PAGE  
18

EUGENE S. PAYKEL

Interviewed by Thomas A. Ban

Acapulco, Mexico, December 11, 1999

TB: This will be an interview of Professor Eugene Paykel( for the archives of the American College of Neuropsychopharmacology.  We are at the Princess Hotel in Acapulco, Mexico.  It is December 11, 1999. I am Thomas Ban.  Let’s start from the very beginning: where and when were you born and brought up? 

EP:  By origin, I am a New Zealander although it has been many years since I have lived in that beautiful country. I mainly am English, but have affiliations to many parts of the world.  I was born in Auckland, New Zealand and my father was a businessman who had been a student at Harvard and met a young concert pianist from New York, whom he later married and who is my mother. I was educated in Auckland, New Zealand and I went to medical school in what was then the only medical school in New Zealand, Otago University in Dunedin.  I was born in 1934, and I was a medical student from 1951 to 1956.  After two years as a house physician in Auckland, I had the wanderlust, like many New Zealanders, and I got on a cargo ship to England for further training.  I am one of the past generation able to make that journey, half-way across the world, as a ship’s doctor for free passage.  So I was ship’s doctor with a crew of seventy and twelve passengers crossing the Pacific Ocean, through the Caribbean and up to New York where we spent a week at Port Newark before crossing the Atlantic in winter to London.  I spent a few years training in internal medicine in England which was a common pattern in those days for young ambitious British psychiatrists who wanted to work in the best teaching centers.  

TB: When did you start training in psychiatry?

EP: In 1962, I started as a resident at the Maudsley Hospital, London.  I was there for three years as a resident and for one further year. That was a very stimulating environment, particularly in those days. The Professor was the late Sir Aubrey Lewis who was a rather austere and forbidding man on the outside but quite warm on the inside. The number of bright stimulating young people were working there was phenomenal.  I was blessed with highly stimulating contemporaries and an environment that encouraged critical thought and academic development.  Still infected with wanderlust, in 1966 I crossed the Atlantic to Yale University in New Haven to undertake research.  That turned out to be a very fruitful time.  I stayed almost five years, got married to my English girlfriend and our first child was born a few months before we returned home to England in 1971.   

TB: With whom did you work at Yale?

EP: With Jerry Klerman, and I was very fortunate I chose him and that he chose me. We set up what became the Depression Research Unit at Yale.  It started with a small grant from NIMH and gradually increased. I was responsible for hiring, with his approval, Myrna Weissman, starting what became one of the most glowing marital partnerships in American academic psychiatry.  

TB: Could you say something about the research you did at Yale?

EP: We undertook a variety of studies in depression and this was the start of my own research career. We were interested in classification of depression which, at that time, was a widely published topic and still the subject of controversy, centering, on the distinction between endogenous and reactive depression but also involving other aspects.  An off-shoot of that was a cluster analysis, one of the early applications of that technique in psychiatry.  On a sample of one hundred and eighty five depressives, who had been studied in great detail, we were fortunate to gain access to a new cluster-analytic classificatory program which ran on one of the most powerful computers in existence, an IBM 360.  The program took some hours to run at night but it would run today on a desktop computer without any problem.  The object was to explore the classification of depression using a technique that was more appropriate than the factor analytic techniques which had been used so far.  Factor analysis produces dimensions of variation, but we wanted to find groups of subjects. It turned out well and we identified one psychotic group and three non-psychotic groups which could be called neurotic.  One group was characterized by anxiety with depression and a chronic history, another by hostility and a third group of young people with fluctuating depression and a background of disturbed interpersonal relationships.   Perhaps the most enduring aspect has been the demonstration that what had been regarded as a single group, neurotic depression, was rather diverse.  Since that time, usage of the term neurotic to describe depressives has dropped out of the literature.  A second study of the relationship of life events to depression.

TB: Could you tell us about the kind of information your analyses were based on?

EP:  This was a comprehensive set of information on a diverse group that included detailed clinical characterization of patients based on about thirty-five symptoms derived by the Clinical Interview of Depression, elaborated from the Hamilton Depression Scale.  In addition there was information on history of onset, previous history, neuroticism on a scale called the Maudsley Personality Inventory, devised by Eysenck, which has stood the test of time; and a Life Events Interview, which we designed ourselves as a semi-structured schedule to characterize events at the onset of depression with precision.  That led to the more expanded life event work.  It seems difficult to appreciate now, but at that stage, the issue of whether life events played any role in the onset of depression was hotly disputed.  There were two schools of thought; one regarded all depression as constitutional and biological and would admit no room for life stress; the other  school emphasized psychological factors, whether recent or in early upbringing but was not prepared to admit a place for constitutional or genetic factors.  The only way to cut through this problem was to undertake proper empirical studies. We were fortunate that a large epidemiological study with more than nine hundred subjects from the general population was being carried out by the sociology department. I was able to incorporate in that study the same life events interview we used for the six months prior to the clinically defined onset of depression in our study. Analysis study showed clear differences in event occurrence between our depressed patients in the six months prior to onset and the general population controls, matched on social characteristics. Prior to onset of depression there were more events and particularly certain kinds of events, characterized as undesirable or “threatening”.  Also, prior to depression there was an excess of events that involved an exit from the social field, a sociological concept involving a departure of somebody, creating one kind of loss.  That was the first published study looking at comprehensive life events by a careful interview schedule prior to the onset of depression compared to matched controls.  It was my first citation classic!

TB: What year?

EP: 1969. The title was, Life Events and Depression, published, in the Archives of General Psychiatry.  It received a lot of attention at the time. That was preliminary to a second study aimed at a psychopharmacological question.  By the later sixties, the antidepressants had been available since the late 1950s and there was good controlled trial evidence for considerable benefit in the acute treatment of depression.  The common pattern of using drugs was to treat for three months since that is the way we treat many acute disorders, but not to continue the antidepressant. But, clinically, it was becoming apparent there were high relapse rates.  It was not yet conclusively shown whether that was due to pharmacological withdrawal from the drug or whether psychological factors could have been important since cessation often heralded discharge from care of a psychiatrist. So we designed a controlled trial that would treat patients acutely with amitriptyline for two months.  Those who responded were assigned randomly either to continue the antidepressant for six months, or to withdraw double blind onto placebo. A third group withdrew onto no medication, since that is the natural situation in a clinic.  We also decided to enrich the study by incorporating a group on psychotherapy. We settled on case-work orientated individual therapy by social workers. It was a form of therapy that later became Interpersonal Therapy, although that was not a term we used then.

TB: Who else besides you and Gerry was on the research team?

EP: By that time, Myrna Weissman and Brigitte Prusoff, a statistician, had joined the group. So, the study was turned into a six cell factorial design, drug versus placebo versus open withdrawal, with or without the psychotherapeutic modality that later became Interpersonal Therapy.  Like all such studies, it took several years. Long-term trials are also long term tasks for the investigators!  

TB: What did you find?

EP: The findings were clear-cut. Continuing antidepressant treatment was beneficial in preventing relapse.  Relapse wasn’t entirely abolished, but it was better than halved by continuing antidepressants for six months. There was no difference between withdrawing to placebo and withdrawing to no medication, so placebo effects were not important and this was undoubtedly a drug effect.  The psychotherapy had no effect on relapse but it did have an effect on improving social function and interpersonal relationships by the end of the study.  There was a synergistic effect in that medication prevented relapse and the psychological treatment improved relationships and function.  The best outcome was to receive both. That has been my belief ever since, which will not surprise you. So that was the culmination of the Yale studies. We had by that time, launched a large series of studies on life events and other psychiatric disorders.  We looked at the treatment of suicide attempters and we studied other themes as well, but I returned to England, with my wife and our four months old child, to an appointment at St George’s Hospital Medical School in London.  

TB: So from Yale you returned to London and worked at St George’s Hospital Medical School.

EP: That medical school has a very interesting history. It developed, as most of the London medical schools did, in the late eighteenth century; Jenner, the pioneer of vaccination had been a student. Hanging in the library is the skin from Blossom, the cow from which Sarah Nelmes, the milk maid, contracted cow-pox having been protected against smallpox. After two or three years, in which I was still heavily involved with the Yale studies, I embarked on my own research program.  Still interested in depression type and treatment outcome, I started work on MAO inhibitors.  There had long been an interest in whether the MAO inhibitors benefited a particular group of depressives. 

TB: Were they considered to be particularly effective in atypical depression? 

EP: That view came from William Sargent, a charismatic clinician, not a researcher, at St. Thomas’ Hospital in London, and people who worked with him. They coined the term “atypical depression” to describe a type of depression they felt, on clinical grounds, showed the best response to MAO inhibitors. It was characterized by anxiety, increased appetite, increased weight and increased sleep, as opposed to the typical insomnia and loss of appetite that occurs with other types of depression. What underlay this was the idea it wasn’t endogenous depression and was, therefore, not typical.  I was fortunate to obtain an American grant from NIMH to undertake a controlled double-blind trial of phenelzine versus amitriptyline versus placebo, in a sample of outpatient depressives and mixed anxiety depressives at St George’s.

TB: What did you find?

EP: The findings of that study were that phenelzine was surprisingly effective and comparable in efficacy to amitriptyline. When we looked at subjects benefiting particularly from one drug or the other by comparing drug versus placebo differences it was subjects with anxiety in addition to depression, who showed selective benefit from phenelzine. That was one of the findings supported by a number of other studies in the literature, including studies of panic disorder.

TB: What assessment instruments did you use?

EP: A wide variety of clinical ratings.  We used the Hamilton Scale, our own Clinical Interview, the Hopkins Symptom Checklist self-report version, and the global clinical impression of severity and improvement. Also we collected quite a lot of history data, and made an attempt to classify or sub-classify depression on the basis of some short definitions within that outpatient spectrum.

TB: In what doses did you use the drugs?

EP: They were what I would describe as standard British doses, amitriptyline one hundred and fifty milligrams daily and phenelzine sixty milligrams daily.  The more predominant view in the eighties and the nineties has been that increase in appetite and increased sleep characterize MAO inhibitor responders. To some extent that is true, but evidence regarding anxiety in Sheehan’s excellent study, suggests some anxious patients benefit preferentially from MAO inhibitors over  tricyclics.  In those days we did not have available the serotonin reuptake inhibitors which also seem to benefit patients with anxiety more. Subsequently I became interested in milder depression in general practice. By this time we were getting into the early eighties.  An active question, both in Britain and worldwide, was whether the antidepressants benefited the milder depressions treated in primary care. In Britain, in those days and since, only about one in ten patients with depression are referred to a psychiatrist and nine out of ten are treated by general practitioners. In most countries, including the USA, the majority of the treatment of depression is not from psychiatrists, but internists and other kinds of physicians.  Often, depression in general practice is milder and we had no evidence, in spite of widespread use of the tricyclics, they were beneficial in those milder depressions. Particularly, we had no evidence as to any characteristics that might distinguish patient gaining benefit from the antidepressant from those who were not.  So we undertook a controlled trial of amitriptyline versus placebo in general practice in a wide area of south London. I was fortunate to have as collaborator Professor Paul Freeling, a very eminent figure in academic general practice in Britain. We enrolled more than twenty general practitioners, who agreed they would identify patients with depression that we could interview and randomly assign double blind to amitriptyline or placebo.  The target dose of amitriptyline was one hundred and fifty milligrams daily and the median dose was one hundred and twenty five milligrams daily, a little lower. Subjects received six weeks double blind treatment and then assessed by a psychiatrist again, with the same standard rating scales. There were clear cut results, which surprised us.  

TB: What did you find?

EP: Amitriptyline was considerably superior to placebo in mild depressions.  The mean Hamilton seventeen item total score at inclusion was a little below fifteen, so the majority of patients would not have satisfied the inclusion criteria in standard studies assessing new antidepressants in psychiatric outpatients.  We looked at the group showing benefit of drug over placebo and those for whom drug was no better than placebo.  Over a wide variety of characterizations, there was no selectivity, except in one respect, and that was initial severity. Patients with major depression, probable or definite, on the Research Diagnostic Criteria showed clear superiority of drug over placebo. Patients with minor depression did not. When we characterized subjects further on the initial Hamilton scores we found in patients who scored below thirteen, the drug was not superior to placebo but in those patients with scores of thirteen and over it was.  The maximum scores were in the mid twenties.  There seemed to be this clear severity threshold, which extended a little below major depression but did include the more severe end of minor depression.  That took me to the mid eighties.

TB: When did you move to Cambridge?

EP: In 1985, having been a full professor at St. George’s, I moved to Cambridge to succeed Professor Sir Martin Roth as head of the department, the equivalent of chairman of psychiatry in Cambridge. My first few years were heavily engaged in administration and building a department rather than research. I had been undertaking at St. George’s, in collaboration with the department of pharmacology, a series of platelet receptor binding and neuroendocrine studies, looking at receptor sensitivity in depression. We carried those on in the first few years at Cambridge, but not beyond, because the results had been largely negative. I was becoming disaffected with the platelet as a mirror of the brain.  Although in the late seventies and earlier eighties it had been attractive since it shares some of the receptors and the uptake mechanism for serotonin with the brain.  

TB: Didn’t you also get involved in epidemiological research in the elderly?

EP: I undertook some dementia epidemiology.  There were strong epidemiological collaborators in Cambridge and we carried out large scale studies of elderly subjects in the general population. One study was of two thousand subjects aged over seventy five at the time of inclusion.  That is a cohort which was started from 1985 to 1987 by a young Australian, who was working in Cambridge, Daniel O’Connor, which we kept going.  The survivors are still being studied thirteen to fourteen years after the original study. They are a smaller group now because they were all over 75 at the time of the first study. We found rates of dementia, probably Alzheimer’s, though you can’t be sure in community studies, with incidence rates which doubled approximately every five years in age, reaching high rates in subjects over 90.  There was not a hard and fast borderline between mild cognitive impairment and more severe dementia in the older groups; it was more like a continuous distribution.  It looked as though the clear cut separation we find in younger people, between those who have Alzheimer’s and those who don’t, began to get fuzzy in old age, suggesting a more continuous process.  That has linked with brain banking work. We were fortunate that the brain bank started by Iversen and Bird in Cambridge was transferred with MRC funding to the department of psychiatry. With that, and with the help of a very creative research nurse, we were able to work with families and get their agreement to post mortem studies so some of that is still going on. It has extended to molecular biology as well as neuropathology.  

 Meanwhile, I returned to my primary interest, which was depression, and in the late eighties we decided the important theme was longer term outcome and what to do about it. It had become apparent from the NIMH collaborative study by Keller et al., the studies by Lee and Murray at the Maudsley Hospital and the study by Kiloh in Sydney, that the longer term outcome, which we had assumed would be good, was not. There was good controlled evidence that long term treatment on a continuation or maintenance basis, either with an antidepressant or lithium, cuts down markedly rates of relapse and recurrence in affective disorder. On the other hand, naturalistic follow up studies found high rates of relapse and recurrence in spite of the availability of these treatments. So the broad question, at the beginning, was what was the explanation?  There were several possibilities. First was the time delay that inevitably elapses when undertaking long term follow up studies.  It was quite possible that relapse and recurrence rates in patients treated in the 1970s did not apply to patients receiving treatment in the 1980’s and 1990’s. Our first study was a prospective longitudinal follow up of patients being treated in Cambridge in about 1990.  The psychiatric services in Cambridge were fairly representative of the UK. Although it is a high powered academic center, it has an ordinary general population and the standard British National Health Service services. So we followed people with depression, from their first symptoms, every three months up to fifteen months or to earlier remission, and then for a further fifteen months to look at relapse.  All subjects had major depression at inclusion and the majority had been hospitalized.  

TB: What did you find?

EP: We found was good rapid remission, as we had suspected, and only a small proportion not reaching remission by fifteen months.  But we then found that in the fifteen months after remission, forty percent of patients relapsed to another major episode, which was very much what earlier follow ups had found.  The fact this was occurring in the 1990s did not make a difference.  The strongest predictor of relapse was the occurrence of residual symptoms at the time of remission. We had set a broad criterion for remission, which allowed presence of residual symptoms rather than complete freedom; subjects who had Hamilton (seventeen item) total scores of eight or more, were responsible for a large portion of the relapses.  There was a seventy-six percent relapse rate in those subjects as opposed to a twenty five percent for subjects in complete remission.  We had some data about treatment received in this naturalistic study and, as near as we could establish,  neither occurrence of residual symptoms nor the occurrence of relapse were related to failure to deliver treatment; subjects with both adverse outcomes tended to receive more rather than less antidepressant. That’s the way it should work in good clinical practice. Psychiatrists, being rational, give more treatment to patients doing badly. So it did not suggest failure to give treatment was the key issue.  

We undertook a second study designed and targeted to collecting detailed data on the treatment actually received, subsequent to the acute episode.  That had not been well studied before.  There had been a number of studies, in general and psychiatric practice, showing failure to deliver good dosages of antidepressants in acute treatment, but it had not been studied beyond the acute episode.  Again, ours were hospitalized depressed patients with ten percent of the sample bipolar depressives.  We followed them at eighteen months after discharge and undertook a retrospective reconstruction of all treatment received and the evolution of symptoms over that period.

TB: How many patients did you have in your study?

EP: We studied a hundred subjects and the relapse rate was about the same as in the previous study.  The intriguing finding was, in these severe and recurrent hospitalized patients, treatment was not seriously deficient. Compliance over the eighteen months was eighty percent of prescribed doses but about fifteen percent of the subjects declined to receive the prescription for an antidepressant. When we looked at the level of antidepressants used for continuation and maintenance they were not ideal, but there were no major deficiencies, certainly not of the magnitude to explain high relapse rates, and at eighteen months, recurrence.  The major problem the study revealed was the preference of patients, in some circumstances, not to take medication. In an analysis of unmet treatment needs, we found failure to meet a medication need was, in the majority of cases, by patient refusal. When other needs for treatment were unmet, in the majority of cases they were by treatment-team inaction.  

The issue of treatment acceptance is important. I had meanwhile become involved in the Defeat Depression Campaign in Britain.  I was, for five years, chairman of its scientific committee and a member of the steering committee.  This was a five-year campaign sponsored by the Royal College of Psychiatrists and the Royal College of General Practitioners, aimed at influencing public attitudes about recognition of depression and its treatment, as well as education of general practitioners about treatment. We undertook three general population surveys of attitudes; at baseline, at two and a half years and at five and a half years, after the end of the campaign.  At baseline, the majority of patients regarded counseling for depression as effective.

TB: What percentage of patients regarded antidepressants as effective?

EP: Only forty percent felt antidepressants were effective and seventy eight percent regarded them as potentially addictive. That explains the kind of findings when patients refuse antidepressants.  We did manage to influence attitudes toward antidepressants over the course of the five-year campaign and they became about seven percent more favorable by the end of the five years. That returns me to the theme of long term outcome because with those two studies we had been considering possibilities that might explain poor outcome

TB:  Where did your support for research come from?

EP:  Since the mid 1980s, virtually all my work has been funded by the Medical Research Council.  We had a problem group of patients who had not responded well to medications but appeared to be receiving adequate medication and for whom it might not be the full answer.  We all recognize these patients in clinical practice. Patients, who only show a partial response, often have side effects and changes of antidepressant, but the right one never seems to be available.  There is a possibility we still have not got the right antidepressant for everyone, so we could do with more. We looked for a different form of treatment and the one that intrigued us was cognitive therapy. There were by now follow-ups from acute controlled trials which suggested that relapse rates were lower after cognitive therapy than after antidepressant treatment. But there are possible confounding factors.  Perhaps the most important is the possibility that different kinds of patients are responding to cognitive therapy and antidepressants, and these groups may have different spontaneous relapse rates. A second possibility is that in a number of studies drug continuation was not well controlled.  So, we thought we had better do a controlled trial that was designed to look at relapse and recurrence and not at acute treatment.  We undertook a controlled trial of cognitive therapy versus no cognitive therapy in patients with unipolar depression, who had suffered from a recent major depression which had partially remitted but showed residual Hamilton scores of eight or more and Beck Depression Inventory scores of nine or more. We wanted to ensure we were not primarily looking at undertreated patients pharmacologically, so we required all patients to be on an adequate dose of antidepressant.  For the one third of patients on tricyclic antidepressants, this was a mean dose equivalent to one hundred and eighty-five mg. per day of amitriptyline.  For the two third of patients on SSRI’s, the mean dose was equivalent to thirty five milligrams daily of fluoxetine, and these dosages were maintained throughout a seventeen month study. Random assignment was to drug treatment and clinical management for half the sample and to drug treatment and clinical management plus five months of cognitive therapy for the other half. This was a two-center study carried out in Cambridge and in Newcastle.  

TB: Who were your collaborators?

EP: Professor Jan Scott, then in Newcastle, a psychiatrist expert in affective disorder and in cognitive therapy, and Dr. John Teasdale in Cambridge, a senior figure in the fields of cognitive therapy and mood-cognition relationships. The study commenced in the mid 1990’s. The first paper on the findings was published in the Archives of General Psychiatry in September of this year, in 1999.   Further papers are on the way.  

TB: What did you find?

EP: A high relapse rate of forty nine percent over the seventeen months in the control group that was reduced to about twenty nine percent by cognitive therapy. All patients were taking adequate doses of medication; compliance was not affected by the cognitive therapy as it was good in both groups.  Ratings were done by psychiatrists and independent raters, blind to cognitive therapy status, and we tried very hard to maintain that throughout the study.  So, cognitive therapy did appear to be beneficial.  Meanwhile, a small study had been published by Dr. Giovanni Fava in Bologna, using a similar, although not identical design, but a much smaller sample, which also appeared to show similar findings.  We were pleased, but I don’t view cognitive therapy as a substitute for antidepressants. Antidepressants are effective and do not require up to twenty therapeutic sessions. If a psychological treatment is needed, it is in patients who don’t respond well to an antidepressant. And, that was essentially the finding in this study.  I find myself now, in a five center collaborative study of cognitive therapy in bipolar disorder which will continue for some time to come.

TB: You have been involved in clinical research for almost 40 years. What would you consider your most important contribution to?

EP: First, I think the life event studies. They were almost fortuitous and opportunistic, but they proved to be a very profitable vein which has continued and gave me my first citation classic.  My heart lies in the controlled trials of antidepressants and other treatments in depression. They include the Yale-Boston continuation study with amitriptyline and psychotherapy, which was a second citation classic, and also won the Foundations Fund Prize for Psychiatry from the APA, and the second prize from the Anna Monika Foundation.  We are currently undertaking neuropsychological, PET scanning and functional MRI studies in Cambridge, to look at brain neural mechanisms underlying depression; and that is a theme which is developing nicely. Dr. Barbara Sahakian, in the Department of Psychiatry, is my principal collaborator and the leader in these studies. They are expanding considerably at the moment.  But the life events work turned out well and the therapeutic trials may have done some good.

TB: Have you continued your epidemiological research in the aged?

EP: The research group goes on and is very active. It is a collaborative effort between psychiatry and epidemiology at Cambridge. We got involved in a second cohort of two thousand five hundred subjects, aged over sixty-five, from a different part of the Cambridge area, which is rural. This is part of a large-scale national study and is also linked to brain banking. I have progressively withdrawn from those studies, but I am still a member of the groups.

TB: You published many papers during the past decades. Could you say something about your first publication?

EP: My first publication was a letter to the editor of the British Medical Journal describing a patient who received a combination of methyldopa, an antihypertensive which is no longer used, and pargyline, that we now know to be an MAO B inhibitor. She had been treated by her general practitioner with both these drugs and had developed vivid visual hallucinations, apparently with clear consciousness.

TB: When was it published?

EP: In 1966.

TB: Could you say something about your last publication so far?

EP: Well, I now find it difficult to keep up, because what was the last publication last month is no longer the last publication this month. I suppose the last major publication was the cognitive therapy trial in September, but there have been about four more coming from our neuropsychological and other work.  So, it goes on.

TB: You had a couple of citation classics. Any of your other work you think has had influence?

EP: The other work that has had influence was the continuation therapy study, and the work on general practice depression has had considerable influence, particularly in Britain, on the use of antidepressants in general practice.  In the life events work I am still asked to write reviews and our Interview for Recent Life Events is used widely by other groups. It is an area that we build into other studies. The naturalistic first follow-up study of depression in Cambridge also involved looking at life events, social support, marital relationships, expressed emotion, and their relationship to relapse. In that sample of severe and recurring depressives, life stress tends to fade into the background.  Life events are of major importance in first episodes and perhaps second and third episodes but with recurring episodes depression becomes more autonomous.     

TB: In addition to research could you say something about your other activities?

EP: I am chairman of a department, which, although not large by American standards, is moderately sized by British standards and growing rapidly, so I have to look after that.  That involves the usual mix of medical school and hospital activities as well as building our research reputation; we are one of the best-rated departments in Britain for research, which is very important in the Cambridge environment.  In the national research assessments of all university departments, which, takes place every few years, we have been in the very top group consistently.  Then there are other University activities.  I am fortunate to be a member of the Syndicate of Cambridge University Press. The Syndicate oversees the activities of this very large university academic press.  As a bookish man, being a member of the Syndicate has been a great pleasure to me.

TB: Am I correct that you were the founding editor of the Journal of Affective Disorders?

EP: I was indeed. George Winokur and I founded it in 1979, and we got great pleasure in watching it succeed.  Then I was asked if I would be prepared to become editor of Psychological Medicine, a larger journal published by Cambridge University Press The journal was founded and edited by Michael Shepherd and he was retiring.  It is a major international journal across the broad spectrum of psychiatric research.  Ultimately I agreed to take it on and I have continued to be its editor from 1994 on, leaving the journal of Affective Disorders at the same time.

TB: What about your clinical activities?

EP: In the hospital, I lead a small resistant affective disorders specialist unit, with a therapeutic team to help me. My personal clinical work is limited though, by lack of time. 

TB: Any other university related activities?

EP: In the university, I am a Fellow of an ancient Cambridge College, Gonville and Caius College. Cambridge life is complex; we are all members or Fellows of a College, as well as of departments.  I wasn’t a Cambridge man, far from it, and I felt very fortunate to become a Fellow of this ancient college.  Francis Crick, of the double helix, was a Fellow there, but has lived in the USA for many years.  Sir Ronald Fisher, the father of modern statistics and analysis of variance, was a Fellow there many years ago.  Stephen Hawking is a star, today.  

TB: You have been a member of several professional organizations. 

EP: I have been a long-time member of psychopharmacological organizations. I like joining things. As a young American researcher, I became a scientific associate of the ACNP in the late 1960’s. After returning to the UK, I ceased to be eligible but I was fortunate to become a foreign corresponding member later.  I first went to a CINP meeting in 1970 in Prague, and that was a very seminal meeting, which certainly had an enormous effect on me. My wife was pregnant with our first American citizen child and also came.  It was a sad time in Czechoslovakia after the ending of the liberalization of the Prague spring, with Soviet tanks outside the city.  I have been a regular member and attendee of CINP congresses ever since and suffer for my crimes by being president-elect, something I feel is a great privilege.  I was an early member of the British Association for Psychopharmacology, the BAP, its president many years ago and now an honorary member. At one stage, I was very active in the Royal College of Psychiatrists and became its Vice President. I was also President of the Marce Society, the international association concerned with psychiatric disorders of childbearing.

TB: You have been very much involved in teaching and training. 

EP: Yes!

TB: Would you like to mention some of the people you trained?

EP:  I have been lucky, as I have had very talented younger collaborators. Of the people from my time at St. George’s several have now become professors, including Professor Cornelius Katona, who is a professor of the University College, London and Dean of the Royal College of Psychiatrists, Professor Thomas Barnes, an eminent psychopharmacologist in schizophrenia, Tony Hale also a psychopharmacologist, and Ted Dinan, who was the professor at Barts and is now Professor of Psychiatry in the medical school at the Royal College of Surgeons in Dublin, Ireland. In Cambridge, David Healy, has emerged as a historian of psychopharmacology like yourself, and is one of your collaborators. He is a young man with immense creativity. Now there is a group of younger people in Cambridge who are traveling the same route.

TB: In addition to papers you have also published a few books.

EP: I believe it would be eight books and I think now we are up to three hundred and four papers and chapters.

TB: Would you like to say something about your books?

EP: My first book was written with Myrna Weissman, out of our Yale work and was called The Depressed Woman, published by University of Chicago Press.  This was a study of the social relationships, measured by our Social Adjustment Scale, in a sample of depressed women from our therapeutic trial and a sample of matched controls from the general population.  My second book was a British Association for Psychopharmacology Monograph, edited with Alec Coppen, and called Psychopharmacology of Affective Disorders. It tells you where I stand.  A major undertaking was the Handbook of Affective Disorders, first edition in 1982, and second edition in 1992.

TB: Was it translated?

EP: Well, the Handbook was translated into Spanish, and widely used in South America.  All the time, I have had this balance between psychopharmacology and biological psychiatry on the one hand and social psychiatry on the other.  That’s because I think they are both important and because I have enjoyed both. So the most recent book, published a few years ago, was an attempt to look at the role of prevention in psychiatry.  That again was an edited book, with Professor Rachel Jenkins, a British psychiatrist, now a professor at the Maudsley, who has been a very influential figure within the government department responsible for our psychiatric services, the Department of Health.  We tried to be cautious, but to be authoritative and also point to a few future directions for prevention in psychiatry.  We concluded that it would be unwise to invest large sums of money in psychiatric prevention yet and that well-evaluated pilot projects were needed.  In the long run a mature branch of medicine has to have preventative techniques.

TB: Any new book coming? 

EP: I have no new books coming, as books take a long time and currently my life is too busy to fit them in.  I have been putting what little time and effort I have for publishing, into both editing a journal, and writing papers.

TB: Do you have any private practice? 

EP: No, in the British tradition academics do not usually undertake private practice, although, that is slowly changing.  But, as a man who works all hours of the day and night and is fortunate to have a family who have permitted that, I don’t think it would be fair to anyone, including patients, to be seeing private patients.

TB: But as I understood it you are still seeing patients on your Unit.

EP: I also, every week, undertake a ward round on my inpatient unit, which is a detailed review of patients and deciding about their treatment, and every week I have an outpatient clinic in which I see one patient who invariably is a second opinion referral from another psychiatrist in Cambridge or from further afield.  This week it was a patient from New York with resistant affective disorder.  

TB: You have given several prestigious lectures. 

EP: I was the annual guest lecturer some years ago for the ACNP and, as you might guess, I spoke about antidepressants.  I have been the annual guest lecturer for the BAP, talking about a similar theme.  I have been the Maudsley Lecturer of the Royal College of Psychiatrists, which is the senior lecture of the Royal College.  I was talking about the treatment of depression more broadly.  And, this year, in March, I was the Gerald Klerman Memorial Lecturer at Cornell University Department of Psychiatry, describing our more recent work.  Next year in April, I will be giving the first memorial lecture for someone who was a very dear friend and that’s Brigitte Prusoff at Yale, who was the statistician whom I collaborated with for many years and one of the most helpful people I have had the privilege to know.  

TB: Is there anyone else you would like to mention of people you collaborated with or who had a major impact on your career?

EP: I have mentioned a number of names over the course of this interview, such as Myrna Weissman.  We were research siblings and collaborators, and have been friends over many years. Of the senior figures who taught me and influenced me there were many.  It’s difficult to select people out, because, if one has any sense, one learns from everybody. It seems to me that, constantly throughout life, I had to learn new things because of demands my career and increasing age put on me.  I have always done my best to learn from those around me, senior, contemporary and younger. Nowadays, the young psychiatrists know so much more neurobiology than I ever learned.  Much of it wasn’t even known when I was a student. 

TB: Is there anything we left out and you would like to add?

EP: On a personal side, yes.  I grew up in a musical family.  My mother kept active as a pianist throughout my childhood and adolescence in New Zealand.  I learned the violin but I have a poor ear and gave it up.  My two sisters are both musicians.  One, living in England longer than I have been, was a flautist, a teacher of the flute and married to a professional violinist, so their life has been music.  The other one in New Zealand is a cello teacher.  I love listening to music, but my service to music is not to perform it.  My wife was a librarian at the Maudsley when I met her.  In later years, she has become a textile artist, very creative with a brilliant sense of color.  Both she and I are very keen on music, theater, and opera.  But we both have become so busy there is much less of that in our lives than there used to be.  We have two adult sons of whom we are proud.

TB:  On this note we conclude the interview with Professor Paykel. Thank you, Gene for sharing this information with us. 

EP: Thank you.

( Eugene S. Paykel was born in Auckland, New Zealand in 1934.





