	
            Prognosis
          

          	
            What do you do if you experience a new, undiagnosed symptom?
          

          	
            What did you learn about the effects of FM on your life?
          

        

        
          Your Inventory of Symptoms
        

        Which of the following symptoms do you have? (Check all that apply.)

        
          
            Diagnostic Criteria
          
        

        The first group of symptoms listed are integral to a diagnosis of fibromyalgia.

        
          	 Symptoms that affect all four quadrants of the body equally


          	
             Pain that does not radiate to other parts of the body when a tender point is pressed
          

          	
             Tender points on both sides of the upper body (above the waist)
          

          	
             Tender points on both sides of the lower body (below the waist)
          

          	
             Tender points that have persisted for a period of at least three months
          

        

        Which tender points do you have? Eleven of the eighteen points must be tender for a diagnosis of fibromyalgia. (Circle your tender points on the illustrations below.)

        
          Common Symptoms 
        

        
          	  Pain (often severe and disabling)


          	  Widespread body aches and soreness


          	  Morning stiffness


          	  Tender points


          	  Non-restorative sleep (even when eight hours of sleep is achieved)


          	  Malaise—lack of zest or energy, fatigue
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          Diagnostic points on the front
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          Diagnostic points on the back
        

        
          Other Symptoms That May Accompany FM 
        

        
          	 Anxiety and/or depression


          	
             Bladder difficulties (pain, urinary frequency or urgency, burning and/or difficulty urinating)
          

          	
             Bowel habits altered (irritable bowel syndrome, diarrhea, constipation, cramping, bloating, gas, and other disturbances)
          

          	
             Chemical sensitivity
          

          	
             Chest wall pain
          

          	
             Cognitive disturbances (inability to remember or stay focused—brain fog, or fibro fog; short-term memory problems)
          

          	
             Cold intolerance (feeling cold when others are not)
          

          	
             Dizziness
          

          	
             Dry eyes and mouth
          

          	
             Gynecological disturbances or premenstrual syndrome (PMS)
          

          	
             Headaches, severe and chronic, including migraine
          

          	
             Impaired coordination
          

          	
             Irritability or mood changes
          

          	
             Jaw pain
          

          	
             Paresthesias, unexplained (numbness or tingling particularly in the arms or legs)
          

          	
             Photophobia (sensitivity to light)
          

          	
             Raynaud’s syndrome
          

          	
             Restless leg syndrome (RLS) and/or periodic limb movement (PLM)
          

          	
             Ringing in the ears
          

          	
             Sensitivity to odors
          

          	
             Sensitivity to noise
          

          	
             Skin sensitivities and rashes
          

          	
             Subjective swelling (a feeling of being swollen that is not observed by the examiner)
          

          	
             Visual problems
          

        

      

      
        Chronic Fatigue Immunodysfunction—The Muster to Master

        Chronic fatigue immunodysfunction (also known as chronic fatigue syndrome), its definition, how it is diagnosed, the population it affects, possible causes, and prognosis can be found in multiple references. This subsection of chapter 1 is a summary of the condition put together from various resources.

        Definition

        Chronic fatigue immunodysfunction (CFID) has been described as a debilitating condition that causes prolonged, severe fatigue not relieved by rest. This fatigue may be worsened by physical or mental activity, and lasts for six months or longer. A clinical diagnosis is made after other medical conditions are excluded. It is associated with four or more specific symptoms noted in the diagnostic criteria following in the text. “These symptoms must have persisted or recurred during six or more consecutive months of illness and must not have predated the fatigue.”52 CFID may be accompanied by multiple nonspecific symptoms.

        In studies done by the Centers for Disease Control and Prevention (CDC) the most commonly reported CFID symptoms were sore throat, fever, muscle pain, and muscle weakness at the onset of the illness. As the illness progressed, reports of muscle pain and forgetfulness increased and the reporting of depression decreased.53

        History

        Some suggest chronic fatigue syndrome is a new illness, but Dr. Peter Rowe at Johns Hopkins Medicine, Baltimore, maintains the symptoms that define CFID have been around for many decades. It is recognized by several names in different parts of the world. In 1940, MacLean and Allen described a syndrome with coinciding symptoms present in a certain subset of patients afflicted today. Those patients have neurally mediated hypotension (NMH).54

        Chronic fatigue syndrome (CFS) is also known as “myalgic encephalomyelitis” (ME) in the United Kingdom and Canada. Even older terms, such as “neuralgia” or “atypical polio,” described the same symptoms. The term “chronic fatigue syndrome” was adopted in the late 1980s.

        The determination as to what term best describes this condition is controversial and still under debate. Patients and researchers believe “chronic fatigue syndrome” is unacceptable and perhaps vilifies the disorder, in that it focuses on only one aspect of the syndrome and does not give a clear picture of symptoms. Similarly, approximately thirty years ago MS (multiple sclerosis) was inaccurately referred to as “hysterical paralysis,” and most patients and researchers believe that such labeling places undue stress on patients.55 
 These labels also have significant effects on relationships and the patient’s ability to cope. The term “chronic fatigue” implies there is something we can do about it. We don’t plan to be tired, we are not lazy, and most of us have been physically active in our lives prior to CFID. We have all heard comments like, “Just get up and go,” “I get tired, too,” “I don’t use fatigue as an excuse to stay in bed,” “I make myself get on with the day when I don’t sleep well,” “Why don’t you get more rest?” If the disorder were called something like polyimmuneglobulinemia (PGE)—my own made-up term—people would be far less likely to blame the patient.

        
          
            MOST COMMON TERMS
          

          
            
              CFS:
            
             Chronic Fatigue Syndrome
          

          
            
              CFID:
            
             Chronic Fatigue Immunodysfunction
          

          
            
              ME:
            
             Myalgic Encephalomyelitis
          

          
            Other Terms
          

          
            Neuralgia
          

          
            Atypical polio
          

          
            Yuppie flu
          

          
            Fatigue—chronic
          

          
            Immune dysfunction syndrome
          

          
            Epidemic neuromyasthenia
          

          
            Post-viral fatigue syndrome
          

        

        Demographics (Age, Genetics, Gender, Population, Incidence)

        CFID seems to affect females predominantly, but not to the extent that FM does. Of the more than one million Americans with chronic fatigue syndrome, females are affected four times more frequently than males. There are more people in the United States suffering from CFID than from multiple sclerosis, lupus, lung cancer, or ovarian cancer, and it knows no socioeconomic boundaries.56

        More recent studies suggest an equal or greater occurrence among 
 adults than in adolescents, and CFID is less common in 
 children.57 However, because 
 children have difficulty relating their symptoms or voicing their concerns, they are difficult to diagnose. Children who experience acute onset of flu-like or mononucleosis-like symptoms are more likely to describe their symptoms, because they are differentiated in their minds. Yet children who experience gradual onset usually do not initially perceive themselves as ill, because they have grown accustomed to their symptoms. Gradual onset CFID frequently leads to underdiagnosis in children. They may go on to experience “childhood migraine, Crohn’s disease, atypical epilepsy, school phobia, attention deficit disorder, rheumatoid arthritis, chronic rheumatic fever, irritable bowel syndrome, and others.”58 We can anticipate further investigation of CFID and FM prevalence and repercussions in children.

        The CDC says chronic fatigue syndrome affects more than one million people in the United States; however, it has also been reported in Europe, Australia, New Zealand, Canada, Iceland, Japan, Russia, and South Africa. Developing countries are most likely also affected by this disabling disorder, but the collection of this evidence is beyond their capabilities or they have other priorities, such as life-threatening disease, hunger, and lack of shelter.

        Current CFID demographics may change with greater recognition of proper diagnostic tools and reporting methods.

        Diagnostic Criteria

        As with other disorders, such as rheumatoid arthritis, lupus, and hypertension, CFID is classified as a clinical condition rather than a disease because a direct cause cannot be identified.

        The criteria for diagnosing chronic fatigue syndrome were set by the CDC. The assessment should include a complete physical exam; an in-depth medical history; a thorough investigation of environmental, viral, and chemical exposure issues; a mental status exam; lab tests; and other diagnostic tests. Chronic fatigue immunodysfunction is a diagnosis of exclusion, so other conditions that can mimic CFID must be ruled out before the diagnosis can be made. However, other clinical conditions, such as FM, multiple chemical sensitivity (MCS), and Gulf War syndrome (GWS) cannot be excluded until it is determined that they do not coexist with CFID.

        Because fatigue can be present in so many illnesses, you should expect your physician to conduct tests that will help rule out other causes. These tests will evaluate for infections, autoimmune disorders, tumors, malignancies, muscle or nerve diseases, endocrine disorders (such as hypothyroidism), sleep apnea, narcolepsy, psychiatric or psychological illnesses, drug or alcohol dependency (or side effects), and other underlying conditions such as heart, kidney, or liver disease.

        According to the 1994 revision of the 1988 CDC diagnostic criteria for CFID, there must be unexplained persistent or recurring chronic fatigue of new onset, not alleviated by rest, that significantly affects the person’s activities of daily living, including occupational, educational, social, and personal activities. The symptoms must have persisted for at least six or more months and must not have predated the fatigue.59

        Four or more of the following symptoms must be present in order to meet the criteria.

        
          	Cognitive impairment, substantially reduced short-term memory, or loss 
	 of concentration (brain fog—difficulty processing information or finding words)

          	Sore throat—nonexudative pharyngitis (unexplained inflammation without secretions)

          	Lymph node tenderness

          	Muscle pain (myalgia) that is persistent and reproducible on repeated examination

          	Joint pain, multiple, without swelling or redness (arthralgias)

          	Headaches of a new type, pattern, or severity

          	Non-restorative sleep

          	Post-exertional malaise (generalized ill feeling) lasting more than twenty-four hours

        

        
          [image: image]
        

        
          CAUTION
        

        If another diffuse joint abnormality (arthropathy) is found and is associated with warmth or inflammation, then another cause of pain should be considered. It could involve an inflammatory process, such as arthritis. (This, along with other similar disorders, is considered in chapter 2.)

        
          [image: image]
        

        Other Symptoms that May Accompany CFID

        According to CDC, the following are commonly observed symptoms in addition to the eight primary defining symptoms of CFID.60

        
          	Allergies or sensitivities to foods, alcohol, odors, chemicals, medications, or noise

          	Brain fog (poor concentration, comprehension, word finding, reasoning, and memory)

          	Chills and night sweats

          	Chest pain

          	Chronic cough

          	Irritable bowel, abdominal pain, nausea, diarrhea, or bloating

          	Irregular heartbeat

          	Jaw pain

          	Difficulty maintaining upright position (orthostatic instability, dizziness, 
	 balance problems, or fainting)

          	Psychological problems (depression, irritability, mood swings, anxiety, or panic attacks)

          	Shortness of breath

          	Visual blurring, eye pain, or dry eyes

          	Weight loss or gain

        

        The CFID Association of America advocates for CFID in the community, with the government, and with health care professionals. They also provoke CFID research and provide education. Following are symptoms they have noted in addition to those listed by the CDC.61

        
          	Alcohol intolerance

          	Gynecological problems, including PMS and endometriosis

          	Low-grade fever or low body temperature

          	Muscle twitches

          	Paresthesias—abnormal sensations (burning, numbness, or tingling)

          	Ringing in the ears (tinnitus)

          	Seizures

          	Sensitivity to heat and/or cold

          	SICCA-like symptoms (mucosal dryness, such as dry mouth and eyes)
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          CAUTION
        

        Chest pain, bowel dysfunction, irregular heartbeat, jaw pain, balance problems, headaches, muscle pain, paresthesias, tinnitus, shortness of breath, SICCA-like symptoms, sore throat, and visual disturbances can also be caused by untreated trigger points found in chronic myofascial pain. If those are the only contributing symptoms, chronic myofascial pain 
 should be excluded before a diagnosis of CFID is made.
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        Symptoms vary among individuals. They can linger for at least six months 
and often, for years. Treatment should be designed to help patients and their 
families adjust to living with this disabling chronic illness.

        If any of these symptoms are new or you have not been diagnosed, please consult with your physician.

        Chronic fatigue immunodysfunction is not always a stand-alone disorder. It is possible to have both FM and CFID, both CFID and CMP,62 or even all three disorders. It is important to know if you have been correctly diagnosed with either FM or CFID, or both. You should also understand the importance of knowing if you have CFID and CMP, and after reading the next section on CMP, the picture should come into focus for you. This does not mean that the overlapping symptoms of CFID are attributed to FM or CMP, only that they could be; for your sake, it should be considered. This is why fibromyalgia pain, chronic fatigue immunodysfunction, and chronic myofascial pain from trigger points are grouped in this book.

        
          
            ETIOLOGY OF CFID
          

          Thus far, scientists have not determined a standard cause of CFID. Although triggers
may contribute to the onset of CFID, they are not connected with any certainty to a
particular cause.63 No single genesis has been defined as typical of the syndrome.

          
            Triggers
          

          Some experts believe CFID is triggered by a particular event, for example toxic exposure
to chemicals,64 
toxic mold exposure,65 
or viruses,66 
including, but not limited to, mononucleosis67 
and tick-borne diseases,68 
(one being Lyme disease). Some believe systemic
mycoplasma infections can mimic Lyme symptoms, and should be considered in CFID and
FM patients;69 
however, this does not mean mycoplasma causes CFID, only that it may
be present in some of these patients. Others patients show evidence of bacterial and/or	
viral infection(s), and patients with multiple infections do have more severe signs and
symptoms, there is no correlation between the types of coinfection.70 Emotional stress
can trigger a cascade of symptoms; however, these immunological responses are not
limited to CFID and may manifest in other types of illness.71 It is important to keep in
mind that there can be a difference between subsets of CFID patients in regards to those
who are more susceptible to infection and those who are not.

          There is no indication that chronic fatigue immunodysfunction is a contagious disorder,
and reported outbreaks are difficult to prove or validate.72 One might conclude from this that
it’s not transmitted via viruses or bacteria.

          With all that said, it’s difficult to know where to begin.

          
            Central Mediation, Immunological Factors, and the Role of the HPA Axis
          

          In a 2004 study done by Siemionow, Fang, Calabrese, Sahgal, and Yue at the Lerner
Research Institute in Cleveland, Ohio, physical activity–induced EEG signal changes were
found in CFID patients and may serve as physiological indicators for a more objective
diagnosis. Specifically, what the study showed was “altered central nervous system signals in
controlling voluntary muscle activities, especially when the activities induce fatigue.”73 In
other words, there is objective validation of CFID ; the patient’s subjective input has been
proven by scientific measures.

          In the section on fibromyalgia we discussed the role of serotonin, one of the neurotransmitters
in the central nervous system, in reducing the intensity of the pain signal
and regulating sleep and mood. A PET study regarding the role of serotonin in relationship
to symptoms of CFID showed a reduced density of serotonin transporters (5-HTT s)
in the brain of CFID patients. This alteration of serotonin is believed to play a key role in
the abnormal physiology of chronic fatigue syndrome.74 If a patient has fewer “feel good
trains” to transport “feel good chemicals,” or the “feel good, be happy” rail car is empty,
the result is increased pain.

          Because of the increased incidence of allergy in chronic fatigue immunodysfunction,
some feel CFID may be connected to immune system dysfunction. Certain biochemicals
are released as part of the centrally mediated effort of the HPA axis—the hypothalamus,
pituitary, and adrenals—in response to stress.75 As you may recall from the previous
section, disruption or dysfunction of the HPA axis can cause inflammation of pathways in the
nervous system and trigger an unwarranted immune response. The hormone cortisol is
released to suppress inflammation and activate cellular immunity, and some studies suggest
a lower level of cortisol in CFID patients, a disturbance of central neurotransmitters,
and a disturbance of the relationship between cortisol and central neurotransmitter function.
However, these findings do not consistently correlate to CFID symptoms. There
is reduced HPA function and enhanced 5-HT function on neuroendocrine challenge tests.76 
A study done in 2004 suggests that the HPA axis is altered in both FM and CFID 
when compared to controls; however, the alterations differ between FM and CFID,77 and some
researchers believe that an all-inclusive claim of dysfunction of the HPA axis is not represented
in CFID patients. More research into the way other aspects of the neuroendocrine
system relate to CFID is needed. The origin of CFID and FM may be similar in that both
show a disruption in the HPA axis; however, the type or extent of disruption may be different.
Causes could be from different factors. Researchers will continue to form hypotheses
for research, but once more is understood regarding the brain’s function, its pathways,
and how its chemicals all talk to one another, we will be closer to understanding these and
many other disorders thought to be governed by the central nervous system, and closer to
more significant treatment.
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          EEG: electroencephalogram, the record produced by
tracing electrical impulses of the brain.

          PET scan: positron emission tomography. PET is a diagnostic technique that looks at the body on a cellular
level. The patient receives an injection of a small amount of radioactive material, which is absorbed by
the body as it travels through. Detection of tiny particles emitted from this radioactive substance measure
cellular energy. These measurements interface with a computer to produce three-dimensional images of
the patient’s body that can be used to record cellular energy and evaluate a variety of diseases. PET has
been used, among other things, to study FM, CFID, and memory disorders of an undetermined cause.

          Adrenal steroid abnormalities have also been suggested in relationship to CFID. It
appears DHEA hormone levels are elevated in CFID and show a correlation with reported
symptoms leading to disabilities. This is important because hydrocortisone therapy in these
particular patients may help reduce DHEA levels and thereby reduce symptoms.78

          In autoimmune disorders, tissue damage is present. The type of tissue damage typical of
autoimmune disorders is not present in CFID patients. However, researchers report a similarity
to autoimmune diseases in that there is a decrease in both the natural killer (NK)
immune cells (the frontline against invasion) and T-cell activation markers (crucial to the
immune system) in CFS patients.79 Another promising study shows that patients with
CFID have an “underlying detectable abnormality in their immune cells.”80

          Three other hypothetical causes have been posited, including deregulation of the
2-5A synthetase/RN ase L pathway (part of the antiviral defense mechanism). There 
may be abnormal messaging that can initiate both intracellular hypomagnesaemia in
skeletal muscles and transient hypoglycemia. Researchers think this might explain muscle
weakness and the poor utilization of oxygen typically seen in CFID patients.

          The second hypothesis under discussion is	that the observed excessive nitric oxide (NO)
production in a subset of CFID patients may be due to the activation of the protein kinase
R enzyme. Elevated nitric oxide is known to induce blood vessel dilation, so this may help
explain a drop in blood pressure following exercise, thus explaining the exercise intolerance
reported by a certain subset of CFID patients to be discussed shortly.

          The last of the three hypotheses debates the potential interrelationship of several types
of infections frequently identified in CFID patients.81

          
            Autonomic Nervous System
          

          As in FM, dysautonomia, a disruption in the autonomic nervous system, cannot be ruled
out as a possible origin of CFID. Autonomic dysfunction is strongly associated with fatigue
in some CFID patients.82 
These findings may help explain autonomic dysfunctions, like
neurally mediated hypotension (NM H) and abnormal heart rhythms. Some researchers
believe patients with these symptoms should be targeted for intervention studies that
would eventually lead to effective treatment for these particular symptoms.
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          immune: a process or condition characterized by the reaction to, and interaction with, substances that
are interpreted by the body as being “not self.”

          neuro: having to do with the nervous system.

          ology: the study of (something).

          
            Other Factors that May Affect Chronic Fatigue
          

          Neurally mediated hypotension has been 
reported in a significant number of CFID patients.83 However, not all CFID patients have
a hypotensive response (drop in blood pressure), nor do they have other accompanying
symptoms of NMH, such as slow response to verbal stimuli, visual disturbances, or reports of
lightheadedness with the three-stage, seventydegree tilt test. Neurally mediated hypotension
may not cause chronic fatigue immunodysfunction, but it does exist in a certain subset of
CFID patients. Proper diagnosis of this particular patient population could provide the necessary
treatment for their symptoms.

          There could be specific oxidative modifications to muscles, according to an Italian
study done in 2003.84 
They found a deregulation of basic cellular pumps and the way they
regulate cellular activity across cellular membranes. When the pumps aren’t functioning
properly, allowing basic cellular metabolism and oxygen transmission and utilization,
the body’s “teeter-totter” gets “monkey wrenched,” causing an upset in the way cellular
metabolism helps the body regulate and maintain stability.

          Laboratory findings that are part of the diagnostic criteria for another subset of
patients with CFID include the ANA (antinuclear antibody), altered levels of immunoglobulins,
and antibodies related to the Epstein-Barr virus.

          The thyroid gland, located in the neck near the “Adam’s apple,” is responsible for storing
iodine and metabolizing food and oxygen into energy for cellular activity. It produces a hormone
called thyroxine (T4). Thyroxine is converted into another hormone, called T3. The
levels of these hormones affect heart rate, body temperature, growth, energy, disposition,
and other metabolic activities. Some patients may have normal levels of thyroid hormones,
but as happens in reactive hypoglycemia, their peripheral tissue is resistant. Thyroid resistance
is thought to have a possible connection to FM in certain patients, and according to
Garrison and Breeding, this hypometabolism may also be present in CFID.85

          Abnormalities have been observed on MRI and SPECT scans in CFID patients. Chronic
fatigue immunodysfunction patients have exhibited marked difficulties in mental processing
despite IQs within normal range. Sleep abnormalities, neuroendocrine dysfunction,
and autonomic dysfunction can also be seen in CFID patients. There continues to be an
immune activation that can lead to symptoms lasting for decades. This may be the result
of secretion of pro-inflammatory cytokines and nitric oxide, with “resulting injury to the
peripheral nervous system and chronic low level immune activation in the brain.” Some
laboratory results show increased neutrophil apoptosis, and microbiological studies show
“many different post-viral fatigue states.”86 A neutrophil is a type of white blood cell
that kills and digests waste and foreign matter. Apoptosis is programmed cell death.The neutrophil typically lives for about three
days. An increase in neutrophil activity would be an abnormal finding.
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          Other Names for NMH: vaso-vagal hypotension, delayed orthostatic hypotension, postural
orthostatic tachycardia syndrome, idiopathic hypovolemia

          Other studies indicate dysfunction in growth hormone (GH),87 
natural killer cells,88 and IgM
antibodies.89 
There has also been research and some discussion related to ciguatera toxin (also
known as fish toxin) and CFID.90

          All symptoms and potential explanations go back to the way the complex internal messaging
system works—the contents of the envelope, how the mail is delivered, and the forwarding
address. The necessity of keeping up with the latest scientific findings about any given disorder
places an overwhelming educational burden on those who treat patients. Dedicated scientists
are still looking for the one connection that will bring clarity—the “aha moment.”

          Literature review shows that even though chronic fatigue immunodysfunction has a common
set of symptoms, it may be caused by various infectious or noninfectious factors,
immunological responses, or some type of disruption in the central and/or autonomic nervous
systems. Responses that occur at the cellular level may be influenced by hormonal responses.
The etiology is still under investigation, so we must seek more information and thank those
who have already contributed so much.

          
            Late-breaking News on CFID Research
          

          As this book moves into the production phase, scientists at the Whittemore-Peterson
Institute for Neuro-Immune Disease in Reno, Nevada (www.wpinstitute.org), have made a
groundbreaking discovery. They, in collaboration with the National Cancer Institute and
the Cleveland Clinic, have found antibodies to the bloodborne retrovirus, XMRV, Xenotropic
MuLV -Related Virus, in CFID patients. (This virus was originally discovered in prostate
cancer tumors.) The original findings of a 67 percent positive correlation for CFID patients
were published in the journal, Science, one of the world’s leading journals of original scientific
research, in the article titled “Detection of Infectious Retrovirus, XMRV, in the Blood
Cells of CFS Patients.” Additional study results reported indicate that in these further studies
as many as 95 percent of CFS patients test positive for the retrovirus.

          This discovery will catapult research on CFID and FM in a new direction. A small
sampling of FM patients was tested for the virus, as well, and they too tested positive.
However, it is possible that some members of this sample group had been originally misdiagnosed
with FM when they actually had CFID. More research is needed to determine
whether the virus is a causative factor or has only a casual link to CFID or other related
neuro-immune disorders, and further research for demographics, possible treatments, and
method of transmission is indicated. Current retrovirus treatment is toxic with many side
effects, so a benefit/risk/morbidity analysis will be imperative. To date, testing for the
virus has been done only as part of research, but it is expected to be available to the public
eventually.

          Honestly, I didn’t think I would live long enough to experience all that this discovery
means to us. Listen up, dear readers, no longer will CFID be a wastebasket diagnosis, nor will
we be told that our symptoms are all in our heads. I feel certain that the CDC will recognize
the need for a name change. Glory, Halleluiah.

        

        
          idiopathic chronic fatigue: unexplained chronic 
 fatigue that fails to meet the criteria for diagnosis of CFS.

        

        
          Never doubt that a small group of thoughtful, committed citizens 
 can change the world. Indeed, it is the only thing that ever has.
        

        MARGARET MEAD

        Prognosis

        Chronic fatigue immunodysfunction is not considered a progressive illness. The symptoms seem to be more severe at the onset and typically stabilize, but they may be chronic, come and go, or improve. Some patients partially or fully recover, and others recover and then relapse.

        According to the CDC, “the clinical course of CFID varies considerably. The percentage of patients who recover is unknown, and the definition of what should be considered recovery is subject to debate. Some patients recover to the point that they can resume work and other activities, but continue to experience periodic flaring of symptoms. Some patients recover completely with time, and some grow progressively worse. Chronic fatigue immunodysfunction often follows a cyclical course, alternating between periods of illness and relative well-being. The Centers for Disease Control continues to monitor and study patients.”

        One thing that seems to be clear is that CFID patients with coexisting conditions, such as FM, do have greater disability.91 Although complete recovery may not be possible for some, there is hope for improvement through recognition of symptoms, understanding aggravating and alleviating factors, and application of a solid, consistent treatment program.

        The relationship of cause and treatment is a continuing debate. We don’t yet know all of the answers, but with your help, knowledgeable physicians can help you identify achievable treatment objectives.	

        Living in the present with optimism for the future is what supplies the fortitude for achieving goals. By educating, identifying, planning, and participating in a positive treatment plan, the prognosis for improving activities of daily living is possible.

        
          
            Summary Exercise: CFID
          
        

        Can you briefly describe the key points listed below?

        
          	
            Definition of CFID
          

          	
            History and demographics of CFID
          

          	
            Symptoms
          

          	
            Personal testimony (a narrative of your own experience)
          

          	
            Etiology
          

          	
            Diagnostic criteria
          

          	
            Prognosis
          

        

        What do you do if you experience a new, undiagnosed symptom?

        What did you learn from this section that will affect your life?

        
          Your Inventory of Symptoms
        

        Which of the following symptoms do you have? (Check all that apply.)

        
          
            Diagnostic Criteria
          
        

        Both of the following symptoms must be present for a diagnosis of CFID.

        
          	
            Chronic fatigue of new onset not alleviated by rest
          

          	
            Symptoms that have persisted for at least six or more months and do not predate the fatigue
          

        

        Four or more of the following symptoms must be present for a diagnosis of CFID:

        
          	
            Cognitive impairment, substantially reduced short-term memory, or loss 
		of concentration (brain fog—difficulty processing information or finding words)
          

          	
            Throat soreness—unexplained inflammation without secretions
          

          	
            Lymph node tenderness
          

          	
            Muscle pain (myalgia)—persistent and reproducible on repeated examination
          

          	
            Joint pain, multiple, without swelling or redness (arthralgias)
          

          	
            Headaches of a new type, pattern, or severity
          

          	
            Non-restorative sleep
          

          	
            Post-exertional malaise (ill feeling) lasting more than twenty-four hours
          

        

        
          
            Other Symptoms that May Accompany CFID
          
        

        
          	
            Alcohol intolerance
          

          	
            Allergies or sensitivities to foods, alcohol, odors, chemicals, medications, or noise
          

          	
            Chills and night sweats
          

          	
            Chest pain
          

          	
            Chronic cough
          

          	
            Gynecological problems, including PMS and endometriosis
          

          	
            Irritable bowel, abdominal pain, nausea, diarrhea, or bloating
          

          	
            Irregular heartbeat
          

          	
            Jaw pain
          

          	
            Difficulty maintaining upright position (orthostatic instability, dizziness, balance problems, or fainting)
          

          	
            Low-grade fever or low body temperature
          

          	
            Muscle twitches
          

          	
            Paresthesias—abnormal sensations (burning, numbness, or tingling)
          

          	
            Psychological problems (depression, irritability, mood swings, anxiety, or panic attacks)
          

          	
            Ringing in the ears (tinnitus)
          

          	
            Seizures
          

          	
            Sensitivity to heat and/or cold
          

          	
            Shortness of breath
          

          	
            SICCA-like symptoms (mucosal dryness, such as dry mouth and eyes)
          

          	
            Visual blurring, eye pain or dry eyes
          

          	
            Weight loss or gain
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        Chronic Myofascial Pain—Nerve to Muscle

        Chronic myofascial pain is a disease that affects the chemicals that cross between nerve endings and muscles. It is literally, a disease at the neuromuscular junction—nerve to muscle.

        Definition

        Chronic myofascial pain, or CMP, is a chronic disorder in which myofascial trigger points (TrPs) cause sensory, motor, and autonomic symptoms. This condition may develop in muscles that are overstressed, overused, or injured. Different from isolated incidental occurrences of trigger points that can happen to normal individuals, CMP develops when TrPs are apparent in several quadrants of the body and have become chronic. The trigger points may be active, latent, or secondary.92

        Chronic myofascial pain (CMP) is a term used by Devin J. Starlanyl, author of Fibromyalgia and Chronic Myofascial Pain: A Survival Manual. In the original publication of this book, the term “myofascial pain syndrome” was used; however, this commonly used term has led to confusion. Many people in the health care community, particularly those who treat temporomandibular dysfunction (TMJ/TMD), use the acronym MPS, implying that myofascial pain syndrome is not widespread throughout the body.93 A person can have trigger points in the face that affect the temporomandibular joint, but to imply that trigger points occur only in the facial area could not be further from the truth. It is extremely important to understand that the term MPS is not synonymous with TMJ/TMD, which will be discussed further in the next chapter.

        
          peripheral nervous system: the part of the nervous system that is outside the central nervous system and consists of two branches: the autonomic, or involuntary nervous system, and the voluntary nervous system.

          autonomic nervous system: controls organ function or involuntary actions either by sympathetic or parasympathetic response impulses. The caretaker of the body.

          voluntary nervous system: the branch of the peripheral nervous system that includes both motor and sensory nerves, controls muscles, and carries information to the brain via nerve cells in the form of electrical charges and chemical messages.

        

        Chronic Myofascial Pain and Sensitization of the Central Nervous System

        When information relayed to the brain via the spinal cord is disrupted by chemical mis-messaging, as suggested in studies of FM, CFID, migraine, or any other condition related to central sensitization, TrPs can get in on the action, too.94, 95 Chemical changes in neurons do occur in response to chronic pain. This wind-up phenomenon will be called CMP, stage II, and is the subject of a new textbook for physicians,96 but what is important for you to know is that the longer the TrPs go untreated, the more difficult they will be to treat, and there is an increased chance they will be perpetuated by a broken biofeedback loop. The constant bombardment on the CNS from sustained TrPs can extend the area of dysfunction. The body constantly strives to maintain balance, and relies on an accurate exchange of information between the periphery and the brain. Do all that you can to keep this loop intact by treating CMP before it becomes a central sensitization problem.

        Myofascial Trigger Point

        A myofascial trigger point (TrP) is a self-sustaining, irritable area in the muscle that can be felt as a nodule in a taut band. This irritated spot causes the muscle to gradually shorten, interfering with the motion function of the muscle and causing weakness and pain. Trigger points differ from tender points in that generally they refer pain to other parts of the body and can usually be felt with the hand (palpated) unless the muscle is too rigid from intense muscle involvement, or the trigger point is in a deep muscle or under bone. The tender points of FM or myalgias associated with CFID do not restrict motion or cause localized muscle weakness. If they do, the patient should also be evaluated for the presence of CMP. Trigger points in CMP are well defined and often radiating—the pain radiates out to other parts of the body.
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          Trigger point—a hypersensitive bundle or knot of muscle fiber within a taut band of muscle
        

        The Part of the muscle fiber that extends from the contraction knot to the muscle's attachment97

        In CMP, you can have pain in your hand that is activated by a trigger point in the hand, the forearm, or further up the arm. Specific trigger points can be mapped according to pain and symptom referral patterns. They have no relevance to the size of the muscle, and in some cases, small muscles can cause more problems than larger ones.

        In response to a stressor, excessive amounts of the neurotransmitter acetylcholine is released from our nerves to our muscles at the motor end plate, the neuromuscular junction. Trigger points develop in the form of hypersensitive “contraction” nodules located in a taut band of muscle.

        Active Trigger Point

        An active TrP is a myofascial trigger point that causes pain at rest. It is always tender, causes shortening of the muscle, weakens the muscle, and causes patient complaints of referred pain on direct compression. An active trigger point can elicit a visible local twitch response when adequately stimulated by compression or needle insertion. It can produce referred motor and autonomic phenomena, generally occurring in the TrP referral zone. An active TrP can also cause the referral zone to become tender.98

        
          
            COMMON ABBREVIATIONS
          

          MPS: myofascial pain syndrome

          CMP: chronic myofascial pain

          MTP: myofascial trigger point

          TrP: trigger point

        

        Secondary Trigger Point

        A secondary TrP is one that develops in a second compensating muscle. A compensating muscle is one that is trying to make up for the malfunction of the muscle affected by primary trigger points.99 In other words, when a primary trigger point causes muscle dysfunction, the opposing muscles become stressed. These opposing muscles become overloaded because they are attempting to carry the entire load of the muscle work needed to perform a task. When staring at a computer screen your head starts to drift forward after a while, particularly if you spend hours there. You may have primary TrPs in muscles on the front of your neck, which may or may not be making their presence known. As your head starts drifting forward, putting less stress on the primary TrPs because of the slackening, the muscles on the backside of your neck are being stretched and stressed in an effort to keep your face from falling onto your keyboard. The sustained overstretching of these muscles causes secondary trigger points to develop in the muscles on the back of your neck. (This is an important reason to pay attention to posture as an aggravating factor, to be discussed in chapter 4.)
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