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FREDERIC QUITKIN

Interviewed by Thomas A. Ban

Waikoloa, Hawaii, December 11, 2001

TB: This will be an interview with Frederic Quitkin( for ACNP’s archives. We are at the annual meeting of the College in Hawaii. It is December 11, 2001. I’m Thomas Ban.  Let us start from the very beginning; where and when were you born. Tell us something about your early interests, education and how you got involved in the field.  

FQ:  I was born in Brooklyn into a middle class family, which had intellectual interests. My father was the product of the depression, so he didn’t have an opportunity to do everything in education he would have liked.  This was also true of my mother.  My father was a real intellectual. My mother was also, but to a lesser extent. My father instilled the idea of doing research into me in a rather subtle fashion. 

TB: Where did you go to university? 

FQ: I was fortunate enough to get a scholarship to Princeton, which was a wonderful experience. It’s a great university. Unlike other universities, undergraduates are required to write a thesis. As biology major, I had to do a project to do with the effects of urethane analogs on viruses.  I then went to medical school at Downstate.  I had, without knowing anything about it, an interest in psychology and perhaps psychoanalysis. But I went to medical school and my first interest first in pathology, which I got tired of, then internal medicine and finally, psychiatry.  I decided routine cases in internal medicine would not be as interesting as routine cases in psychiatry. I went into psychiatry thinking that I would be a psychotherapist.

TB: When and where did you do your residency? 

FQ: In 1963, I started at Hillside Hospital, where I was fortunate to meet Don Klein. I very quickly became disillusioned with psychoanalysis and felt that there was no empirical base to it.  “Freud said it, so you should believe it,” was the spirit at Hillside in the 1960s. Then I was exposed to the empirically-based research Don Klein was doing and developed an interest in psychopharmacology.

TB:  Didn’t you get involved in research as a resident?

FQ:   That’s true. I got involved in research and I did a couple of studies. 

TB: What did you do? 

FQ: At the time, virtually all inpatients were diagnosed as schizophrenic. So one of the studies I did as a resident was a follow-up of a patient who had been suicidal for a year.  After she was transferred to a State Hospital she suddenly got better and left in 2 weeks.  So I planned a study Don Klein helped me with.  He re-diagnosed everybody transferred from Hillside, which was a comfortable, pleasant place to be treated, to the State Hospital.  The hypothesis was that the non-schizophrenics would quickly leave the State Hospital whereas the schizophrenics he diagnosed would stay. The prediction was right. Clinicians labeled virtually all patients schizophrenic so this had no predictive value.  

TB: What did you do after your residency? 

FQ: I went to a Doctor of Medical Science program run by an experimental psychologist, Dr. H. Witkin, at Downstate Medical Center. It primarily consisted of courses in how to do research. I had exposure to statistics and design, and, in 1969, I went back to Hillside and got involved in psychopharmacologic research. There were three broad themes. The first theme consisted of studies involving the maintenance and prophylactic treatment of schizophrenic and bipolar patients. It was when lithium first came out. I was also interested in neurological signs of schizophrenia.

TB: What about the second theme?

FQ: After moving to Columbia in 1977 I became interested in two areas; atypical depression and placebo response. Using the response to antidepressants we showed that atypical depression did better on monoamine oxidase inhibitors (MAOIs) compared to melancholic patients, who did well on either tricyclic antidepressants (TCAs) or MAOIs. Our findings indicated a categorical distinction between the two diagnostic groups. Subsequent epidemiological genetic studies by others suggest atypical depression may be distinct genetically from melancholia.

TB: Tell us something about your research with placebo.  

FQ: I was involved in identifying those with placebo responses to drugs. Sixty percent of depressed patients improve on a drug and thirty percent on placebo. The question was to identify characteristics of patients who got better on placebo. We found if you got better in the first two weeks or had a fluctuating response, you probably were having a placebo response. The big difference was that improvement in the drug group occurred after the third week and later.  It was convincing to see that those with a placebo pattern, randomized to drug or placebo, did well on either whereas for those with a “specific drug response,” did better on drug than those randomized to placebo.  We published the findings in the Archives a few years ago. In another study with Remeron (mirtazapne) we virtually replicated our prior findings. 

TB: What about the third theme?

FQ: I was interested in was the relationship of substance abuse, mood disorders, and self-medication. So I did several studies in this area and have shown that patients who had primary mood disorders and received antidepressants versus those who got placebo did better in terms of the way they felt and their substance abuse diminished. We did a similar study with outpatient alcoholics.  

TB: What else did you do at Columbia ? 

FQ: I ran a depression clinic where we were fortunate to admit only people were willing to go into a study in exchange for treatment for six months. During my stay at Columbia I have focused entirely on research in depressive illness. 

TB: Wasn’t your first research project at Columbia focused on the differentiation between atypical and other depressions?

FQ: That study went on for about 10 years. There were multiple different trials to be sure our findings are correct. We used our own criteria for atypical depression, which became the basis for a parenthetical modifier in the DSM-IV. 

TB: Did your findings in atypical depression differ from the findings of William Sargent in the UK? 

FQ: Sargent never spelled out his criteria. The prevailing opinion in the UK. was that it was anxious depressives who did better on MAO inhibitors. We analyzed our data and showed it made no difference whether the patients were anxious or not. Patients with reversed vegetative symptoms, even in the absence of anxiety, have a big difference in treatment response between MAOI and placebo.  

TB: Didn’t you publish on the prophylactic treatment of schizophrenia at Hillside?

FQ: I did studies on prophylactic treatment with phenothiazines in schizophrenia.  I probably had 30 publications before I went to Columbia, perhaps 40.  I had a wonderful close collaboration at Hillside with Arthur Rifkin.

TB: Could you elaborate on your findings on prophylactic treatment with phenothiazines in schizophrenia?

FQ: The drugs made a big difference, which was the bottom line.

TB: What was your latest publication?

FQ: A paper in which I evaluated the work of Fisher and Greenberg when they say that double-blind studies are not double-blind because guesses exceed chance.

TB: You have been working with Don Klein your entire research career.

FQ: I am extremely fortunate to have worked with Don Klein. He was always fair and an inspirational model and we had very good support at Hillside. The medical director liked research.  Being at the New York State Psychiatric Institute was a stroke of luck, because we didn’t have to worry about soft money and were given a lot of options.  So I deem myself blessed.  I try not to depend too much on drug companies, and to keep opportunities for my intellectual curiosity.

TB: Is there any particular drug you found more interesting than the others?

FQ: I don’t think that there are differences between the drugs produced in 1958 and the new ones. The new ones are more user-friendly but, in terms of efficacy, I don’t think one is better than another.  The main difference with antidepressants is how people tolerate them, which is unpredictable. They are approximately equally effective, although there is an advantage in atypical depression with MAO inhibitors.  However, MAOIs are no longer first-line drugs.

TB: In addition to many papers didn’t you  publish a book?

FQ:  I wrote a book with Don Klein, Rachelle Klein and Arthur Rifkin. It was a lot of work, but I learned a lot.

TB: At the time you entered the field there were very few psychotropic drugs available, primarily phenothiazines.

FQ: You are right. When I started, around 1963, there were only a very few psychotropic drugs.   We’ve made enormous progress.

TB: Would you like to talk about people you worked with?

FQ: I have been extremely fortunate in that I’ve always worked with people I had collegial relationships with. First, with Arthur Rifkin and John Kane, who I still have a good relationship with. When I went to Columbia, I began working with Jonathan Stewart, Pat McGrath, and Ned Nunes. I’ve had relationships with colleagues who I trust, who’re very bright, and hard working.  A lot of things fell into place. I view myself as extremely fortunate in that respect.

TB: Is there anything else you would like to mention?  

FQ:  We hit on most of the things. It’s been a lot of fun. I wouldn’t mind doing it for another 40 years.

TB: Are you still fully active?

FQ: Absolutely. The best is yet to come!

TB: That’s very good.  Well, thank you very much, Fred.

FQ: Thank you.

( Frederic Quitkin was born in Brooklyn, New York, New York in 1937. Quitkin died in 2005.





