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Beatin' the 'Nomia! is a compendium for MVP Dysautonomia / POTS patients who need to
understand its clinical spectrum and presentation, its physiological manifestations and
biochemical causes, available treatments and prognosis. This book will be useful to anyone with
chronic fatigue and malaise, lightheadedness, passing out spells, chest pain, pounding in the
chest or heart racing and other symptoms of the dysautonomia or other illnesses with related
manifestations.

" 'Triathlon Revolution' covers the basics of triathlon training, including specifics on swimming,
cycling, and running. The book includes advice on training schedules and what to eat and drink
during training and during the race itself." (Pantagraph.com, Blogs and Columns)"For anyone
who has toyed with the idea of being a triathlete or who wants to know what a triathlon entails,
here's a guide that spells out how to go about the training process for such a demanding
competition...Five out of five gold running shoes for 'Triathlon Revolution.'
" (TheCalifornian.com)"The strength of this book lies in the wealth of information covering all the
non-technique subjects: gear, nutrition, training, motivation, psychology and the all important
transistions...'Triathlon Revolution' belongs on the bookshelf of anyone, novice or master, crazy
enough to want to participate in this particular yet seductive from of self-
abuse." (GearFlogger.com) --This text refers to the paperback edition.About the
AuthorRenowned adventure racer, triathlete, and ultrarunner TERRI SCHNEIDER is highly
acclaimed as a top female multi-sport endurance athlete and as an inspirational and sought
after speaker, author, and coach. She has raced in over 30 countries as a world-class
professional triathlete for twelve years and an elite international adventure racer since the sport's
inception in the U.S. in 1995. Terri has shared her personal experiences, research, and expertise
through her work as a coach and as the invited speaker at a long list of events, as well as with
national and international audiences on the Discovery Channel, USA Network, high-profile talk
shows, news segments, and in popular fitness and outdoor publications.Terri earned her
Masters degree in Sports Psychology with an emphasis on team dynamics and risk taking and
her Bachelor of Science degree in Exercise Physiology. Known for her charismatic speaking
style, Terri draws on her advanced scholarship as well as her extensive athletic experience to
create dynamic, informative, and often life-changing presentations on topics such as team
building, motivation, risk taking, goal setting, and leadership. She has been a featured speaker
for various organizations including market-leading corporations such as Tyson Foods, Wal-Mart,
and Seagate.Terri co-authored Triathlete's Guide to Mental Training and contributed to two
additional books: Applying Sport Psychology: From Researcher and Consultant to Coach and
Athlete and The Thrill of Victory, the Agony of My Feet: Tales from the Wild and Wonderful World



of Adventure Racing. In addition to her speaking, and writing she offers coaching, online
training, and sport psychology consulting for endurance athletes.Visit Terri's website for more
details on her current activities and media connections.--This text refers to the paperback
edition.
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Beatin’ the Nomia!MVP Dysautonomia Compendium 2013Known as MVP Dysautonomia, MVP
Syndrome, POTS, Barlow’s Syndrome, Neurasthenia, and other namesIllustrated e
BookDedicated to MVPD patients, their family members and friends,And the physicians who
care for them.Al Davies, M.D.Please do not copy or distribute this copyrighted eBook.Please
see the Notice on Page 91.Table 1. Table of ContentsStarts On1. Introduction: What is
MVPD? Page 42. The “MVP” in MVPD Page 5Figure 1. Movement of the Mitral
Valve in Normal People and MVP Patients. Page 63. The “Dysautonomia” in MVPD
Page 84. The Clinical Presentation in MVPD Page 104.1. Symptoms and Signs
of MVPD Page 11Table 2. Incidence of Constitutional Symptoms in MVPD Patients.
Page 124.1.1. Mitral Valvular Prolapse. Page 12(Findings in the Structure of the
Heart)4.1.2. Dysautonomia. Page 12(Abnormalities in the Function of Various
Organs)4.1.2.1. Constitutional Symptoms. Page 124.1.2.2. Cardiovascular Symptoms
and Signs. Page 124.1.2.3. Neurological Symptoms and Signs. Page
124.1.2.4. Psychiatric / Emotional Manifestations. Page 124.1.2.5. Gastrointestinal
Manifestations. Page 134.1.2.6. Miscellaneous Symptoms. Page 134.1.3.
Abnormalities in the Structure of Various Organs. Page 13(Causal Connection to MVPD
not Certain)4.1.3.1. Marfanoid Habitus. Page 134.1.3.2. Micromastia. Page
134.1.3.3. Straight Back Syndrome. Page 134.1.3.4. Pectus Excavatum. Page
134.1.3.5. Thoracic Outlet Syndrome. Page 134.1.3.6. Cervical Rib Syndrome
Page 134.1.4. More Detail about Selected Symptoms. Page 134.1.4.1. Malaise and
Fatigue Page 134.1.4.2. Fainting Page 15Table 3. Incidence of
Cardiovascular Symptoms in MVPD Patients. Page 154.1.4.3. Chest Pain.
Page 164.1.4.4. Palpitations, tachycardia and heart rhythm changes. Page
184.1.4.5. Vascular Spasm. Page 194.1.4.6. Sense of Impending Doom.
Page 194.1.4.7. Headaches. Page 20Table 4. Incidence of Neurological
Symptoms in MVPD Patients. Page 204.1.4.8. Emotional and Psychiatric
Manifestations. Page 204.1.5. Symptom Survey Page 22Table 5. Symptom
Survey. Page 224.2. Physiological Abnormalities in MVPD Page 24Figure 2.
Orthostatic Changes in Blood Pressure and Heart Rate in MVPD Patients. Page 27Figure
3. Valsalva Maneuver in a Normal Subject. Page 28Figure 4. Valsalva Maneuver in
Normal Subjects and MVPD Patients. Page 29Figure 5. Response to Direct Injection of
Adrenaline-Like Medications. Page 30Table 6. Four Physiological Abnormalities
Observed in MVPD Patients. Page 314.3. How Your Diagnosis of MVPD is Made
Page 314.3.1. The Central Criteria for MVPD Page 314.4. What Else Could it Be?
Page 334.5. How Will MVPD Affect My Life? Page 345. Biochemical Abnormalities
in MVPD Page 365.1. Adrenaline and Adrenaline Receptors in MVPD Page
37Figure 6. Signaling Analogy Page 385.2. Gs Proteins in MVPD Page 396.



Treatments and Interventions in MVPD Page 406.1. Rationale for Treatments
Page 406.2. Activity, Exercise Page 406.2.1. Be active. Page 406.2.2. Exercise.
Page 426.3. Salt Loading Page 436.4. Supporting Blood Pressure Page
446.4.1. Fludrocortisone. Page 446.4.2. Midodrine Page 456.5. Beta Blocker
Medications Page 45Table 7. Beta Blockers Page 476.6. Calcium Channel
Blocker Medications Page 47Table 8. Calcium Channel Blockers Page 486.7.
Other Interventions Page 486.7.1. Avoid excess sun and heat. Page 486.7.2.
Don’t allow dehydration. Page 49Table 9. Dietary sources of Potassium and Magnesium.
Page 506.7.3. Pace yourself. Page 506.7.4. Manage Emotional Stress Just like
Sun or Heat Exposure. Page 506.7.5. Medications for Anxiety and Depression.
Page 516.7.6. Not - so - established Treatment. Page 526.7.6.1. Dietary Therapy.
Page 526.7.6.2. Homeopathy. Page 537. Compilation of Questions and Answers
Page 538. Summary Page 899. Appendix Page 909.1. About Dr.
Davies Page 909.2. References Page90Notice about Copying this EBook
Page 911. Introduction: What is MVPD? The first problem with Mitral Valvular
Prolapse (MVP) Dysautonomia is its name. MVP Dysautonomia is also called “MVP Syndrome”,
“Postural Orthostatic Tachycardia Syndrome (POTS)”, "neurasthenia," "Barlow's syndrome" and
many others. The rationale for using the term, “Dysautonomia" in the name is that the main
pathology is the disordered autonomic nervous system. “Dys” means “disorder of”, so
“dysautonomia” is an abnormality of the autonomic nervous system that controls cardiovascular
and other reflexes. Though we have been generally aware of the syndrome by the name MVP
Dysautonomia since the 70s, when we look back into history it becomes clear that the syndrome
has been recognized at least as far back as the American Civil War, and probably much further
back by other names.As physicians we call an illness a disease when we have a fairly good idea
what is the cause of the disease (the etiology), how it comes to be (the mechanism or
pathophysiology), and how it is different from other illnesses which might cause similar
symptoms. Therefore, pneumococcal pneumonia is a disease because we know its cause (the
germ, pneumococcus), how the disease comes to be (the germ inflames the lung), and we can
tell it apart from things like a common cold which might also cause a cough or fever but are
caused by viruses. Knowing the cause leads to more specific and effective treatment.Before an
illness is formally established as a disease it may be clumped with other illnesses into a
syndrome. Syndromes are defined by similar manifestations rather diseases which are defined
by known causes. Several disorders with similar manifestations may initially be called a
“syndrome” until the exact causes for each of the underlying disease states are fully understood.
The name “MVP Syndrome” is not ideal but it has the advantage of acknowledging that the
cause is only partially known. “POTS” is often used because having a mitral valvular prolapse is
neither universal nor constant, and appears to simply be a manifestation of the illness not a
cause of the disease. Thus, at this phase in our understanding of the illness the terms, MVP
Dysautonomia or MVP Syndrome are broad enough that they are going to overlap with or



include patients in the fringes of other disorders such as Chronic Fatigue Syndrome (CFS) or
patients with other forms of dysautonomia.Despite the naming problem and its underlying
incompletely known causation, MVP Dysautonomia does indeed have a very clear pattern of
symptoms, signs, physiological abnormalities and biochemical features. It is fair to say to the
strictest scientific degree we do not have a full understanding of cause, yet we do actually have
a partial understanding of its cause. On a practical clinical level we indeed have a great deal of
information about what is this illness, how to make its diagnosis, what to do about it and what to
expect for the future for patients who have it.To improve readability we will use the acronym
“MVPD” to shorten “MVPD”, except in a few areas where we want to emphasize the fact that the
signs and symptoms arise from the dysautonomia and it is treated as a dysautonomia.MVPD
doesn't have just any old collection of symptoms and signs, but a particularly recognizable
pattern of symptoms and signs. Patterns of symptoms are important in medicine because we
distinguish between similar illnesses by patterns, and patterns give us clues we pursue to find
causes. Upon finding causes, we pursue treatments. MVPD has particular patterns of symptoms
and signs. MVPD is itself in a family of illnesses called dysautonomias. It is not the only kind of
dysautonomia - there are a bunch of others, but their patterns are different enough that most of
the time a physician can distinguish them by their patterns. Still, it happens that overall MVPD is
the most common type of dysautonomia.Syndromes usually have a common thread that links all
the people with that syndrome. In the case of MVPD the common thread is that these people
have to one degree or another some degree of failure of neural control of cardiovascular and
others reflex mechanisms. The typical pattern of symptoms mimics an excess of adrenaline and
its cousins in the blood. As we will discuss later, there is actually a known supersensitivity to
adrenaline in patients with MVPD.Throughout this eBook we refer to information that is
published in articles written by Dr. Davies and colleagues in peer – reviewed medical scientific
journals. To improve readability we have collectively referenced these articles in the Appendix
Page 90 rather than make notations throughout the eBook.2. The “MVP” in MVPD Let’s
separate Mitral Valve Prolapse (MVP) from Mitral Valve Prolapse Dysautonomia. In fact, let’s
separate out the mitral valve itself. There are four heart valves, tricuspid and pulmonic on the
right side, and mitral and aortic on the left side. The mitral valve sits between the left atrium and
the left ventricle. The left atrium collects oxygenated blood flowing from the lungs and pumps it
into the left ventricle. The left ventricle pumps the blood out to the body as a whole. The mitral
valve’s job is to prevent blood from backing up into the left atrium and lungs while the left
ventricle is forcefully ejecting the blood out.The mitral valve is not watertight, and sometimes lets
a little blood go backwards. That is a little leak called mitral regurgitation. The amount of blood
that goes backward depends on the structural integrity of the valve and such factors as how high
is the pressure in the left ventricle, and how much blood overall is being pumped. Thus, a mitral
valve may not regurgitate at all when the person is at rest, but may regurgitate a little when the
person is running fast or very excited while blood flow is increased. If the blood were to
regurgitate backwards in huge amounts, blood would fill the lungs and there would be trouble



with breathing. An echocardiogram is an examination in which sound waves are bounced off the
heart structures to make video pictures of the inside of the heart, so we can see the heart and
heart valves in motion. In an echocardiogram mitral regurgitation is graded 0 for no substantial
regurgitation through 4 for massive regurgitation. Grades 0 and 1 are not necessarily
pathological, and are often seen in people not judged to have heart disease, and it is not a
cause of trouble with breathing. Another way of saying it is that up to Grade 1 mitral regurgitation
may simply be an observation but not represent a pathology or disease.So, now you have the
concept that the mitral valve can show some observation but not necessarily mean the valve or
the heart is sick. Let’s apply that concept to mitral valvular “prolapse”. In Figure 1 you can see an
illustration of the movement of the mitral valve. Figure 1. Movement of the Mitral Valve in Normal
People and MVP Patients. The darker gray upper portion of the Figure (Panels A and B)
illustrates normal valve motion. Correspondingly, the lighter gray lower portion of the Figure
(Panels C and D) illustrates abnormal mitral valve motion. Panels A and C show mitral valve
motion while blood is flowing into the left ventricle (“Blood In”). Panels B and D show mitral valve
motion while blood is being ejected out to perfuse the body (“Blood Out”). For simplicity we do
not show the aortic valve through which the blood goes to the body.In Panel A you see a normal
atrium and normal ventricle, both in red, with a normal mitral valve in black. You can see that the
mitral valve normally opens up so blood can flow to the left ventricle. In Quadrant B you can see
that as the left ventricle pumps blood out it pushes on the normal mitral valve so it closes. The
valve is not literally flat, but mostly so. Remember, what is drawn for you here is a cross section –
the valve is actually three dimensional.In Panel C you see that an MVP mitral valve looks just like
normal during blood flow into the left ventricle. In contrast, in panel D you can see the
fundamental finding in mitral valve prolapse. As the left ventricle pumps blood out it pushes on
the mitral valve but in MVP the valve is more floppy than normal, so it “balloons up” towards the
atrium, and may or may not regurgitate some blood back into the atrium. Think of a balloon in
your hand, and you squeeze on it – as you do a little portion of the balloon may pop out into a
small, thin walled outpouching. The movement of the ballooning mitral valve and that little
outpouching are similar in shape when viewed in an echocardiogram. The medical term for this
ballooning up is “prolapsing”, so a person with a ballooning mitral valve is said to have mitral
valve prolapse, or MVP.At rest when there is baseline flow of blood through the heart there is
normally no sound from the open valve. A soft thud may be heard as the valve shuts – that is part
of the normal heart sound called S1 which is the “lub” of the “lub-dub” you may have heard
about. Depending on how much blood is flowing, the floppy, prolapsing mitral valve may produce
several kinds of sounds. The first sound is a high pitched sound as the valve reaches its peak
ballooned position. The sound is sometimes called a click or a snap. You can imagine the floppy
mitral valve is a bit like a flag in the breeze - the cloth of the flag makes a snapping sound when a
furl in the flag is snapped. That’s something like what a mitral valve prolapse sound is like. The
sound can also be more muffled, particularly if there is mitral regurgitation. The muffled sound
may be called a murmur, and occurs in the normally silent portion of the cardiac (heart) cycle



when blood is pumped out of the heart. The loudness of the sound, and may vary as the blood
flow increases or heart rate increases, either of which make the floppy mitral valve balloon more
and click or snap more. A person with a floppy mitral valve may have clicks, snaps or murmurs in
various combinations that typically vary over time, including being silent. Your physician may find
that by listening with a stethoscope that the clicks, snaps or murmurs may be present or absent
on any given day. Similarly, the echocardiogram may not always reveal a prolapsing mitral valve,
so an individual patient may have a series of echocardiograms with variable results. Importantly,
a floppy, prolapsing mitral valve is not by itself pathological, so by stethoscope or
echocardiogram may or may not show the presence of the floppy valve on every examination. In
contrast, there are many valvular and other heart conditions that are actually very pathological,
and their manifestations are typically present at every examination.There are no known
symptoms that come from the floppy, prolapsing mitral valve itself. The valve does not cause
chest pain, palpitations (rapid heartbeats), lightheadedness, syncope (pronounced, sin - ko –
pee, which means passing out), or shortness of breath. The floppy, prolapsing valve does not
cause any disease of any kind.Only about two thirds of patients who have MVPD will have had
the floppy, prolapsing mitral valve at any point in their history. Said differently, if one were to take
a population of patients with MVPD, only about two thirds (2/3) of them will have a click, snap, or
murmur on any historical heart exam or a ballooning mitral valve on any historical
echocardiogram at some time in their lives, but not every time they are examined. It is believed
that a third of them never have a floppy, prolapsing valve or it is so uncommon that it just is never
heard or seen in the examinations. The total number of seconds of examination in a person’s life
is a very, very small fraction of the many years of life, so it is understandable that a mitral valve
that is only a little floppy might never show the finding on heart examination or echocardiogram.
And, of course, there are many people with MVPD who just don’t have a floppy mitral valve even
when examined under research conditions where we rev up the heart flow and heart rate – for
these people, the valve is just plain old normal. So, it is best to think of the floppy, prolapsing
mitral valve as a finding or observation that is not by itself a heart disease. By analogy, there are
many variations on the shapes of toes, but most of these variations do not amount to a disease
because most of the time they do not change the person’s capability to walk and otherwise use
the foot. Of course, actual diseases like fungal infections or diabetes might change the way a
given toe impacts the person’s capabilities, but then it is the fungal infection or diabetes or
whatever that is the disease, not fact that there is a funny looking toe. So, the floppy, prolapsing
mitral valve is on its own no more significant than a funny looking toe, and is itself not a
disease.A floppy, prolapsing mitral valve occurs very commonly in the general population. About
4-7% of the US population will be found to have MVP as a finding of the heart valve itself. The
overwhelming majority of patients with a floppy, prolapsing mitral valve do not have any
symptoms or problems related to the valve or their hearts. Only about 10% of the people who
have a floppy, prolapsing mitral valve (therefore about 0.4-0.7% of the overall US population)
have symptoms, but when they have symptoms it is from the dysautonomia not the mitral valve,



as we will see below. Thus, most people in general do not have a floppy, prolapsing mitral valve,
and most people who do have a floppy, prolapsing mitral valve do not have MVPD, and most
people with MVPD do not have any significant heart disease.As we will see when we discuss the
dysautonomia, the key to understanding MVPD is that it is a disease of the signaling systems
designed to control reflexes like heart rate and blood pressure responses. Your mitral valve was
developed at around 13 weeks of gestation when you were in your mother’s uterus. Another
structure you were making at that time was your spinal column. The process of constructing
mitral vales and spinal columns requires that different tissues tell other tissues what to do, and
that means signaling. If the signal gets mixed up then structures might turn out to be formed
abnormally. There is an unconfirmed hypothesis that there is some signaling error common to
both the formation of the mitral valve and the spinal column occurring near 13 weeks of
gestation that results in adults with mitral valvular prolapse and straight back syndrome, a
condition in which the back is abnormally straight (See Section 4.1). The other physical findings
associated with MVPD may in some way be connected as processes of abnormal signaling
between organs. It remains to be seen what, if any, signaling abnormality causes the structural
abnormalities seen in some patients with MVPD.So, MVP simply means the mitral valve
stretches a little too much. Big deal. Doesn't mean much all by itself. Most people with MVPD
have healthy hearts, and the MVP is simply an oddity, sorta like having funny looking toes or big
ears or a short nose.3. The “Dysautonomia” in MVPD As it happens, the key to MVP
Dysautonomia is the dysautonomia part, not the MVP part. There are several forms of
dysautonomia, but MVPD is the most common.Hormones and nerves serve as components of
control systems. The neurological system has several major subdivisions, including:A) The
central nervous system which is contained in the brain,B) The sensory nervous system for
touch and feel and other functions,C) The motor nervous system so we can voluntarily decide
to move our fingers or legs, andD) The autonomic(=automatic) nervous system (ANS) for
automatic control of things like heart rate, blood pressure, breathing rate, temperature, pupillary
dilation and many other functions.The ANS controls special reflexes that respond to gravity,
cold, stresses, challenges to blood pressure, and many more. As an automatic system, the ANS
is set up to have a standardized reflex reaction to a given physiological stimulus. Thus, we don’t
have to remember that we are going to have to breathe deeper and faster and have a higher
heart rate when we take a walk or run, then take voluntary action to actually make breathing and
heart rate changes. These reflexes happen automatically for us. Intriguingly, these changes not
only occur when we are actually cold, but our ANS knows to anticipate necessary changes
when we are about to go out in the cold. Or jump into a pool. Or launch off a ski platform.These
special, automatic reflex controls are designed to adjust to need, so your heart rate might rise
when you see your sweetheart, but since you do not need a 3,000 beat per minute (bpm) rise in
heart rate, the ANS regulates the degree of heart rate rise to be enough without being too much.
If your heart rate rose too much you might waste precious energy that needs to go elsewhere.
So, a well-tuned ANS gives you just enough extra heart rate to meet the need, then measures



your response, and further adjusts until the right heart rate, blood pressure, breathing rate and
pattern, temperature, pupillary dilation and many other functions are just right, be it for greeting
your sweetheart or jumping out of an airplane or giving a talk to 200 people.Getting it wrong
might either kill you or make you feel like you are about to die, so the ANS has to be highly
adaptive, accurate and timely. In medicine when something is not functioning properly we may
use the term, “dysfunctional” or put “dys” in the name, as in dyslexia. When the ANS goes awry
and is dysfunctional, the special reflexes don’t work properly, so we call it dysautonomia.
Dysautonomia may involve disordered hormonal signals, neurological impulses or a complex
combination.There are quite a number of different types of dysautonomia. We distinguish the
various types by examining the patterns of symptoms and findings on careful examination.
Specific dysautonomias have specific patterns of physiological and biochemical abnormalities.
For example, diabetes mellitus is associated with diabetic dysautonomia in which a person may
pass out on standing because the ANS does not get the message through to the heart and
blood vessels to raise heart rate and blood pressure enough to prevent fainting. That pattern is
clearly distinguishable from that in MVP Dysautonomia in which the person stands up and feels
faint despite an excessive heart rate rise yet there is a maladaptive excess peripheral
vasodilation (pooling of blood in the legs). The pooling of blood in the legs means insufficient
blood returns to the heart to be pumped to the brain to maintain consciousness. Both
dysautonomias cause fainting and low blood pressure, but in the former the heart rate is normal
or low and in the latter the heart rate is extremely high. Dysautonomias may occur in
Parkinsonism, myasthenia gravis, multiple sclerosis, and in many other illnesses.In particular,
inactivity or immobilization causes a dysautonomia that is distinguishable from diabetic
dysautonomia, MVP Dysautonomia, and other dysautonomias. Here inactivity does not refer to
an hour or so of sitting. It refers to the state of being inactive for days, weeks, or years. People
who are at one level of conditioning normally maintain their ANS reflexes at a level appropriate to
that level of activity. When a person becomes suddenly immobilized or so severely less active
than at their baseline level of conditioning, the ANS reflexes become less adaptive. Of particular
concern is protecting blood pressure and heart rate, and therefore brain blood flow, against the
force of gravity to pull blood to our legs not our brains. Thus, a healthy runner who breaks a leg
and suddenly becomes sedentary may be surprised to feel dizzy and faint on standing to go to
the bathroom. In fact, we know from studies of highly conditioned astronauts that the more
conditioned you are the faster and more severely you develop immobility (deconditioning)
dysautonomia when suddenly inactive. Now you know why astronauts have to exercise while in
space.It is important to understand that immobility (deconditioning) dysautonomia exists,
because many patients with severe symptoms from their MVP Dysautonomia become severely
inactive from the perspective of getting up against gravity. Thus, patients with MVP
Dysautonomia may actually simultaneously have both MVP Dysautonomia and immobility
(deconditioning) dysautonomia.In Section 4.2 and Section 5 we will describe in more detail how
we investigated the pattern of MVPD and what we found about the underlying biochemical



abnormalities. In short, the pattern of clinical, physiological and biochemical abnormalities in
MVPD is supersensitivity in a person’s adrenaline system.The name, “MVP Dysautonomia”, is
imperfect because it improperly emphasizes the floppy prolapsing mitral valve some, but not all,
patients have. That is why some prefer to use the term, Postural Orthostatic Tachycardia
Syndrome, POTS. There are problems with the term, POTS, so we have not adopted it
extensively except to help people realize they are talking about the same fundamental illness. In
short, MVP Dysautonomia signs and symptoms stem from hormonal and neurological reflexes
gone amuck, not the floppy, prolapsing heart valve. MVPD is a disorder of the Autonomic
Nervous System in which patients are supersensitive to their own adrenaline system.4. The
Clinical Presentation in MVPD The typical person presenting to a physician specializing in
management of patients with MVPD will be a woman whose symptoms start in the range 20s to
40s and is thin, pale, and weak, while complaining of fatigue, chest pain, dizziness or fainting.
She will have seen three or more other physicians and may be obviously skeptical because she
has been disappointed many times before. She may have self-doubts and may have family or
friends who also doubt her or are frightened by the passing out spells or tachycardia (fast heart
rate) she has had.However, it is possible the patient will be a male, may have onset as young as
under 10 or over 80, and may have symptoms in literally any body system, and often many body
systems all at the same time, or sequentially over life. Women may be a little more likely to report
symptoms than men. Women tend to have more severe symptoms, or at least to be more
affected and slowed down by it.MVPD seems to have a genetic mode of transmission because
we often see multiple members of a family develop symptoms, but usually not everyone in a
family will have the illness. The largest familial sequence we have seen is grandmother-mother-
daughter-granddaughter. Many patients are also pleased to know that people with MVPD tend
to be more intelligent than the general population, though a number have reported it was a high
price to pay for a few smarts.Over time the typical MVPD patient does improve symptomatically
with interventions, and quite a number achieve no-symptom or low-symptom intervals of years
or decades. Some patients with the illness do not want to think about the fact they have the
illness, so they do not list it on their health problem inventory or tell their spouses or insurance
companies, and yet they may get into trouble when dehydrated by some other illness like the
“flu”.Another clinical pattern typical of MVPD is that there is usually a predominant symptom for
people with MVPD, but that predominant symptom may not be constant throughout life. At one
point it may be chest pain, then later headache or palpitations. I have never not once yet, despite
also being a Critical Care Medicine and Emergency Room physician, ever seen a patient die
directly from MVPD, even the most sick and affected patients who can rarely be very ill.So, the
range of clinical presentations for MVPD patients is wide yet there are many features, symptoms
and patterns in common that lead to a ready diagnosis in most patients.4.1. Symptoms and
Signs of MVPD You might ask, "What symptoms, signs and findings do I need to have in
order to know I have MVPD?" Another related question is, "Of all the seemingly unrelated
problems I am having, which ones are due to MVPD?" Those are excellent questions, so



excellent in fact that it takes real scientific effort to find the answers. We could answer these
questions on three levels: the scientific level, the clinical level, and the practical level. This guide
is aimed at the practical level. We may use somewhat different terms or approaches depending
whether we are being rigorously scientific, or carefully clinical, or simply practical. For the
present we'll be simply practical.In order to better define the illness we did a study of a group of
people who have MVPD. We collected a variety of kinds of people from a variety of kinds of
situations. The youngest person in this study was about 8 or 9, and the oldest was about 84. We
had a wide variety of people in terms of age, gender, severity of illness, and referral source. We
had four groups: normal subjects, patients with MVP but no symptoms, MVPD patients with
symptoms, and patients with symptoms but no MVP. We asked what are the most common kinds
of things that people with MVPD manifest. Table 2 shows the most common symptoms reported
and how often we encountered them.Table 2. Incidence of Constitutional Symptoms in MVPD
Patients.SymptomPercentage of Patients reporting that SymptomMalaise and fatigue, or a
pattern of fatigue or emotional or physical challenges causing delayed worsening of
malaise100%Weakness and fatigue.31%Diaphoresis (sweating)13%Breathing too fast7%Here
is a list of the most common types of symptoms, signs, and findings that are a part of MVPD. We
have not listed every possible abnormality, so in your case there may be other symptoms that
are part of your illness. Further, most of these symptoms may be present in other illnesses. It is
the pattern of having a number of these symptoms together with the appropriate findings on
physical examination that establishes the proper diagnosis.4.1.1. Mitral Valvular Prolapse.
(Findings in the Structure of the Heart)See Section 2.4.1.2. Dysautonomia.
(Abnormalities in the Function of Various Organs)4.1.2.1. Constitutional Symptoms.
Including easy fatigability or malaise (sense of being ill); that feeling that emotional or physical
stress worsens the sense of fatigue or being ill; being unable to tolerate heat (hot showers, for
example) or sun for very long; loss of stamina for carrying out routine daily activities; etc.4.1.2.2.
Cardiovascular Symptoms and Signs. Including feeling a rapid, thumping, or skipping in
the chest (palpitations); chest pain; shortness of breath; "electrical feelings" in chest or
extremities; irregularities of heart rhythm; lightheadedness upon standing; passing out spells
(fainting, pre-syncope and syncope); high pulse rate especially upon standing or exertion; pallor
or redness of extremities; blood vessel spasm or clotting, etc.4.1.2.3. Neurological Symptoms
and Signs. Including migraine or vascular headache; tension headache; passing out or
near-passing out (dizzy) spells; blurred vision; altered concentration or memory; strokes; "small
strokes" which we call TIAs; pain or weakness in extremities; numbness of areas of skin; altered
sensation of temperature or thirst; "thick tongue" (difficulty with speech), etc.4.1.2.4.
Psychiatric / Emotional Manifestations. Including depression; anxiety; panic; altered sleep
(delayed falling asleep, early awakening, reduced duration, fitful sleep, not feeling rested on
awakening); diminished libido (less desire for sexual activity); altered appetite; bulimia; anorexia;
etc.4.1.2.5. Gastrointestinal Manifestations. Including diarrhea or constipation; especially
when alternating with each other; abdominal pain or distress or "odd feelings"; low blood sugar



after eating (reactive hypoglycemia), etc.4.1.2.6. Miscellaneous Symptoms. Difficulty
emptying bladder, etc.4.1.3. Abnormalities in the Structure of Various Organs. (Causal
Connection to MVPD not Certain)4.1.3.1. Marfanoid Habitus. Tall, usually lanky, thin body
shape like Abraham Lincoln, frequently with features like hyperextensible joints or thin, "spidery"
fingers).4.1.3.2. Micromastia. Female breasts small in the eyes of the woman herself
when compared with other women in the family.4.1.3.3. Straight Back Syndrome. The
spine is very straight in the upper back, lacking the normal curvature.4.1.3.4. Pectus
Excavatum.              

Beatin The Nomia Terri schneider lyrics Beatin The Nomia Terri schneider wedding Beatin The
Nomia Terri schneider facebook Beatin The Nomia terri schiavo Beatin The Nomia terri clark
Beatin The Nomia terri irwin Beatin The Heat beatin the odds lyrics beating the nokia snake
beatin the bookie reddit beatin the bookie twitter beatin the bookie reviews beatin the bookie real
name beatin the bookie beating on the bars eddie rabbitt beatin the odds beatin the odds band
beating around the bush lyrics beatin down the block beatin on the ding dong molly hatchet
beatin the odds album molly hatchet beatin the odds songs molly hatchet beatin the odds vinyl
dan hicks beatin the heat beating around the bush tab

The book by Terri Schneider has a rating of  5 out of 4.0. 3 people have provided feedback.

1. Introduction: What is MVPD? 2. The “MVP” in MVPD 3. The “Dysautonomia” in MVPD 4. The
Clinical Presentation in MVPD 5. Biochemical Abnormalities in MVPD5 6. Treatments and
Interventions in MVPD 7. Compilation of Questions and Answers 8. Summary 9. Appendix

http://ebook-download.neutronbyte.com/pdf-file/Wa18oYTP/e/EJBo/OPMw/PjEqP/Beatin-The-Nomia-Al-Davies-MD


Language: English
File size: 3265 KB
Simultaneous device usage: Unlimited
Text-to-Speech: Enabled
Enhanced typesetting: Enabled
X-Ray: Not Enabled
Word Wise: Enabled
Print length: 157 pages
Lending: Not Enabled
Screen Reader: Supported

http://ebook-download.neutronbyte.com/pdf-file/Wa18oYTP/d

