What are the main symptoms of MS?

Multiple sclerosis is a very variable condition and the symptoms depend on which areas of the central nervous system have been affected. 

There is no set pattern to MS and everyone with MS has a different set of symptoms, which vary from time to time and can change in severity and duration, even in the same person.

The systems commonly affected include: 

vision 

co-ordination 

strength 

sensation 

speech and swallowing 

bladder control 

sexuality 

cognitive function 

There is no typical MS. Most people with MS will experience more than one symptom, and though there are symptoms common to many people, no person would have all of them.

Multiple sclerosis (MS) is one of the most common diseases of the central nervous system. Today over 2,500,000 people around the world have MS.

MS is the result of damage to myelin - a protective sheath surrounding nerve fibres of the central nervous system. When myelin is damaged, this interferes with messages between the brain and other parts of the body

Symptoms vary widely and include blurred vision, weak limbs, tingling sensations, unsteadiness and fatigue. For some people, MS is characterised by periods of relapse and remission while for others it has a progressive pattern. For everyone, it makes life unpredictable.

BIO-ELECTRO-MAGNETIC-ENERGY-REGULATION AND MULTIPLE SCLEROSIS:

Multiple Sclerosis is a chronic illness of the central nervous system and spinal chord, which is characterized by defects in the tissue coating certain nerve strands. In the affected nerve strands, unknown causes lead to the degeneration or disappearance of the myelin (insulation) around the nerves. Demyelinated nerve fibers lose the power to conduct messages or impulses from the brain to the muscles, as well as the messages of touch, pain, vision and hearing to the brain. In consequence, there may be paralysis or numbness in an arm or leg, unsteady (ataxic) gait, blindness, loss of bladder and bowel control. Symptoms are specific to the locality and severity of the demyelinated areas.

In most cases, illness occurs between 20 and 40 years of age, and more often in women than in men. About 80% of the cases display a typical cycle of remissions and relapses, and 20% experience a slow, but steady progression of the disease. In both cases, the development of the illness may stretch out over decades. 

The true cause of multiple sclerosis is still unknown. There appears to be a genetic disposition. Much points toward the presence of an autoimmune deficiency, for which certain viral infections and toxic exposure may be responsible. In many MS patients an increased concentration of mercury (amalgam) or other toxic substances can be found.

To date, there is no known therapy to treat the causes of the disease. Some basic measures are the stabilization of over all well-being and of the immune system. For that purpose, the pulsing electromagnetic fields of the Bio-Electromagnetic Energy Regulation Therapy therapy can be of significant importance:

· Through the activation of metabolism, oxygenation and circulation the all over physical and psychological health can be positively influenced. 

· The increased blood flow in the muscle tissues is an essential effect for
paralysis and spasms. 

· The immune system can be regulated and stabilized by the Bio-Electromagnetic Energy Regulation Therapy
impulse, leading to a reduction of inflammatory and autoimmune-allergic reactions. 

· Individual studies suggest that frequency and severity of the relapses can 
be reduced with long-term therapy, and the course of the illness can be milder. 

The use of additional biological therapy concepts is strongly recommended, like elimination of heavy metals, especially mercury and other amalgam based substances; targeted use of supplements like vitamins, minerals, and trace elements; regeneration of the intestinal flora in order to activate the important associated lymphatic part of the immune system; a change in diet; homeopathic preparations according to individual symptoms.

One Man’s Solution to MS:

I was now considering my body as a biochemical process, or, more accurately, as a biochemical process going wrong. As I had not heard of allergy tests I had to find some other way of pinpointing the errors in my diet.

It seemed logical to stick to those foods which had been consumed by man since the very beginning. I BASED MY DIET ON THE FOOD CONSUMED BY THE HUNTER-GATHERER, BEFORE MANKIND SETTLED DOWN IN AGRICULTURAL COMMUNITIES, GREW CEREALS AND TENDED CATTLE.

It was this reasoning which led me to cut out gluten (a protein which surrounds the germ in grains), cow's milk and sugar. These are not foods from whose consumption we have evolved and I believe that fact is in some way connected with our rejection of them. Not enough is known yet but the close connection between diet and illness becomes more and more obvious. When I removed my three principle allergens, I stopped deteriorating and eventually began to make slow but nonetheless steady improvement.

The conclusion I draw from this is that foods which are alien to our species or to which we are allergic, and which attack the autoimmune system (our natural defenses) somehow contrive to prevent the manufacture of healthy replacement cell tissue and so become causative factors in the whole range of degenerative diseases up to and including aging.

Let me consolidate what I have so far touched on. Twenty-five years ago I became disillusioned with the neurological approach to my condition. It lacked cohesion, lacked direction, lacked conviction, lacked any discernible chance of success. My thoughts travelled back to a time when I had read biochemistry, and I remembered being struck by the thought that I was not what the anatomy-trained doctor considered me, that is a static chunk of meat - a sort of living cadaver. More accurately, I was a biochemical process. And now, I was a biochemical process going wrong.

In consequence, I left my neurologist and set out, almost a total wreck, to investigate this new possibility - with invaluable help from my wife and my friends.

This essay is one of the results of that decision. And because of my story many people have experienced noticeable improvements.

I hope that another result will be the realisation by some of my medical friends on the opposite side of this controversy that DIET AND DISEASE ARE OFTEN DIRECTLY RELATED.

At any rate, after I left Queen Square, I began a process of treatment by logic. I did what a combination of history, observation, and common sense dictated that I should do.

That is what I personally did and the result for me was a complete reversal of my unhappy prognosis. Instead of a wheelchair-confined cabbage I became a normal human being again.

What is Multiple Sclerosis?
During an MS attack, inflammation occurs in areas of the white matter* of the central nervous system in random patches called plaques. This process is followed by destruction of myelin, the fatty covering that insulates nerve cell fibers in the brain and spinal cord. Myelin facilitates the smooth, high-speed transmission of electrochemical messages between the brain, the spinal cord, and the rest of the body; when it is damaged, neurological transmission of messages may be slowed or blocked completely, leading to diminished or lost function. The name "multiple sclerosis" signifies both the number (multiple) and condition (sclerosis, from the Greek term for scarring or hardening) of the demyelinated areas in the central nervous system.

What Causes MS?
Scientists have learned a great deal about MS in recent years; still, its cause remains elusive. Many investigators believe MS to be an autoimmune disease--one in which the body, through its immune system, launches a defensive attack against its own tissues. In the case of MS, it is the nerve-insulating myelin that comes under assault. Such assaults may be linked to an unknown environmental trigger, perhaps a virus.

The Immune System
To understand what is happening when a person has MS, it is first necessary to know a little about how the healthy immune system works. The immune system -- a complex network of specialized cells and organs -- defends the body against attacks by "foreign" invaders such as bacteria, viruses, fungi, and parasites. It does this by seeking out and destroying the interlopers as they enter the body. Substances capable of triggering an immune response are called antigens.

The immune system displays both enormous diversity and extraordinary specificity. It can recognize millions of distinctive foreign molecules and produce its own molecules and cells to match up with and counteract each of them. In order to have room for enough cells to match the millions of possible foreign invaders, the immune system stores just a few cells for each specific antigen. When an antigen appears, those few specifically matched cells are stimulated to multiply into a full-scale army. Later, to prevent this army from overexpanding, powerful mechanisms to suppress the immune response come into play.

T cells, so named because they are processed in the thymus, appear to play a particularly important role in MS. They travel widely and continuously throughout the body patrolling for foreign invaders. In order to recognize and respond to each specific antigen, each T cell's surface carries special receptor molecules for particular antigens.

T cells contribute to the body's defenses in two major ways. Regulatory T cells help orchestrate the elaborate immune system. For instance, they assist other cells to make antibodies, proteins programmed to match one specific antigen much as a key matches a lock. Antibodies typically interact with circulating antigens, such as bacteria, but are unable to penetrate living cells. Chief among the regulatory T cells are those known as helper (or inducer) cells. Helper T cells are essential for activating the body's defenses against foreign substances. Yet another subset of regulatory T cells acts to turn off, or suppress, various immune system cells when their job is done.

Killer T cells, on the other hand, directly attack diseased or damaged body cells by binding to them and bombarding them with lethal chemicals called cytokines. Since T cells can attack cells directly, they must be able to discriminate between "self" cells (those of the body) and "nonself" cells (foreign invaders). To enable the immune system to distinguish the self, each body cell carries identifying molecules on its surface. T cells likely to react against the self are usually eliminated before leaving the thymus; the remaining T cells recognize the molecular markers and coexist peaceably with body tissues in a state of self-tolerance.

In autoimmune diseases such as MS, the detente between the immune system and the body is disrupted when the immune system seems to wrongly identify self as nonself and declares war on the part of the body (myelin) it no longer recognizes. Through intensive research efforts, scientists are unraveling the complex secrets of the malfunctioning immune system of patients with MS.

Components of myelin such as myelin basic protein have been the focus of much research because, when injected into laboratory animals, they can precipitate experimental allergic encephalomyelitis (EAE), a chronic relapsing brain and spinal cord disease that resembles MS. The injected myelin probably stimulates the immune system to produce anti-myelin T cells that attack the animal's own myelin.

Investigators are also looking for abnormalities or malfunctions in the blood/brain barrier, a protective membrane that controls the passage of substances from the blood into the central nervous system. It is possible that, in MS, components of the immune system get through the barrier and cause nervous system damage.

Scientists have studied a number of infectious agents (such as viruses) that have been suspected of causing MS, but have been unable to implicate any one particular agent. Viral infections are usually accompanied by inflammation and the production of gamma interferon, a naturally occurring body chemical that has been shown to worsen the clinical course of MS. It is possible that the immune response to viral infections may themselves precipitate an MS attack. There seems to be little doubt that something in the environment is involved in triggering MS.

What is the Course of MS?
Each case of MS displays one of several patterns of presentation and subsequent course. Most commonly, MS first manifests itself as a series of attacks followed by complete or partial remissions as symptoms mysteriously lessen, only to return later after a period of stability. This is called relapsing-remitting (RR) MS. Primary-progressive (PP) MS is characterized by a gradual clinical decline with no distinct remissions, although there may be temporary plateaus or minor relief from symptoms. Secondary-progressive (SP) MS begins with a relapsing-remitting course followed by a later primary-progressive course. Rarely, patients may have a progressive-relapsing (PR) course in which the disease takes a progressive path punctuated by acute attacks. PP, SP, and PR are sometimes lumped together and called chronic progressive MS.

In addition, twenty percent of the MS population has a benign form of the disease in which symptoms show little or no progression after the initial attack; these patients remain fully functional. A few patients experience malignant MS, defined as a swift and relentless decline resulting in significant disability or even death shortly after disease onset. However, MS is very rarely fatal and most people with MS have a fairly normal life expectancy.

Studies throughout the world are causing investigators to redefine the natural course of the disease. These studies use a technique called magnetic resonance imaging (MRI) to visualize the evolution of MS lesions in the white matter of the brain. Bright spots on a T2 MRI scan indicate the presence of lesions, but do not provide information about when they developed.

Because investigators speculate that the breakdown of the blood/brain barrier is the first step in the development of MS lesions, it is important to distinguish new lesions from old. To do this, physicians give patients injections of gadolinium, a chemical contrast agent that normally does not cross the blood/brain barrier, before performing a scan. On this type of scan, called T1, the appearance of bright areas indicates periods of recent disease activity (when gadolinium is able to cross the barrier). The ability to estimate the age of lesions through MRI has allowed investigators to show that, in some patients, lesions occur frequently throughout the course of the disease even when no symptoms are present.

Can Life Events Affect the Course of MS?
While there is no good evidence that daily stress or trauma affects the course of MS, there is data on the influence of pregnancy. Since MS generally strikes during childbearing years, a common concern among women with the disease is whether or not to have a baby. Studies on the subject have shown that MS has no adverse effects on the course of pregnancy, labor, or delivery; in fact symptoms often stabilize or remit during pregnancy. This temporary improvement is thought to relate to changes in a woman's immune system that allow her body to carry a baby: because every fetus has genetic material from the father as well as the mother, the mother's body should identify the growing fetus as foreign tissue and try to reject it in much the same way the body seeks to reject a transplanted organ. To prevent this from happening, a natural process takes place to suppress the mother's immune system in the uterus during pregnancy.

However, women with MS who are considering pregnancy need to be aware that certain drugs used to treat MS should be avoided during pregnancy and while breast feeding. These drugs can cause birth defects and can be passed to the fetus via blood and to an infant via breast milk. Among them are prednisone, corticotropin, azathioprine, cyclophosphamide, diazepam, phenytoin, carbamazepine, and baclofen.

Unfortunately, between 20 and 40 percent of women with MS do have a relapse in the three months following delivery. However, there is no evidence that pregnancy and childbirth affect the overall course of the disease one way or the other. Also, while MS is not in itself a reason to avoid pregnancy and poses no significant risks to the fetus, physical limitations can make child care more difficult. It is therefore important that MS patients planning families discuss these issues with both their partner and physician.

What are the Symptoms of MS?
Symptoms of MS may be mild or severe, of long duration or short, and may appear in various combinations, depending on the area of the nervous system affected. Complete or partial remission of symptoms, especially in the early stages of the disease, occurs in approximately 70 percent of MS patients.

The initial symptom of MS is often blurred or double vision, red-green color distortion, or even blindness in one eye. Inexplicably, visual problems tend to clear up in the later stages of MS. Inflammatory problems of the optic nerve may be diagnosed as retrobulbar or optic neuritis. Fifty-five percent of MS patients will have an attack of optic neuritis at some time or other and it will be the first symptom of MS in approximately 15 percent. This has led to general recognition of optic neuritis as an early sign of MS, especially if tests also reveal abnormalities in the patient's spinal fluid.

Most MS patients experience muscle weakness in their extremities and difficulty with coordination and balance at some time during the course of the disease. These symptoms may be severe enough to impair walking or even standing. In the worst cases, MS can produce partial or complete paralysis. Spasticity--the involuntary increased tone of muscles leading to stiffness and spasms--is common, as is fatigue. Fatigue may be triggered by physical exertion and improve with rest, or it may take the form of a constant and persistent tiredness.

Most people with MS also exhibit paresthesias, transitory abnormal sensory feelings such as numbness, prickling, or "pins and needles" sensations; uncommonly, some may also experience pain. Loss of sensation sometimes occurs. Speech impediments, tremors, and dizziness are other frequent complaints. Occasionally, people with MS have hearing loss.

Approximately half of all people with MS experience cognitive impairments such as difficulties with concentration, attention, memory, and poor judgment, but such symptoms are usually mild and are frequently overlooked. In fact, they are often detectable only through comprehensive testing. Patients themselves may be unaware of their cognitive loss; it is often a family member or friend who first notices a deficit. Such impairments are usually mild, rarely disabling, and intellectual and language abilities are generally spared.

Cognitive symptoms occur when lesions develop in brain areas responsible for information processing. These deficits tend to become more apparent as the information to be processed becomes more complex. Fatigue may also add to processing difficulties. Scientists do not yet know whether altered cognition in MS reflects problems with information acquisition, retrieval, or a combination of both. Types of memory problems may differ depending on the individual's disease course (relapsing-remitting, primary-progressive, etc.), but there does not appear to be any direct correlation between duration of illness and severity of cognitive dysfunction. .

Depression:

Depression, which is unrelated to cognitive problems, is another common feature of MS. In addition, about 10 percent of patients suffer from more severe psychotic disorders such as manic-depression and paranoia. Five percent may experience episodes of inappropriate euphoria and despair--unrelated to the patient's actual emotional state--known as "laughing/weeping syndrome." This syndrome is thought to be due to demyelination in the brainstem, the area of the brain that controls facial expression and emotions, and is usually seen only in severe cases.

As the disease progresses, sexual dysfunction may become a problem. Bowel and bladder control may also be lost.

In about 60 percent of MS patients, heat--whether generated by temperatures outside the body or by exercise--may cause temporary worsening of many MS symptoms. In these cases, eradicating the heat eliminates the problem. Some temperature-sensitive patients find that a cold bath may temporarily relieve their symptoms. For the same reason, swimming is often a good exercise choice for people with MS.

The erratic symptoms of MS can affect the entire family as patients may become unable to work at the same time they are facing high medical bills and additional expenses for housekeeping assistance and modifications to homes and vehicles. The emotional drain on both patient and family is immeasurable. Support groups (listed on a card in the pocket at the back of this pamphlet) and counseling may help MS patients, their families, and friends find ways to cope with the many problems the disease can cause.

Possible Symptoms of Multiple Sclerosis
· Muscle weakness

· Spasticity

· Impairment of pain, temperature, touch senses

· Pain (moderate to severe)

· Ataxia

· Tremor

· Speech disturbances

· Vision disturbances

· Vertigo

· Bladder dysfunction

· Bowel dysfunction

· Sexual dysfunction

· Depression

· Euphoria

· Cognitive abnormalities

· Fatigue                            

Remyelination
Some studies focus on strategies to reverse the damage to myelin and oligodendrocytes (the cells that make and maintain myelin in the central nervous system), both of which are destroyed during MS attacks. Scientists now know that oligodendrocytes may proliferate and form new myelin after an attack. Therefore, there is a great deal of interest in agents that may stimulate this reaction

Vitamin E could halt degenerative brain disease 
BBC News (23/12/01) describes research by Japanese scientists using GM mice lacking a gene essential for vitamin E metabolism in the body. The mice had symptoms associated with neurodegenerative disorders like Alzheimer's disease including poor coordination and tremors. Treatment with vitamin supplements to restore their brain vitamin E levels to 10-20% of normal almost eradicated their symptoms. Dr Richard Harvey Director of the UK Alzheimer's Society is encouraged by the findings, but suggests that it is likely to be difficult to get further funding to carry out a trial in elderly people to see if vitamin E supplements would be equally effective in humans

Evaluation of DHEA Levels in Multiple Sclerosis

by Subhuti Dharmananda, Ph.D., Director, Institute for Traditional Medicine, Portland, Oregon

BACKGROUND

Dehydroepiandrosterone (DHEA) is an androgenic steroidal hormone produced by the adrenal gland.  Its specific physiological functions, other than serving as a precursor to other steroid hormones (such as testosterone), are not yet established.  It is possible that DHEA plays an important role in physical development during puberty.  The amount of circulating DHEA in the blood varies considerably with age and sex. DHEA levels begin to increase several years prior to puberty (at about age 7) and reach their maximum level at around ages 20–25.  In young adults, plasma DHEA levels are about 10 times higher than plasma cortisol levels.  With aging, cortisol levels remain about the same, while DHEA declines; at age 50, it is typically only about half the peak level, and by age 75 it declines to about 10% the peak level.  

Low levels of DHEA in adults have been found to correlate with increased incidence of cardiovascular disease, breast and endometrial cancer, Alzheimer’s Disease, and progression of HIV disease.  DHEA levels have been found to decline during illness, with major depressive disorders, and with prolonged stress.

Laboratory animal studies suggest that DHEA regulates immune functions (influences production of interleukin-2 and regulates cellular immune responses); has antidiabetic, antiatherosclerotic, and antiobesity effects; protects against autoimmune nephritis, and inhibits neoplasms.

Relatively little is currently known about potential clinical benefits of administering DHEA, especially over a prolonged period.  Dr. Samuel Yen (University of California, San Diego), who first reported on the correlation of DHEA and cardiovascular disease, has since administered DHEA to elderly patients and reported that it increases mobility, reduces joint discomfort, and improves sleep.  Preliminary work with systemic lupus erythematosus (SLE) patients showed low baseline levels of DHEA and symptom improvement with DHEA administration; a phase III trial of a synthetic DHEA for treatment of lupus has been approved and is now enrolling participants. 

Based on these findings, one might hypothesize that persons with multiple sclerosis have low DHEA levels.  As with autoimmune nephritis and SLE, they suffer from an autoimmune disorder; they also tend to suffer from stress and depression, and they have frequent illnesses.  Persons with MS who have low DHEA levels might experience benefits from normalizing those levels, since restricted mobility and poor sleep are common complaints. 

In a preliminary 1990 study by Roberts and Faubile (1), persons with MS were found to have low DHEA levels which were improved by DHEA administration.  It was also noted that the majority of these patients had discernible improvement, after DHEA administration, in their quality of life, including increased energy levels, better dexterity, greater limb strength, decreased sensations of numbness, and an increase in libido. In a non-randomized 1990 study by Calabrese (2), it was concluded that DHEA administration helped to improve fatigue symptoms in those with MS.

Orally administered DHEA is reported to be readily absorbed, and is converted by the liver to DHEA sulfate (DHEA-S), which is the form usually monitored.  DHEA-S must be desulfinated again in order to become physiologically active.  The daily adrenal production of DHEA is roughly 30 mg, and typical blood levels of DHEA-S for healthy middle-age female adults are on the order of 150–200 mg/dl (for males, about 200–400 mg/dl). 

Currently, DHEA and/or DHEA-S testing is usually not suggested by neurologists working with MS patients; in fact, it is rarely recommended by other physicians.  The cost of testing is somewhat high (about $90/test for each component).  DHEA supplementation is sometimes recommended to patients by naturopathic physicians, but it is rarely recommended by medical doctors.   

DHEA is currently available as a non-prescription oral supplement in the U.S.  This unusual status arises because DHEA is not currently used as a drug: it is a natural component of the body (a derivative of cholesterol), it is found in foods, and demand for it has been generated on the basis of studies conducted during the past 30 years suggesting anti-aging effects and other benefits.  Unfortunately, products on the market are of varying quality, from pharmaceutical grade DHEA to herbal extracts claimed, incorrectly, to contain “natural DHEA.”  

Common recommendations for taking supplemental DHEA, found in the popular literature that cites its potential benefits, is 25–50 mg daily (sometimes higher; with some sources recommending 50–150 mg/day).  DHEA has been utilized as an experimental viral inhibitor for persons with HIV infection at doses of 600 mg/day or higher.  While DHEA appears to be generally safe for short-term use, it may cause general androgenic responses (which can be more easily noted in females) and little is known about the impact of long-term administration of the very high levels that have been suggested by some proponents.  Further, there is concern that large doses of DHEA may increase testosterone levels in men with testosterone-dependent prostate cancers.  Therefore, it is important to learn more about the effects of DHEA administration on circulating DHEA levels.

DISCUSSION

As an interpretation of this limited preliminary data, the following tentative conclusions might be drawn:

1. 1.     Patients with MS tend to have low DHEA levels, generally falling in the lower part of the laboratory’s reference range (7 of 8 patients tested), and sometimes below the normal range (2 of 8 patients tested).  This is consistent with other reports that DHEA levels are low in persons with SLE, MS, and with illness in general.  The measured levels also suggest that the medical therapies that had been offered to the patients at our clinical facility up to this time (for at least nine months), including nutritional supplements, Chinese herbs, and acupuncture, do not raise DHEA levels substantially.

2. 2.     Orally administered DHEA is readily absorbed in patients with MS.  At about four hours after ingestion, the DHEA-S level measured in one patient corresponded to full absorption of the DHEA dose. In order to maintain DHEA levels roughly within the normal range for a middle aged adult, a single daily dose of DHEA should not exceed about 10 mg in women (adding about 200 mg/dl to the baseline at its peak) or 20 mg in men (adding about 400 mg/dl to the baseline at its peak).  Recommendations in the popular literature often exceed these amounts.

3. 3.     The supplemental DHEA remains in the bloodstream for more than 24 hours, its level decreasing over time. The extra DHEA is cleared from the system within about two days.  In order to maintain levels in the upper part of the reference range for the individual, dosing two or three times per day, or using time-released DHEA, appears necessary.

Autoimmune Diseases
In Reversing Multiple Sclerosis, she refers to the work of Hal A. Huggins, DDS, who "believes that many of the autoimmune diseases prevalent in society today, including, but probably not limited to, multiple sclerosis, Alzheimer's, Parkinson's, Lou Gehrigs, lupus and breast cancer, are caused, or at least exacerbated, by toxic mercury amalgam fillings placed into the teeth of the patient over the course of a lifetime of denial treatments."

Dr. Pepe "became convinced that even if excessive mercury had nothing to do with MS, it would be advisable to have these fillings removed from my mouch and replaced with other, safer substances without further delay."
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