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JUDITH L. RAPOPORT

Interviewed by David Healy

Las Croabas, Puerto Rico, December 1998

DH: This is the 15th of December 1998.  My name is David Healy and I’m interviewing Judith Rapoport( on behalf of ACNP. Judith, could we begin with where you were born, why you went into medicine?

JR: I was born and grew up in New York City and come from three generations of Midtown Manhattanites. Perhaps most relevant was that my grandfather produced Second Avenue Yiddish theatricals. I mention this because I think some fraction of research involves enjoyment of presentations. Interest in medicine came during my senior year in high school. A friend’s mother was a physician, named Dr. Ruth Fox, a psychiatrist. She had realized that psychotherapy wasn’t very helpful in alcoholism and pioneered the use of Antabuse (disulfiram), which over about a ten or fifteen-year period probably was the most novel and, possibly, one of the more useful treatments.  

DH: Sure.

JR: Watching the quality of her life, making a difference and not passively going along with treatments which clearly weren’t working impressed me. The variety of the research life also made an enormous impression on me, particularly when they invited me along on a summer “vacation” to Mexico.  I was to be a companion for the daughter, but Dr. Fox was also lecturing to Alcoholics Anonymous of Mexico City, largely ex-patriots from other countries, and I was fascinated.

DH: That’s awfully interesting.  

JR: Dr. Fox was having a very stimulating and interesting life.

DH: I know.

JR: Her husband had died of alcoholism but she moved on in a positive way.

DH: This then led you into medicine?

JR: Only partially. As an undergraduate at Swarthmore College the potent teachers of the time were in the experimental psychology department, dominated by the Gestaltists. Exposure to this field proved relevant to a career in psychiatric research. Professor Wolfgang Kohler tried to teach us, through cognitive and perceptual studies, that large “molar” units of behavior were researchable. In contrast to the rat-in maze learning-model dominating psychology it dealt with how people, and monkeys actually, perceived the design to solve a problem. The most useful message I got out of that experience was that you could do reliable research on complex behaviors.  Solomon Asch, for example, was studying the influence of perceptual judgment. My classmates who continued in experimental psychology went on working with perception and learning in graduate school.  But, I preferred research on more complex behaviors. So, I was a natural for medical school, thinking about psychiatric disorders.  Harvard psychiatry was dominated by analysts. Greta Bebrane was the best-known along with Elvin Semrad. More interesting were people like the pediatric neurologist, Phil Dodge, who was carrying out research that I followed on from my undergraduate experimental psychology training.  In fact, the neurology teaching in phenomenology was remarkable and time I spent on a student elective at Queen’s Square Hospital in London was unforgettable. Between Dr. Ian McCulloch and MacDonald Critchley there was amazing work going on. Those three months were formative.  Some of their studies were exotic.  For example, Critchley had five people on his ward, who had congenital sensory neuropathy. They’d never felt any pain or temperature on the surface of their bodies and he wanted to know, “could you feel tragedy watching Shakespeare if you’d never stubbed your toe”.  It was a strange but wonderful way to start thinking about phenomenology.  I knew then why I had gone to medical school.  They also had two pairs of Siamese twins from India and he wanted to know if one was asleep, could the other one be awake.  Critchley was seeking the answer to circulating hormones controlling sleep. The notion of naturalistic experiments and how much you could get out of systematic observations made an impression that never left me. 

DH: Why on earth did you do psychiatry, given what you just described?

JR: I was never sure. Morris Bender was the dominant figure at Mount Sinai where I interned and I thought he was truly remarkable, not just his knowledge of neuroanatomy, but he thought deeply about phenomenology. They were using double simultaneous stimulation to infer cortical lesions and were interested in neglect phenomena and so on. I was accepted to the neurology residency at Mount Sinai.  But I had also been a student at the Mass Mental Health Center and started out my residency there instead.  They had a mixture of psychoanalysts and the seminars were a wonderful mix of psychoanalysis and new research. Ives Hendricks, one of our psychoanalyst mentors, used to talk about the most astonishingly personal and bizarre matters. It didn’t quite hold me though.  I married a medical school classmate, who was in Washington at the NIH.  I went to complete my training at St. Elizabeths’ where I was immediately given a building of three hundred patients to attend. As the only MD, I found Kraepelin more useful than Freud.

DH: You had to look after three hundred patients?

JR: That’s right.  That was my building.

DH: Any supervision?

JR: This was 1961. There was somebody who would appear occasionally. I don’t remember her name, a very elderly German woman.  She mostly objected to my changing any medication and many of these patients were on seven. Moving to St. Elizabeths’ was a shock. At Harvard, there was an hour of supervision at least, for every hour of patient care. At St. Elizabeths’ I had a few hours a month. It was very hot, the building wasn’t air conditioned and I signed a lot of death certificates because many patients were elderly. One woman spent her days curled up in a fireplace for thirty years. There was another Ophelia-like creature floating around. So I started to read Kraepelin and learned all I could.

DH: All these people were there, even though we had had chlorpromazine for five or six years?

JR: There’s this focus, currently, about how many years going without treatment may affirm chronicity. I don’t think that case is proven but medications weren’t doing very much for the patients I saw that summer. We have to think about selection as well and I suppose that anyone that had a good response would have not been in that building.

DH: When you saw all these people, who weren’t responding all that well, did you want to leave? 

JR: Well, there were good things. I had about thirteen supervisors in the year at Harvard and seminars all the time and there was something liberating about having to make my own observations and come to my own conclusions. So it wasn’t all as bad.  Secondly, this was not a career job.  My husband had decided that instead of the electrophysiology lab at NIH, he would go to Sweden where Professor Teorrell was a biophysicist. My husband’s, Stanley’s background made him fascinated by the line between physics and biology.  So, I knew that we were going to Sweden and I managed to find a mentor there. We were able to each get postdoctoral research grants for this.  So, after I’d been about fifteen months at St. Elizabeths’, we went to Sweden.

DH:  What did you do there?

JR: We spent our two and a half years in Uppsala. My first mentor was Dr. Ingmar Dreman one of the first people doing systematic studies of amphetamines’ effects on humans. He was interested in some rather “Gestalt” measures, which attracted me, such as perception of motion and whether this satiates if the wheels start changing direction. This work combined my psychology from Swarthmore and added amphetamines, which made it more medical.  The second year, in 1962, I moved to the Karolinska hospital and spent my time with Professors Borje Cronholm and Dr. Daisy Schalling, who was a wonderful physiological psychologist. She was interested in physiologic arousal in relation to psychopathy. They told me he was very good. 

DH: What was it like in Sweden?

JR: Swedish psychiatry was more like MacDonald Critchley neurology.

DH: Very biological?

JR: Yes, even the phenomenology.  Borje had written his thesis on phantom limb; he was one of the unrecognized but enormously creative people in psychiatry. If he hadn’t died at 55 of a brain tumor he would be much better known today.  His other monograph was on two Swedish famous artists, who had been intermittently psychotic; he wrote on the difference in their art between their psychosis and well periods. The kind of phenomenology he did was like the best of Queen’s Square, quite inspiring.  Anyway, a couple of interesting projects were chosen for me.  This was in the day when Sweden was being overwhelmed with people seeking abortions.  Time Magazine had done a rather misleading story about a woman named Sherri Finkbine, who had taken thalidomide and had obtained an abortion in Sweden where the laws were actually rather restrictive. She gave an interview for Time saying Sweden performed abortions on anyone who didn’t want to have a child. You couldn’t even discuss the topic publically in the United States at the time. My project was to study the women who were coming from the US. I published in the Archives several years later, probably the first really open paper on American women seeking abortions. I had some outcome data also.  My other project was on memory deficits after electroshock, one of Professor Cronholm’s interests. The project was successful but I found the measures unrelated to outcome. My mentors in Sweden were wonderful people who guided the next several years of my life. When we returned to the US, the NIH had just recognized there was a drastic shortage of child psychiatrists. I’d become semi-interested in this because of the abortion study and it turned out that the Fellowships were well funded; they paid almost the same as an entry-level job.  So, I took a child psychiatry Fellowship and spent part of my time with pediatric neurologists at Children’s Hospital in Washington.

DH: When it came to Child Psychiatry as you entered the NIMH, what did things look like? It was not an awfully pill oriented field. Only a few people, like Leon Eisenberg, had begun to use medication.

JR: I had a job before I went to work at the NIH, working in a city clinic where they had so few hospital beds you had to treat almost everyone as outpatients.  The city monitored how many patients you saw each afternoon to determine clinic support so the drug clinics were the best way to maintain the clinic staff. We saw a few patients more intensely, but everyone also ran medication clinics. You treated the mothers with antidepressants and it would help the parent/child relationship. It was there I learned how much antipsychotics could do. The job was a kind of domestic Peace Corp experience.  This was part of the 1960s liberal movement where there were a large number of white psychiatrists working in inner city settings.This was a very deprived population and what they wanted was to have their child better so that grandma could look after it.   I probably made one of the more useful observations at that job. Many of my patients shared bathrooms and, so medicines were kept in their refrigerator. On two or three occasions, I saw a perfectly non-hyperactive ordinary child, who had taken some of their ADHD sibling’s amphetamine or Ritalin. The mother would bring the child concerned about bad effects. These calm children just got calmer on stimulants! One of the first studies I did at the NIH was giving amphetamine to normal children, which proved this impression correct!

DH: Who were the normal children? The myth is that you used your own children and those of the staff?  Is that the case?

JR: Yes. There was nothing like the debates going on today about the ethics of research.  Even though it was just one single dose of amphetamine, plus a no drug and a placebo day, I took enormous care. We were worried about informed consent because the parents were doctors, lawyers, and, in one case, a president of the local ACLU. My own sons were the first two subjects.  I was surprised how much normal children improved on our test battery.  It wasn’t particularly useful, but that made a very big splash because it showed stimulant drug effects in children to be non-paradoxical.

DH: It did.  I guess one thing that Rachel Gittelman-Klein would say is that this was only one dose and we can’t know for sure that normal children on chronic dosing would have the same response as ADHD children.

JR: Absolutely. But there were some replications of longer term administration. John Werry studied children with no psychiatric diagnosis but with mild bedwetting.  He found several weeks of stimulants medication benefited cognition and behavior in these normal children. He also measured bedwetting and the stimulants didn’t help although he had a rationale that it might lighten sleep. 

DH: The other angle on all this was the notion that normal children would be hyped up by stimulants and hyperactive children calmed down.  

JR: People cited my normal child stimulant paper for many purposes.  The “anti-drug” people said, you see, this isn’t a diagnostic test and you’re just drugging children; the “pro-drug” people said this means stimulants are not “thermostat” drugs. Many of the basic physiologists thought this might be regression to the mean. What was most interesting was that stimulant drug effect was not paradoxical with respect to age. Our study included a group of young adults. It was their first exposure to amphetamine and they had very similar pattern of responses to the younger normal children.

DH: As you were saying, it’s not just a pediatric response.

JR: That’s right and it’s not paradoxical with respect to age and diagnosis. 

DH: Thiis was just about the time that ADHD was introduced. What were the theories about what this condition was?  Did people generally accept it was real or were there concerns, as there are now?

JR: Well, the study addressed a more sophisticated question than the field held at the time.  “Minimal Brain Dysfunction” was still a new concept.  Science was coming to child psychiatry through psychopharmacology and epidemiology. Remember also that the first controlled trial methodology was only established in 1948.  Insisting that the people I worked with get inter-rater reliability and make observations blind, was a dramatic step. 

DH: Tell me more about that. Are you able to recall the conversations of people in the argument or debate?

JR: Absolutely. Although Yale now has a very active and excellent research program the senior staff at the time objected strongly to our initial use of structured interviews They were not considered to be clinically ethical!.  

DH: What was the problem? 

JR: That an interview with a younger child was best done with less structured interactions.  They focused on fantasies. Now one couldn’t get a grant without structured interviews.

DH: Right.  Let me hop to DSM-III, because I know you were involved in trying to draw up the criteria. How did the DSM-III process go down with the average child psychiatrist or child mental health worker?

JR: Very badly. There was a psychodynamic diagnostic system based on complex observations, and a great deal of interpretation of behavior. This is no longer a major issue in this country. It still is in South America and some parts of Europe though.  

DH: Even in the UK there are people who boast that they haven’t given a pill in their life.

JR: A second exciting area at the NIH related to obsessive compulsive disorder.  Before I started at NIH, I went back to visit Sweden.  Börje Cronholm introduced me to their new research fellow, Marie Åsberg, who became a close friend.  She was interested in serotonin and suicidality in depression.  As a contrast group, she was studying adults with obsessive compulsive disorder (OCD). They were starting to do a small study on very ill adult obsessive-compulsive patients, whom they’d collected from institutions all over Sweden and transferred to the research ward at the Karolinska. I was starting as a research child psychiatrist at the NIH and on rounds with Marie, in my still good Swedish, interviewed the patients on the ward asking for their age of onset. Remarkably, eight out of eight of their patients had their onset in childhood. That inspired a parallel study at NIH. I was happy for an excuse to keep in close touch with that extraordinary group of colleagues.  We started a control trial of clomipramine in obsessive-compulsive children.  Everyone said there weren’t any or that it was terribly rare.  So we started advertising all through the United States and Canada. They were trickling in until one of our patients went on the local radio with me and this early teenage boy simply described his experience. After that the phone never stopped ringing. This was about 1978 and after a local television story we never needed to recruit outside the Baltimore/Washington area again. Drug treatment of OCD seemed counterintuitive as OCD appeared so “psychological”. We switched to a study design comparing desipramine to clomipramine. That became a “formula” we used over a series of cases; it was truly double blind as the side effects were the same.

DH: When you say at that point in time the condition looked so psychological, what do you mean?  What were the theories?

JR: If we go back to Kraepelin’s original reports he noted that patients with OCD didn’t deteriorate and could be normal much of the time. He used this as a contrast with schizophrenia, which he was sure, was a brain disease. Many OCD symptoms do seem fraught with psychological issues. For example, a boy who couldn’t sit in the chair if a girl had sat in it would suggest a psychological formulation.

DH: Oh, obviously.

JR: What was astonishing how dramatically the drug worked for about half our cases; when we did a clomipramine (CMI)-desipramine (DMI) crossover, the responders on desipramine then deteriorated.

DH: What you found wasn’t it considered first antidepressant effect?

JR: Oh yes. Isaac Marks had been quite vocal about that. He had Marie’s data to show, unlike her own analysis, that depression was the true target. One reason we switched to the CMI-DMI methodology was because they were similarly effective antidepressants. Studying children was a lucky choice. We saw that young children would often have motor compulsions without any notion of why they were doing that.  Occasionally a child would come up with a theory. One had been at a science fiction movie and thought, maybe, people from Mars were “making him do that”. It was a happy movie and he was a happy kid. The point was that OCD was not driven by psychological conflict.  Secondly, we were finding that almost forty percent of our kids had motor tics. We were the first to show that first-degree relatives were more likely to have either OCD or Tourette’s. Since children are “therapeutic orphans” the study also kept the child OCD population up with the adults.  The other piece of this was that we went on to show that clomipramine was effective for trichotillomania. Most colorfully we treated dogs that licked their paws excessively, refrred to as Canine Acral Lick and that responded only to serotonergic drugs.  

DH: You also wrote the book, The Boy Who Couldn’t Stop Washing, an absolute classic.  When did you begin to write it?

JR: Over about 13 years of these studies, we had collected amazing stories that weren’t quite right for scientific journals. There were broader notions that went beyond child psychiatry. For example, the relationship between religious ritual and art or whether certain religious groups were more likely to have OCD. OCD raises the question of “hardwired” modules of behavior. Other issues about compulsive personality and about famous figures who had OCD were covered. I learned a lot from writing a popular book, having to discuss one’s work with the public from “Oprah” and “Donahue” to National Public Radio or “Larry King Live”. I was amazed at how stimulating that proved to be for research.  You don’t usually think about television talk shows as a source for research ideas, but I can think of at least three studies that came from that.  

DH: It had to be an interesting experience trying to take this to the public, having the feedback.

JR: It had a dramatic effect on me. It stopped my inverse snobbery. And it also had a large impact on public awareness. The Obsessive Compulsive (OC) Foundation was just starting and I insisted they get all of the calls from the one hundred TV and many more radio programs I went on after the book became a best seller. 

DH: Public awareness accelerated. 

JR: The OC Foundation, about five years later, gave a fund raiser dinner in my honor at The Four Seasons hotel in Philadelphia. The membership, who felt their lives changed because they read The Boy Who Couldn’t Stop Washing, each wrote a page or two.  So it was a giant scrapbook and a testimonial to the power of the book and of TV.  The book was translated into twenty-two different languages. Over a million copies sold worldwide.

DH: That’s extraordinary, isn’t it?

JR: Amazing.

DH: You obviously brought OCD in from the cold but do you think the public went too far?

JR: It was certainly clear from the absolute beginning that this was a danger; there wasn’t a celebrity interviewer or camera crew member that didn’t call me over afterwards to discuss their “OCD symptoms” such as “I count steps every day when I go out of my house” There was a danger that trivial everyday routines could become “medicalized”.

DH: When you mentioned the Canine Acral Lick model you used all of the 5HT drugs. Didn’t this open up the whole idea of serotinergic spectrum disorder?

JR: Well, this happened at the same time that plausible arguments were made for treating body dysmorphic and somatizing disorders like OCD.  

DH: What’s your opinion about how the drugs are working, if it’s not by lifting mood?

JR: We don’t know what the distal action is.  I think some kind of motoric and cognitive ordering and re-arranging of a hardwired system is involved. Dr. Susan Swedo, a pediatrician and branch chief at the NIH, is working on OCD and infection.  It has long been known that seventy percent of cases of Sydenham’s chorea have OCD. And Sydenham’s chorea occurs in twenty percent of rheumatic heart disease patients as an autoimmune response to streptococcus   Dr. Swedo’s has identified a group of children, who don’t have rheumatic fever or Sydenham’s chorea but may have tics due to post streptococcal OCD. You could argue that some basic ritualistic behavior is an artifact of the immunological interplay between the host and streptococcus infection.

DH: That’s absolutely fascinating. Your work has given OCD legitimacy by taking it out of the purely psychological realm. 

JR: Right, the academic psychoanalysts always felt that they couldn’t really touch it.  

DH: So it was reasonable, in a sense, to use pills. At the same time there’s this huge area of controversy, especially in the US over the use of stimulants for hyperactivity and antidepressants for childhood depression. But there isn’t controversy about the use of pills for OCD.

JR: I think you’re right. The antidepressant controversy is based on lack of efficacy in children. With the hyperactive children, it’s more a question of whether there is long-term benefit. That is also not clear.  .

DH: You’ve also moved that into the area of childhood psychosis.  Can you tell us how?

JR: That came from a number of things. I work in the intramural program at NIH and we are supposed to do things that would be hard to do on the outside. We should not compete with our extramural colleagues. For example, when we started to work on obsessive compulsive disorder, we would never have obtained a grant for this on the outside.  Can you imagine telling your granting agency that you need personnel and beds on a ward, but you don’t know how many years it will take you to get a sample? 

Now that the rest of the country has started doing OCD research we began looking at normal brain development with MRIs taken prospectively and studying childhood onset schizophrenia. In the intramural program there were collaborators who could help us show clinical and biological continuity with adult patients. Are the children drugged or are they simply normalized? The study started in 1991, and unlike OCD, which we thought was rare but turned out to be common, we felt psychosis was rare and it stayed very rare.  We have shown abnormal brain development and a high rate of genetic risk.   It looks like genetic factors of several kinds are much more active. The drug trial that we were able to do was one of the first showing how much superior clozapine is to haloperidol although we didn’t have enough subjects to show that, for these kids, it’s also better than olanzapine.

DH: Do you have any feel for why it’s so much better?

JR: The entire industry is still puzzled.

DH: Extraordinary, isn’t it?  .

JR: Absolutely. We’re in a unique position because we have a couple of children who were virtually cured on clozapine.  If I ever write another popular book, as opposed to the professional one, it would be stories of these children.   

DH: That’s extraordinary if it’s produced those kinds of changes.

JR: Yes, but it’s a small minority. .

DH: Isn’t it a mystery? We’ve had the drug for ten years and people have been working hard on just this issue and haven’t got a good lead.  It must be doing something radically different.  It’s not just the balance between serotonin and D2 receptors but something more serious.

JR: This is probably one of these cases where you want a massive screen of gene expressions, for example. There you could compare clozapine with olanzapine, risperidone, haloperidol and so on.

DH: Can I bring you back to overview the field again?  In the UK, more than you see in the US, there is resistance to giving pills to children.  Why?  

JR: There are a number of issues.  One is the accurate and important notion that children need to see their lives as developing a sense of responsibility under their own control.  The dominant theoretical structure in social psychology, to this day, has been “focus on control”. This is a very strong public model; can you do things yourself, without a drug? But sometimes a drug is necessary to establish control when psychological measures fail. Behavior modification has not been successful for attention deficit disorder.  ADHD children are really out of control but, with the aid of medication, they can then put on the brakes.  At the same time, there’s a growing sense in this country, part of the enormous concern about avoiding drugs during pregnancy, that children may be harmed. So, we’re working very hard to select ADHD children on and off stimulants for our prospective brain studies to look at drug effects on brain development. Finally, I think journalists feel that success has to do with uncovering wrongs and they adopt a much more investigational, conspiratorial model of reporting than ever before.

DH: That’s interesting. I haven’t heard anyone put it quite like that. At the same time   you did suggest there is an awful lot of our most precious cultural rituals might derive from a disease origin.  That has to look attractive to some people.

JR: Yes, but I don’t think that the Federal Government would ask us to study this.

DH: No! Although, in the UK, I see a number of child psychiatrists who prided themselves on never using pills who have become neuropsychiatrists. Do you think things have changed completely in child psychiatry in this way?

JR: It’s so complicated. I think we don’t realize how our experience interlocks with everything that impinges on the system we work in.  Eric Taylor in the UK and I did a cross national study about the use of drugs in hyperactivity.  We trained twenty clinicians in the US on the use of DSM- III, DSM-IIIR and the ICD-9 and, they did the same at the Maudsley.  We taped twenty cases in each country, and we had both groups doing the diagnoses in both systems. There were dramatic effects, both in the types of cases being referred, the diagnostic systems and where the raters trained.  The nature of the cases differed because if the psychiatrists didn’t use stimulants, no one referred a case where hyperactivity was the main problem. So they were seeing conduct problems, which do respond to behavioral management. When they saw the type of child we were seeing in the US, who were referred for stimulants, they had no trouble saying this is a hyperactive child.  So, systems feed on themselves.

DH: True, but back when you tried to draw up the criteria for DSM-III, you met a group of people who said what we do is far too complex to put into operational criteria.  Has that changed?

JR: No, I don’t think it has at all. In every new edition of DSM, most of the criteria probably are premature. There’s the general public. There are the psychotherapists.   There are the psychologists, who prefer a dimensional to a categorical approach. Thirty percent of patients do not fit into any one of the categories. On the other hand managed care is promoting this categorization because without a diagnosis, you’re not going to be reimbursed. People are forced to document in order to provide a care.  One of my more recent consulting jobs is for a company that develops pediatric algorithms in psychiatry and I am helping them write the algorithms bought by the majority of managed care companies in the United States. I’ve been doing this now for about three years, so I’m starting to get feedback as to which ones are problems and which aren’t.  It may be a beneficial influence because people are really paying attention to who they’re calling an adjustment disorder five years later.

DH: So, you’re one of the people that the average clinical person on the street would think is there trying to curtail their freedom?

JR: Probably, although the people writing the algorithms aren’t the managed care companies, who don’t have the time or the expertise. But there’s a lot of slippage between the algorithms and what managed care does with them. They may buy them, but they’re not obligated to use them.

DH: From an organizational point of view, have you had much time left over to get involved in kind of the organizational end of things with the APA and ACNP?

JR: I’ve always been fairly active in the ACNP.  I was on the Program Committee for several years and Chair of the Committee.  I’ve been on Council twice.  Right now, I’m on the Credentials Committee. I’ve been active in Research Groups for the APA and chaired various Prize Committees.  I’ve been President of a clinical group, called the American Psychopathological Association, which represents both psychologists and psychiatrists doing patient oriented research. That’s a small group with a long tradition and it’s been a very gratifying experience. The last meeting was on Research Benefits and Very Early Presentation of Psychiatric Diseases, of which, in my own work, OCD and schizophrenia are an example.  

DH: When you were in ACNP, did you advocate for a workshop on child issues or some kind of study group that might inform the adult scientists and researchers?

JR: I’ve been in the organization since 1976, and in the beginning, people were perhaps too uncritical about work in child. There are people interested in very specific models on how to translate the bench to bedside findings.  Right now there’s a lot of interest in developmental neurobiology.

DH: You can feel that beginning to come through.

JR: Yes, it’s mostly basic researchers talking about what could be candidate systems in schizophrenia, what could go wrong and neurogenetics.  I think Sue Swedo’s work with the immunological model has struck a chord with people looking at immunological models across other disorders. There’s Michael Meaney’s work on maternal simulation in rats. The program is turning away from patient oriented issues.  Clinical trials are being run by people who are not members of the ACNP.

DH: Quite disastrous to see nobody doing clinical trials.

JR: Absolutely. The drug companies want somebody who’ll make sure that all the FDA forms are filled out correctly.

DH: Sure, but you need people who are clinically skilled to do the observations, to recognize the new things that are happening.

JR: Exactly. ACNP would be a place to preserve this approach. In our trials of childhood onset schizophrenia, half of the children have subsyndromal autistic symptoms that go away when they’re about four; what might this mean is that it is related to the fragile X types of behavior?  You won’t get that level of observation in a clinical research organization doing routine drug studies for the pharmaceutical industry.  

DH: Of course not.

JR: All these genetic studies are finding new diseases within clinically homogeneous groups but the intellectual excitement is not going to be maintained with the way clinical trials are being done.

DH: Just to round things out, who have been the other key people in the last thirty or forty years who have helped shape the field?

JR: With the respect to hyperactivity, one of the early people, not so much known for sophisticated research, was Magda Campbell, who is a member here, worked with Barbara Fish and pioneered studies in psychotic and autistic children.

DH: Are they both working at Mount Sinai?

JR: Bellevue, I think it was, or maybe even Creedmoor.  I haven’t actually worked as a physician in New York, but Loretta Bender was there.  So, that would be one group.  Certainly, Keith Conners has had an influence on me, who’s a member of this organization. Leon Eisenberg, very briefly, because his work moved from psychopharmacology, but he’s a leader who is very eloquent and he has been an inspiration. 

DH: He’s always been in the middle, saying, hold on a bit with the drugs, but he’s not hostile.

JR: A person, who’s influenced me and stayed a good friend but not having anything to do with drug treatment, is Mike Rutter. His epidemiologic study gave a rational overview of child psychiatry.. Mike would say that he had a lot of treatment studies; they just were non-pharmacological.  He would talk about recognition and early diagnosis in terms of what diseases and situations were at high risk  I think he’d say his studies of children of psychiatrically disturbed parents would have identified populations for preventive intervention. All of these have social treatment implications. His current studies on the orphans in Romania and what became of them are interesting scientifically and have practical applications.  Mike also studied the lighting in the doorways of different housing projects in relation to delinquency rates.  It depends on what you mean by treatment.  He would say, very possibly, if there are preventative implications it is social treatment.   The most exciting thing about the OCD Phase 2 trials of streptococcus vaccination is that if there are two hundred thousand children one may have prevented that many cases of OCD in a few years.  

DH: It would be extraordinary if we could eliminate a condition like OCD in the way we took out general paralysis of the insane with penicillin wouldn’t it?

JR: Yes.

DH: How we view the history of psychiatry would be changed

JR: You’re interviewing many clinicians as part of this process. This organization has played a golden leadership role and the ACNP has had a wonderful influence on me, but I hope that they work very hard to encourage the kind of clinical research that couldn’t be done within a CRO, but would be beneficial to the scientific field.

DH: That seems like a good note on which to end our interview. Thank you.

JR: And thanks to you!  

( Judith Rapoport was born in New York, New York in 1933.





