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    “They're beautiful, they're elegant, they're vicious as hell…there's a real life lesson here somewhere.”


    —Professor Ralph Noble, Rensselaer Polytechnic Institute,

    Psychology of Motivation class, Fall 1991,

    on Siamese fighting fish


    One might easily argue that the modern study of sinister people began in 1954—nine years after my sister Carolyn's birth. It was an oddly tenuous time to begin work in this area. The first clunky medical imaging machines wouldn't come online for another quarter century. Genetic analysis was an impossibility; the structure of DNA had only just been determined, and sophisticated gene sequencing methods lay decades in the future. In the social sciences, researchers not only didn't have the tools they needed to climb to a new level in penetrating the human psyche, they often didn't know they needed them. The successfully sinister, if thought of at all, were felt to be people who consciously chose, or were conditioned by their early environment, to be nasty.


    Nobel Prize–winning biologist Albert Szent-Gyorgyi said: “Research is to see what everybody else has seen, and to think what nobody else has thought.”1 In the conformist 1950s, it would take a special person to see that duplicitous, manipulative, yet not necessarily criminal individuals were an interesting problem, worth defining and studying.


    Psychologist Richard Christie was just such a person.


    The groping progress of this brilliant researcher is worth following, not only because it underpins the modern study of devious behavior, but also because it gives an idea of the difficulties that investigators in this area faced in an era before imaging or genetic studies became available. After all, even now most people face the same difficulty Christie did in trying to understand the deceitful, conniving motivations and actions of the successfully sinister.


    RICHARD CHRISTIE FOUNDS A NEW DISCIPLINE


    In 1954, Richard Christie had been given a unique opportunity: a year off as a fellow of the prodigiously endowed Center for Advanced Study in the Behavioral Sciences, which overlooks Stanford University. The Center was a low-key, almost deliberately secretive organization that pampered its fellows with privacy amid a tranquil setting of blue skies, kelly green lawns, palms, live oaks, and camellias. (A quarter century later, this same landscape elixir would begin fueling the creativity of Silicon Valley.) For Christie, the hilltop Eden signaled both an expectation and a problem. The expectation was that Christie was to do something extraordinary. The dilemma was, however, that Christie had no idea what to do.


    Christie soon discovered that fellows from other disciplines shared his dilemma. He wrote, “Most of us had never had a year without any outside commitments, and we were enjoying it in idyllic surroundings with others who were equally overwhelmed by their good fortune. After the initial shock had worn off, a period of contagious anxiety began to develop. What could we possibly do to justify this opportunity? Few of us were particularly modest about our scholarly abilities, but the perceived necessity of producing a Great Work was awesome.”2


    What Christie wanted to work on was psychology's equivalent of Einstein's vision of a unified field theory. The problem was that unlike physics—where the equations themselves cried out for a unifying theory relating existing models of nuclear forces, electrical charge, and gravitational pull of the stars—psychology's science was a patchwork quilt of observations. What was important in psychology was often a matter of opinion. And opinion at the time was just beginning the long slide into the endorsement of behaviorism, where humans were thought to be capable of being shaped into anything—“doctor, lawyer, or Indian chief”—by simple reinforcement methods. The mind was a “black box”—the strict rules of behaviorism forbade hypothesizing neurological mechanisms for such psychological concepts as fear, desire, and consciousness. Only overt, observable behavior was thought to be the proper avenue for psychological inquiry. This type of black box thinking seems laughably wrong today, but it had an incalculably restrictive effect on a generation of psychological research.3


    Itchy to find their Great Work, the fellows formed groups centered on areas of interest. Cynics observed that these groups appeared to be formed more for mutual alleviation of anxiety than any real scientific function. But still, conversation helped, and the supporting money and residence of the fellowship—similar to what Einstein had been given at Princeton—allowed Christie to sit back and put disparate strands of psychology research into perspective. Gradually, following his own instincts while talking with his new colleagues, Christie began to realize that the most important problem in his field was one that had, in the recent hellish years of World War II, profoundly affected virtually everyone on the planet: the problem of manipulative, deceitful leaders.


    Machiavellianism.


    The Prince, written in 1532 by Niccolo Machiavelli, was the first and is still among the best of resources at providing an in-depth description of the type of nasty behavior that Christie was trying to understand. As Annie Paul, a former Psychology Today senior editor, writes: “Machiavelli's matter-of-fact instruction that rulers must be prepared to lie, cheat and steal to hang on to their thrones—all the while acting the part of the benevolent leader—has not lost its razor edge. Even in this era of cynicism, Machiavelli's view of humanity as greedy and self-seeking or stupid and easily tricked still seems remarkably dark—and to some, remarkably relevant.”4


    The real problem was to figure out what a modern, scientific understanding of a prototypical Machiavellian might consist of. Although there was a boatload of then-current literature on the duped followers of Machiavellian leaders, as well as on leadership in general, there were very few studies of unethical leaders themselves.


    Christie and his colleagues would have to fashion a new discipline, one studying manipulative, duplicitous individuals from the perspective of social psychology. Only later would researchers notice parallels between Christie's Machiavellians and the more criminal-prone psychopaths outlined in the traditions of clinical psychology. By then, the benefits of viewing duplicitous individuals from Christie's nonclinical, more broadly sociological perspective would be too valuable to ignore.


    Christie suggested that four sinister and manipulative, but not necessarily criminal, personality traits underpinned this new research area. In Christie's view then, Machiavellian personalities:5


    
      	View others as objects to be manipulated rather than as individuals with whom to empathize.


      	Lack concern with conventional morality. Lying, cheating, and other forms of deceit are acceptable forms of behavior.


      	Lack obvious psychopathology. Although perhaps not the epitome of mental health, contact with the more objective parts of reality would be within normal range.


      	Have low ideological commitment. They are more concerned with tactics for achieving possible ends than in an inflexible striving for an ultimate idealistic goal.

    


    Christie's listing of sinister traits—predicated on the manipulator's lack of obvious psychopathology—eerily presaged characteristics that would resurface nearly half a century later in sophisticated technologically based studies. Faintly anomalous brain scans would reveal hardwired reasons for deception and manipulation, while peculiar patterns of cellular signaling, along with inheritance studies, would show the surprising involvement of genetics. In his own intuitive way, Christie was groping toward something innate but covert—something even more subtle than the thin mask of normalcy worn by the psychopath. By setting out a listing of key characteristics for Machiavellian personalities, Christie was sending up a flare to the technically fortified future: Here lies a problem. Here lie the clues.


    THE UBIQUITY OF THE SINISTER


    At the time, Christie and interested colleagues were unsure whether the hypothetical four-trait Machiavellian model they had created even existed outside the textbook world. And if such Machiavellians did exist, there was no clue as to how common they might be or where they might flourish. So the small band of researchers took an unusual next step. Rather than study the pathological leaders of history books—history would come later—they decided to first tap a unique resource: the fellows surrounding them at the Center for Advanced Study. After all, virtually every fellow was either a luminary in the behavioral sciences or the protégé of one. Christie and his colleagues reasoned that interviews with junior fellows would give a great deal of information about the fellows’ sponsors, that is, the highly regarded research leaders who were responsible for the fellows’ training and for their being at the center.


    Surprisingly, this seemingly simple interview step was a brilliant idea that would shape the whole of research in the subject for the next half of the century. The key was that Christie had begun to suspect that Machiavellian leaders were not best characterized by the rare Hitlers and Stalins and Maos that had all played such crucial and destructive roles in Christie's lifetime. Or, rather, they were not only those types of characters. Machiavellians might also appear as leaders in other areas, such as science, religion, business, or even charitable work. In fact, Machiavellian personalities might be present in small percentages of any group of people. In some sense, Christie was connecting the Punch cartoon characterization of the duplicitous Stalin and Hitler with equally devious everyday behavior, as depicted by cartoonist Matthew Henry Hall.
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      Fig. 1.1.

    


    Christie burrowed into the interviews with junior fellows with gusto, uncovering apparently juicy material that he noted was “difficult (and possibly grounds for libel) to quote.”6 Most of the fellows reported respect for their sponsors’ intellectual abilities but, at the same time, felt little personal closeness or empathy from them. The sponsors’ cool, utilitarian, somewhat manipulative relationship with the fellows jibed with the first of the four Machiavellian role model traits. Sponsors also appeared to have, as Christie wrote with his usual deliberate understatement, “relatively little concern with middle-class conventionality.” Whatever their differing morality, however, sponsors showed no blatant symptoms of psychopathology—at least, nothing that was obvious to their students. That covered traits two and three. Ideological commitment, the last of the four traits, was harder to quantify. But it appeared that sponsors who were active in power positions generally didn't involve themselves in anything time-consuming. No tedious organizing petitions or rallies for them—their job was to tell others what to do.
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      Fig. 1.2.

    


    All in all, the interviews were encouraging. Christie and his colleagues’ four key Machiavellian traits seemed to dovetail neatly with the junior fellows’ uncannily similar descriptions of their sponsors. But still, even if the four traits that had been devised were descriptive of a real Machiavellian personality type, the traits provided little guidance about how a person with those four characteristics would actually act, especially if he were in an important position.


    To get a handle on how Machiavellian personality types operate, Christie and his colleagues studied both modern and historical attempts to understand people grappling for power. Their readings ranged from then-avant-garde political psychology, including Adorno's The Authoritarian Personality and Eysenck's The Psychology of Politics, to the two-thousand-year-old Chinese Book of Lord Shang.7 But Christie eventually concluded that Machiavelli's The Prince and its companion volume, The Discourses, were of a different quality altogether than any other text.8 “Unlike most power theorists,” Christie would later write, “Machiavelli had a tendency to specify his underlying assumptions about the nature of man.”9 In other words, Machiavelli provided a boilerplate description of Machiavellian attitudes.


    PERVERSE ADMIRATION: THE DEVELOPMENT OF A TEST FOR MACHIAVELLIANISM


    Christie's group developed a series of statements based on Machiavelli's work, along with other expressions that appeared to tap into the same syndrome. These statements were along the lines of “Barnum was probably right when he said there's a sucker born every minute.” Next, all fellows at the center who could be cornered were asked to go through and respond to each statement on a 1 to 7 scale that indicated the extent of their agreement or disagreement. The test was tweaked and retweaked; encouragingly, the group found that “the extent to which our respondents agreed with Machiavelli seemed to fit with our subjective estimate of their relative success in manipulating others.”10 These, Christie dubbed “high Machs.” Those at the other extreme—the people who would gladly give the shirt off their backs—Christie dubbed “low Machs.” Results from the final test found that people in general spanned a spectrum in their manipulative nature, with the majority of people straddling the middle. Although the test was developed to see whether the test-taker agreed with the ideas of a sixteenth-century Italian political philosopher, Christie found that it neatly delineated differences in temperament.a.11


    Initially, Christie and his eventual collaborator, Florence Geis, had negative images of high Machs. But, after watching high Machs using their manipulative abilities—shadowy and unsavory though they might be—to trounce other players in certain games set up by psychologists, the two researchers found themselves developing a perverse admiration.


    Research on Machiavellianism was to grow over the second half of the twentieth century. After all, virtually everyone has had experiences with a Machiavellian, and the new test provided the first easy-to-use tool to assess Machiavellian traits and personalities. Even working blindly, without the tools of modern technology, the fellows, through their methods and ideas, would provide a groundbreaking conceptual framework for studying the successfully sinister. Their findings would flesh out a context for the imaging and genetic studies to come.


    But one major problem persisted. Christie's group was onto a new personality type—a “high Mach.” This was too new a concept to have a relationship with any personality type or disorder listed in the trusty Diagnostic and Statistical Manual of Mental Disorders (the “DSM”—currently on its fourth, text revision edition—the DSM-IV-R). And without being associated with a personality disorder in that particular psychiatric bible, it would be impossible to relate Machiavellian behavior to the many medical studies that had already been done on those personality disorders.


    And so Machiavellian research stood as an eddy disconnected from much of the mainstream of psychological research. Christie himself would move on to other areas from his eventual academic perch at Columbia; a heart attack would cause this generous, decent man's passing in 1992. Conventional psychology involving duplicitous people continued to concentrate on criminal psychopaths and those with related clinically diagnosable conditions. It would not focus on Christie's high-functioning Machiavellians who could rise so artfully in various social structures. There were no real answers for those who wanted to understand the Hitlers, Maos, and bin Ladens of their day, much less the two-timing cheat of a husband who dotes on his daughter even as he emotionally abuses his long-suffering wife; or the manipulative, domineering mother-in-law; or the duplicitous supervisor who takes credit for every good idea his subordinates devise. Those answers, and the connection between Machiavellianism and clinical studies, were to come from an unlikely source.

    


    a.You can take the test online at www.salon.com/books/it/1999/09/13/machtest. As the test states: “High Machs constitute a distinct type: charming, confident and glib, but also arrogant, calculating and cynical, prone to manipulate and exploit…. True low Machs, however, can be kind of dependent, submissive and socially inept. So be sure to invite a high Mach or two to your next dinner party.”
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    “…and he's refreshingly free of emotional baggage.”


    —Tonya, The Tonya Show, apropos her pet iguana Spiro


    Psychology professor John McHoskey was different. At least, that's what the evaluations suggested on a popular nationwide Web site that critiques college professors. “Looks hot with a shaved head, but he is quite an odd man,” declared a student in one of the few kind reviews.


    And indeed, McHoskey was a difficult man to reach, hunkered down as he was then at Eastern Michigan University in rural Ypsilanti—a small, improbably named town a lot like Peoria but without the glitter. But despite, or perhaps because, of his reclusiveness, John McHoskey is one of the world's leading experts on Machiavellianism—his research on the topic is world-class. Through nearly half a dozen meticulously researched journal papers, he has explored the relationship between Machiavellianism and such topics as narcissism, ethics, and sexuality. Perhaps his most significant paper, however, was one relating Machiavellianism to psychopathy—a tour de force of research that garnered its author an unofficial crown (princely, of course) in Machiavellian studies.1 This paper argued convincingly that Machiavellianism and psychopathy are one and the same—any apparent differences simply arose from flukes of history. Personality psychologists and social psychologists, McHoskey pointed out, had been studying the topic under the name “Machiavellianism,” while clinical psychologists had studied the same personality construct and called it “psychopathy.”


    ANTISOCIAL PERSONALITY DISORDER


    McHoskey wasn't actually the first to see the similarity between Machiavellianism and psychopathy, as he himself noted. But McHoskey was the first to take a close look at the overlap between the two personality types. The puzzle for everyone is how there could be people who can do bad—even horrendous—things to others without feeling guilt. Historical attempts to explain such personality types extend as far back as the early 1800s, when Cesare Lombroso attempted to explain the biological roots of lawbreaking, and Emile Durkheim saw crime in terms of social factors.2 Nowadays, the official DSM-IV term for the broad category into which psychopathy fits is antisocial personality disorder, a syndrome in which people show a pervasive pattern of disregard for and violation of the rights of others, occurring since the age of fifteen. The DSM-IV is very specific about this—a person has to have at least three of the following traits:


    
      	fails to conform to social norms with respect to lawful behaviors as indicated by repeatedly performing acts that are grounds for arrest


      	deceitfulness, as indicated by repeated lying, use of aliases, or conning others for personal profit or pleasure


      	impulsivity or failure to plan ahead


      	irritability and aggressiveness, as indicated by repeated physical fights or assaults


      	reckless disregard for the safety of self or others


      	consistent irresponsibility, as indicated by repeated failure to sustain consistent work behavior or honor financial obligations


      	lack of remorse, as indicated by being indifferent to or rationalizing having hurt, mistreated, or stolen from another.

    


    BUT WHAT IS A PSYCHOPATH?


    First, a bit of background. As mentioned above, the DSM-IV presently lumps antisocial dysfunctional behavior under the general term “antisocial personality disorder,” and implies that the disorder is akin to psychopathy. But genetic and imaging research is beginning to provide compelling evidence that, if those with antisocial personality disorder were thought of as being at the bottom of the hole of the human race, psychopaths would form the subgroup that took out the shovel and kept digging. Psychopaths appear to be a special alien subset of humanity—glib, with shallow emotions, and completely lacking in the ability to feel guilt or remorse. They also indulge in classical antisocial behavior—stealing or violence. (Or, stealing and violence, as with the bank robber who shouted, “Nobody move!” and then, high on adrenaline, shot his still-moving partner.)


    Both sociopath and psychopath are words used to indicate a person who is without the ability to feel remorse and other moral emotions, and who thus has no qualms about carrying out antisocial and criminal behavior. Sociologists generally use the word sociopath and believe that sociopathy is learned behavior, as, for example, with someone who is socialized in an antisocial subculture such as a gang. Biologists use the word psychopath and think that the behavior is an innate characteristic that cannot be changed. Psychology professionals disagree about which term to use.


    Psychopaths know right from wrong—they just don't act that way. As preeminent neuroscientist Jorge Moll states: “A most astonishing characteristic of psychopaths resides in their ability to tell right from wrong. Their knowledge of how to behave appropriately, however, is only rhetorical and wields little, if any, impact on the guidance of their actions in real contexts. Psychopaths are the best example of the dissociation between knowing good and acting good.”3 Moll's work eerily provides two-millennia post hoc scientific validation for Aristotle's distinction between knowledge and moral virtue, where knowledge alone was felt to be insufficient for moral virtue. In short: knowing good does not entail doing good.4


    Psychopaths are so scary that roughly a quarter of psychology professionals who meet one wind up experiencing goose bumps, hair standing up on the back of the neck, crawling skin, the “creeps” or the “willies,” or a sense of hotness or coldness. Forensic psychologist J. Reid Meloy notes: “These are all signs of a very old, biologically rooted activating system within our brains that is warning us of danger. The old fear of being prey to the predator.”5


    SADISM


    Often intertwined with psychopathy are notions of sadism. Sadism was slipped into the appendix of the DSM-III-R (the immediate predecessor to the current DSM-IV bible of mental disorders), but has since been excluded.6 Sadly, the disorder was excluded in part because enshrining it within the DSM-IV—thus providing official status—could provide an excuse for psychologists and lawyers to claim that sadistic torturers of women and children were not responsible for their actions. The disorder was also ostensibly excluded because there was too little research available—but the exclusion has meant that even less research has been done. At present, then, there is little hard science research involving sadism. There does appear to be a high rate of coexistence of sadism with other personality disorders, especially antisocial and narcissistic personality disorders.7 A small but compelling body of research shows that as evidence of psychopathy increases, evidence of sadism increases as well.8 Sadism also appears to possess a genetic component.9


    
      
        Sadistic Personality Disorder


        The old DSM-III-R diagnostic criteria for sadistic personality disorder are as follows:10


        
          	has used physical cruelty or violence for the purpose of establishing dominance in a relationship (not merely to achieve some noninterpersonal goal, such as striking someone in order to rob him or her)


          	humiliates or demeans people in the presence of others


          	has treated or disciplined someone under his or her control unusually harshly, for example, a child, student, prisoner, or patient


          	is amused by, or takes pleasure in, the psychological or physical suffering of others (including animals)


          	has lied for the purposes of harming or inflicting pain on others (not merely to achieve some other goal)


          	gets other people to do what he or she wants by frightening them (through intimidation or even terror)


          	restricts the autonomy of people with whom he or she has a close relationship, for example, will not let spouse leave the house unaccompanied or permit teenage daughter to attend social functions


          	is fascinated by violence, weapons, martial arts, injury, or torture


          	behavior detailed above has not been directed toward only one person (e.g., spouse, one child) and has not been solely for the purpose of sexual arousal.

        

      

    


    Psychologist Robert Hare provides a wider context for the disorder:


    It is important to emphasize that these characteristics can be expressed in differing ways in differing contexts. Perhaps the most obvious form are the tyrannical sadists who, in the workplace, choose their victims whom they abuse, intimidate, and humiliate in front of their colleagues; they obtain pleasure from the psychic pain and distress of those whom they subjugate. Sadists may seek and achieve social positions, which allow them to exercise control and to mete out punishment in socially sanctioned roles. They may include the judge who metes out punishment of a cruel and unusual severity, the army sergeant who brutalizes the new recruit, and the psychiatrist who misuses mental health legislation to incarcerate a patient.11


    THE ROLE OF GENES AND ENVIRONMENT


    But what causes some people to be antisocial, or psychopathic, or sadistic? Decades of research have shown that both genes and environment work together in a complex tango of cause. Intriguing research has shown, for example, that abused boys who happen to have genes coding for low levels of an enzyme, MAO-A, which breaks down communication molecules in the brain, have a higher tendency to become violent or criminal than other abused boys. When these children are raised in a normal environment, however, the gene doesn't appear to affect behavior. The low-coding MAO-A genes provided only a predisposition for antisocial behavior—an example of how both nature and nurture might combine to form personality as well as personality disorders.


    Some genes lead more or less directly to changes in general health and personality. Inheritance of stuttering, redundant trinucleotides on chromosome 4, for example, can cause Huntington's disease—a disorder that leads to a dramatic transformation in personality followed by a devastatingly premature death. Susceptibility to schizophrenia is associated with specific genes on chromosomes 13 and 8. Bipolar disorder is affiliated with certain genes on (at a minimum) chromosomes 1, 6, 7, 10, 18, and 21. Discussion of all these chromosomes, genes, and inherited disorders raises the question—could there be a gene or set of genes that would lead directly to the behavior associated with at least some types of antisocial personality disorder or psychopathy?


    THE GENETICS OF PSYCHOPATHY


    The essentials of psychopathy can be seen even in this simple portrayal of a seven-year-old child: “Mark does not feel guilty if he has done something wrong, he does not show feelings or emotions, and he is rarely helpful if someone is hurt.”12


    This description of Mark is the opening sentence of a fundamentally important 2005 study, “Evidence for Substantial Genetic Risk for Psychopathy in 7-Year-Olds,” incongruously led by a delicate-featured young blonde with guileless blue eyes and the memorable name of Essi Viding. (Researchers with unusual names are always a delight for other researchers—search engines home right in on their work.) Viding has been curious about the possible genetic origins of antisocial behavior since a stint as a junior researcher before graduate school. She noticed that despite efforts from professionals, there seemed to be some antisocial children who appeared beyond reach.


    Viding's study sought to tease out how much genetics comes into play in antisocial behavior in children with outright psychopathic tendencies, as well as in those with less severe forms of antisocial behavior. To do this, Viding used results from TEDS—the Twins Early Development Study—a monumental study of over five thousand pairs of twins in the United Kingdom who were born in 1994, 1995, and 1996. The TED study was initiated to allow scientists to take advantage of the fact that while identical twins share 100 percent of their genes, fraternal twins share only about 50 percent. If the effect of genes predominates for a given characteristic—extroversion, for example—then you would expect that if one identical twin was outgoing, the other one would be too. But for fraternal twins, like my husband and his sister, it is just as likely that one could be laconic (my husband), while the other is loquacious (Jane),


    The effect of environment turns out to have two components. One component has to do with the environment the twins share: a set of easygoing, loving parents, for example, or a shared diet of lard-ridden Southern cooking. You can figure out what this shared environment is by playing with the data to see if fraternal twins appear to be more similar than expected, since they share only half their genes.


    The other environmental component has to do with a nonshared environment. Maybe Mom really did like your twin best, or maybe your stepfather decided you were the one he was going to beat when he had too much to drink. You can get an idea of what this nonshared environment is by looking at the data from identical twins. If the twins aren't 100 percent identical for a certain trait, the nonshared environment is suspected to be the reason.


    Viding's group surveyed the teachers of 3,687 pairs of “TEDS” twins from the 1994 and 1995 births regarding their students’ character traits. From this, 187 pairs of twins were found to have at least one twin who displayed extreme psychopathic traits. In another 177 pairs of twins, at least one of the twins was found to display traits of antisocial behavior but without the callous, emotionless features of psychopathy.


    By careful analysis of the data for identical versus fraternal twins, what Viding found was unexpected—and striking. Antisocial behavior in those twins who were highly psychopathic was under strong genetic influence—a heritability of 81 percent.a.13 The remaining 19 percent of influence appeared to be entirely due to unshared environmental components—differences in how the two twins were raised. The twins with antisocial behavior, on the other hand, showed a moderate genetic heritability of 30 percent; the remaining influences were entirely environmental.14


    If this seems hard to swallow, here's an analogy. Let's say that you randomly gather a group of older children of normal intelligence who are poor readers. If you analyze the group carefully, you might find that some kids have a poor home environment or have disadvantaged schooling. Based on the twin studies, you would probably find that there was also evidence of a slight genetic component.
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      Fig. 2.1.

    


    But now let's say you asked your poor readers to read and answer the simple question: “Do the words fruit and boot rhyme?” You'd find that the kids would automatically sort themselves into two groups, irrespective of schooling. One group of kids would answer the question easily, while the other group would struggle. If you then analyzed each of these groups separately by drawing on the twin studies, you would find something very different from your first analysis. The children who easily understood that fruit and boot rhyme would probably show that their reading ability was substantially influenced by their environment. But the group who had trouble seeing the rhyme would probably show considerable genetic evidence for their reading disability. This is because some or many of the children who had trouble with the unusual rhyming pattern were probably dyslexic, and dyslexia has a strong genetic component.


    Let's look again at the results from the study of psychopathy. Discarding the belief in the natural innocence of children and eliminating a century of social engineering, this means that some kids are born with a marked tendency toward evil. Sure, traditional forms of intervening in the family environment seem to work for kids with a light set of antisocial genes. But some type of genetic vulnerability appears to cause significant differences in the neurological development of children with psychopathic tendencies. As Viding had seen at the very beginning of her academic career, these unusual children seem remarkably resistant to intervention and may be at high risk for becoming adult psychopaths. Viding's study has far-reaching implications for treatment and prevention—precisely the reason she carried out the research. For, if the cause of psychopathy is indeed genetic—that is, related to subcellular programming—an understanding of that programming can lead to methods of repair.


    But what exactly is going on, genetically speaking, in those with problematic personalities? We have finally reached a new, genomic era, where we can begin to understand.


    And perhaps, just perhaps, I can find some clues about Carolyn.

    


    a.This might bring some readers to wonder about identical twins pairs in which one twin has psychopathic traits and one does not. Remember—just having the genetics for a disorder does not necessarily mean the disorder is inevitable. It may mean, for example, that one twin is just over the diagnosable edge, while the other isn't. Even with identical twins growing up in the same environment, it's impossible to identically wire brains with 100 trillion synapses. And environment itself does make a difference. For example, phenylketonuria, a recessive single-gene disorder, causes severe mental retardation. However, administering a diet low on phenylalanine prevents mental retardation. Judith Rich Harris's latest book, No Two Alike, provides an elegant hypothesis related to the often troublesome category of “non-shared environment.”


    Perhaps more importantly, the idea that the variation in personalities is roughly half due to genetics and half to environment is valid, but misleading. Psychopaths, for example, sometimes appear to possess “dominant” sets of genes that override the influence of environment.
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    “The problem with the gene pool is there aren't any lifeguards.”


    —Anonymous


    We already know that genes have dramatic effects on virtually every aspect of the human body—height, weight, skin color, and even the ability to process oxygen. But sometimes we forget how important genes are in shaping personality. As behavioral geneticist Robert Plomin has pointed out, the answer to the question “how much does heredity affect behavior” is “a lot.”1 Indeed, as Plomin notes, genetic influence is so ubiquitous that we should not be asking what is heritable with regard to behavior. Instead, we should be asking what is not heritable. “So far,” he notes, “the only domain that shows little or no genetic influence involves beliefs such as religiosity and political values; another possibility is creativity independent of IQ.”a.2


    Recent research has even undermined the long-held belief that troubled, argumentative marriages cause problematic behavior in the children brought up in those households. A recent study of adult twins and their offspring revealed that it is not the family discord that causes problematic behavior but rather the genes that troubled parents pass along. In fact, the parents’ own genes apparently determine how often they argue with each other.3


    Ultimately, then, since genes are so crucially important to understanding personality—including its Machiavellian manifestations—it's a good idea to take a quick review of some fundamentals. A human body is composed of about a trillion tiny, membrane-enclosed cells—bone cells, nerve cells, white blood cells, and so on. Each cell is alive and carries out its own suite of “life functions” by following the instructions encoded in its genes. The genes are portions of chromosomes, sequestered in the cell's spherical nucleus. Most human cells (there are a few exceptions) contain forty-six chromosomes—twenty-three inherited from the mother, and another twenty-three from the father. Each chromosome is a long, slender DNA molecule. If all the DNA in one cell's chromosomes were stretched out, they would total about six feet in length. That means that the average chromosome is a couple of inches long—which makes a DNA strand a giant, as molecules go. But because DNA is extraordinarily slender—thousands of times thinner than a hair—all forty-six human chromosomes are easily wadded up like a molecular-sized ball of string inside the cell's nucleus.
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      Fig. 3.1. The 46 human chromosomes

    


    DNA molecules are not only long and skinny but also very simple in structure. The famous DNA “double helix” consists of two parallel (but twisted) chains of molecular building blocks called nucleotides. There are only four kinds of nucleotides, and what makes the four different from one another are parts of the nucleotides called bases—adenine, guanine, thymine, and cytosine. The four DNA bases are almost always abbreviated A, G, T, and C. The DNA “code” consists of sequences of nucleotides with various bases. ATTCGACCTCC tells a cell to do one thing, TGACCTGCAG says something else. You can think of a cell's chromosomes as a set of cookbooks, with each chromosome being a volume, and each gene a recipe. There are hundreds of gene “recipes” strung along each chromosome, and roughly 70 percent of all those genes participate in the development and operation of our brain.
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      Fig. 3.2.

    


    Along the chromosome, each gene—each recipe, if you will—is a sequence of DNA letters that tells a cell how to make a particular protein. The proteins, in turn, make up much of the structure of a cell and, hence, the body, and carry out cellular functions. Thus, the genome consists of genes—sequences of DNA bases along the chromosomes—each of which codes for the assembly of a particular protein. Depending on the information in the genes, the proteins build an ant, a pine tree, or a human—with brown eyes or blue.


    We humans are estimated to have about twenty-two thousand genes sprinkled among our chromosomes—that's only about 5 percent of the total DNA.4 The other 95 percent, sometimes called “junk DNA,” has long been thought of as sitting around twiddling its molecular thumbs doing nothing in particular. However, researchers are discovering that some junk DNA is intricately involved in the regulation of which genes are turned on or off in which tissues. This in turn ultimately determines an organism's phenotype—how an organism appears. Thus, although genes are still of paramount importance, there is a whole additional layer of complexity involving control of those genes—a sort of “index”—that we are just barely beginning to understand. What makes us special among primates may not so much be the genetic recipes themselves but when and where the regulatory sequences turn the genes on and off.


    Even more interesting are recent findings based on how often genes repeat themselves—“copy number variants.”5 Perhaps 10 percent of genes, it seems, are in regions that can easily find themselves doubled, tripled, quadrupled, deleted, or scrambled. These different numbers and types of genetic copies can make dramatic differences in the genetic makeup between different population groups, as well as between more closely related individuals—perhaps even between siblings. The number of copies of different genes has already been linked with a variety of medical conditions, including Alzheimer's, kidney disease, and HIV. The expectation is that these copy number variants may become very significant in personality disorder research as well.


    Differing versions of a gene that can fill a slot on a chromosome are called alleles. Alleles are simply variants of genes—kind of like a recipe variant where egg whites are substituted for egg yolks when baking a cake. But alleles can also be thought of as competitive versions of a gene. A different, “new and improved” version of an allele, for example, might help build a better molecule for ferrying oxygen around or might help grow sturdier bones.


    But how do different alleles for a gene arise? Primarily through mutation. One of the bases—A, C, T, or G—might be miscopied when reproduction is taking place. Alternatively, sometimes genes stutter when they are copied, repeating certain parts of themselves, or, like dropping a stitch, losing a section. Either way, a slightly different allele is created that is passed down to future generations. Incidentally, about 25 percent of all human genes have alternate versions available. The lowest average number of alternate versions is found in the populations of New Guinea and Australia, while the dazzlingly highest number of alternate versions is found in the Middle East, western Asia, and southern, central, and eastern Europe.6


    Yet even one simple change of a nucleotide at a single location can lead to problems—as if a cook used a teaspoon of salt instead of yeast in a recipe for bread. Such a change in a gene (making a new allele, or “flavor” of that gene) causes a change in the protein it builds. This often means that the protein doesn't function normally. Just such single mutations are responsible, not only for cystic fibrosis but for dozens of other devastating conditions such as hemophilia and sickle-cell anemia. Diseases such as Alzheimer's or schizophrenia, on the other hand, often involve more complicated confluences of unlucky alleles. The illustration below shows a few of the common and unusual illnesses that have so far been found to be associated with genes just on chromosome 17.


    Our genotype is the actual information contained on the long strands of DNA molecules in the nucleus of our cells—we can determine our genotype only by using molecular methods. Our phenotype, on the other hand, relates to our appearance, which is determined by the output of the genotype and sometimes by environment as well.


    Now we're ready to return to the subject of evolution. As we have seen, traits are controlled by a mix of genes—various alleles that affect characteristics such as skin color, disease resistance, memory, and even novelty seeking. If an allele helps produce a trait that confers an advantage, individuals who bear that allele will leave more offspring. That trait and that allele will occur in a greater proportion of individuals in the next generation, and the next generation as a whole will be better adapted to the environment. Sometimes, especially in small populations, chance events can also alter the mix of alleles in the next generation, a phenomenon called genetic drift. These incremental shifts in the frequency of alleles in the population—changes in the population's “gene pool”—constitute evolution. Specifically, they constitute a small-scale process termed microevolution. Larger-scale evolutionary change, such as the origin of new species or the founding of orders and classes, is called macroevolution.
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      Fig. 3.3.

    


    MACHIAVELLIAN GENES


    A complex array of varying genes underlies the many different outward manifestations—phenotypes—of many different personality disorders. A person with an unlucky shake of the genetic dice can actually end up with full-blown versions of those disorders right out of the chute—these unfortunates often show their dysfunctional characteristics in early childhood, despite a loving and stress-free environment.


    However, a person with a lighter dose of the genetics for a personality disorder is not necessarily predestined to descend into a full-blown, clinical version. There are two routes such a person can follow. With a relatively stress-free environment, the person may simply grow into someone who is “normal” but who can sometimes be difficult to deal with emotionally. The other route involves succumbing to all-out traits of a personality disorder.


    How might this happen?


    The key, it appears, is often stress. When a person experiences bodily stress, for example, physical exercise, it can turn certain genes on or off—perhaps through the regulatory function of the junk DNA. In the case of exercise, this stress can turn on genes that cause muscle growth—you see the result in the form of bulging biceps. But a body can experience stress in other ways—for example, by being beaten by a parent, working for a bullying boss, or drinking too much alcohol. All of these activities, amazingly, can switch different sections of one's genetic code from quiescence to an all-too-active state—or vice versa.7 The resultant proteins, which have different properties from the nonstressed versions, can, in turn, affect our personalities. Depending on the stress and our genetic predisposition, we can be pushed toward depression, eating disorders, drug abuse, or cancer.8 If a person already has a mild form of a personality disorder, he or she can be pushed into a full-blown version.


    
      Intermediate Phenotype


      Intermediate phenotype is a concept used by researchers who are wrestling with the relationship between genes and phenotype. To understand “intermediate phenotype,” it's helpful to remember that there is often an intermediate case between a full-blown manifestation of a disease and a less harmful variant. In personality disorders, intermediate phenotypes, sometimes called endophenotypes, are used to describe people with subclinical symptoms of diseases like schizophrenia or borderline personality disorder. The stipulation for an intermediate phenotype is that it be found in mildly ill but not “certifiable” siblings and other relatives, and that it even be found in some psychiatrically well relatives. This establishes that the phenotypes are related to risk for an illness and are not the illness itself.


      So far, the concept of intermediate phenotypes has been most powerfully developed and used by Dr. Michael Egan and his colleagues at the National Institute of Mental Health for their research on schizophrenia. Schizophrenia, like borderline personality disorder, is a complex disease that results from many causes, including a multitude of genes and environmental factors such as drug abuse, head injury, infections, and even a person's conscious thinking processes—all of which can influence each other.


      Egan's work clarified the relationship between a particular allele related to cognitive function that had previously been weakly and inconsistently associated with schizophrenia. When Egan's group applied the concepts of intermediate phenotype by studying brain function and comparing genotypes in a wide variety of people—including patients with schizophrenia, their healthy siblings, and controls—the suspect allele suddenly popped out as a strong predictor of abnormal prefrontal brain function. This happened in every person sampled, whether or not the person had schizophrenia. Egan's study was one of the first times that a correlation of an intermediate phenotype with a gene was shown to clarify how a gene related to a complex clinical diagnosis.9


      “What's so surprising,” marvels Daniel Weinberger, Egan's colleague at the National Institute of Mental Health, “is that it works.”10 It appears that the next step beyond imaging genetics may relate to the synergistic use of genotyping, neuroimaging, and intermediate phenotypes. It will be exciting to see what future studies reveal when these techniques are applied to antisocial personality disorder, other related syndromes, and their subclinical “intermediate phenotypes.”

    


    Faced with the overwhelming variety of phenotypes that can arise from this mixture of genes and environment, it's hard to know where to even begin looking at a person's genome to determine which alleles might be key in motivating behavioral traits. But a fascinating new discipline, imaging genetics, has recently arisen that provides precisely the necessary tool. Imaging genetics uses medical imaging techniques to figure out a person's phenotype—the word phenotype meaning, in this case, the size and shape of organs such as the amygdala and cingulate cortex—and then evaluating the same person's genes to see how they compare. The value of using medical imaging for the comparison with genetics, instead of old-fashioned questionnaires and interviews, is that genes act much more directly on neural components like the amygdala than they do on a person's ultimate behavior—and they don't lie. You might think of the old research as being the equivalent of trying to figure out how a racing car works by comparing its blueprints (genome) with its performance statistics (behavior)—a dry and thankless exercise at best. Today's imaging genetics allow you to open the car's hood and look around with sophisticated measurement tools on hand. This, in turn, allows you to make comparisons between blueprints and performance even while the engine is running, so you can figure out what's really going on.


    But, you might ask, are we seeing the cause of certain thinking patterns? Or the effect? Clearly for some organic brain diseases, such as schizophrenia, we are seeing the effect. But for other conditions, it's often not clear. After all, use of antidepressants can alleviate depression by changing brain chemistry—these changes can be clearly seen with imaging techniques.11 But the same changes in neural chemistry can be seen after a patient has used cognitive therapy techniques to change her thinking patterns!12


    If you ever want to know whether your tax dollars are being used for a good purpose, go take a look at the extraordinary work that the National Institute of Mental Health and other National Institutes of Health are doing in digging out the genetic bases of psychiatric illnesses. Dr. Weinberger, quoted above, also happens to be the director of the National Institute of Mental Health's Genes, Cognition, and Psychosis program. He is one of the leading researchers in this area, as indicated by the number of key papers related to the genetics of personality disorders that bear his name. When I spoke with him about this book, he reiterated his feelings that genes are about risk—not fate—and that no single gene by itself can predict personality.13


    Most especially, we know that there is no single gene known to create a psychopath, or to cause someone to suffer from antisocial personality disorder, or to generate more sinisterly successful variants of either one of these disorders. But there are a number of genes and gene complexes that have been found to affect brain function—most importantly, for our purposes, regarding traits such as impulsivity, mood, and anxiety. Through the use of such sophisticated new techniques and concepts as imaging genetics and intermediate phenotypes, researchers are discovering how alleles of particular genes can help underpin the dysfunctional behavior that can lead to a problematic personality or full-blown clinical pathology. In a sense, you might call these evil genes.b. Let's focus on a few of them.


    Serotonin Receptors and Behavior


    A variety of different studies have converged on serotonin as being a key communication molecule—“neurotransmitter”—behind the generation and control of emotions. Neurotransmitters are like little flares that carry information across the gaps—synapses—between sending and receiving neurons (see the picture on the next page). It turns out that the serotonin flares can interact with about fifteen different types of receiving cell landing sites, called “receptors.” Once serotonin lands on a particular type of receptor, it sets in motion a whole Rube Goldberg–style chain of events. If serotonin hits one receptor, for example, it's metabolically akin to flipping a switch to start a ball bearing rolling down a ramp to bash against your toaster handle and start your morning toast. On the other hand, if it hits another kind of receptor, it's a sort of physiological equivalent of pushing a button that launches the ball bearing out a bedroom window, allowing it to bounce against a plate on a tree and back in the kitchen window below, thus tapping a coffeepot's ON switch and starting your morning cup of cellular java.


    Why are there so many different kinds of serotonin receptors? Researchers speculate that serotonin has apparently been used as a communication molecule dating back even to very primitive organisms. This common molecule is found, after all, in pretty much anything with a backbone, as well as in spineless creatures such as flatworms, nematodes, and leeches. For all of these creatures, serotonin assists with sensing, motion-related, as well as cardiovascular functions. Basically, serotonin is a handy molecule for many different purposes.14 Different receptors on different receiving cells each respond to the little serotonin molecules by kicking their own pathways into gear. Serotonin receptors are each created according to templates set out by specific sets of genes, with each gene often having two, three, or even more different versions—that is, alleles. Obviously, all these different possibilities can make for a dizzying variety of potential genes related to serotonin receptors alone.
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      Fig. 3.4. The molecules of serotonin shown in this illustration are given off by the cell that is sending the message. The serotonin binds to “docks” (receptors) in the receiving cell and instructs that cell to either fire or stop firing, among other processes. The amount of serotonin in the gap known as the synapse, as well as the types of receptors (there are at least fifteen types), influences the cell's response. Two different types of sending cell molecules can reduce serotonin levels in synapses. Autoreceptors direct the cells to slow down serotonin production, while reuptake transporters absorb the neurotransmitter back into the sending cell to prepare for the next firing.

    


    Different serotonin-related alleles have been found to be strongly associated with various aspects of personality and temperament, as well as mood disorders. But because these alleles interact and overlap, it's difficult to state definitively that any given allele is responsible for a given personality disorder. Sometimes an allele might help produce a disorder—but if that same allele is found with a constellation of other mitigating alleles, it might not produce the disorder at all. Indeed, the idea that groups of genes underlie personality types is an important one and has been given the name “QTL (Quantitative Trait Loci) Model” for behavioral traits.15


    Our knowledge of how the different serotonin receptors relate to emotions is currently rather limited. We do know that one of those receptors, with the cryptic name 5-HT1B, plays a selective role in controlling offensive aggression.16 Other serotonin receptors have also been implicated in problematic behaviors. Certain alleles of the 5-HT2A receptor, for example, have been found to be associated with self-mutilation, anorexia, and a history of suicide attempts.17 The HT3A receptor, on the other hand, appears to have a critical influence on the amygdala (the “fight-or-flight” decision-making area of the brain), especially when a person is reacting to another's facial expressions. The HT3A receptor also affects how fast certain areas of the brain process information. Some versions of alleles related to this receptor appear to cause the extremes of neural activity seen in bipolar disorder.18 Overall, research about serotonin receptors and their associated alleles is just at the “tip of the iceberg” stage—enough to hint that there may be something going on related to precisely the sorts of emotions and behavior that are seen in various subclinical and clinical personality disorders.


    On the other hand, if we switch our attention to serotonin transporters, as opposed to receptors, we will find that research is far more advanced.


    The Long and the Short of It—Serotonin Transporters


    Reflecting on the illustration a few pages back showing synapses and serotonin, we are reminded that serotonin receptors are equivalent to docking points that help trigger reactions in the next neuron. Once the reaction is triggered—the switch is flipped—the serotonin is then free to go back and float around in the space between the neurons. But if serotonin is already filling the space, how can a “sending” cell release new serotonin to trigger a new reaction? Somehow, the serotonin already in that space has to be pulled back into the original trigger neuron so that it can be used to trigger the next signal. One of the key molecules that helps do this is a special transporter molecule called SERT (for “serotonin transporter”). You can think of SERT as a cleverly designed protein conveyer belt that helps scoop excess serotonin out of the cleft between neurons and carry it back into the trigger neuron. Two different alleles have been found that help produce SERT—a short allele with fourteen tandem repeats, and a longer version with sixteen tandem repeats. (“Tandem repeats” is short for “repeated tandem base pairs,” such as GCGCGCGCGCGC. Sometimes the tandem repeats confuse the cell's DNA copying apparatus, so it's easier for these alleles to be miscopied and made shorter or longer.) The difference between the short and long SERT alleles doesn't lie in the information that codes for the transporter molecule itself but rather in the part of the gene that controls how often the transporter molecule gets produced. The short version of the allele doesn't allow for production of as many transporter molecules. You might think of it as a copy machine that puts out only half the copies you request. The resulting lack of transporter molecules allows serotonin to linger longer and appears to predispose people toward anxiety, impulsivity, suicidal thoughts
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    Professor Barbara Oakley's Evil Genes provides a terrific “big picture” overview of those who carry traits similar to borderline personality disorder. What Barb didn't tell you, however, was that when she first began to look for information related to her sister, she stumbled across my Stop Walking on Eggshells. “That's what started the boulder rolling,” she told me.


    Many who have read Evil Genes have asked Dr. Oakley what they should do if they are dealing with a troubled person in their life who they suspect has some—or many—of the symptoms of borderline personality disorder. As it turns out, my most recent book, The Essential Family Guide to BPD: New Tools and Techniques to Stop Walking on Eggshells, deals with precisely that topic. That's why Barb asked me to write this afterword.


    As you know, many of those who have symptoms of borderline personality disorder remain undiagnosed. Some of these people can function at prominent levels—as doctors, ministers, business leaders, or other highly respected individuals. If you suspect someone you care about or work with has some or many of the traits of borderline personality disorder, you may be left feeling helpless and hopeless. However, you do have the power to improve your situation whether or not the borderline-like person (“BP”) you know chooses to change.


    Your feelings are normal, and you are not alone.


    The following are common emotions among those who affiliate with BPs (called non-BPs here for short):


    
      	Self-doubt: People question their own sanity because BPs forcefully and consistently maintain that the non-BP's perceptions are completely wrong.


      	Guilt/shame: Over time, the accusations have a brainwashing effect. The non-BP comes to believe that he or she is, indeed, the source of all the problems.


      	Depression/grief/exhaustion: Non-BPs being devalued by a BP in once loving relationships cherish powerful memories of the times when the BP loved them unconditionally and thought they could do no wrong. Non-BPs can ultimately feel as if the person who loved them has died and been replaced by someone unknown. The “love/hate” cycle is completely unpredictable—it can take minutes, hours, days, months, or years.


      	Isolation: If you are in a relationship with a BP, you may find that the BP's unpredictable behavior and moodiness can make friendships difficult. Some non-BPs find that friends and family do not believe them when they describe the BP's behavior. Other non-BPs say friends suggest solutions they consider simplistic or unacceptable. The non-BP's self-esteem suffers, and making friends eventually seems impossible. In addition, the BP may insist that the non-BP cut off ties with friends or family. The non-BP often feels there is little choice but to comply.


      	Feeling trapped and helpless: Staying in a relationship with a BP may seem hopeless, but leaving may not seem like a realistic option either. Getting angry does not work—neither does reasoning or anything else. Who wouldn't feel helpless under these circumstances?

    


    If “your” BP is a family member, don't tell him you think he has BPD or try to force therapy upon him.


    If you do, as Dr. Oakley pointed out earlier in Evil Genes, you can be sure your family member will become furious and say that you're the one who has borderline personality disorder—especially if you and your BP have been playing the “blame game.” Even if the diagnosis was coming from a doctor, it would be meaningless unless your BP wanted help. Making major changes is tough even when people want to make them.


    The question people ask most often is, “How do I make my family member go to a therapist?” The answer is, “you can't.” You may be able to threaten the person into going, but all you get is a warm body, not an engaged or open mind. Rather than focus on what your family member thinks, which you can't control, focus on his behavior toward you, and think about what you will and will not accept.


    Recognize the common triggers of shame and fear of abandonment.


    Whether your BP is in your family, or simply someone you must work with, you can create more predictability in your life by identifying triggers (sensitive areas) that lead to borderline defense mechanisms. The most common ones are shame and fear of abandonment.


    Everyone fears abandonment to some extent. However, BPs react to real or imagined threats. And they have a good imagination. In a family situation, normal things such as spending time with your own friends or working long hours can trigger an over-the-top expression of fear that cannot be easily assuaged because it originates from within the BP.


    People with borderline personality disorder feel innately bad, worthless, defective, or toxic at the very core of their being—not for something they have done, but simply for being. This makes them sensitive to rejection. They anxiously await it, see it when it isn't there, and overreact to it whether it's there or not. This is why small slights—or perceived small slights—can cause major messes.


    Leave if your family member rages or becomes violent.


    Don't listen to family members berate and call you names. At that point in time, they can't see your point of view or think through the effects of their interactions with others. It's not that they won't—it's that they can't, not without having had the proper treatment. Remember—their emotional toolkit is missing some key components.


    Verbal abuse harms you: ongoing, repeated verbal assaults can be every bit as emotionally devastating as physical battering—especially when it is meted out by an intimate or by someone in a position of authority.


    If your family member loses control, you can:


    
      	Retreat to a room that is off-limits to everyone else


      	Call a friend and go over to her house


      	Call a friend and have the friend come to your house


      	Go to a movie


      	Put on some headphones and listen to music


      	Take a taxi home


      	Turn off your answering machine

    


    Think through your options and make concrete plans ahead of time. Then discuss your plan with the BP before these situations occur so that you have a shared understanding of what will happen. Assure your family member that if you leave, you will be back. Let your BP make her own choices, and give the gift of allowing her to take responsibility for the outcome of her decisions.


    Use phrases like:


    
      	“I want to hear about your feelings, but it's hard for me when things get too emotional” (instead of “you get too emotional”).


      	“We'll talk later, when things calm down. I want to give you my full attention, and that's too hard for me to do right now.”


      	“I can't listen right now. Not until things are calmer.”


      	“Let me have a little while to calm down and then we can talk.”

    


    Become an advocate for your borderline child.


    If you believe your minor child has BPD, run to your nearest bookstore and purchase a copy of Borderline Personality Disorder in Adolescents (Fair Winds Press, 2007) by Blaise Aguirre, MD.


    You will hear over and over again that a person can only receive a diagnosis of BPD after the age of eighteen. This is an old and entrenched way of thinking. Today, experienced clinicians believe it's crucial to address borderline-like behavior as soon as possible. The longer the disorder goes untreated, the more entrenched it can become.


    Learn and practice the five core skills that will empower you to improve your own life.


    Borderline personality disorder is multifaceted and borderline-like behaviors can be wildly unpredictable. Those with BP family members, or who are dealing with a BP in their work life, need more than information: they need skills training, emotional support, and often their own therapist to help them determine what is and isn't “normal.”


    My book The Essential Family Guide to Borderline Personality Disorder (Hazelden, 2008) identifies five major tools family members need to organize their thinking, learn specific skills, and focus on what they need to do instead of becoming overwhelmed. If you are dealing with a BP in your work life, you will also find these tools to be useful.


    Here, I'll briefly go over the first three: take care of yourself, uncover what keeps you feeling stuck, and communicate to be heard. (The fourth and fifth have to do with setting limits and reinforcing the right behavior. These are too complicated to discuss given the amount of space available.)


    TOOL 1: TAKE CARE OF YOURSELF


    Non-BPs tend to become isolated. Don't let this happen to you. Reach out to others. Don't let yourself be embarrassed into isolation or pushed into it by threats, implied or outright.


    Depend on friends to give you reality checks. Non-BPs almost always lose sight of what is normal. Join a support group, whether online or in real life (see links at BPDCentral.com). Get enough sleep and live a healthy lifestyle.


    TOOL 2: UNCOVER WHAT KEEPS YOU FEELING STUCK


    Most often, you don't recognize situations that have the ability to make you feel trapped and stuck until you're deeply involved and unable to tell what is “normal” anymore. These feelings of helplessness and lack of control can cause just as much suffering as the presence of the personality disorder itself.


    Feelings of fear—for example, fear of conflict, fear of being alone, fear of financial problems, and fear of losing the relationship—make some people feel trapped. Susan Jeffers, the author of Feel the Fear and Do It Anyway, says that all we need to do to diminish fear is to develop more trust in our ability to handle whatever comes our way.


    Sometimes survival is dependent upon giving up the myths of the ideal parent, sister, or other family member, and accepting reality, no matter how much we wish it were otherwise. We may cherish our feelings of loyalty and carry a strong sense of obligation, but sometimes those feelings can mislead us into doing things that are ultimately harmful for both ourselves and our loved one.


    Take a close look at your beliefs and decide which ones are based on myths and which ones are based on reality. This consists of asking questions such as: What do I do because of a sense of obligation? What feelings rise up when I ask myself that question? Which of my obligations feel good to me? Which ones do not?


    Guilt drives parents to lose their sense of judgment and go to ridiculous lengths to assuage their guilt. Society says that parents who have a child who isn't functioning well are not up-to-snuff. Acknowledge your guilt, but formulate a plan to overcome it so it doesn't act as a barrier.


    Rescuers love their family member and want to help. So they “help,” often by doing things they don't want to do or by giving up things they don't want to give up. When things don't improve (or get even worse), they “help” some more—even though they resent it and think it's unfair. Rescuers do things for people that the people could do for themselves, which encourages their dependence.


    TOOL 3: COMMUNICATE TO BE HEARD


    The first rule of communication is knowing when not to attempt it. When someone with symptoms of borderline personality disorder has intense feelings, the emotional centers of his brain “hijack” the logical centers. Asking your family member to process factual information is like asking a baby to drive a car. It's not that he doesn't want to, it's that he can't.


    If you're feeling criticized or blamed—especially when it's quite undeserved—the natural response is to defend yourself. But this only makes things worse because the message the borderline receives is, “Your feelings are wrong.” While no one wants to be told their emotions are baseless, borderline individuals have an especially intense, negative reaction to having their feelings “invalidated” (meaning rejected, denied, ignored, mocked, judged, or diminished).


    To avoid doubling his anger at and pain of being told he's incorrect about his own feelings, you need to separate your BP's distorted thinking from the intense, overwhelming feelings, and then empathically acknowledge those emotions to your family member without necessarily agreeing with the thoughts that link the two.


    So how do you do that? Through a technique called “empathic acknowledging”—a blend of empathy, active listening skills, and acknowledging.


    EMPATHY


    Empathy is emotionally putting yourself in someone else's place to the point when you can vicariously experience her thoughts and feelings.


    Metaphorically, people who express sympathy are like people who drive by the scene of an accident, slow down, give an encouraging expression to the driver of the banged-up car, then speed up and go along their merry way. On the other hand, people who express empathy pull over, get out of their car, clasp the shoulder of the driver, and say, “Oh wow, I bet this is the last thing you needed to happen right now.”


    ACTIVE LISTENING


    Active listening means suspending your judgments and opinions, and pushing everything out of your mind except your family member—you're about to enter her world. Focus on what she's feeling as well as saying, with her words, tone of voice, facial expressions, and body language.


    Listen with 100 percent of your attention without interrupting, asking questions, offering solutions, or thinking about what you're going to say next. This says, “You and what you say are so important that I'm giving you my undivided time and attention. I am willing to listen to you with an open mind.”


    ACKNOWLEDGING (VERBAL AND NONVERBAL)


    Verbally, use encouragers such as “oh,” “hmm,” and “really?” Reflect their feelings (“That sounds frustrating”). Show involvement (“I'm happy for you”). Punctuate intense emotions (“Oh no!”).


    Your most powerful communication tool is your face and body, not your mouth. Research shows that people convey just 7 percent of their attitudes and beliefs through their actual words. The other 93 percent comes from our tone of voice (38 percent) and our facial expressions (55 percent).


    Make your eyes soft and steady, showing interest. Have a relaxed facial expression (no tightening or scrunching up) with a neutral expression or genuine half-smile. Relax your body (whether seated or standing) and have your arms loose by your sides. Don't stare, glare, look away, grimace, frown, or scowl.


    Asking validating questions is another form of acknowledgment. Ask specific, clarifying questions in a way that shows genuine interest and is not provoking. BPs frequently make general, black-and-white comments like “You're selfish.” Ask your BP just what she means by these vague words. What exactly did you do that showed selfishness? How often did you do it? What makes your family member think you don't care about her?


    You might say, “I really want to understand you, but I'm having trouble appreciating the depth of your feelings about this. Can you try explaining this in another way? I care, I just need to understand better.”


    DEFUSE AGGRESSION


    Use noncombative statements that help you to reach your goal and inject some reality into the situation. Examples include:


    
      	“You are the expert on yourself.”


      	“I appreciate what you said, but what I mean is…”


      	“At the time my motivation was…”

    


    Manage the conversation:


    
      	“Could we get back on the subject?”


      	“Let's discuss that at a later time. I'd like to keep the focus on…”


      	“I was hoping we could talk about this. I don't see how we can resolve the situation if you won't talk with me.”

    


    Create a climate of cooperation:


    
      	“Maybe we can find a way to…”


      	What we do agree on is that…”

    


    Respond to unwarranted criticism or abusive statements:


    
      	“I won't stand here and listen to you abuse/yell/attack me, so I'm going to leave if this continues.”


      	“No, I won't tolerate that kind of language, so I'm going to leave if it continues.”

    


    DON'T MAKE YOUR HAPPINESS CONTINGENT ON YOUR FAMILY MEMBER'S DEGREE OF RECOVERY.


    Recovered BP A. J. Mahari advises family members to let go of their desire to control their borderline family member's recovery. “This is their journey, not yours,” she says. “You can support them, but it can't be your life plan.”


    Some non-BPs have embraced detaching with love, a concept promoted by Al-Anon, an organization for people whose lives are affected by someone who abuses alcohol. “Detachment” is neither kind nor unkind. It doesn't imply judgment or condemnation. It is simply a way that encourages each person in a relationship to make his or her own decisions and live with the consequences of those decisions.


    Strive to make sure you're neither used nor abused. Avoid manipulating situations to help the BP avoid looking at his own behavior. Neither create a crisis nor prevent one if it is in the natural course of events.


    Evil Genes may have opened your eyes to a whole ’nother side of human behavior. Although it may seem that a BP you know is consciously choosing his or her troubling behavior, try to remember that if your brain were similarly wired, you would in all probability be acting the same way. Join us at www.BPDCentral.com if you need friends and support as you retool your life in light of your new knowledge.


    Randi Kreger

    www.BPDCentral.com

    Coauthor of Stop Walking on Eggshells and

    author of Stop Walking on Eggshells Workbook and

    The Essential Family Guide to BPD

    


    Portions of this afterword are from The Essential Family Guide to BPD: New Tools and Techniques to Stop Walking on Eggshells, by Randi Kreger (Hazelden Publishing, 2008).
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    A number of important people have been responsible for getting this literary car on the road and keeping it on track. The first is my agent, Ben Salmon of Rights Unlimited, who plucked the early, rough manuscript from obscurity and took it to the top. The second is my Prometheus editor, Linda Greenspan Regan, who is the top—her support, guidance, and superb pointed criticisms have been of enormous benefit to this work. I am also deeply indebted to my editor, Audrey Perkins, faculty at Linn-Benton Community College in Albany, Oregon. Audrey has waded through every word of the developing manuscript numerous times (and since the manuscript was originally half again as long, that's saying a lot). Her careful and incisive editorial suggestions have been invaluable in improving the manuscript's quality and lifting it to a higher level. Audrey's colleague, Richard Liebaert, formerly of the Linn-Benton Biology Department, has also waded twice through the manuscript and made terrific contributions with his constructive criticism, which extended from a wide range of scientific insights to “stuff” in general. Professor Robin Hemley, director of the Nonfiction Writing Program at the University of Iowa, helped provide guidance during a crucial period in the book's formation, as did Dr. Richard Bruno, a leading authority on post-polio syndrome. My dear friend Dr. Gabrielle Stryker has given profoundly appreciated guidance and assistance related to both immunology and the book's illustrations.


    A number of experts have reviewed various portions of the manuscript as well as the manuscript as a whole. However, any book that covers so many different disciplines is bound to be deemed problematic at times. No one can possibly have read all the relevant literature—virtually every book I cite, for example, has tantalized me with ten or more alluring references. The more discerning specialists will undoubtedly be able to think of exceptions, objections, counterexamples, and contradictions to the possibilities, generalizations, and conclusions that have been presented here. I apologize in advance to those who might take offense in this regard and note that any errors that might be found are mine and mine alone. Additionally, I would like to point out that those who have helped me on certain aspects of this work should not be taken to share all of my views. My intention with this book was to provoke thought, since we have just reached the edge of knowledge where science has become extraordinarily thought provoking.


    I could not have written this book without the “wisdom of crowds.” I am deeply indebted to the following individuals for their many contributions: Elizabeth Abbott, Craig Becker, Mary Tracy Bee (thanks for making cutting up corpses fun!), Giuseppe Biamonti, Warren Buffett, Rand Careaga, Rita Carter, Cindy Collins, Richard Felder, Paul Frick, Marc Haeringer, Jon Halliday, Sabine Herpertz, Linda Jack, Quinn Tyler Jackson, Kent Kiehl, Grace Kwok, Shailesh Lal, Eric LaRock, Doreen Lawrence, Cameron Leith, Guruprasad Madhavan, Peter McConville, Sam McFarland, Ken McLeod, Mark Milstein, Stephen J. Morse, Dmitri Nabokov, Andrew Nathan, Randolph Nesse, Joseph Newman, Nete Munk Nielsen, Jerry Oppenheimer, Jim Phelps, Cliff Pickover, Robert Plomin, Lucian Pye, Xianggui (Harvey) Qu, Adrian Raine, James M. Royer, Pat Santy, Kwai Sim Shek, Ken Silk, Daniel J. Simons, Helen Smith, Margaret Soltan, Richard Stamps, Bella Stander, David and Laura Stiles, Glenn Storey, Eugene Subbotsky, Ron Summers, Essi Viding, Daniel Weinberger, Margaret Willard-Traub, David Sloan Wilson, Matthew A. Wilson, and Ke Xu.


    Judith Rich Harris, author of The Nurture Assumption, gave me gentle impetus at the beginning of this project—for her graciousness I am utterly grateful. I could not have written this book if she had not “broken trail.”


    At Prometheus Books, Julia DeGraf's copy-editing skills are remarkable, and deeply appreciated. Grace Zilsberger's cover design is inspired (those who look closely might spot the DNA double-helix on the snake's back). Chris Kramer, Jill Maxick, Rich Snyder, Gretchen Kurtz, Mark Hall, Marcia Rogers, Bruce Carle, and Lynn Pasquale round out the crew of consummate Prometheus professionals who I've been fortunate indeed to work with. No question—Prometheus president Jonathan Kurtz runs a taut ship.


    At Oakland University, my dean, Pieter Frick, and department chair, Chris Wagner, have provided congenial support and encouragement, as have my “part-time” department chairs, Manohar Das and Gary Barber. I am very grateful. I also take this opportunity to thank the indefatigable staff at the Oakland University Interlibrary Loan Department, especially Patricia Clark, Diane Boving, and Dante Manes Rance, who I'm sure have long since concluded that I have unhealthy interests for an engineering professor.


    Some of my friends at Oakland University have contributed in ways too numerous to count to this project: Kris Allen, Farid Badar, Gary Barber, Len Brown, Dan Chang, Todd Estes, Christine Hansen, Richard Haskell, Peggy Lin, Kathy Pfeiffer, Pat Piskulich, Andrew Rusek, Brian Sangeorzan, Donna, John and Carina Searight, Meir “Fiki” Shillor, Anna Spagnuolo, and most especially, Cathy Starnes. Thank you all for making every day a fun day to come to work.


    Our younger daughter's line drawings are deeply appreciated. (Artistic talent not only skipped my generation—it left a vacuum.) Our older daughter's eagle eyes and insightful comments were invaluable. Our adopted sons Bafti and Irfan have each contributed in many ways and made my life and this book richer and more complete. I also thank my in-laws, Jane Raley and Daniel Oakley, whose patient encouragement and interest over the many years of this project has been greatly appreciated. My brother, as always, has provided faith in the fundamental decency of this branch of the family.


    My husband, Philip, swept me off my feet with a three-week engagement at the South Pole in Antarctica nearly twenty-five years ago. I knew it was a risk, but I thought—this man is worth the risk. How right I was! Surprisingly for me, a writer, I can't find the words to describe my luck. But I can tell you this: I could have done none of this without Philip.
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    Barbara Oakley, PhD, has been dubbed a female Indiana Jones—her writing combines worldwide adventure with solid research expertise. Among other adventures, she has worked as a Russian translator on Soviet trawlers in the Bering Sea, served as a radio operator at the South Pole Station in Antarctica, and risen from private to captain in the US Army. Currently an associate professor of engineering at Oakland University in Michigan, Oakley is a recent vice president of the world's largest bioengineering society and holds a doctorate in the integrative discipline of systems engineering. Visit her at www.barbaraoakley.com.
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