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Introduction



Open a newspaper on any day of the week and there will be an article on mental health or more pertinently, ill-health. We read that the issue is affecting more and more people: the young, the old, women, men. Behaviour we used to take for granted now attracts a diagnosis; we and our families are all on pills or in therapy. Opinion pieces either lament the over-diagnosis and the medicalisation of life, or blame it all on modern society. The real problem, they say, is social media, sexual abuse, drugs, poverty, wealth, patriarchy, feminism, religion, lack of religion…the list goes on.


Stepping back from this cacophony, as a person whose job it is to understand such phenomena, a couple of things strike me. While many of these arguments are plausible, they all tend to take a social or political perspective. By contrast, when people talk to their closest friends about troubles in their lives, the natural tendency is to look only at personal experiences, family problems and relationships. Less commonly, in my experience, do people think about physical illness, biochemical processes, genetics or the brain.


Modern psychiatry weaves together all of these strands – biology, psychology and sociology – to create the ‘biopsychosocial’ model of mental disorder.1 We are proud to do so. It shows both our breadth of expertise and rejection of dogma. But applying this model is challenging. Every time we meet a new patient, we must decide which of the three, if any, is most important; otherwise, we are left with a theory that explains everything and nothing.


One way to separate the contribution of genes from the influence of our environment is to study twins who share the same DNA. At the other end of the spectrum, on whole groups of individuals we can look at the effects of war, recession, legalisation of drugs or new treatments. Then there is the more archetypically ‘scientific’ work carried out in labs: animal experiments or research using brain scanners and other new technologies. But even when such work is of the highest quality, it is usually only applicable as a group average. When I am faced with an individual, a patient, with their own unique constellation of circumstances, even the most powerful science available struggles to answer basic questions: why do they feel like this? What made him do that? Why did this happen to her? At its most extreme, this explanatory gap can feel like a chasm. The twentieth-century philosopher–psychiatrist Karl Jaspers went so far as to describe it as an abyss.2


Into the Abyss is therefore not a mountaineering guide, although that is a good metaphor for my work. It suggests something that can be seen but is out of reach. It suggests dangers, darkness below. According to Jaspers, the abyss is an impenetrable country which separates ‘us’ from understanding the mind of the ‘mad’ or ‘insane’. To me, the word ‘abyss’ implies a warning and a declaration of impotence. But it is also a challenge.


My first psychiatric hero was R.D. Laing, the radical Glaswegian thinker of the 1960s and 1970s. Initially Laing was an admirer of Jaspers, but later he became convinced he could connect even with the most disturbed people, those whose contact with reality is the least secure.3 For Laing, the impediment to bridging this chasm was objectivity – the very stance that defines the scientific method. I used to fancy myself as a radical and might have followed in Laing’s footsteps, but it wasn’t really me. I suppose I am too fond of the firm footing provided by empiricism and cautious inference. This is what my training in one of the United Kingdom’s most eminent psychiatric institutions gave me – although it hasn’t stopped me at least trying to figure out what’s going on in another person’s mind.


Jaspers made a useful distinction between a ‘meaningful’ and ‘causal’ understanding of human behaviour. Meaningful understanding is about sympathising and empathising, telling stories, working back from the present to our formative experiences, as if they lie on a single, uninterrupted arc. But this powerful and occasionally beautiful way of seeing our lives may also be illusory: our lives are constantly buffeted about by the causal effects of DNA and disease and even chance. To put it another way, there are lots of things happening to us whether we believe in them or not.


Modern psychiatry is right to look to neuroscience for answers to some of the questions around human nature, and as a neuropsychiatrist, that has been my orientation. Yet some neuroscience – modern psychopharmacology, for example – has a lot to answer for. Neurotransmitters, biochemical messengers in the brain, are often described as the modern equivalent of the ancient humours. Just as the ancient Greeks held that blood and bile drove sanguine and melancholic temperaments, now we have dopamine and serotonin; the former, we are told, gives us motivation, and the latter is responsible for our moods. Then there is the adrenaline ‘rush’ and the endorphin ‘high’ and many more.


When it comes to dopamine, too little of it and you have Parkinson’s disease; too much, and you have schizophrenia. So what about the patient described in chapter 1 who suffers from both? Understanding her condition is impossible without understanding the role of dopamine, but it is her shaky experience of the world, shaped and distorted through this chemical imbalance, that will expand rather than reduce our view of her.


One inescapable biological reality is the lump of fatty material sitting serenely in its protective casket on our necks. Solid and yet delicate, the brain is supremely vulnerable and the skull affords only modest protection. It is certainly no match for, say, a car speeding towards you. Having survived a traumatic brain injury you would hopefully, like the man in chapter 2, embark on a journey of recovery – as would your brain. It might seem hopelessly dualistic to separate the body and self in this way. We take our raw perceptions and intuitions as given; moment by moment, we have no awareness that there is a brain behind all this, doing the thinking. While philosophers have for centuries picked away at the illusion of unity, it is often only with damage to the brain that we start to notice the join, to see the ‘bio’ and the ‘psycho’ pulling apart. The patient’s assumptions and expectations may not quite tally with the social and material world as their malfunctioning brain struggles to make sense of the disparity. Sometimes, it is only when we look at brain anatomy that we can make sense of a person’s idiosyncratic reactions to injury. Maybe there is not such an abyss of understanding after all.


If the overall aim of this collection is to bridge the gulf of understanding between those with disorders and those without, a strong implicit theme rumbles on throughout: the tension between the perspective of an individual and that of the broader social world. For example, the presence of seismic social forces, such as racism and racial identity, can be heard loudly inside and outside the hospital and consulting room, as we see in chapter 4. In the face of prejudice, an individual might swing between extremes of mood until he finds a stabilising centre of gravity, a more natural rhythm and a familiar comforting tune in the therapeutic relationship. But does this relationship not perpetuate the same asymmetries of power? Another powerful social force is the imposition of expectations on women’s bodies and the ethics of consumption, which surface in the clinic as ‘eating disorders’. In chapter 5 we explore how these expectations, underpinned by the biological imperatives of hunger and reproduction, can become internalised across the life cycle, along with the body image inside our heads. But if society can talk us into it, there’s a chance we can talk ourselves out of it.


The tension between the individual and wider society is especially evident when one tries to confront suicide. After all, it was the study of suicide in relation to culture and demography at the end of the nineteenth century that launched sociology as an academic discipline. If we go back to our newspapers, we will tend to find a faux consensus that suicide, being twice as common in men as in women, is due to a ‘crisis in masculinity’ and a culturally imposed ban on men talking about their feelings. Larger social factors, such as unemployment, alcohol and drug misuse, tend to be ignored, as does the single biggest risk factor: having a psychiatric disorder. Suicide fills the canon of our most revered literature. It litters Shakespeare’s plays – think of Hamlet, Macbeth, Romeo and Juliet, and Antony and Cleopatra. Yet far from being a matter for introspection, the most effective suicide prevention tends to work at the population level: switching from coal gas to natural gas; putting up barriers in underground stations; even restricting the sale of paracetamol in chemist shops. Suicide takes us from the sublime to the banal, from the broad sweep of history to the minutiae of the individual’s lonely struggle. We can never really know why a person takes their own life. Perhaps that’s why, as in chapter 3, we are compelled to tell stories about it.


When meaningful and causal explanations meet, there is inevitably a tension, but if they come face to face in the same room, it can feel like an outright collision. It would be easy to claim that when this happens in the consulting room, the hapless psychiatrist is just an innocent bystander. That would be letting us off too easily as well as diminishing our contribution. Others have gone further to say that psychiatry is part of the problem, an agent of the state, a literal ‘thought police’. The charge is excessive, but there is some circumstantial supportive evidence: we alone among medical practitioners have powers to detain and to coerce. We can force treatment on those who would refuse (chapters 1, 4 and 6); we can separate people from their families. In truth, the psychiatrist upholds society’s norms and values, but he or she must not be a passive vector for these, let alone a salesperson. We are not required to be faceless and anonymous like the caricature psychoanalyst. Equally, we can’t disguise our gender, race, class or the powers we have been given. And if we hide behind these attributes, we won’t even see the space between us as persons, let alone bridge it. Writing of tension and collisions sounds rather negative, and not all the endings are happy ones, but these words speak to a potential energy which can be transformational.


The final chapter (chapter 7) picks up the threads of themes sounded earlier in the book through the stories of two people I met at a similar time. As it turns out, their quite different stories encapsulate much of the journey that mental health research and practice has travelled in the past century (and indeed from antiquity). As well as the humours, the ancient Greeks had some pretty odd ideas about the role of organs such as the womb, and how this might cause in women an affliction known as ‘hysteria’. It was this condition that lured Sigmund Freud away from pursuing a stable and respectable career as a neurologist into the altogether more uncertain and, at times, sexually charged realm of mental disorder. A century later, we are still struggling with the same dilemmas and uncertainties that he was.


The last chapters in this book are about how brain and mind interact and, in a sense, vie for control. This can create intimate family dramas – as well as be provoked by them – which play out in the theatre of biomedicine. That brings us to the most potent and controversial symbol of treatment in psychiatry, and one which emblematises the clash between the physical and the metaphysical: electroconvulsive therapy (chapter 6), as well as its gentler modern cousin, transcranial magnetic stimulation (chapter 7).


All of the case histories herein are about how personal and shared beliefs can be powerfully destructive but can also help us to change for the better; one might even say they can be healing. I am aware that my account is partial and distorted by biases in recollection and exposition, as well as all the other influences that blindsided me at the time and, no doubt, still do. All of the chosen encounters were proverbial learning experiences and have helped me understand myself a little better (if no one else). Some readers will be aghast at my level of ignorance to start with. I am prepared to accept that; setting myself up for such judgements is not going to be comfortable, but it is necessary. On my side, or at least at my back, is the growing body of knowledge on mental health and illness. It is contained in the textbooks and academic journals rooted in both the biological and social sciences, a body of knowledge so vast that it can no longer be contained in a physical library. My aim is to make use of some of this accumulated data (I prefer that to wisdom) without burdening the reader with too many citations. Much of it wags its finger at me admonishingly for being unread, while the rest is a reassuring presence – being there if needed. I mention this because I would also like to demystify psychiatry a little. It may be mysterious but it is not mystical; although, when it’s just two people in a room, talking, it is sometimes amazing.





1


Dopamine


I first met Jennifer on an acute medical ward, lying in bed motionless. Literally motionless. She was lying on her back, slightly hunched forward, her head touching the pillow but not resting on it. She had a complicated, even contradictory, set of problems and had stopped taking her medication. She was losing weight and getting dehydrated. She had been admitted to hospital as an emergency.


Jennifer was in her mid-thirties. She was from a fairly ordinary middle-class family. Her parents separated during her childhood and she lived with her mother until her early teens, at which point her mother developed mental health problems and became increasingly paranoid and religiose, although she never saw a psychiatrist. From then, Jennifer started spending more time with her father. She was a good student and had won a place at art school. She took to photography and experimented with prolonged exposures of objects in motion (for example, trains passing, kids running and gliding birds), all of which produced unsettling blurry images. Midway through, when she was about twenty-one years old, Jennifer began to become paranoid, just as her mother was, convinced that people were stealing her ideas and possessions. She started to hear the voice of a famous film star who lived in her area. The voice said nasty, spiteful things and demanded that she cease painting or else… She felt compelled to obey such orders. He said he knew what she was thinking. There was also a female voice that she didn’t recognise, and the two voices would speak to each other, commenting on what Jennifer was doing: “Look at her now, she’s getting out of bed. Who does she think she is?” Bizarrely, the voices seemed to transform into the physical realm and invade her body, pulling at her sexual organs. These strange experiences are diagnostic symptoms of that most iconic mental disorder, schizophrenia.


She was seen by a psychiatrist at that time and, despite attempts to help her with medication and general support, she couldn’t complete her art course. Without that major focus in her life, she became increasingly isolated, living alone in a bedsit on state benefits. She engaged only reluctantly with the local mental health team, tending not to trust them, but she did accept antipsychotic medication. It ‘dampened down’ the voices but didn’t eradicate them.


In fact, she didn’t really trust anyone. She believed that people entered her flat and went through her things, changed the furniture around and stole what few valuables she had. She took to going everywhere with a rucksack on her back stuffed with everything she owned, including letters, papers, CDs and sketches, so that they would be safe. Slung around her chest was a hefty, expensive but now battered camera. She behaved like a photojournalist without a subject, snapping frantically whenever she met someone or went somewhere new. The explanation was that she wanted to keep a record of her life so that she could, if need be, check up on what happened, who was there, where the objects were and so on, in order to use it as evidence. Evidence for what? Her defence? The prosecution? It wasn’t clear.


In time, things settled down. Jennifer was looking after herself, venturing out to the shops to buy essential supplies, taking pictures from time to time and doing pastel self-portraits. She studiously avoided other people, but after many visits, a community psychiatric nurse began to establish a tenuous relationship with her. Over the next few years, they tried different medications to control her symptoms, but the clinical team were struck by the appearance of some very marked side effects. She complained that her movements were stiff and that she was dribbling excessively. She developed a tremor, especially in her right hand, which interfered with her drawing. It was as if, by blocking the crucial dopamine receptors in her brain, the antipsychotic medication had given her the symptoms of Parkinson’s disease.


***


Antipsychotics were discovered in the early 1950s and hailed as the first drugs that could calm an individual without making them sleepy. One of the key areas of research was on the neurotransmitter dopamine, which attracted the attention of Arvid Carlsson, a Swedish pharmacologist working in the US National Institutes of Health. He showed that chemically induced depletion of dopamine led to loss of movement in experimental animals and he speculated that Parkinson’s disease, the hallmark of which is a similar slowing of movement, may be caused by a lack of dopamine.1


It was well known that patients with Parkinson’s disease showed degeneration of a small cluster of cells in the midbrain, called the substantia nigra because of its dark colour, which has a high concentration of the chemical neuromelanin, a precursor of dopamine. Those cells feed into the basal ganglia, which is crucially involved in movement control and contains high concentrations of dopamine. The basal ganglia are a small collection of neurones (ganglia) on either side, deep in the base (basal area) of the brain. Experimental and clinical studies in the early 1960s gave doctors the ability to replace the lost dopamine in Parkinson’s patients, and the treatment showed dramatic benefits. It became the established treatment for what was previously an untreatable condition, and for his work Carlsson went on to share the Nobel Prize in Physiology or Medicine in 2000.


Over the same time period, a drug called chlorpromazine started to be used as a ‘tranquilliser’ for people with schizophrenia. For the first time, here was a treatment that was really effective at reducing psychotic symptoms, but doctors noticed that it produced side effects that were reminiscent of Parkinson’s disease. And so we began to see the two diseases as mirror images of each other: schizophrenia was due to too much dopamine in key areas of the brain, whereas Parkinson’s disease was due to too little. That theory, the original version of the dopamine hypothesis of schizophrenia, still accounts for many of the facts around schizophrenia. For example, most drugs which produce schizophrenia-like effects have been shown to act via an increase in dopamine transmission and, conversely, most drugs with antipsychotic effects do the opposite: they block or deplete the amount of dopamine in the brain.


We can think of neurotransmitters as being like the baton in a relay race. Nerves convey information in the form of electrical impulses. This is like the runner taking off down the track. Once they reach the end of their leg, they need to pass the baton to the hand of the next runner. The gap between the two runners is analogous to the synapse, a tiny cleft between two nerves. Once the new nerve is safely in receipt of the baton, the message is able to continue further. As in a relay race, this is a point where flow can be enhanced or disrupted. In Parkinson’s disease there just aren’t enough runners carrying the dopamine baton and not enough batons reach the destination. Dopamine-replacement therapy is like putting out extra batons at the changeover point, increasing the chances that some will get picked up. Other dopamine-enhancing therapies prevent the breakdown of dopamine at the receptors – a bit like allowing stray batons to ‘stay live’ even if dropped, and permitting runners to pick them up.


With schizophrenia, each runner is carrying too many batons, making the changeover chaotic. Many ‘messages’ are being passed on even without being officially part of the race; the person has perceptions of things that are not really there. Antipsychotic agents are thought to work by blocking the receptors, either by giving fake batons (which don’t count) to the receiving runner or, according to another version of the theory, loosening the binding of dopamine onto the receptor – coating the hands of the receiving runner in grease so that they drop the baton.


If it is all about an excess or a lack of dopamine, we would expect that medications to treat Parkinson’s disease run the risk of causing schizophrenia-like symptoms and that antipsychotic medications are liable to produce parkinsonism, the symptoms of Parkinson’s disease. But over the years, the theory has started to creak under the weight of evidence that doesn’t quite fit. In fact, it has proved quite hard to show that all patients with schizophrenia have an excess of dopamine, and not all patients respond to dopamine-blocking drugs.2


One early challenge to the theory was the rare case of a patient who had Parkinson’s disease and schizophrenia. Surely, you can’t have both too much dopamine and too little? Tim Crow, a prominent psychiatry researcher, published a series of four cases in 1976 in which the patients had all developed Parkinson’s disease many years before developing psychosis.3 None was being treated with dopamine replacement or enhancement at the time the psychosis emerged, so according to the theory, what was happening should have been impossible. Perhaps schizophrenia and Parkinson’s disease were not two extremes on a single, neat spectrum, but something altogether more complex.


***


Jennifer had responded moderately well to antipsychotic medication but seemed to be developing unusually severe parkinsonism, her hands shaking constantly beyond her conscious control. Her clinical team were concerned and started, slowly and cautiously, to reduce her medication. Jennifer could not have been more pleased given that she never really liked taking her tablets and now felt horrible. The team thought that they were simply dealing with side effects and that they could reach a happy medium with the minimum effective dose of medication – just enough to control the symptoms of hallucinations and paranoia without slowing her down noticeably. What followed was a rather difficult couple of years. Predictably perhaps, reducing her medication meant a return to her conviction that she was being followed and persecuted, and as a result she shut herself away and even hid from her community psychiatric nurse (CPN) when she came round to visit. Not only that, the reduction in medication led to only minimal improvement to her movements. It became increasingly difficult for the team to maintain any kind of contact with Jennifer. Coming off all medication, her mental state was deteriorating and her physical state was worsening as well. Her movements were sloth-like, and she walked with a stooped posture like a woman twice her age.


Having been ‘stuck’ in this unfortunate condition for several months, her consultant psychiatrist sought my opinion and we agreed that her case was unusual and that it might be useful for her to get an expert neurological assessment. After much persuasion, she agreed. The neurologist examined Jennifer and admitted her to the general hospital for some tests. Eventually, after much prevarication, the consultant was forced to at least entertain the idea that she might actually be suffering from Parkinson’s disease as well as schizophrenia; after all, she had been off all medication for over a year by that point. If it was merely drug induced, it surely would have improved a lot more by that point.


The tests included a dopamine transporter scan. This involves injecting a tiny amount of a radioactive tracer into the patient’s vein, which allows us to see the special transporter proteins that tidy up stray dopamine molecules when we do the scan. In a healthy brain, there is supposed to be a ‘hot spot’ showing a concentration of dopamine transporter in the basal ganglia. It should appear as normal for people who have only drug-induced symptoms of Parkinson’s, whereas people with real Parkinson’s disease have a weaker and cooler hot spot. Early in the disease, production of the transporter falls; after all, you don’t need so many transporters if the amount of dopamine has dropped dramatically. Jennifer’s scan showed a significant cooling of the hot spot. Furthermore, the scan was asymmetrical, with more loss on the left side of the brain (which controls the right side of the body), which tallied with her worst symptoms. An asymmetrical scan is typical of Parkinson’s disease, especially early on, due to degeneration of the substantia nigra starting on one side first, and counts against any drug-induced or toxic effects since these would be expected to affect all regions equally.


The neurologist concluded that Jennifer must have a form of Parkinson’s disease that was not simply drug induced, although it might have been drug triggered; that is, she may have been vulnerable to developing Parkinson’s disease at some point in the future, but exposure to antipsychotic, dopamine-blocking drugs probably brought this point much closer. (This is just a hypothesis and there isn’t as yet good evidence to show that this can actually happen.) Most people develop Parkinson’s disease in their sixties and seventies, but in rare cases it can affect young adults. In these early-onset cases, there may be a family history of the condition and predisposing genes are often found. Neither of these circumstances applied to Jennifer.


Not surprisingly, Jennifer became increasingly despondent, then depressed, then suicidal. She was now hearing voices almost continuously – haranguing her, telling her what to do, including urging her to kill herself. Working with the neurologist, we offered Jennifer some medications which improve some of the symptoms of Parkinson’s disease without acting through the dopamine system. Such drugs, known as anticholinergics, are mostly effective early in the disease. They helped with the dribbling and tremor; however, the psychotic symptoms could not be ignored. Jennifer was so distressed by the hallucinations that she accepted the offer of new antipsychotic medication. This time we used a drug called clozapine which often works for ‘treatment-resistant schizophrenia’ and is one of the few drugs not to cause parkinsonism or to worsen Parkinson’s disease.4 Thanks to clozapine, anticholinergics and regular support from the community psychiatric team, who encouraged Jennifer to attend a day centre from time to time, she enjoyed a period of relative stability.


A few years went by and Jennifer’s physical symptoms, particularly the slowing of movement, worsened, as would be expected in someone suffering from Parkinson’s disease. Her neurology consultant added some very-low-dose levodopa (also known as L-DOPA): standard treatment for Parkinson’s disease, it is the chemical which is converted to dopamine in the brain. The neurologist was worried that this would exacerbate the hallucinations and other symptoms. She was right.


Jennifer believed, with some justification, that she was a human guinea pig. We were nudging up the clozapine here, reducing L-DOPA there, tweaking the other meds, doing our best – but not really sure we were going to improve the situation. Jennifer started avoiding us. She would occasionally turn up at the day centre with her rucksack and camera, looking dishevelled and gaunt, and would disappear before we could make any plans to address her needs. The CPN would visit her flat, but often she did not answer the door; when she did, she would only get out of bed with huge encouragement. Her movements were painfully slow as if she was swimming in treacle. She would answer questions, but her voice became progressively weaker until it was just a whisper. Over about two weeks of this, she was barely eating, which was hardly surprising since it took her ages just to reach for a piece of bread and put it to her lips. The food would sit there unchewed, clogging up her mouth.


Then the nurse’s visits met with no response. Mail was piling up outside. We were worried that Jennifer was not getting any medication for her Parkinson’s disease, which could leave her physically unable to care for herself, even setting aside whatever preoccupations were going round in her mind. Where was she? Was she sleeping rough? Attempts were made to contact relatives, but they couldn’t help. The mental health team were worried. What if Jennifer was in her flat but unable to answer the doorbell? They decided we had reached the moment of last resort and needed to break her door down in accordance with a section of the Mental Health Act, since it was quite possible that her health had deteriorated to the extent that her life was in jeopardy.


The team found Jennifer huddled on the floor with soiled clothes, conscious and awake but not speaking. Her limbs were flexed but held rigidly in position. Her pulse was thready; her mouth was dry. They called the ambulance and she was admitted straight away to a medical ward. The medical staff checked her over physically, washed her and gave her clean clothes. She was put on a drip and given antibiotics for a chest infection. Requests for consultations from the neurology and neuropsychiatry teams were made. The working diagnosis was expressed in that uniquely medical way with the question mark at the front: ‘?Catatonia’.
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