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This book describes
Lewy Body Dementia,
Diagnosis and Treatment and Related Diseases which is seen in some
of my patients in my Family Clinic.

 


(What You Need to
Treat Lewy Body Dementia)

 


This e-Book is licensed for your personal
enjoyment only. This eBook may not be re-sold or given away to
other people. If you would like to share this book with another
person, please purchase an additional copy for each reader.

 


If you’re reading this book and did not
purchase it, or it was not purchased for your use only, then please
return to Smashwords.com and purchase your own copy.

 


Thank you for respecting the hard work of
this author.

 


 



Introduction

 


I have been writing medical articles for my
blog: http://kennethkee.blogspot.com (A Simple Guide to Medical
Disorder) for the benefit of my patients since 2007.

 


My purpose in writing these simple guides was
for the health education of my patients.

 


Health Education was also my dissertation for
my Ph.D (Healthcare Administration).

 


I then wrote an autobiography account of my
journey as a medical student to family doctor on my other blog:
http://afamilydoctorstale.blogspot.com.

 


This autobiography account “A Family Doctor’s
Tale” was combined with my early “A Simple Guide to Medical
Disorders” into a new Wordpress Blog “A Family Doctor’s Tale” on
http://kenkee481.wordpress.com.

 


From which many free articles from the blog
was taken and put together into 800 eBooks.

 


Some people have complained that the simple
guides are too simple.

 


For their information they are made simple in
order to educate the patients.

 


The later books go into more details of
medical disorders.

 


The first chapter is always from my earlier
blogs which unfortunately tends to have typos and spelling
mistakes.

 


Since 2013, I have tried to improve my
spelling and writing.

 


As I tried to bring the patient the latest
information about a disorder or illness by reading the latest
journals both online and offline, I find that I am learning more
and improving on my own medical knowledge in diagnosis and
treatment for my patients.

 


My diagnosis and treatment
capability has improved tremendously from my continued
education.

 


Just by writing all these simple guides I
find that I have learned a lot from your reviews (good or bad),
criticism and advice.

 


I am sorry for the repetitions in these
simple guides as the second chapters onwards have new information
as compared to my first chapter taken from my blog.

 


I also find repetition definitely help me and
maybe some readers to remember the facts in the books more
easily.

I apologize if these repetitions are
irritating to some readers.

 



Chapter 1

 


Lewy Body Dementia

 


(Chapter from A Simple Guide to Lewy-Body
Dementia 2022 by Kenneth Kee)

 


What
is Lewy body dementia?

 


Lewy body dementia (LBD) is a disease linked
with abnormal deposits of a protein termed alpha-synuclein in the
brain.

 


These deposits, termed Lewy bodies, affect
chemicals in the brain whose alterations, in turn, can cause
problems with thinking, movement, behavior, and mood.
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Lewy bodies are small, circular deposits of
alpha-synuclein proteins that collect in brain cells and are often
discovered in Parkinson's patients.

 


Lewy-Body Dementia (LBD) is normally
discovered in those with no family history of the disorder.

 


It is not known precisely how Lewy bodies
affect brain function and cause dementia.

 


Doctors believe that the bodies disrupt the
functioning of dopamine and acetylcholine, messenger chemicals
accountable for regulating memory, mood, learning, and
cognition.

 


Most manifest with a movement disorder part
and the diagnosis obtained in life often depends on the interval
between the diagnosis of dementia and the start of movement
disorder symptoms.

 


If a medical diagnosis of Parkinson disease
is accompanied by dementia a minimum of 1 year later, then a
diagnosis of Parkinson disease dementia (PDD) is made.

 


If the start of dementia happen before or is
concurrent with the start of Parkinson disease, then the medical
diagnosis of dementia with Lewy bodies (not to be confused with
LBD) is made.

 


By the time the postmortem diagnosis of LBD
can be verified, years would have passed since the initial medical
diagnosis, making Parkinson disease dementia and LBD difficult to
differentiate.

 


Most LBDs are sporadic and are often linked
with higher age and the male sex.

 


Lewy Body Dementia (LBD) comprises 2 medical
entities:

1. Dementia with Lewy bodies (DLB) and

2. Parkinson disease dementia (PDD).

 


It is a progressive degenerative brain
disorder featured by dementia, psychosis, and symptoms of Parkinson
disease.

 


DLB and Parkinson disease dementia have
typical neuropathology alterations, such as deposit of
alpha-synuclein in Lewy bodies and neurites, and loss of tegmental
dopamine cell populations and basal forebrain cholinergic
populations.

 


It is the third most frequent form of
dementia after Alzheimer disease and Vascular dementia.

 


It features the deposition of Lewy bodies in
the brain that are intra-neuronal cytoplasmic inclusion bodies
having aggregates of alpha-synuclein and ubiquitin.

 


There persists to be a debate between the
relationship between Parkinson disease and LBD.

 


The latest LBD research group has imposed an
arbitrary 12-month rule to differentiate LBD from Parkinson disease
with dementia.

 


If the patient has Parkinson disease for 12
months or longer before any cognitive impairment is observed, then
the disorder is most likely Parkinson disease with dementia; if the
time period is shorter then the disorder is LBD.

 


In most cases of LBD, dementia happens before
the motor signs, especially episodes of diminished responsiveness
and visual hallucinations.

 


Lewy bodies are spherical eosinophilic
intra-neuronal inclusion bodies enclosed by a clear halo and their
distribution and number are the diagnostic features of LBD.

 


In pigmented neurons, LBs are easy to detect
with standard hematoxylin and eosin-stained sections.

 


Lewy bodies comprise a number of different
clustered proteins, the most diagnostically useful of which is
alpha-synuclein.

 


Loss of pigment-bearing neurons is observed
in the pigmented nuclei of the brainstem followed by the presence
of neuromelanin in scavenger macrophages (pigment
"incontinence").

 


Pigment loss in Parkinson disease is most
severe in the ventrolateral tier of the substantia nigra, which is
different with normal aging, in which some pigment loss is observed
in the dorsal tier.

 


Immunohistochemical staining against
alpha-synuclein helps in detection of Lewy bodies in non-pigmented
neurons such as in cortex

 


The distribution of Lewy bodies in the
central nervous system spreads in a rostral manner.

 


Incidental Lewy bodies present only in the
medulla are normally medically silent or may be linked with
pre-mortem symptoms of autonomic dysfunction.

 


A brain stem–predominant distribution of LB
in the medulla and substantia nigra may be medically silent or
linked with a pre-mortem medical diagnosis of Parkinson
disease.

 


Limbic distribution involves brainstem
structures, and the amygdala, entorhinal cortex, and cingulate
gyrus.

 


The medical link for this stage is not clear
but may involve cognitive impairment.

 


Diffuse distribution affects all of the
brainstem and limbic structures, and the isocortex.

 


In diffuse Lewy-Body Dementia, the cortex is
inconsistently atrophic, and, in more severe cases, vacuolization
of the superficial cortical layers often is evident.

 


Most LBD can be categorized using hematoxylin
and eosin sections of substantia nigra and staining against
alpha-synuclein in sections of medulla, amygdala, cingulate gyrus,
and frontal cortex.

 


Pathological alterations of LBD and AD may
also happen together in patients with dementia.

 


Lewy body dementia is one of the most
frequent causes of dementia affecting more than 1 million persons
in the USA.

 


People normally show symptoms at age 50 or
older, although some younger people have LBD.

 


LBD appears to affect slightly more men than
women.

 


Diagnosing LBD can be difficult.

 


Early LBD symptoms are often confused with
similar symptoms present in other brain diseases or in psychiatric
disorders.

 


Lewy body dementia can happen alone or along
with other brain disorders.

 


It is a progressive disorder, indicating that
the symptoms start slowly and worsen over time.

 


The disease persists an average of 5 to 8
years from the time of diagnosis to death, but can vary from 2 to
20 years for some people.

 


The speed at which symptoms develop and
change differs greatly from person to person, depending on general
health, age, and severity of symptoms.

 


In the early stages of LBD, symptoms can be
negligible, and people can function fairly normally.

 


As the disease progresses, people with LBD
require more help due to deterioration in thinking and movement
abilities.

 


In the later stages of the disease, they
often are dependent totally on others for assistance and care.

 


Some LBD symptoms may react to treatment for
a period of time.

 


Presently, there is no cure for the
disease.

 


Research is improving the understanding of
this difficult disorder, and advances in science may one day result
in better diagnosis, improved care, and new treatments.

 


What are the causes of Lewy body
dementia?

 


Causes

 


The precise cause of LBD is not known but
scientists are learning more about its biology and genetics.

 


The accumulation of Lewy bodies is linked
with a loss of certain neurons in the brain that produce two
important chemicals that act as messengers between brain cells
(called neurotransmitters).

 


One messenger, acetylcholine, is necessary
for memory and learning.

 


The other messenger, dopamine, plays an
important part in behavior, cognition, movement, motivation, sleep,
and mood.

 


Scientists are also finding out about risk
factors for LBD.

 


A risk factor is something that may elevate
the chance of developing a disease.

 


Some risk factors can be regulated while
others cannot.

 


Age is regarded as the strongest risk
factor.

 


So far no specific lifestyle factor has been
shown to increase one's risk for LBD.

 


Other known risk factors for LBD are:

1. Certain diseases and health disorders,
particularly Parkinson's disease and
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