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Newsletter  Spring 2013 

The Parkinson’s and Movement Disorder 

Foundation will join forces again this year 

with the American Parkinson’s Disease 

Association and the National Spasmodic 

Torticollis Association, to host another 

Zent-A-Thon 5K Walk/Run fundraiser at 

Mile Square Park in Fountain Valley, 

California.  

 

Last year, the Zent-A-Thon 5K Walk/Run 

was held on Saturday, June 30th at Mile 

Square Park in Fountain Valley, Califor-

nia. 125 people registered for the event 

and more than 150 people showed up. The 

fundraiser raised awareness in the com-

munity and funding for the three organiza-

tions that provide services to people who 

have Parkinson’s disease and/or other 

movement disorders. The event was very 

successful and PMDF raised over $3,000 

in registrations and donations. 

 

If you are in Orange County, LA County, 

or San Diego County, bring your family 

and friends to participate in the event. 

You can walk the 5K, run the 5K, or both. 

Afterwards, enjoy a delicious lunch pro-

vided by Katella Deli.  

 

Street parking available around Mile 

Square Park is free. If you park your car 

inside, parking is $5 per vehicle. To regis-

ter, fill out the registration form on page 

7. You can also register online at: 

www.pmdf.org/zentathon.html 

 

Zent-A-Thon 5K Walk/Run Fundraiser 

Saturday, June 8, 2013 

$25 a person to register  

$5 parking inside the park 

Free street parking  

Free T-shirt, food and beverages provided 

for participants 

 

Location: 

Mile Square Park 

16801 Euclid St. 

Fountain Valley, CA 92708  

Group Shelters 017 on Edinger Avenue 

 

Schedule: 

8:30 AM – sign-in 

9:45 AM – warm-up stretch 

10:00 AM – 5K Walk/Run  

11:00 AM – lunch available, courtesy of 

Katella Deli 

4th Zent-A-Thon 

5K Walk/Run Fundraiser 



Dear Friends of PMDF, 

 

In talking with others who have Parkinson’s Disease, I have often found that my 

idea of the function of various Parkinson’s medications differed from theirs, and 

there were some areas that were pretty unclear. I did a lot of reading on the inter-

net, from Wikipedia to drug manufacturers’ drug information, to see what I could 

learn. The following information is a summary of what I found. Note that I am not 

a doctor (and I don’t even play one on television); consult with your own neurolo-

gist about your specific situation. 

 

First, some background. Parkinson’s Disease (PD) is characterized by disruption of nerve signals in the 

basal ganglia portion of the brain. This disruption is caused by the death of nerve cells in a region of the 

basal ganglia known as the substantia nigra. Motor symptoms of PD may become evident when 50-80% 

of these nerve cells die. In our brains, nerve signals are transmitted from cells located in the substantia 

nigra that project thin tendrils known as axons to other parts of the basal ganglia. These signals can affect 

dendrites of other nerve cells at locations called receptors. The junction at which the axon and dendrite 

meet is a synapse. The signal is sent through the synapse when the axon releases a neurotransmitter 

chemical, in this case dopamine, which attaches to receptors on the dendrite, causing it to send an electri-

cal pulse to the nerve cell body and thence to its own axon for further propagation. In some cases neuro-

chemicals such as dopamine inhibit the activity of nerve cells on which they act, and in other cases, they 

stimulate them.  

 

Once dopamine is released into the synapse and has exerted its effects on the dendrites of other nerve 

cells, it must be cleared away so that the dendrites can be free to signal again. Some of the dopamine in 

the synapse is broken down by proteins called enzymes and some is scooped back up into the cells that 

released it. The latter mechanism is called dopamine reuptake.  

 

Many of the most bothersome and disabling symptoms of PD are caused by the lack of available dopa-

mine. Ideally, we would either revive the non-functional dopamine-generating neurons or induce other 

cells to generate dopamine. Neither of these is possible today, although there are promising research ef-

forts. Instead, we must either increase the amount of dopamine available or make better use of the existing 

dopamine. In practice we often do both. 

 

Increasing available dopamine 

Dopamine cannot be administered as a drug because it does not enter the brain from the blood. Instead, 

levodopa (L-DOPA) is given. Levodopa crosses the blood-brain barrier easily, and it is converted to dopa-

mine in the brain. Unfortunately, it is also converted to dopamine outside the brain, where it causes sig-

nificant undesirable side effects. A drug known as carbidopa prevents this conversion. Carbidopa does not 

cross the blood-brain barrier, so when it is taken with levodopa, it prevents the levodopa-to-dopamine 

conversion outside the brain without interfering with levodopa’s conversion to dopamine inside the brain. 

The combination of these two drugs is the most common drug therapy for Parkinson’s disease today. It 

was originally sold under the trade name Sinemet® and is now available as a generic. 

 

There is another mechanism that reduces the amount of levodopa that gets into the brain from the blood 

stream: the enzyme COMT converts levodopa to a form that does not easily cross the blood-brain barrier. 

The drug Comtan® (generic: entacapone) interferes with this enzyme, allowing more of the levodopa to 
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reach the brain. It also smoothes the ups and downs of the level of levodopa. Entacapone added to 

levodopa and carbidopa is sold under the trade name Stalevo® and is also available generically. It is most 

often prescribed when the effectiveness of Sinemet begins to wear off before the next dose is due. Studies 

showed that it decreased “off” time and increased “on” time by over an hour each per day. 

 

Enhancing available dopamine’s effects 

Mirapex® (generic: pramipexole) and Requip® (generic: ropinirole) are dopamine agonists, meaning that 

they enhance or mimic the action of dopamine. They do this by partially binding to the dopamine recep-

tors so that less dopamine is required to trigger a response. These drugs have caused compulsive behavior 

(often related to gambling, pornography, or shopping) in some patients; users and their caregivers should 

alert their neurologist if they notice any signs of such behaviors. 

 

Azilect® (generic: rasagiline) is an MAO-B inhibitor: it protects the unbound dopamine in the brain from 

being broken down by monoamine oxidase type B. This leaves more dopamine available for reuptake and 

also floating freely where it makes triggering the dendritic receptors easier. 

 

Both types of drugs may be given before starting levodopa therapy or as an adjunct to it. If given as an 

adjunct, they may make it possible to decrease the dosage of levodopa. 

 

There are other drugs in all of these classes, with varying effectiveness and side effects. PD is highly indi-

vidualistic; the correct drugs for an individual must be determined by trial, and will change over the 

course of the disease. Talk to your doctor about your prescriptions, and if you are having any undesirable 

side effects, ask about possible alternatives. Research continues, and exciting new therapies are coming! 

 

And speaking of research… 

We have two events coming up to fund research into Parkinson’s Disease and other movement disorders: 

the fourth annual Zent-A-Thon 5K run/walk on June 8, and our fundraiser dinner on October 6. See the 

first page of this newsletter for information about the Zent-A-Thon. There will be more details on the 

fundraiser dinner in the next PMDF newsletter. Mark your calendars, and we hope to see you there! 

 

 

 

Sincerely, 

 

 

Mark Wadsworth 

PMDF President 
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New Dystonia Gene 
 

by Mary Ann Chapman, Ph.D. 

Many dystonias are caused by al-

terations in the DNA sequence of 

one or more genes. Genes are the 

blueprints that our bodies use to 

make proteins, which then carry 

out the functions in our cells. If a 

protein is not made correctly due 

to an abnormal gene, cells may not 

work properly. In the case of 

dystonias, faulty proteins in cer-

tain brain cells can interfere with 

cell-to-cell communication, result-

ing in unwanted and uncontrolla-

ble movements. 

 

A variety of dystonia genes have 

been identified, and researchers 

are finding more each year. Differ-

ent DNA alterations can even be 

found within a single gene, as is 

the case with a dystonia gene 

known as GNAL (short for gua-

nine nucleotide-binding protein G 

olfactory subunit alpha). Research 

published over the past few 

months has linked the GNAL gene 

to dystonia that occurs in different 

families. Two of the researchers 

who are authors on these studies 

are past PMDF grant award win-

ners—Dr. Susan Bressman from 

Albert Einstein College of Medi-

cine in New York City and Dr. 

Mark LeDoux from the University 

of Tennessee Health Science Cen-

ter. Drs. Truong and Frei from the 

Parkinson’s and Movement Disor-

ders Institute in Fountain Valley, 

California, were also authors on 

one of these studies. 

 

While every discovery of a new 

dystonia gene is exciting, the 

GNAL gene is especially impor-

tant because scientists actually un-

derstand some of its functions.  

Before GNAL was found to be 

involved in dystonia, researchers 

had been studying its normal role 

in cells. This research showed that 

GNAL was involved in olfaction 

or smelling. It is not surprising, 

then, that people with alterations 

in this gene often have trouble 

smelling things. Another function 

of GNAL is to help convey mes-

sages from outside the cell to in-

side the cell in a part of the brain 

known as the basal ganglia. The 

basal ganglia are groups of nerve 

cells in the brain that are critical to 

motor function—they are affected 

in both dystonia and Parkinson’s 

disease. When GNAL is not work-

ing properly, nerve cells in certain 

parts of the basal ganglia can re-

ceive information from other nerve 

cells, but they cannot convey it to 

other parts of the cell. A link in the 

message chain is broken. Because 

the brain region affected is in-

volved in motor control, the gene 

alterations manifest as motor prob-

lems. 

 

Even though scientists have an 

idea of how the GNAL gene func-

tions, many unanswered questions 

remain. For example, people with 

alterations in GNAL have them 

from birth, but dystonia doesn’t 

usually show up until adulthood. 

Why? We would also like to 

known how the GNAL gene is re-

lated to the many other dystonia 

genes that have been identified. 

Additionally, why does dystonia 

affect different parts of the body in 

different individuals with the same 

or similar genetic alterations? 

 

 

 

 

 

 

 

 

 

 

 

 

As research progresses, these 

questions will hopefully be an-

swered. Meanwhile, new dystonia 

genes have the potential to help us 

further understand the cause of the 

uncontrollable movements that 

characterize dystonia and may 

even permit treatments to be tar-

geted at the altered genes or the 

faulty proteins with which they are 

associated. 

DNA 

Image credit: National Institute of General 

Medical Sciences 



Parkinson’s Treatment May Unleash Inner Creativity 
 

by April Ingram, BSc Kin. 

During the holidays, people often 

acknowledge the kindness of their 

physicians with tokens of thanks 

such as chocolates or baked treats. 

Dr. Inzelberg, from Tel Aviv, Is-

rael noticed a surprising trend dur-

ing the holiday season a few years 

ago, when the usual gifts from pa-

tients weren’t usual at all. The 

clinic staff and doctors were sur-

prised to realize that an increasing 

number of patients being treated 

for Parkinson’s disease were 

bringing in poems or works of art 

that they had made themselves. 

 

Curious and inspired by the trend, 

Dr. Inzelberg scoured the medical 

literature for more information. 

She found that others around the 

world had also reported an in-

crease in creativity in their patients 

with Parkinson’s disease and noted 

that all were treated with drugs 

that enhance the effects of dopa-

mine in the brain. Dopamine is a 

brain chemical that aids in the 

transmission of motor commands 

and when it is lacking in people 

with Parkinson’s disease, it is typi-

cally associated with tremors and 

challenges with coordination of 

movement.   

 

Medications used in the treatment 

of Parkinson's disease help to in-

crease dopamine levels in the brain 

or mimic its action. Dopamine is 

also connected to the joy or satis-

faction that is felt after an accom-

plishment or completed task and it 

is this action that researchers be-

lieve relates to increasing creativ-

ity, when dopamine levels inten-

sify. Because dopamine therapy 

has been associated with loss of 

impulse control and a lowering of 

inhibitions, it has been speculated 

that some people are expressing 

the concealed talents that they did 

not have the courage to embrace 

and demonstrate before.   

 

Stories have emerged about an ar-

chitect who began to draw and 

paint human figures after treat-

ment, and a person who had never 

been involved in creative arts prior 

who became a prize-winning poet. 

Another individual, usually wheel-

chair-bound or dependent on a 

walker, creates intricate wooden 

sculptures that have been dis-

played in galleries. The artistic 

works of people with Parkinson’s 

disease have been featured in gal-

leries, books, and calendars, and 

sold for foundation fundraising. 

When questioned about their re-

ported surge of creativity, some 

have said that they feel a direct 

connection between their artistic 

feelings and medication dose, ex-

plaining that when the dose is 

higher, they feel they can create 

more freely. 

 

Creativity and artistic expression 

can be therapeutic for many peo-

ple, both psychologically and 

physiologically. People have told 

their physicians that they feel hap-

pier when they are kept busy with 

art projects and experience a de-

crease in frustration with move-

ment challenges and motor skills. 

This can be explained by research 

involving people with dementia or 

those who have experienced a 

stroke, which shows that external 

stimuli can sometimes bypass mo-

tor issues and foster normal move-

ment. This is why art or music 

therapy has been used to assist 

with lost skills for people with 

these diseases or conditions. Simi-

lar types of art therapy are already 

used for dementia and stroke pa-

tients to help mitigate the loss of 

verbal communication skills, for 

example.  

 

Researchers do not yet understand 

why some patients with Parkin-

son’s disease seem to exhibit in-

creased creativity while others do 

not. However, the topic has 

sparked a flurry of research. In re-

sponse to these findings, more 

physicians may be asking their 

patients about bursts of artistic in-

spiration, in addition to the usual 

conversations about medication 

side effects and batteries of diag-

nostic tests.  
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Dystonias are a group of move-

ment disorders in which muscles 

contract involuntarily. Often, op-

posing groups of muscles will con-

tract at the same time, creating a 

feeling of a tug-of-war between 

the two. These frequent, often pat-

terned and repetitive muscle con-

tractions can cause a person’s 

body to twist and bend into diffi-

cult and awkward postures, and 

cause severe strain, leading to 

variable degrees of disability and 

pain. 

 

Although movement is controlled 

and monitored by many regions in 

the brain, researchers have deter-

mined that the ganglia, a deep re-

gion of the brain that monitors the 

speed of movement and controls 

unwanted movements, is most af-

fected by dystonia. The basal gan-

glia send signals to the muscles, 

and when these signals become 

irregular and chaotic, unwanted 

muscle movements occur. An ab-

normal cycle of brain/muscle com-

munication is created as the re-

ceiving muscles tend to respond 

back to the brain with their own 

abnormal messages. 

 

Dystonias can be classified at least 

two different ways. They can be 

the primary or main disorder or 

they can be secondary to another 

disease or condition such as 

trauma. Primary dystonias are 

likely to be caused by genetic ab-

normalities. They are character-

ized as chronic disorders, and typi-

cally do not impact or impair cog-

nition or intelligence, or shorten a 

person's life span. If dystonia oc-

curs as a symptom of another dis-

ease or condition, as a secondary 

dystonia, a person may be affected 

by the complications of that disor-

der. 

 

Dystonias may also be classified 

by the part or parts of the body 

affected. Generalized dystonia af-

fects most of or all of the body, 

while focal dystonia affects a spe-

cific body part. Some of the most 

common types of focal dystonias 

are torticollis, which affects the 

neck, and blepharospasm, which 

affects the eyes. In some cases, 

dystonia is “task specific,” mean-

ing that it is only problematic dur-

ing certain activities such as writ-

ing or playing an instrument. Mul-

tifocal dystonia affects more than 

one unrelated body part, whereas 

segmental dystonia involves adja-

cent body parts such as the eyes 

and lower face. Hemidystonia af-

fects the arm and leg on the same 

side of the body. 

 

In order to diagnose dystonia, phy-

sicians must carefully observe a 

person’s movements and physical 

signs and symptoms, as well as 

consider their complete medical 

history. Although there are cur-

rently no laboratory or imaging 

tests that can confirm a dystonia 

diagnosis, a physician may request 

certain tests as a way to rule out 

other contributing conditions or 

disorders. Neurologists who spe-

cialize in movement disorders are 

often the ones who diagnose and 

manage dystonias. Because dysto-

nias include a wide variety of 

symptoms and characteristics, and 

each person with dystonia is 

unique, the ability to provide a 

generalizable prognosis of the dis-

order is challenging. 

Primary dystonia often stabilizes 

within five years of onset or pro-

gresses slowly to affect one or 

more adjacent body parts. How-

ever, symptoms may continue to 

fluctuate, particularly in circum-

stances exacerbated by stress, 

which may make symptoms tem-

porarily worse. Although there is 

no cure for dystonias, treatments 

that may improve symptoms in-

clude oral medications, neurotoxin 

injections, surgery or, less inva-

sively, physical or occupational 

therapy, stress management and 

relaxation techniques. Although 

these treatments improve the lives 

of many people with dystonias, 

they are not effective in all cases 

and research into the causes and 

treatments continues. 

Backgrounds on Dystonias 
 

by April Ingram, BSc Kin. 

Dystonia Facts 

The most common dystonia is torticol-
lis and involves person’s neck, 
making it difficult to hold their 
head straight. 

In primary dystonia, the person has no 
other neurological symptoms or 
associated disorders.  The cause 
may be genetic. 

In secondary dystonia, the person’s 
symptoms can be attributed to 
other diseases, conditions, trauma 
or drug exposure. 

Dystonia treatment may include physi-
cal/occupational therapy, relaxa-
tion practices, oral medications, 
neurotoxin injections or surgery. 

Dystonia symptoms/spasms tend to 
decrease in intensity during peri-
ods of rest or sleep. 

Scott Adams, the cartoonist that cre-
ated Dilbert, had to temporarily 
stop the series due to dystonia in 
his drawing hand, also known as 
writer’s cramp. 
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Movement  

Disorder 

ZENT-A- THON 

Registration Form 
 

NAME: _________________________________________________________________________ 

 

ADDRESS: ______________________________________________________________________ 

 

CITY: _____________________________________STATE:__________ZIP:_________________ 

 

EMAIL: ________________________________________PHONE: _________________________ 

 

5K T-SHIRT SIZE (Circle One)  Adult:  M L XL  Minimum age of entry 13 

 
IN CASE OF RAIN: The race will proceed as planned.  We reserve the right to change the date under extreme circumstances.   

ENTRY FEES 

 

  Entry Fee:        $_________ ($25) 

 

  Additional Donation:        $_________ 

 

  Total:             $_________ 

 

  My Employer has a  

  Matching Gift Program:    $_________  

   

  Please make check payable to PMDF 

 

  Visa (  )     MasterCard (  ) 
 

  ______________________________ 
  Credit Card No. 
 

  ______________________________ 
  Expiration Date 
 

  ____________________________ 
  CVV Code (last 3 digit on the back of your card) 

   

  Mail Entry Form & Payment to: 

  PMDF 

  18430 Brookhurst Street, Suite 202 P 

  Fountain Valley, CA 92708 

  For more information call: 714-369-7426 

ADDITIONAL DONATIONS 
Donations are tax-deductible and an acknowledgement letter will be sent to the donor for tax purposes 

Contributor Information   

First Name Last Name Mailing Address Amount 

        

        

        

        

        

        

        

RELEASE FORM (all registrations must be signed) 
 

I hereby waive any and all claims against APDA, PMDF, 

NSTA, event sponsors, personnel, and all other persons, 

firms, corporations and/or entities or anyone associated with 

this event, their respective or successors, for any injury or 

claims for damages that I may suffer from participation in this 

event.  I grant full permission for organizers to use photo-

graphs, videotapes, recordings or any other record for this 

event. 

 

 ____________________________________________ 

 Signature 
 

 ____________________________________________ 

 Date 
 

 ___________________________________________ 

 Signature of parent or guardian (if under 18 years old) 
 

 ____________________________________________ 

Mail-in registrations 

must be postmarked 

by June 4, 2013 

5K Run/Walk 

Saturday 

June 8, 2013 

8:30 a.m. 



OUR MISSION 

 
To support basic and clinical research into the causes, treatments and cures for Parkinson’s disease and other 

movement disorders such as dystonia, myoclonus, spasticity, and tremor. 

 

The Parkinson’s and Movement Disorder Foundation is committed to working with other organizations that 

have similar philosophies in an effort to bring together expertise from both basic and clinical science per-

spectives. 

 

We are dedicated to enhancing the quality of life for those who suffer from movement disorders and their 

families, through research, education, and community outreach. 

 

 


