
tau anatomy
tau anatomy is an intricate topic that delves into the structural and functional aspects of tau
proteins within the human body, particularly in the brain. Tau proteins play a critical role in stabilizing
microtubules, which are essential for neuronal function. Understanding tau anatomy is vital for
comprehending various neurodegenerative diseases, including Alzheimer’s disease and other
tauopathies. This article will explore the structure, functions, and significance of tau proteins, as well
as their implications in health and disease. We will also discuss the current research trends and
potential therapeutic approaches targeting tau-related conditions.
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Introduction to Tau Anatomy
Tau proteins are a family of microtubule-associated proteins that are primarily expressed in neurons.
They are crucial for maintaining the stability and integrity of microtubules, which are essential
components of the cytoskeleton. Tau proteins are encoded by the MAPT gene located on chromosome
17. Their anatomy consists of several different isoforms that vary in length and structure, depending
on alternative splicing of the MAPT gene. Understanding tau anatomy is important not only for basic
neuroscience but also for elucidating the pathological mechanisms underlying various neurological
disorders.

The significance of tau anatomy extends beyond mere cellular structure; it encompasses the dynamic
interactions tau proteins have with microtubules and other cellular components. As we explore the
detailed structure of tau proteins, we will uncover how their functions can be altered in disease states,
leading to neurodegeneration. This discussion will also include insights into ongoing research aimed
at developing therapeutic strategies that target tau pathology.

Structure of Tau Proteins
The structure of tau proteins is complex and highly specialized, facilitating their role in neuronal
stability. Tau proteins share a common structure that includes several key domains:



Proline-Rich Region
The proline-rich region is located at the N-terminus of tau proteins. This region is involved in protein-
protein interactions and may play a role in the binding of tau to other proteins within the cell.

Microtubule-Binding Domains
Tau proteins contain microtubule-binding domains that are essential for their primary function of
stabilizing microtubules. These domains are characterized by repetitive sequences of amino acids
that allow tau to bind to the tubulin subunits of microtubules effectively.

Repeat Domain
The repeat domain consists of four or three repeat sequences that are critical for microtubule
interaction. The presence of these repeats is what differentiates the various isoforms of tau. The
number of repeats can influence the binding affinity and stability of tau to microtubules.

C-terminal Domain
The C-terminal region of tau proteins is less conserved and varies among different isoforms. This
region is important for the regulation of tau’s binding to microtubules and may influence its solubility
and aggregation properties.

Functions of Tau Proteins
Tau proteins have several critical functions within the neuronal environment. Their primary roles
include:

Microtubule stabilization: By binding to microtubules, tau proteins prevent their disassembly
and contribute to the overall structure of the neuronal cytoskeleton.

Regulation of axonal transport: Tau is involved in facilitating the transport of organelles and
other cargo along microtubules, which is essential for neuronal survival and function.

Signal transduction: Tau proteins can participate in various signaling pathways that are crucial
for neuronal health and responsiveness to external stimuli.

Influence on neuronal morphology: Tau plays a role in maintaining the shape and structure of
neurons, which is vital for synaptic function.

The proper functioning of tau proteins is essential for maintaining neuronal health. However, when tau
becomes hyperphosphorylated or misfolded, it can lead to the formation of neurofibrillary tangles, a
hallmark of several neurodegenerative diseases.



Tau in Neurodegenerative Diseases
The dysregulation of tau proteins is implicated in a range of neurodegenerative diseases, collectively
referred to as tauopathies. The most notable of these is Alzheimer’s disease, where the accumulation
of hyperphosphorylated tau forms neurofibrillary tangles that disrupt neuronal function.

Alzheimer’s Disease
In Alzheimer’s disease, tau pathology correlates with cognitive decline and the severity of the
disease. The presence of neurofibrillary tangles is considered a better predictor of disease progression
than amyloid plaques. Understanding the role of tau in this context is crucial for developing effective
treatments aimed at slowing the progression of the disease.

Other Tauopathies
Besides Alzheimer’s, other tauopathies include Frontotemporal Dementia (FTD), Progressive
Supranuclear Palsy (PSP), and Corticobasal Degeneration (CBD). These diseases exhibit varying
degrees of tau pathology, each characterized by distinct clinical symptoms and patterns of
neurodegeneration.

Current Research and Therapeutic Approaches
Research into tau anatomy and its pathological role in neurodegenerative diseases is a rapidly
evolving field. Scientists are exploring various therapeutic strategies aimed at targeting tau
aggregation, hyperphosphorylation, and neuroinflammation.

Therapeutic Targets
Potential therapeutic approaches include:

Small molecule inhibitors: These aim to prevent tau phosphorylation and aggregation.

Immunotherapy: Monoclonal antibodies directed against tau proteins are being developed to
facilitate the clearance of tau aggregates from the brain.

Gene therapy: Strategies aimed at modifying the expression of the MAPT gene or its protein
products are under investigation.

Neuroprotective agents: Compounds that enhance neuronal resilience and reduce tau-related
toxicity are also being studied.

The effectiveness of these approaches is currently under investigation in clinical trials. As our



understanding of tau anatomy deepens, so does the potential for developing targeted therapies that
could significantly alter the course of tauopathies.

Frequently Asked Questions

Q: What is tau anatomy?
A: Tau anatomy refers to the structural and functional characteristics of tau proteins, which are
critical for stabilizing microtubules in neurons and play a significant role in various neurodegenerative
diseases.

Q: How do tau proteins function in the brain?
A: Tau proteins stabilize microtubules, facilitate axonal transport, and influence neuronal morphology,
which is essential for maintaining proper neuronal function.

Q: What are tauopathies?
A: Tauopathies are a group of neurodegenerative diseases characterized by the aggregation of tau
proteins in the brain, leading to neuronal dysfunction and cell death. Examples include Alzheimer’s
disease and Frontotemporal Dementia.

Q: Why is tau important in Alzheimer's disease?
A: Tau is important in Alzheimer's disease because its hyperphosphorylation and aggregation form
neurofibrillary tangles, which are associated with cognitive decline and disease progression.

Q: What therapeutic strategies are being explored for tau-
related diseases?
A: Therapeutic strategies include small molecule inhibitors of tau phosphorylation, immunotherapy
with monoclonal antibodies, gene therapy targeting the MAPT gene, and neuroprotective agents that
enhance neuronal resilience.

Q: Are there different isoforms of tau proteins?
A: Yes, tau proteins exist in multiple isoforms due to alternative splicing of the MAPT gene, resulting in
variations that differ in length and microtubule-binding capacity.



Q: What role does hyperphosphorylation play in tau
pathology?
A: Hyperphosphorylation of tau leads to its misfolding and aggregation, resulting in neurofibrillary
tangles that disrupt neuronal function and contribute to neurodegenerative diseases.

Q: Can tau proteins be targeted for therapeutic interventions?
A: Yes, tau proteins are a key target for therapeutic interventions aimed at reducing tau aggregation,
preventing hyperphosphorylation, and promoting clearance of tau aggregates from the brain.

Q: What are the potential outcomes of targeting tau in
therapy?
A: Targeting tau in therapy aims to slow or halt the progression of tauopathies, improve cognitive
function, and enhance the quality of life for individuals affected by these diseases.

Q: How is research on tau proteins advancing?
A: Research on tau proteins is advancing through various approaches, including the development of
novel drug candidates, understanding tau biology, and exploring genetic factors influencing tau
pathology.
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  tau anatomy: The Functional Anatomy of the Reticular Formation Ugo Faraguna, Michela
Ferrucci, Filippo S. Giorgi, Francesco Fornai, 2019-10-04 The brainstem reticular formation is the
archaic core of ascending and descending pathways connecting the brain with spinal cord. After the
pioneer description of the activating role of the ascending reticular activating system by Moruzzi
and Magoun in 1949, an increasing number of studies have contributed to disclose the multifaceted
roles of this brain area. In fact, the brainstem reticular formation sub-serves a variety of brain
activities such as the modulation of the sleep-waking cycle, the level of arousal and attention, the
drive for novelty seeking behaviors and mood. Meanwhile, descending pathways play a key role in
posture modulation, extrapyramidal movements, and autonomic functions such as breathing and
blood pressure. Moreover, both descending and ascending fibers of the reticular formation are
critical in gating the sensory inputs and play a critical role in pain modulation and gaze control. All
these activities are impaired when a damage affects critical nuclei of the reticular formation.
Remarkably, in neurodegenerative diseases involving reticular nuclei, the rich collaterals
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interconnecting reticular isodendritic neurons represent a gateway for disease spreading placing the
role of the reticular nuclei as a pivot in a variety of brain disorders. The present Research Topic is an
updated collection of recent studies, which contribute to define the systematic anatomy of the
reticular formation, its physiological and pharmacological features, as well as its involvement in
neurodegenerative disorders and neuroprotection.
  tau anatomy: Neuroanatomy and Pathology of Sporadic Alzheimer's Disease Heiko Braak, Kelly
Del Tredici, 2014-12-11 As indicated by its title, this monograph deals chiefly with morphologically
recognizable deviations from the normal anatomical condition of the human CNS. The AD-associated
pathology is illustrated from its beginnings (sometimes even in childhood) to its final form, which is
reached late in life. The AD process commences much earlier than the clinically recognizable phase
of the disorder, and its timeline includes an extended preclinical phase. The further the pendulum
swings away from the symptomatic final stages towards the early pathology, the more obvious the
lesions become, although from a standpoint of severity they are more unremarkable and thus
frequently overlooked during routine neuropathological assessment. For this reason, the authors
deal with the hallmark lesions in the early phases of the AD process in considerable detail
  tau anatomy: Tau Protein: Mechanisms from Health to Degeneration Isabel
Lastres-Becker, Javier Egea, 2022-01-03
  tau anatomy: A Course of Instruction of Theory & Practice of Magic+ Magical Evocation
+ Magical Words Franz Bardon, 2021-01-19 This volume contains all three books of theoretical and
practical use by Franz Bardon. Franz Bardon needs no introduction in the field of Magic, Evocation,
occultism, practical use of the first three tarot cards, use of magical words and letters. A Course of
Instruction of Theory & Practice of Magic+ Magical Evocation + Magical Words Anyone who should
believe to find in this work nothing else but a collection of recipes, with the aid of which he can
easily and without any effort attain to honor and glory, riches and power and aim at the annihilation
of his enemies, might be told from the very inception, that he will put aside this book, being very
disappointed. Numerous sects and religions do not understand the expression of “magic” otherwise
than black art, witchcraft or conspiracy with evil powers. It is therefore not astonishing that many
people are frightened by a certain horror, whenever the word “magic” is pronounced. Jugglers,
conjurers, and charlatans have discredited this term and, considering this circumstance, there is no
surprise that magic knowledge has always been looked upon with a slight disregard. Even in the
remotest times the MAGUS has been regarded as one of the highest adepts and it might be of
interest to learn that, as a matter of fact, the word “magic” is derived from this word. The so called
“sorcerers” are by no means initiates but only imitators o the mysteries, who counting partly on the
ignorance and partly on the credulity of the individuality or a whole nation in order to reach their
selfish aims by, lies and fraud. The true magician will always despise such practices. In reality,
magic is a sacred science, it is, in the very true sense the sum of all knowledge because it teaches
how to know and utilize the sovereign rules. There is no difference between magic and mystic or any
other conception of the name. Wherever authentic initiation is at stake, one has to proceed on the
same basis, according to the same rules, irrespective of the name given by this or that creed.
Considering the universal polarity rules of good and evil, active and passive, light and shadow, each
science can serve good as well as bad purposes. Let us take the example of a knife, an object that
virtually ought to be used for cutting bread only, which, however, can become a dangerous weapon
in the hands of a murderer. All depends on the character of the individual. This principle goes just as
well for all the spheres of the occult sciences. In my book I have chosen the term of “magician” for
all of my disciples, it being a symbol of the deepest initiation and the highest wisdom. Many of the
readers will know, of course, that the word “tarot” does not mean a game of cards, serving mantical
purposes, but a symbolic book of initiation which contains the greatest secrets in a symbolic form.
The first tablet of this book introduces the magician representing him as the master of the elements
and offering the key to the first Arcanum, the secret of the ineffable name of Tetragrammaton*, the
quabbalistic Yod-He-Vau-He. Here we will, therefore, find the gate to the magician’s initiation. The
reader will easily realize, how significant and how manifold the application of this tablet is. Not one



of the books published up to date does describe the true sense of the first Tarot card so distinctly as
I have done in my book. It is – let it be noted – born from the own practice and destined for the
practical use of a lot of other people, and all my disciples have found it to be the best and most
serviceable system. *Tetragrammaton literally means “the four-letter word”. It was a subterfuge to
avoid the sin of uttering the sacred name YHVH (Yahveh) or Jehova as it later became when the
vowels of another word were combined with the consonants of YHVH. But I would never dare to say
that my book describes or deals with all the magic or mystic problems. If anyone should like to write
all about this sublime wisdom, he ought to fill folio volumes. It can, however, be affirmed positively
that this work is indeed the gate to the true initiation, the first key to using the universal rules. I am
not going to deny the fact of fragments being able to be found in many an author’s publications, but
not in a single book will the reader find so exact a description of the first Tarot card. I have taken
pains to be as plain as possible in the course of the lectures to make the sublime Truth accessible to
everybody, although it has been a hard task sometimes to find such simple words as are necessary
for the understanding of all the readers. I must leave it to the judgment of all of you, whether or not
my efforts have been successful. At certain points I have been forced to repeat myself deliberately to
emphasize some important sentences and to spare the reader any going back to a particular page.
There have been many complaints of people interested in the occult sciences that they had never got
any chance at all to be initiated by a personal master or leader (guru). Therefore only people
endowed with exceptional faculties, a poor preferred minority seemed to be able to gain this sublime
knowledge. Thus a great many of serious seekers of the truth had to go through piles of books just to
catch one pearl of it now and again. The one, however, who is earnestly interested in his progress
and does not pursue this sacred wisdom from sheer curiosity or else is yearning to satisfy his own
lust, will find the right leader to initiate him in this book. No incarnate adept, however high his rank
may be, can give the disciple more for his start than the present book does. If both the honest
trainee and the attentive reader will find in this book all they have been searching for in vain all the
years, then the book has fulfilled its purpose completely. The Author.
  tau anatomy: Neuroanatomy of the Mouse Hannsjörg Schröder, Natasha Moser, Stefan
Huggenberger, 2020-02-28 This textbook describes the basic neuroanatomy of the laboratory mouse.
The reader will be guided through the anatomy of the mouse nervous system with the help of
abundant microphotographs and schemata. Learning objectives and summaries of key facts at the
beginning of each chapter provide the reader with an overview on the most important information.
As transgenic mice are one of the most widely used paradigms when it comes to modeling human
diseases, a basic understanding of the neuroanatomy of the mouse is of considerable value for all
students and researchers in the neurosciences and pharmacy, but also in human and veterinary
medicine. Accordingly, the authors have included, whenever possible, comparisons of the murine
and the human nervous system. The book is intended as a guide for all those who are about to
embark on the structural, histochemical and functional phenotyping of the mouse’s central nervous
system. It can serve as a practical handbook for students and early researchers, and as a reference
book for neuroscience lectures and laboratories.
  tau anatomy: Protein Aggregation - Part B , 2025-07-01 Protein Aggregation - Part B,
provides valuable insights into the factors driving protein aggregation, the impact on cellular
function, and the role in various diseases, offering a comprehensive overview for researchers and
professionals in the field of biomedicine and biochemistry. - Provides the latest information on
cancer research - Offers outstanding and original reviews on a range of cancer research topics -
Serves as an indispensable reference for researchers and students alike
  tau anatomy: Genetics of Movement Disorders Stefan M. Pulst, 2002-10-25 Hereditary or
genetic diseases featuring involuntary movements constitute a major aspect of the practice of
neurology, functional neurosurgery, genetics, and many areas of basic and applied neuroscience
research. Describing the current knowledge on these disorders, Genetics of Movement Disorders
brings together information essential for clinicians, geneticists, and neuroscientists in one source.
Utilizing a convenient and accessible format, the book is designed to allow easy identification of



relevant information, with the overall organization of topics following established phenotypic
classifications of movement disorders such as Parkinsonian syndromes, chorea, ataxia, and major
categories of diseases grouped by gene locus. This book broadly appeals to neurologists,
neuroscientists, geneticists, as well as cell and molecular biologists and hematologists. - Consistently
formatted to present a clinical description of the disorder, followed by an in-depth analysis of the
mutation and function of the mutated gene including cellular and animal models - Emphasizes the
use of DNA tests for each respective disorder - Provides up-to-date, easily accessible information for
clinicians, geneticists, and neuroscientists
  tau anatomy: The Athenaeum James Silk Buckingham, John Sterling, Frederick Denison
Maurice, Henry Stebbing, Charles Wentworth Dilke, Thomas Kibble Hervey, William Hepworth
Dixon, Norman Maccoll, Vernon Horace Rendall, John Middleton Murry, 1868
  tau anatomy: “The” Athenaeum , 1868
  tau anatomy: The Badger , 1907
  tau anatomy: Alzheimer’s Disease Research Christian Behl, 2023-07-13 This book highlights
the key phases and central findings of Alzheimer’s Disease research since the introduction of the
label ‘Alzheimer’s Disease’ in 1910. The author, Christian Behl, puts dementia research in the
context of the respective zeitgeist and summarizes the paths that have led to the currently available
Alzheimer’s drugs. As the reader is taken through the major developments in Alzheimer's Disease
research, particularly over the past thirty years, Behl poses critical questions: Why are the exact
causes of Alzheimer's Disease still in the dark, despite all the immense, worldwide research efforts
in academia as well as in the pharmaceutical industry? Why has the majority of an entire research
field kept focusing on a single hypothesis that establishes the deposition of the amyloid beta peptide
in the brain as the key trigger of Alzheimer's pathology, even though this concept has still not been
convincingly proven in the clinics? Are there other hypotheses that might explain the pathogenesis
of this complex brain disease, and if so, why were these perspectives not adequately followed? In
this book, Behl tries to answer these questions. Starting with the historical background, the author
illustrates the long and arduous research journey, its numerous setbacks, and the many alternative
explanations for the disease, which have started gaining increasing attention and acceptance in the
Alzheimer’s research community only more recently. With his deep dive into the history and
progression of this research, including the most recent developments, Behl explains why he believes
that it is high time to promote a paradigm shift in Alzheimer’s Disease research. The book is written
for all researchers in the fields of neurobiology and neurodegeneration, as well as other biomedical
fields, who would like to gain a broad and beyond the surface insight into (the key developments of)
one of the most promoted research fields of our time. With its extensive literature references and
over 100 illustrations, the book is also attractive for students and interested lay persons. Elaborating
on all the different aspects and research approaches of this research field, the author aims to
convince the reader that the underlying causes of Alzheimer’s Disease may be much more complex
than previously thought and that this must be considered for future research directions. While he
hopes that the Alzheimer’s research community is finally ready to shed its ‘amyloid-straitjacket’ that
has hampered progress for too long, he is also convinced that a much-needed paradigm shift can
guide future Alzheimer’s Disease research and provide a new and broader perspective on this
age-dependent brain disease.
  tau anatomy: The Frater of Psi Omega , 1929
  tau anatomy: Neurodegenerative Diseases: Looking Beyond the Boundaries of the Brain Elena
Zenaro, Marietta Zille, Claudia Perez-Cruz, Gabriel Gutiérrez-Ospina, 2022-07-25
  tau anatomy: Molecular Aspects of Development and Aging of the Nervous System Jean Lauder,
2013-11-21 The rapidly expanding fields of molecular and cellular neurobiology are the newest
frontiers of neuroscience. This book represents the continuing efforts of the Institute of
Developmental Neuroscience and Aging (IDNA) to disseminate the most recent advances on the
developing and aging nervous system at the molecular and cellular levels. A group of neuroscientists
presented and discussed their findings at a recent IDNA conference held in Athens, Greece, June



15-18, 1988. This meeting was sponsored by the National Hellenic Research Foundation, FIDIA, the
Ministry of Research and Technology, the Tourism Organization of Greece, and the National
Institute of Child Health and Human Development, NIH. The Directors of the IDNA are grateful to
the local committee, Drs. Eleni Fleischer, Costas Sekeris, Michael Alexis, Theony Valcana, and Elias
Kouvelas, for their efforts in organizing this meeting and for their successful integration of science
and culture for the participants. This volume provides a comprehensive overview of the information
presented at this conference, including in-depth discussions of each topic by the participants. The
chapters are grouped into five general categories which correspond to the subject areas covered
during the meeting. These include: Gene and Phenotypic Expression, Growth Factors and
Oncogenes, Cytoskeletal and Extracellular Molecules, Neurotransmitters and Hormones, and
Molecular Aspects of Aging and Alzheimer's Disease. The section on Gene and Phenotypic
Expression includes discussions of transient gene expression in the nervous system (Herschman),
developmental regulation of myelin-associated genes (Gordon et al.
  tau anatomy: A Manual of the Lawngwaw Or Măru Language F. V. Clerk, 1911
  tau anatomy: Frontiers in Clinical Drug Research – Dementia: Volume 2 José Juan Antonio
Ibarra Arias, 2021-11-09 Among neurodegenerative diseases, those that lead to a state of dementia
are the aim of several investigations. Dementia is a chronic disease the prevalence of which is
increasing worldwide. The number of dementia patients in the world is approximately 50 million,
and it is estimated that the number of patients will reach 131.5 million by 2050. This increase will be
accompanied by a significant increase in medical expenditures and other expenses, especially for
elderly patients. Therefore, the maintenance cost of dementia in the future is expected to be quite
high. For this reason, several investigations aim, firstly, to describe the key mechanisms involved in
the origin of dementia and, secondly, to establish preventive and therapeutic strategies in order to
understand and mitigate this debilitating pathology. This volume of Frontiers in Clinical Drug
Research - Dementia explores the current comorbidities that cause cognitive impairment and the
current management alternatives for clinical cases of dementia. The reviews contributed in these
volume will provide readers with a current perspective on the subject. The topics covered in this
volume include: - Comorbidities inducing mild cognitive impairment - an evaluation of the risk
caused by some pathological conditions - Tau-targeted therapy in Alzheimer's disease - history and
current state - Emerging nanotherapeutic strategies in Alzheimer's disease - Implication of
dehydroepiandrosterone on dementia related to oxidative stress - Polyphenol compounds as
potential therapeutic agents in Alzheimer’s disease The volume is a timely update on dementia
treatment for clinical physicians, neurologists, gerontologists, pharmaceutical and medicinal
chemistry researchers, and physiologists.
  tau anatomy: Report of the ... Meeting , 1887
  tau anatomy: Dementias Charles Duyckaerts, Irene Litvan, 2008-06-09 This volume provides a
comprehensive understanding of the biology of dementias, including information on advancements
in the way these disorders are perceived and studied. From earlier assumptions that cognitive
deficits were simply age related, this handbook progresses into complex discussions of the diseases
that affect the cortex of the human brain. Clinicians will find extensive diagnostic and research
perspectives on a variety of interesting topics, including neuropathology, physiopathology, biology,
clinics, and imaging information on all, or most, of the dementing disorders currently known. In
addition, chapters devoted to legal and ethical issues give practitioners and health care workers an
informative view on complex dementias and the way these disorders affect patients and families.
Clinicians in all levels of expertise will find useful and synthetic information. * Comprehensive
information on advancements in the study and diagnosis of dementias * Complex discussions of the
diseases that affect the cortex of the human brain* Extensive diagnostic and research perspectives
on topics including, but not limited to, neuropathology, physiopathology, and groundbreaking
imaging techniques* A reference guide that is appropriate for clinicians in all levels of expertise,
from researchers to basic health care providers
  tau anatomy: Textbook of Movement Disorders Ashok Kumar, 2014-01-15 Movement disorders



in neurology concern involuntary movements of parts of the body. Many movement disorders are
caused by nerve diseases such as Parkinson’s disease. Other causes include injuries, autoimmune
diseases, infections and certain medicines. Many movement disorders are inherited so run in
families (MedlinePlus). This book is a comprehensive guide to movement disorders for practising
neurologists and trainees. Divided into 55 chapters, it discusses the basic science, clinical concepts,
diagnosis and treatment of numerous conditions. Parkinson’s disease is covered in-depth and
complete chapters are dedicated to movement disorders in children, MR imaging, and emergencies
in movement disorders. Presented in an easy to read format, this manual includes 800 clinical
photographs, illustrations and tables, as well as extensive references for each chapter. Key points
Comprehensive guide to movement disorders for practising neurologists and trainees Parkinson’s
disease covered in-depth Includes 800 images, illustrations and tables Extensive references for each
chapter
  tau anatomy: Mental and Behavioral Dysfunction in Movement Disorders Marc-André Bédard,
Yves Agid, Sylvain Chouinard, Stanley Fahn, Amos D. Korczyn, 2003-03-27 A state-of-the-art review
of the many cognitive, affective, and behavioral dysfunctions associated with movement disorders.
These dysfunctions include depression, dementia, psychosis, sleep disorders arising from
Parkinson's and Huntington's disease, Tourette's syndrome, as well as multiple system atrophy,
progressive supranuclear palsy, corticobasal degeneration, and many other related disorders. The
authors describe these behavioral syndromes and their neurophysiological and neuropathological
substratum, as well as their diagnostic criteria and therapeutic guidelines. The cognitive and
affective dysfunctions are spelled out in detail.
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