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To Carolyn, Jennifer, Alison, and Ann––


the four most important women in my life.




CHAPTER I


INTRODUCTION TO DEMENTIA


Several core beliefs underlie the structure of this book. First, the more you know about Alzheimer’s disease and the other dementias, the more tools you will have at your disposal to prevent its onset in yourself and be of assistance to others who are less fortunate. If an illness isn’t understood, it’s only too easy to become anxious when encountering or even hearing about it. I’m not suggesting you have to achieve a neuropsychiatrist’s level of understanding of the dementias, but I’m convinced that the more you know about them, the better.


The second belief emphasizes the importance of considering the thinking disturbances associated with the dementias. This is important when it comes to how we think about the origin and treatment of the disease. It’s commonly believed that Alzheimer’s primarily affects memory, and in most cases that’s correct. But Alzheimer’s can also begin with speech problems, both understanding what other people say and speaking in a manner that others can understand. Alzheimer’s and the other dementias may involve disorders of emotions and behavior: unreasonable anxieties and depressions, reclusiveness, hording, impatience, sudden flairs of temper, delusions, and hallucinations. But even these extreme behaviors are the expressions of disorders of thought.


The final belief concerns the existence of a continuum from normal thought to dementia. When speaking or writing about thought, psychologists employ the term cognition, which includes orientation, attention, language, abstraction, memory, naming, and visualization. If we consider Alzheimer’s and other dementias as thinking disorders, we find that the illnesses are not mysterious maladies unrelated to ordinary life. On occasion we all experience disorders in our thinking: we find it difficult to concentrate, to visualize, to come up with names. We get lost in neighborhoods we are not familiar with. On occasion we can become mildly suspicious of other people’s motives and, rarely, see movements or figures appearing fleetingly in our peripheral vision when we know there is nothing there. By considering Alzheimer’s and the other dementias as existing on a continuum extending from normal thinking to severe mental impairment, the illness becomes easier to understand and less anxiety provoking (“Am I coming down with the big A?”).


Despite the fact that dementia was first recognized as a brain disease by Alzheimer almost a century and a quarter ago, we really cannot answer the basic question “What is the cause of Alzheimer’s?” Although this seems like a purely scientific question, it isn’t. As I will discuss in specific sections of this book, progress, understanding, and treatment for the illness is also impeded by social, cultural, economic, and statistical issues.


A BIRD’S-EYE VIEW


Before we get to ways of preventing or diminishing dementia, let’s first define it and distinguish it from Alzheimer’s. The two terms are commonly confused.


Think of dementia as an umbrella term that contains many different diseases, just as the term animal refers to a myriad number of creatures. All cats and dogs are animals. But not all animals are cats or dogs.


Dementia represents a decline in mental function that can result from several causes, some curable, some not. At the moment, Alzheimer’s is the most commonly encountered incurable form of dementia. While I personally believe a remedy will developed in the next five to ten years, what can we do in the meantime? That is the topic of this book.


Let’s start with a bird’s-eye view of Alzheimer Land. Here are the naked statistics about its prevalence and the risk of coming down with it.


Alzheimer’s statistics, like statistical approaches to almost anything, provide justification for the pessimist and hope for the optimist. An estimated 6 to 6.7 million Americans age 65 and older are living with Alzheimer’s in 2023, with 73 percent of them age 75 or older. The incidence in 2025 (almost tomorrow) is expected to reach 7.1 million people, a 27 percent increase from 5.6 million age 65 and older in 2019. If you extrapolate the numbers even further into the future, the percentage becomes even more panic-inducing.


By 2050, or earlier in the absence of a breakthrough, preventions, or cures, the number of people age 65 and older with Alzheimer’s is projected to reach 12.7 million people. Deaths from Alzheimer’s have more than doubled between 2000 and 2019, while those from heart disease—the leading cause of death—have decreased. Alzheimer deaths between 2000 and 2019 increased by 145 percent. Alzheimer’s or other dementias kill more than breast cancer and prostate cancer combined.


Of course, all these figures have to be taken with a good deal of reservation, since currently only one in four people with Alzheimer’s are diagnosed. Despite this low recognition factor, Alzheimer’s remains (depending on whom you ask) the sixth or seventh leading cause of death in the United States. What’s even more sobering, Alzheimer’s is the only disease among the ten leading causes of death that currently cannot be cured, totally prevented, or reliably slowed in its progression.


But I don’t see any value in continuing such doom-saying since a lot of current research looks promising. Further, as we progress in this book, I will mention the steps that can be taken now to reduce the risk of Alzheimer’s and the other dementias.


Inevitably the question arises: “Is Alzheimer’s more prevalent now than in the past, even the recent past?” Before jumping to any conclusions, consider this. In the first quarter of the twentieth century, the period when Alzheimer’s was first diagnosed, the average life expectancy was 47.3 years. Put another way, the life span has about doubled in the past century. As a result, the disease was formerly rare except for the early-onset form, where the person with Alzheimer’s carries a gene or genes leading to the illness. Indeed, the world’s first identified case was a woman who came down with the disease at 51 years old and died at 57. By present criteria, she probably had early-onset Alzheimer’s (before age 65). So the question about the frequency of Alzheimer’s disease in earlier times is unanswerable. Only in a culture with an average lifespan of 65 or more years will Alzheimer’s occupy a prominent position on a chart listing the most frequent causes of death.


The most common form of dementia worldwide, late-onset Alzheimer’s, depends on the simple process of aging. The older you become, the greater the likelihood of coming down with the disease. Genetics may play some role here, but in general it is a less critical component than it is in the early-onset form of the illness.


Comprising only about 1 to 2 percent of Alzheimer’s diagnoses, the early-onset form is predominantly inherited and typically occurs before age 65. The children of Alzheimer’s patients who have inherited the gene (or genes) responsible for the illness (a 50 percent chance of inheritance) are highly likely to come down with Alzheimer’s during their productive years (ages 20-60).


Putting a more positive spin on it, if your family history is “clean,” you have a very slight prospect of contracting Alzheimer’s before age 65. Based on this fact alone, you shouldn’t be needlessly fretting about Alzheimer’s in your thirties or forties as many people currently are.


In early 2020, the World Health Organization released a report, Global Health Estimates, listing the top ten causes of death from 2000 to 2019. Although Alzheimer’s ranked as the seventh leading cause of death globally, it didn’t occur homogeneously across global income groups.


The more advanced and economically secure a country, the greater the risk of their citizens succumbing to dementias. (Since COVID-19 exerted such a powerful effect on the death rate within all income groups from 2020 onward, the figures I’m quoting are from the World Health Organization’s Top 10 Causes of Death from 2000 to 2019.) What presently unknown factors in upper-middle-income countries are contributing to the meteoric rise in incidence in the ten top causes, ranging from not even listed to eighth among upper-income countries?


Longevity is one obvious factor, resulting from better diet, the availability (at least among certain sections of the population) of excellent health care, cleaner air and water, etc. If you live in a high-income country, the average lifespan is longer (discounting for the moment such contributing factors as suicide, drug overdoses, and violence). So, yes, longevity is an important factor in increasing the incidence of Alzheimer’s and other dementias within our society. But longevity isn’t a totally satisfying explanation. An unknown number of contributing factors, plus our ignorance of the cause of the disease, will likely make a cure elusive.


THE FOUR A’S


Four impairments underlie the outer expressions and inner experiences of the Alzheimer patient. Since the word for each impairment begins with the letter A, let’s describe them together as the four A’s.


Amnesia refers to memory loss, typically beginning with short-term memory.


Aphasia involves difficulty finding the right words or using those words incorrectly (expressive aphasia) or failing to under stand or interpret language spoken by somebody else (receptive aphasia).


Obviously, neither amnesia nor aphasia in their milder forms is always abnormal. Who doesn’t occasionally forget? Or experience difficulty coming up with the right word, or totally comprehending the words that someone else is saying? So, the first two of the four A’s fit quite comfortably on a continuum model, ranging from normal mild amnesia and aphasia (occasionally present in anyone, especially under circumstances of fatigue or stress) and extending on the other end of the continuum to someone visibly and seriously impaired.


But the third and fourth of the four A’s are always indicators that something is amiss.


Apraxia, taken from the Greek words a (without) and praxis (action), is the term for difficulty or inability performing purposeful and highly practiced actions despite normal muscle strength and tone. A person with apraxia may be able to recognize and even name a toothbrush and toothpaste but may be unable to carry out the act (praxis) of squeezing the toothpaste onto the toothbrush. Or the apraxia may involve an inability to put the toothbrush in the mouth and perform the movements necessary to brush the teeth. All of the muscle components are present but can’t be coordinated. The apraxic person can be unkindly described as a person who literally can’t get his act together.


If the apraxia involves the legs and arms, the person may sway and fall to the ground—one contributor to the increased incidence of falls and fractures, especially of the hip. In the later stages of Alzheimer’s, apraxia explains why the affected person can’t make a meal, get dressed, or wash himself or herself. Apraxia can also affect speech. Despite normal tongue and mouth movements and a desire to speak, a person with speech apraxia experiences great difficulty or even total inability to move their mouth and tongue to produce understandable speech. In addition to apraxia of speech, a form of apraxia may occur (orofacial) that robs the person of an ability to perform certain facial movements, such as winking or symmetrically moving both sides of the face.


Finally, agnosia is again from two Greek words: a (without) and gnosis (knowledge). Agnosia refers to an impairment in correctly understanding information provided by the senses of seeing, hearing, touching, smelling, and tasting. With agnosia of sight, a spouse or other family member may not be recognized by vision alone. Or a sensation such as hearing may be intact, but the meaning of what is heard may be impaired: the screech of breaks and a loud horn may be not recognized soon enough to avoid being struck by a fast-approaching car.


Many, if not all, expressions of Alzheimer’s can be explained by reference to the four A’s.


Since the cause of Alzheimer’s remains unknown, it should come as no surprise to learn that in most cases an onset event or starting point cannot be identified. One thing we know for sure is that the disease process begins long before the first appearance of symptoms. The initial stage is marked by an uncertain starting point described as mild cognitive impairment (MCI). MCI may or may not be the initial starting point for Alzheimer’s disease; only the passage of time can permit that determination.


Initially the symptoms of MCI are barely noticeable, except to the keen observer and may only involve a mild decline in thinking, occurring in a setting of overall generally acceptable function. The person with MCI can come and go to the supermarket, for instance, but must write down a grocery list; nor can the person remember, as done previously, the aisle in which a particular grocery item can be found. If only the memory is involved, it’s called amnestic MCI and can be the initial stage of Alzheimer’s or may not progress at all.


One of the patients of Robert Peterson, a neurologist at the Mayo Clinic, is a 70-year-old businessman with MCI. He can successfully handle computer operations, as well as manage his professional and personal finances. He still functions adequately on various committees and boards but has to take notes to remember details. Of particular concern is the development of increasing forgetfulness, especially when trying to come up with people’s names and recent events. And although he remains reasonable and companionable, he has started experiencing and expressing mild irritability. On neuropsychological tests, he does well.


As with Peterson’s patient, people with MCI often show only mild impairments in memory, language, and decision-making. MCI incidence increases with age. According to the American Academy of Neurology, MCI affects about 8 percent of people in the ages 65–69 range; 10 percent of those in the 70–74 range, and 15 percent of people 75– 79 years of age. Over a third of people aged 85 and older are affected with MCI. Other symptoms (complaints from patients or others) and signs (observable objective expressions of decline from previous functioning) consist of difficulty judging the amount of time required to arrive promptly for appointments or misjudging the sequence of steps necessary to carry out a specific task, like arranging a car trip or a vacation.


Some of those affected with MCI may progress to more definite stages of Alzheimer’s; others may not progress in the short term but over a few years may display undeniable signs of the disease. None of them returns to their prior status. Unfortunately, at this point the best that can be hoped for with MCI is a stabilizing of this so-far mysterious disease process.


[image: image]


If MCI progresses to Alzheimer’s, it does so in three stages:


Mild dementia: Efficient memory and thinking are usually first affected and involve additional amnesia and aphasia, the first two of the four A’s. Although noticeable, these mild failures do not severely affect home or work relationships. Most notable are failures to remember conversations that were held days or even only hours earlier. This difficulty in learning new information is often coupled with repetitive questioning about the information that has already been provided. As a consequence of apraxic difficulties, family events prove overly burdensome and stressful. Balancing a checkbook becomes well-nigh impossible as a result of the increasing apraxia. Financial decisions are put off or improperly managed—resulting in lost money and conflicts with family members regarding faulty financial decisions. Accompanying such mismanagement are impulsive purchases, often involving items offered for sale on television shopping channels.


Other aphasic and apraxic difficulties include additional problems organizing and expressing thoughts, thanks to the loss of the correct words set out in the proper sequence; misplacing belongings in the home; easily losing one’s way outside of the home; and loss of the usual “get up and go,” leading to reduced motivation to carry out formerly pleasurable pursuits (apathy). Although many of these developments can be deeply troubling, the onset of Alzheimer’s varies greatly from person to person. The transition to the moderate and severe forms may take anywhere from months to years.


Moderate dementia involves all four of the four A’s. Increasing confusion and poor judgment are frequently coupled with wandering from the home. Greater memory loss leads to the inability to find even frequently used items within the home. At this stage, accusations are frequently made that people are stealing even disposable, inexpensive items. If not stealing, then “they” are accused of hiding the lost objects. Such delusional beliefs make it difficult to hire and retain workers to supervise and oversee problematic behaviors.


Severe dementia involves a nearly total loss of the ability to communicate coherently. Imagine a whiteboard in a classroom at the end of a history class. Before leaving the room, the teacher made a desultory and partly successful attempt to erase the board. What’s left behind were half-erased, smudged words and phrases. Some words are no longer even recognizable as words but only as strings of letters loosely connected to one another. Sentences that had been perfectly readable and understandable only a few moments before the partial erasure now make no sense at all. Following this metaphor, advanced Alzheimer’s disease is the result of the erasure randomly applied to the writing, resulting in a mélange of poorly shaped words and letters that fail to convey meaning.


This profound loss results in the need for twenty-four-hour assistance with eating and personal care; a severe decline in physical ability, leading to a bedridden state; culminating in death by pneumonia—secondary to a swallowing impairment, whereby food and drink enter the airways and the lungs with subsequent infection, sepsis (blood-born infection), and death. The time from first diagnosis to death varies greatly. People with Alzheimer’s disease live anywhere from three years to about eleven years, with some few surviving twenty years or more.


The patterns and speed of onset of Alzheimer’s depend on vulnerability and resiliency.


Let’s talk about vulnerability first. Risk factors are divided into unmodifiable and modifiable. Fortunately, the modifiable risk factors outnumber the unmodifiable ones.


Unmodifiable risk factors are age, sex, and family history. None of these can be changed.


Modifiable risk factors include body mass, diabetes, sleep disorders, hypertension (high blood pressure), elevated cholesterol, depression, traumatic brain injury (TBI), smoking, drinking, and education. Improving any or all of these contributors cuts down on the likelihood of developing Alzheimer’s. Ending the smoking habit alone makes someone 60 percent less likely to come down with Alzheimer’s.


By combining these risk factors, we come up with a composite of the person least likely to come down with Alzheimer’s: a non-smoker, nondrinker, and physically active person, free of diabetes and depression, with normal body mass, cholesterol, and mental curiosity. I’ll largely leave to your internist to manage the diabetes, body mass, hypertension, cholesterol, smoking, and drinking. I will concentrate throughout the remainder of the book on diet, exercise, sleep, depression, traumatic brain injury, education, and the other factors that exert a powerful influence on the likelihood of Alzheimer’s.


TWO SETS OF QUESTIONS YOU CAN ASK TO DETECT EARLY DEMENTIA


Once we reach adulthood, our behavior has taken on a regularity and, in most cases, some degree of predictability (just ask your spouse if you want more information about that). Alzheimer’s and other dementias represent perturbations in that regularity and predictability. In fact, the initial diagnosis almost never takes place in the absence of some notable failures of memory combined with behavioral changes. Here are two sets of questions anyone can use to detect the likely onset of Alzheimer’s or other dementia in another person:




1. Does the person show a change in usual demeanor? Is the person displaying a recent onset of memory difficulty? Do they show a notable change in usual behavior? Dramatic or out-of-character behavior is always suspect because, as mentioned, most people by adulthood have established a distinct behavioral repertoire.


2. If the answer to any of the prior questions is yes, does that change in behavior interfere with daily living, especially relationships with others? Techniques for managing inner personal stress and conflict are established fairly early in life and maintained over our lifetime. That isn’t to say that all of us can’t fly off the handle now and again. But repetitive and emotionally excessive expressions (shouting or even more aggressive behavior, including physical outbursts) rarely increase in frequency during normal aging. They are, however, frequent and serious in the dementias.





If the answer is yes to both questions 1 and 2, neuropsychiatric illness—either dementia or psychiatric disease (most likely severe depression)—is highly probable.


If the answer to question 2 is no, the person most likely has mild cognitive impairment (MCI) or is normal (but only if the answers to 1 are also no).


The use of these two questions can be extremely helpful in family discussions about a relative, especially when not everyone is convinced there is a problem.


Once dementia is determined to be likely, one may be dealing with reversible forms of dementia, which result from medical causes, toxins, or poisons. Alcohol and drug intoxication is included here as well. Prompt diagnosis and treatment are paramount since the progression to dementia can be halted. Adjust the blood sugar or the kidney function, and remove the toxin or the poison, and the affected person recovers from the temporary dementia (termed delirium).


While thinking, understanding, and judgment can be affected in both dementia and delirium, delirium is distinguished by the rapidity of its onset, sometimes within a few hours. It also passes (often equally rapidly) after treatment for the cause.


Unfortunately, most cases of dementia are irreversible and involve either brain-cell death or a disease of the arteries carrying blood to the brain (vascular cognitive impairment).


Dementia secondary to nerve-cell death represents either Alzheimer’s—at least two-thirds of the dementias—or non-Alzheimer’s, which is broken down into separate discrete dementias, which will be taken up later. You may be wondering, How do we know all this? When and how did neuroscientists learn how to recognize Alzheimer’s?


The answers to these important questions are best addressed by a short summary of the history of Alzheimer’s disease.




CHAPTER II


EVOLUTION OF OUR UNDERSTANDING OF ALZHEIMER’S


NIGHT TRAIN TO BRESLAU


In early December 1915, a night train from Bonn, Germany, to Breslau carried a passenger whose name would be known worldwide by the end of the century. Alois Alzheimer, a portly 51-year-old psychiatrist, was traveling back to Breslau, where he had been professor of psychiatry since 1912. Although he often appeared forbidding, thanks to a penchant for heavily starched shirts, formal dress, and pince-nez glasses, he also loved impersonations and practical jokes. During his early training in the hospital, he disguised himself for Christmas parties as a peddler carrying a tray of toys to entertain his younger patients.


If Alzheimer tended to reminisce to the rhythms of the train speeding along the 436-mile journey to Breslau, he had much to reminisce about. While only in his early thirties, Alzheimer had already established himself as a thought leader—indeed the thought leader on the nature of a brain disease known as dementia. Demens, the etymological root for the word dementia, is a Latin adjective that means “out of one’s mind,” or “mad, raving, or insane.”


As Alzheimer sat drowsily immersing himself in the clickety-click of the wheels, he gradually entered a twilight state between waking and sleeping. Against the background of this hypnogogic state, he thought of dementia and how over the previous two thousand years, millions of people considered it in terms of the humoral theory.


THE FOUR HUMORS


According to the humoral theory, chemical systems within the body regulate all aspects of human behavior. Although this concept originated with the Egyptians, it was not codified into a system until the Greeks, notably the philosopher and physician Hippocrates and Galen, the physician to the gladiators at Pergamum. Hippocrates believed that the predominance of one of four humors (blood, black bile, yellow bile, and phlegm) determined the personality of a particular individual. A preponderance of blood produced a sanguine (hopeful) temperament; yellow bile in overabundance led to an irritable temperament; black bile led to melancholy. The fourth humor, phlegm, was associated with the brain, based on the brain’s color and consistency.


One text, On the Constitution of the Universe and of Man, speaks of the relationship between the physical elements of the universe (air, water, earth, fire) and the humoral elements making up the essence of humans. On the importance of phlegm and its relationship to dementia, the unknown author wrote, “Those who have phlegm are low spirited, forgetful and have white hair.” Phlegm was a reasonable choice for explaining forgetfulness since it was also associated with winter, old age, and, when present in excess, senility.


The humoral theory began losing its appeal in the mid-nineteenth century with the advent of germ theory. In 1841 Ignaz Semmelweis, a Viennese obstetrician, noticed a difference in maternal deaths secondary to fevers following childbirth in women delivered by doctors compared to those attended by midwives. This discrepancy was just the opposite from what one would expect, considering the longer and more intense training of the obstetricians. The women delivered by midwives experienced far fewer deaths.


In an inspired insight, Semmelweis noted that the doctors often arrived in the delivery rooms after performing or assisting at an autopsy. Semmelweis asserted—to the vocal displeasure of many of his colleagues—that the post-childbirth fever resulted from contamination brought from the morgue to the operating room.


To test his theory, Semmelweis formulated a new rule in the delivery room. Doctors were required to wash their hands in chlorinated lime water before delivering or even examining pregnant women. During the next year, the death rate fell from 18 percent to 2 percent.


Over the next half of the nineteenth century, the germ theory achieved increasing acceptance. According to this theory, tiny invisible particles known as germs are responsible for infectious diseases. Germ can refer to a bacterium, a fungus, a parasite, or a virus. Thanks to this shift from humoral theory to germ theory, physicians realized that illnesses were associated with distinct causes. This didn’t always imply an infectious origin; the majority of diseases aren’t infectious. Generally, senility (an early term for dementia) was not thought to be infectious in origin. In regard to the brain, senility was no longer associated with a humor, but something affecting the brain directly. This raised the tantalizing question: what was the nature of this brain alteration leading to dementia?


Prior to the nineteenth century, dementia was based on a mix of folklore, superstition, and judgmentalism. Such descriptors as idiocy, senility, and stupidity prevailed. Overall, dementia was considered a form of madness.


Its regressive nature—culminating in a kind of second childhood—was depicted in Shakespeare’s King Lear where Goneril laments what her father has become:




Idle old man


That still would manage those authorities


That he hath given away! Now, by my life,


Old fools are babes again.


(Act I, Scene II)





During the Renaissance, dementia was considered to be caused by a cooling of the brain. This arbitrary and false assumption remained popular into the later seventeenth century. But whatever the cause, most authorities persisted in defining dementia in terms usually applied to insanity.


Consistent with this emphasis on dementia as a species of madness, the two most famous nineteenth-century authorities (Alois Alzheimer and Emil Kraepelin) were both psychiatrists. Kraepelin is famous for recognizing and naming schizophrenia, which he called Dementia praecox, meaning “premature dementia” or “precocious madness,” usually developing in the late teens or early adulthood. Dementia praecox (later referred to almost exclusively as schizophrenia) was marked by disturbances in thought and mental function, including attention, memory, and behavior.


In contrast to Dementia praecox, dementia—as we now think of it—involves an older person, usually with a lifetime of previously normal mental functioning. According to traditional thinking—not always correct—dementia almost exclusively affects the old, while schizophrenia is primarily a young person’s disease.


THE INSANITY OF AUGUSTE DETER


In 1901, while working at a psychiatric hospital in Frankfurt, Germany, Alzheimer encountered a patient who would become his obsession for the rest of his life. Auguste Deter, age 51, was brought to the city Hospital for the Mentally Ill and Epileptics by her husband, Karl. Karl told Dr. Alzheimer that he was unable to keep a job anymore due to the disturbances caused by his wife. She would wake up in the middle of the night and scream for hours. Alzheimer’s notes, available today, described a woman with a helpless expression. When shown various objects, she couldn’t remember the names of them. Everything had to be repeated slowly and precisely for her to remember anything. “I’ve lost myself, so to say,” was Auguste Deter’s daily refrain.


Alzheimer was unable to identify Deter’s illness. It seemed as if she was severely demented, but she was much too young for the dementia that accompanies extreme old age. Increasing paranoia culminated in the intractable belief that someone was trying to kill her. While in the hospital, Auguste continued to deteriorate with increasing confusion, disorientation, and delirium. In April 1906 Auguste Deter died at age 55.


Dr. Alzheimer had Auguste’s brain brought to Munich, where he was working, and examined it under a microscope with the aid of a recently developed staining technique. Along with a generalized shrinkage of the brain, Alzheimer found two abnormal accumulations of protein, one within the cell (called tangles) and another in the spaces between the cells, called plaques. As Alzheimer and others were to observe, these two abnormal protein aggregates were present in cases with conditions similar to Auguste Deter’s.


In opposition to Alzheimer’s view of mental illness was the towering figure of Sigmund Freud. Although Freud was originally a neurologist, he abruptly underwent a change in his interests and beliefs around the turn of the century. During the last years of the nineteenth century and the first three decades of the twentieth century, Freud singlehandedly developed what some labeled and some continue to describe as the pseudoscience of psychoanalysis, with its emphasis on psychological rather than physical causes of mental illness.


Today, Freud and Alzheimer represent the opposite sides of a battle that never needed to be fought. We now know that psychological factors affect brain function, while, in turn, brain dysfunction influences such expressions of mind as perception, judgment, thought, and mood. Not surprisingly these diametrically opposed interpretations of mental illness created tensions over the years that on occasion broke out into outright acrimony.


Up until the 1970s American psychiatry was dominated by psychoanalytic or other psychologically based theories of mental illness. On the other side of the aisle, aspiring neurologists evidenced little interest in social, cultural, or psychological components of the brain diseases that they studied. From the 1980s onward, this split between brain-based and psychological culture-based theories of disordered thinking continued. During this time, several facts were either ignored or actively suppressed.
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