
Post Polio Information 
By J. Ann Singleton 

© March 2014 

 Post polio syndrome was first mentioned during the civil war. One of the earliest 
articles in a major medical journal was in 1887. Polio is a viral disease. It was 
contracted the same way as any viral disease such as the common cold. It usually 
presented with high fever sometimes lasting a month or so and severe body and head 
pain and cramping. 

 There are three kinds of damage to the body, which were called “types”. These 
are, Non paralytic, paralytic, and bulbar. In the days before viral typing, this was the 
easiest way to categorize what happened during and after a case of polio. In non-
paralytic polio, damage to the body was thought to be minor to non-detectable. In 
paralytic polio, parts of the body were paralyzed to a greater or lesser degree. In bulbar 
polio, the breathing and swallowing muscles were damaged. 

 Since sixty percent of the neurons have to be damaged before weakness is 
identified in an area of the body, it was very imprecise to diagnose the “type” of polio by 
the damage demonstrated at the time of illness. This is also the reason why in post 
polio, areas thought to be unaffected previously can show weakness or symptoms 
today. 

  There are also three major strains or “viral types” of the polio virus, Brunhilde 
(type I), Lansing (type II), and Leon (type III). Today there are over one hundred 
variations of these three types identified. Even after viral typing was available, very few 
of the total cases were typed at the time of illness to identify the strain.  Typing was 
more important for the researchers trying to find a vaccine than for a family doctor to 
deal with the consequences of the illness. With three strains of the virus, it is 
theoretically possible to have more than one polio illnesses at the same time or to have 
a polio illness more than once. 

 The most common strain was the Brunhilde (type I), which caused arm, leg and 
sometimes breathing damage. This strain was identified in 1945. The Lansing (type II) 
was least likely to cause paralysis but did damage the brain stem. This is the kind that 
caused non-paralytic polio that was referred tot by a variety of names such as summer 
flu etc. It is thought by researchers today to cause many cases of Chronic Fatigue 
Syndrome (CFS) in persons living before the vaccines for polio were in use. The third, 
Leon (type III) was very rare. It caused arm and leg paralysis and severe brain stem 
damage. All three viral types caused damage to both the brain and spinal cord. The 
use of the term “type” when used in post polio literature should always be defined as 
much confusion can arise between the results of the illness and the viral strain 
responsible.  



 The first part of the body to be affected is the brain. In every case of polio they 
have autopsied and tested they have found the same pattern of damage. Today 
specific imaging can find the residual scars in the brain resulting from the original polio 
attack. These areas of scaring do not get worse with age, but can be of concern 
leading to unnecessary testing if the patient and doctor are not aware of their 
presence. 

These findings indicate that chronic fatigue is associated with impairments of attention 
and information processing speed but not of verbal memory or higher level cognitive 
processes both in patients with Chronic Fatigue Syndrome and in polio survivors. 
Given the histopathology documentation of frequent and severe poliovirus lesions in 
the brain's activating system, it was hypothesized that damage to the Reticulating 
Activating  system and basal ganglia  is responsible for both fatigue and impaired 
attention in polio survivors.  

 Brain stem centers were found to be "involved in even mild cases" of polio (5). 
The midbrain reticular formation was "always severely altered" (6), being "heavily 
peppered throughout" (711) with lesions that were "very common and often severe" (7). 
Hypothalamic, thalamic and caudate nuclei, the putamen and globus pallidus were also 
lesioned by the poliovirus (11,12). Neurons in the periaquiductal gray, locusceruleus, 
median raphe nuclei and especially the substantia nigra were also damaged or 
destroyed by poliovirus infection (5, 811). Dopamine production is impaired 

 Recent studies that relate the symptoms of post polio fatigue and Chronic 
Fatigue Syndrome (CFS) to clinically significant deficits on neuro-psychologic tests of 
attention, histo pathologic and neuro radiologic evidence of brain lesions, impaired 
activation of the hypothalamic pituitary adrenal axis, increased prolactin secretion and 
EEG slow wave activityThis damage is found in the hypothalamus, the brain stem and 
the reticulating activating system.   To over simplify things when we are stressed or 
fatigued the ability of our muscles to function is markedly reduced.  

 The hypothalamus also helps regulate our body temperature. Most post polio’s 
bodies are stuck on air conditioning. We radiate heat at all times which can lead to 
difficulty when the temperature around us drops below 70˚. We can suffer from 
hypothermia in the mid to high 60S. Our ability to think and move our muscles drops 
very fast when we are chilled and it may take hours for polio damaged body to regain a 
normal temperature. Our normal temperature is usually a degree or two below the 
national average of 98.6˚. We should take a wrap or jacket when sitting in a cold office 
or restaurant.  It is usually wise to dress for a temperature ten degrees cooler than the 
actual temperature and dress in layers on cool days and the reverse in hot weather. 

Chilling can be very dangerous after surgery and lead to shock if the recovery room 
staff are not aware of the dangers Post polio patients should make sure that the 
surgeon and anesthesiologist are familiar with post polio. We also react differently to 
anesthesia, which can cause problems. Many post polio patients have difficulty with 



lying flat on the back or with legs higher than the head due to chest wall muscles and 
diaphragm weakness.  

 The hypothalamus regulates the pituitary gland and damage changes our 
production of neurotransmitters, which can include serotonin, norepinephrin, and 
dopamine.It also regulates the thyroid gland and it is common for hypothyroid ism to 
slowly manifest over time. 

 Fatigue is the most commonly reported and most debilitating PostPolio Sequelae 
(PPS) affecting the more than 1.8 million North American polio survivors. In two 
national surveys, 91% of polio survivors reported new or increased fatigue, 41% 
reported fatigue significantly interfering with performing or completing work and 25% 
reported fatigue interfering with self  care activities (1,2). Fatigue was reported to be 
triggered or exacerbated by physical overexertion in 92% and by emotional stress in 
61%.  

 Importantly, polio survivors differentiate between the physical tiredness and 
decreased endurance they associate with new muscles weakness and a "brain fatigue" 
that is characterized by problems with attention and cognition. Between 70% and 96% 
of polio survivors reporting fatigue complained of difficulty with concentration, memory, 
attention, word finding, maintaining wakefulness and thinking clearly, with 77% percent 
reporting moderate to severe difficulty with these symptoms (3). Stress either physical 
or mental exacerbates this.  

These findings indicate that chronic fatigue is associated with impairments of attention 
and information processing speed but not of verbal memory or higher level cognitive 
processes both in patients with CFSand in polio survivors. Given the histo pathologic 
documentation of frequent and severe poliovirus lesions in the brain's activating 
system, it was hypothesized that damage to the Reticulating  Activating  System and 
BG is responsible for both fatigue and impaired attention in polio survivors.  

 These reports are reminiscent of the symptoms associated with nearly two dozen 
outbreaks during this century of Myalgic Encephalomyelitis (ME) and Chronic Fatigue 
Syndrome (CFS), conditions that can be related historically, clinically, anatomically or 
physiologically to poliovirus infections. These relationships will be described in an 
attempt to suggest a possible common pathophysiology for all post viral fatigue 
syndromes (PVFS).  For example, Parkinson's disease (PD) patients demonstrate not 
only an impaired ability to "transfer attention" (37) but also marked fatigue (38). In one 
survey 33% of PD patients reported that fatigue was their "most disabling 
symptom" (39). "Excessive fatigue" was reported in another study by 48% of PD 
patients (40), fatigue that was associated with abnormal glucose metabolism or blood 
flow in the putamen and supplementary motor area (cf. the Brain Fatigue Generator 
Model, below). It is noteworthy that one of the first descriptions of cognitive dysfunction 
in PD (41) could serve as a definition for Post  Viral Fatigue  Syndrome, 



i.e., syndromes "characterized by a diminution of voluntary attention, spontaneous 
interest, initiative and the capacity for effort and work, with significant and objective 
fatiguability, and a slight diminution of memory."  

"Atypical" Poliomyelitis and Chronic Fatigue. Beginning in Los Angeles in 1934 and 
continuing for more than twenty years, there were over a dozen outbreaks of a disease 
that was at first diagnosed as poliomyelitis, then as "abortive" or "atypical" poliomyelitis 
and finally named " " (ME) (26,42). Like poliomyelitis, initial symptoms of ME included 
headache, neck  pain, low grade fever and myalgia that were often followed by paresis. 
Irritability and anxiety, symptoms typical of the encephalitis accompanying bulbar polio 
(cf. 22), and even a few cases of post acute parkinsonism (42) were noted. Patients 
demonstrated hyper-somnolence and "conspicuous changes in their levels of 
concentration" that persisted for months after the acute illness (26). Slowing of the 
EEG with the emergence of theta activity, similar to that documented in polio survivors, 
was also noted (4446, 
cf. 23).  

Unlike poliomyelitis, there were frequent complaints of numbness or paresthesias, 
usually no respiratory involvement, infrequent paralysis or muscle atrophy and almost 
invariably no fatalities. CSF protein was usually normal and poliovirus was never 
isolated from ME patients. Also unlike poliomyelitis, recovery from the acute symptoms 
of ME sometimes required months or years (43). Most patients were left with a marked 
"exhaustion and fatiguability" that were "always made worse by exercise (and) 
emotional stress" (26). Patients continued to demonstrate fatigue, hyper-somnolence, 
impaired concentration, and  reported "an inordinate desire to sleep," anomia, that they 
were "not as quick or incisive in thought as before, (had) a decreased ability to learn 
and a decline in their short term memory" for years after the acute episode (26).  

Despite the differences between poliomyelitis and ME, an association with the 
poliovirus was suggested by the fact that, of the more than one dozen ME outbreaks 
before the introduction of the Salk vaccine, nine occurred during or immediately after 
outbreaks of polio and several involved hospital staff who cared for polio patients 
(42,4753).  

 The reticulating activating system manages our ability to sleep and wake. It is 
located in the brain just above the brain stem and the upper brain stem. It routs signals 
from the spinal cord and muscles up to the brain. Damage to this area can also affect 
the regularity of respiration when sleeping and ability to concentrate when awake.   

 Some people had only the gastrointestinal form or non paralytic type of polio. It is 
a mystery how many of these people have had silent central nervous system 
involvement and are still subject to post polio. Sixty percent of the neurons must be 
dead before function problems are noted on most physical tests. It has become clear 
that individuals who were diagnosed as having had non paralytic Poliomyelitis also can 
develop new symptoms. Between 1933 and 1983, a total of 484,862 cases of paralytic 



and non paralytic poliomyelitis were reported to the Centers for Disease Control. The 
CDC admits that this number is an under stimulation of the true incidence of polio  and 
it is now thought that for each case of reported polio there were 200 more cases not 
diagnosed. or reported because reporting requirements were not instituted until the late 
1950's. There are over1.5 million persons alive today who are at risk for developing 
symptoms. 

 Bulbar polio involved the brain stem where the centers for the cranial nerves are 
located. The cranial nerves involve smell, vision, and eyeball movements. The 
trigeminal nerve and facial nerve service cheeks, tears function, gums, and muscles of 
the face, etc. The auditory nerves provide hearing, the glossopharyngeal nerve 
controls (in part) swallowing and functions in the throat, taste, and tongue movement. 
The vagus nerve involvement sends signals to the heart, intestines, lungs, and the 
accessory nerves that control upper neck movement. Thus bulbar polio can affect any 
or all of these functions. 

 One of the symptoms of bulbar involvement is a loss of breathing function later in 
life. The main cause of respiratory difficulties in polio survivors is the inability to take a 
deep breath due to weakness of the respiratory muscles and to cough effectively to 
clear secretions and mucus plugs. Sometimes when we cough our ability to bring air 
back into the lungs is a problem. The lack of a good cough can lead to further 
pulmonary complications such as pneumonia, including aspiration pneumonia and 
respiratory insufficiency. Most doctors are unaware of a common post polio problem, 
namely Alveolar Hypoventilation Without Primary Bronchopulmonary Disease 
and Positional Apnea. How many of you are not able to sleep while laying flat on your 
back? I imagine that you probably sleep with your head elevated on a couple of pillows 
and curled up on your right side. Why is this? Your lungs are not damaged by the polio 
but the muscles that make them function usually are. It is very easy to cough the air 
out of your lungs but be unable to pull the air back in. This can result in a cough that 
many doctors interpret as asthma and treat with inhaled steroids, which can damage 
the nerves causing further loss of function. This reflex involves vagus nerve irritability 
and miss diagnosis can lead to a round of erroneous treatment. Steroids are among 
the class of drugs that can cause serious problems to post polio patients. If you were 
or are a smoker these problems are magnified and your life will be much shorter. 

 Individuals who used an iron lung, or barely escaped one, during the acute phase 
should be aware of potential problems to avoid under ventilation and possible 
respiratory failure.  Those survivors who had high spinal polio and who have upper 
body weakness and/or diaphragm weakness may also be at risk. Under ventilation 
(hypoventilation) begins during sleep and results in an elevation of carbon dioxide 
levels and a decrease in oxygen levels in the blood. Causes include respiratory muscle 
weakness, and sleep apnea, (central, obstructive, or mixed). 

 Other contributing factors include diminished vital capacity (VC). A diminished 
vital capacity is common in everyone who is aging. Polio survivors who have 



impairment of the diaphragmatic and/or intercostal (rib) muscles combined with normal 
changes due to aging may lose vital capacity at a rate of 6090% greater than normal, 
thus exacerbating the development of under ventilation. 

 Signs and symptoms include:  daytime sleepiness, morning headaches, feeling 
unrested in the morning, need to sleep sitting up, sleep disturbances (including dreams 
of being smothered, nightmares, restless sleep, interrupted sleep). Other signs may be 
snoring, fatigue or exhaustion from normal activities, poor concentration and impaired 
intellectual function, shortness of breath on exertion, fewer words per breath, use of 
accessory muscles to breath. A weak cough increases susceptibility to respiratory 
infection and pneumonia. 

 An individual experiencing a combination of any of the above should immediately 
seek a respiratory evaluation by a Pulmonologist who is familiar with post polio 
problems, preferably one experienced in neuromuscular disease, and possibly a sleep 
study.  When vital capacity declines from examination to examination to a range under 
1 L (liter), assistance with ventilation must be considered,  

  Under ventilation is a very serious condition, which if ignored and left untreated 
can lead to death. Under ventilation can be aggravated by the use of oxygen therapy. 
Oxygen treatment is not indicated to treat these problems. Our oxygen sensing ability 
is compromised and without proper carbon dioxide levels we will cease to breathe 
altogether. This is very important when we are not fully conscious as during surgery, 
accidents resulting in shock, and being under the influence of depressive type drugs 
such as opiates. Emergency personnel need to know how to administer a cough assist, 
as it is known in respiratory therapy. If an individual’s cough is weak (less than 4.5L. 
[Liters] per sec.), the onset of a cold must be dealt with as a serious and potentially life 
threatening situation.  Manually assisted coughing techniques can provide deep 
breaths to augment cough flows. Techniques include postural drainage, percussion, 
and abdominal thrusts administered by a therapist or a caregiver who places their 
hands on the individual’s abdomen and deliver thrusts timed just before the person 
coughs. For an adult with less than 1.5L of vital capacity, the individual should be given 
the greatest volume of air that he or she can hold in the lungs, either with an Ambu bag 
or volume ventilator, before the thrust In an emergency situation we should not be 
strapped flat on our backs by emergency personnel, but rather they should keep us in 
an upright position or be ready to breath for us with an Ambu bag or positive pressure 
respirator. In an emergency situation a Heimlich maneuver can restore breathing, but it 
will take quite a few minutes to allow our regular breathing rhythm to reassert itself. As 
most emergency personnel and doctors are completely unaware of these problems, it 
is very important that you carry a one page synopsis of your medical history with you at 
all times. 

  Our immune system tried to fight off the virus that was attacking our body. 
Unfortunately the protein signature of the outer covering of the virus is sixty percent 
identical to the myelin sheath, which forms the insulation on our nerves. To oversimplify 



again, this has left us with frayed insulation on all of our nerves. The virus traveled all 
over our body and it did not just target one or two parts of the body such as a leg or 
arm, but damaged all parts of the body to a greater or lesser degree. 

 As our body tried to fight off the virus and recover, its prime directive was to 
restore function. In order to do this, it put into use all the reserve tissues that are 
needed to repair the injuries and declining function of aging. This is why those who 
contracted polio prior to the age of 10 years old had a higher chance of a more normal 
recovery. The nerve tissue had not differentiated, that is to say it had not decided what 
form it would take when it matured and could be patched into whatever use was 
needed. Once a nerve cell is differentiated it can seldom be reprogrammed to switch 
functions. One of the systems usually used for spare parts is the system that the 
muscles use to tell the brain that they are being overused. Simply, we cannot always 
tell when our muscles are being overused. One of the first symptoms of overuse is 
irritability. Since the muscles cannot contact the brain directly the signals are sent via 
the sympathetic nervous system resulting in irritability. The resulting irritability can be 
hard on those around us. 

  If this is ignored, the signals activating the muscles are degraded, the muscle 
starts to twitch, and then signals of pain are felt. The major problem in post polio is to 
be aware of our limits and cease the activity at the first sign of irritability.  Once the pain 
hits, the muscles and nerve pathways are being damaged, sometimes permanently. 
Sometimes my family and friends see the signs before I do, and tell me that I need to 
take a break.  

 Due to the damage brought about by the poliovirus, many muscle cells were 
orphaned. When nearby nerve cells sprouted out to adopt the orphans the sprouts are 
never as strong as the original equipment. In my case, my legs, the muscles only have 
ten percent of the nerve pathways and mass that they originally did. Since each nerve 
can activate up to 1000 muscle cells. This means that each nerve is driving 1000 
muscle fibers. Each remaining muscle fiber has to do ten to 100 times the work for 
which it was designed. If I walk one block, my muscles have to do the same work as a 
normal person walking  over ten blocks. The cells are using many times the oxygen 
and cellular nutrition. In effect, the pain I experience is a type of runners burn caused 
by the buildup of lactic acid and waste products. In my case they routinely build up to 
tens of times the normal level. This is why it takes ten or more times the normal rest to 
get that muscle group back to normal. These over used muscles become inflamed and 
the resulting inflammation can set off many disease processes in the body.  This is why 
tylenol  and opiates are of little use in treating the cause of pain. 

 We must think of our body as a rechargeable battery. The battery will die if it is 
not recharged fully. Another way to think of it is to liken your mobility time to a checking 
account. If you do not replace what you have used you will overdraw your account and 
the more times you do that the more likely it is that the bank will no longer honor your 



checks. If you chronically over use any muscle group, it will cease to be able to 
function. 

 There are many drugs that can cause problems for people with polio damage. 
We live in a time when most patients want an instant fix for their ailments, an antibiotic 
for an illness or a pill or shot for pain. Our doctors are conditioned to respond to these 
expectations.  As we age it is not unusual for patients to go to a different doctor for 
each problem. This can be especially dangerous as one doctor may be unaware of 
what other doctors have prescribed or the interactions and contra indications for other 
conditions. One doctor simply can’t be current on everything.  Insurance companies 
and HMO’s rely on the primary care physician to keep everything straight. The doctor 
may not be as well trained in specific drugs as the other doctors or specialists. Many 
doctors simply do not have time to fully research the drugs they prescribe and rely on 
information supplied to them.  
  
 This leaves us with a potentially serious problem.  We as patients may innocently 
take a medication that may cause further problems or even give us a new ailment 
completely.  As we age we can’t remember everything and many doctors do not care or 
have the time to listen carefully to what we have to tell them. Dr. Paul D. Stolley, M.D. 
(Professor of Medicine, University of Pennsylvania School of Medicine) wrote the 
Preface for the book “Worst Pills Best Pills”. In it he states, “ For older Americans, 
nothing less than the closest attention to their health problems is adequate.  Although 
many older adults can benefit from drugs which lower blood pressure, reduce the pain 
and discomfort of angina or arthritis, or treat other common ailments, they are 
extraordinarily sensitive to adverse effects of medicines, such as drug induced 
Parkinsonism, confusion, decreased coordination, falls and hip fractures, and mental 
deterioration. Thus the best medicine may be no medicine. A medicine that is fine for 
one person may not be good for another. 

 If a drug is needed, the choice could be made by the active and informed 
participation with a sympathetic and unhurried physician.  Furthermore, the continual 
monitoring of the patient is necessary after drug treatment is initiated. Is the desired 
therapeutic effect occurring? Are there adverse effects? When should the drug be 
stopped? Is there the possibility of an undesirable drug interaction because of the other 
drugs the patient is taking?” (Ed. note.  I recommend you read this book and refer to it 
or one like it when new prescriptions come your way.)  
 Many doctors do not realize that post polio carries with it drug interactions and 
consequences that the normal population does not have to deal with and therefore not 
many doctors are familiar with them. They may linger in affect long after their stated 
duration. 

1.  Beta Blockers  Inderal, Propandolol, Cardinol, Corgard, Inderide, Lopressor, 
Tenormin, etc. (Block beta cells which make the muscles work) 
2. Benzodiazapamse.g. Valium, diazepam  (Muscle relaxants reduce the ability to 
control our muscles) 



3.  Opiates (central nervous system depressants) e.g. Darvon, Demerol, Morphine, 
Tylenol 3 (Our central nervous system controls our muscles) 
4.  Steroids   Prednisone, Cortisone, etc.(Our mylin sheath is frayed and degraded 
and these chemicals can act as an acid on our raw nerves.) 
5.  Muscle Relaxants e.g. Norgesic, Norflex,    (includes also Bensodiazapams  
Valium) also drugs similar to them in chemical structure such as Quinine, Quinidine 
and Procaniamide 
6.  Cholesterol lowering medications in the "statin" family as well as  Baycol, 
Lopid® (gemfibrozil) and Mevacor® (lovastatin) 
7.  Medications to increase bone density  Miacalcin, Menasor, Zocot, Fozamax, 
etc. 
8.  Some Antibiotics e.g. Tetracyclines 

 Body mechanics become very important to the continuing normalcy of our 
movements. Many of us have scoliosis or curvature of the spine from long years of 
sitting in a chair that was not fitted to our body. In chairs, one size does not fit all. With 
any chair we sit in, it is very important that the arm of the chair be exactly under our 
forearm when our elbow is bent at 90˚. This keeps our back straight and allows our 
lungs to hold the maximum amount of air. It will also allow us to use the arms of a chair 
to assist us in standing and to pivot in and out of a car. The back of our seat should 
touch our lower back when our knees are bent at a 90˚ angle. This should be the case 
in all chairs that we routinely sit in. I found my ideal easy chair, a Chippendale wing 
chair where the arms are the correct height is and the back is high enough to support 
my head. My sofa is adapted by keeping a matching pillow on the arm to raise the 
armrest to a correct height. 

Choosing a vehicle 
Make sure that your car is also ergonomically correct for you. If your seat is lower 
than your knees, do not buy it.    The muscles in the front of the thigh wear out first in 
most post polio’s, If you have to lift your legs over a threshold of more that two or three 
inches, you will have to expend precious muscle use to get in or out. In my case, 
getting in and out of such a car is thirty minutes of walking time that I will loose. Most 
Asian and European cars have armrests that are much too short to be of use as a pivot 
point  

Do not purchase a car or van with the thought of getting a hoist or ramp 
installed. Most of the cars and vans today cannotI be adapted because of in floor 
storage and crumple zones. I drive a Dodge Grand Caravan with a VMI conversion. It 
was purchased with the conversion in place and is similar to a Braun “Entervan”. It has 
a lowered floor, kneels and has automatic door and ramp in the passenger side. There 
are conversions for many makes of cars with both side and back entry. The conversion 
added $17,000 to the price of my car and is not covered by medicare or insurance. If 
you are still working, your insurance or vocational rehab may pay part of the price. 
However without my scooter the van hauls a tremendous amount and  this has come in 
handy. 



Get a handicapped parking permit if you can.  If you have upper arm problems after a 
long drive or use hand controls, apply for the state toll permit that will allow you to not 
have to pay tolls on any road, bridge or tunnel. Just give your number to the toll taker 
instead of your coins. You can also get a transponder that goes into a zero account so 
that you can use the fast lane. The distance you walk out side of a building is 
subtracted from the distance you can walk inside. 

Safety Equipment 
 When we were young, nobody thought of using helmets, elbow and knee 
padding, and wrist splints to go rollerskating. Helmets are required in our state for bike 
riding children. The use of safety equipment is being taken for granted. Few of us think 
of a cane, walker, or crutches as safety equipment, but it is. One of the first things that 
we notice when post polio makes itself known is our lack of balance and our difficulty 
staying erect if we are bumped. The small muscles in our lower legs and ankles assist 
our balance and wear out very early on in our condition. I may not use my cane in the 
house where I can usually grab a piece of furniture, and thresholds to trip over have 
been eliminated. I do not leave the house or car without my cane. I use it to change 
direction, on my weakest side, for those times when my leg gives out without warning. I 
use a wrist strap so that I don’t have to hold on to it when using that arm for other 
things.  

 Canes must be fitted. The best type of cane to use is one where the handle is 
at 90˚ to the shaft or one that has just a small knob on the top. The top of the cane 
should come to the first wrinkle in the wrist above the base of the thumb. A cane that is 
too long or with a crook handle can cause CarpelTunnel syndrome, tennis elbow, and 
rotor cuff degeneration. If it is too short, your back will not be straight, your lungs will 
not be able to inflate properly, and you may develop lower back problems. 

 As our ankle muscles weaken, our ankles tend to pronate or no longer be straight 
over the heel. This will throw out our knee alignment, hip alignment, and cause lower 
back problems. Orthotics fitted by a knowledgeable doctor and worn as much as 
possible can keep everything in line and reduce their related problems. It is best to 
have the casts made while you are sitting or lying on a table so that the joints can be 
held in the proper alignment when the cast is made. Those made by standing in a tub 
of casting material will not be of any use as they can only replicate an already existing 
problem not prevent it. Proper alignment is vital and can make your moving and 
walking much more efficient. You will walk with less effort and pain. 
Bracing and orthotics should be used before further damage is done not after the fact. 
The idea is to use assistive devices to prevent further loss of function, not as the result 
of injury by bad use of available muscle recourses. They are safety equipment not 
badges of disability. 

Think about using a chair or scooter while it is still an option not your only alternative to 
staying in bed. I use mine when I shop alone or to attend outside activities such as art 



festivals and theme parks. That saves my energy for enjoying the activity and allows 
me to not fall apart when it is over.  With the scooter, I can carry the packages and 
grandchildren. I hate having to leave early because I am tired and so do the people 
with me because they have to leave too. 

 Range of motion exercises are very important. Muscle control and strength can 
be regained to some degree with patterning or putting the muscles through full 
extension and contraction multiple times starting out very gently and being careful to 
never over-stress the muscle group.  If the patient is not able to move the muscle 
group it can be done by a therapist. Joints will stiffen to the point us uselessness 
without motion 

 One of the major problems we have as we age is weight gain. As a rule of thumb, 
a person must briskly walk for half an hour to use up 100 calories.  We do not have the 
muscle mass or ability to exercise and therefore we gain weight. As a rule of thumb 
you have to walk a mile to use up 100 calories.  This weight gain leads to further loss 
of function as the more of us there is for our weakened muscles to move the shorter 
the distance they can move it. As Dr. Bruno suggests, the metabolism of our nerve 
cells is abnormal due to the damage done by the polio. It is so easy to fall into the trap 
of having a little caffeine and a carbohydrate snack to give us a little energy, when what 
we really need is a smaller amount of caffeine and a low carbohydrate, high protein 
snack that is part of a carefully balanced diet. According to Dr. Bruno “If you want to 
treat your PPS by mouth, loose weight, and have less fatigue and try the proven 
dietary “supplement” of taking 16 grams of protein at breakfast”. We must limit our 
intake of simple carbohydrates, also known as the white foods, including bread, rice, 
potatoes, and sweets.  Many post polio people feel better and have fewer symptoms 
when their weight is on the low side of normal and their protein intake is higher than 
their intake of carbohydrates. 

Almost all post polio persons are type A overachievers. There is some controversy 
whether this is a result of the illness and the brain changes inherent in it or the result of 
therapy and social pressure not to be different. Whatever the cause; we are resistant to 
anything that makes us seem different than the average person and reluctant to use 
devices because,we think that using such devices marks us as less valuable than 
others. Rest is not being lazy, but rather an important part of our recovery of function 
after use. We normally work harder than the average person and far longer than our 
bodies should. We are our own worst enemies in refusing to acknowledge what is 
taking place or to cause a fuss. We are very vain when it comes to using assistive 
equipment. We are also usually five percent more intelligent than the normal population 
so start using that extra five percent where it will do the most. Take care of yourself, so 
that you have as much function as possible, for as long as possible, and have fun 
doing it 
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