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JAN A. FAWCETT

Interviewed by Frederick K. Goodwin

Waikoloa Village, Hawaii, December 9, 1997

FG: This is the ACNP Task Force and I’m Dr. Fred Goodwin.  I have with me Dr. Jan Fawcett,( who is, not only, a long standing colleague, but a very good friend, but I won’t let that bias the interview. Jan is considered by most of us as one of the pioneers in psychopharmacology and I’d like you to help us record how that got started and how you first got interested in this.  You came into the field at the beginning of the psychopharmacology revolution, when in residency, it wasn’t the main focus.

JF: Exactly.

FG: I know how you got started, but let’s not assume everyone else does.

JF: After getting some early experience with research at Yale Medical School with John Davis, we did some stress research and I found myself, after residency, going to NIMH. I ended up in the Clinical Center on William “Biff” Bunney’s inpatient depression unit. This was at the height of excitement with the pharmacological revolution. The antidepressant, imipramine, had been out for a few years. Chlorpromazine had been discovered and the catecholamine depletion hypothesis, from Axelrod’s work, had just hit and we believed, for the first time, that we had a biochemical theory of depression. It was an amazing time; there was almost a delirious excitement at the NIMH and I was infected by it. Before I got there I had just started using some of the new medications. But, in my residency, there were very few people who even knew how to supervise me.  The young faculty wasn’t very knowledgeable or interested in them, to tell the truth. They thought the drugs were sedatives you gave people while you were doing psychotherapy.

FG: There was no hypothesis about how they acted. 

JF: They weren’t even considered primary treatments.  They were something to quiet the patient down so they would accept psychotherapy.
FG: While you worked up the psychodynamic formulation.

JF: Exactly. So, I found myself on this island of excitement and turbulence around the catecholamine hypothesis; Biff and John Davis were writing a review paper about a biochemical hypothesis of depression.

FG:  You and John arrived in the same year?

JF: Yes, we were classmates at Yale but took our residencies at different places.  I went to Langley Porter for two years and, then, a third year with John Romano at the University of Rochester and ended up, by chance, at NIMH. And so did John. We met again after doing stress research together as classmates at Yale.
FG: It’s amazing how many people ended up in that program.

JF:  The word was they only were taking graduates from Harvard and places like that, but they had shortages once in a while. I was in the Public Health Service Career Development program and they wanted to send me to some God forsaken place to treat alcoholic seamen but, all of a sudden, this opening at NIMH came up, so I went for it. I can’t even describe what an exciting experience that was and how fast we got involved in the research. As associates we were supposed to do clinical care, more or less glorified residents so not many of the associates participated in research. But because of our interest John and I got very involved and found ourselves tremendously committed. Those two years were some of the most intense I ever spent and the experience hooked me for life on clinical research in psychiatry. 

FG: What was it that hooked you?

JF: The possibility a disorder of brain metabolism might be the cause of severe depression was very stimulating; at that time it was catecholamine and corticosteroid metabolism. Those were the two areas Biff was interested in.  We weren’t initially using medication on the patients, so we had a chance to observe the severity of their symptoms. In fact we had a revolution when we insisted on treating the patients after a few weeks, because we had Chestnut Lodge supervision and were expected to treat them with psychotherapy.  Dexter Bullard, from Chestnut Lodge, was my supervisor and I would see my patients every day, sometimes seven days a week. They were extremely sick, psychotically depressed and highly suicidal manic depressive patients.

FG: Would you agree there was something you had with that intensive clinical contact that’s lacking now in clinical trials?

JF:  Nobody’s getting anything like this now.  The experience of feeling the patients’ pain, day in and day out and seeing them suffer, had a tremendous impact on my determination to find more effective treatments. Then, to see the effects when we eventually put them on medication was mind boggling. Biff was fairly open to us working with data, much of which had already been collected.  He didn’t have time, so he assigned me to work with data to do with elevated steroids in patients who committed suicide. We had had a couple of suicides on that unit, and were collecting daily 17-hydroxycorticosteroids.  So we had banks and banks of frozen urine.

FG: There weren’t sophisticated statisticians who massaged the data before you got to them.

JF: No.  Biff just gave me the data and said make some sense of it, there’s something important there.

FG: Make some common sense out of it!
JF: I got intensely involved in that data, very intensely. I worked day and night on it.

FG: It was so different from today, you were immersed in the patient’s care, you knew the patient’s background; and you knew the data. You weren’t looking at some extraction of it.

JF: They hadn’t been analyzed; they were very raw data that hadn’t been crunched. Sophisticated statistical analyses and computers were not available at that time. So, we were very, very close to our data, doing it by hand and learning statistics as we went  So, that’s what occupied me and I got interested. I had done research for my thesis at Yale with Dr Bondy, Head of Endocrinology, and knew something about steroid metabolism. When I found Biff was studying this, it was a nice fit and I got very excited.  I couldn’t think about anything else for two years.  Then, to find patients that committed suicide had elevated steroids prior to their death was the original discovery of hyper-adrenal function preceding suicide. This was in the late sixties and we published it about 1965. People thought we were nuts; trying to predict behaviour by studying metabolites in urine. They couldn’t relate to it, it seemed so far out.  
FG: Were you in contact with Jim Maas in the Intramural Research Program? 

JF: Jim was the section head at NIMH. Technically he was Biff’s superior.

FG: He was a renaissance man.

JF: He loved good wine; he loved race cars; he loved to live like Hemingway; he was a very colourful guy. I hope we have a tape on Jim. He took over Percival Bailey’s job as Director of Research at the Illinois State Psychiatric Institute. That job was a big plum back then, because the institution got all the money and it went into a fund that could only be used for research.

FG: Wasn’t there money from cigarette taxes and alcohol taxes?

JF: Maybe so, the fund had at least ten million dollars in it. That was a lot of money back then. The Institute had been built by Percival Bailey with money raised in the hope prefrontal lobotomy would be a cure for mental illness. It had a very modern surgical operating suite in the center which I don’t think was ever used, because, by the time the Institute was built, the procedure had been discredited. The research was mainly physiologic under Bailey. Jim Maas, when he moved from NIMH, changed the whole program to one of biochemical research.  He was interested in the catecholamine theory, and a metabolite, MHPG. He took me to Chicago to run the clinical side of his program because I was very clinically oriented.  So, two years out of residency, I had my own inpatient unit, my own laboratory, my own secretary, my own lab assistant, and all on hard money!
FG: You experienced two extraordinary environments back to back, the intramural program and the Illinois State Psychiatric Institute, ISPI.

JF: Not only that, but when I went to Chicago, I’d had lots of experience treating very ill patients with medications while working on the catecholamine theory. And I moved into a city that was committed to psychoanalysis, the Chicago Psychoanalytic Institute was totally dominant.

FG: Jim Maas had analytic training, didn’t he?

JF:  At the Washington Institute.

FG: And Biff had analytic training too?
JF:  That’s right, and I had been advised on very high authority, by Fritz Redlich, my Chairman as a medical student at Yale, that if I didn’t have a training analysis, I wouldn’t go anywhere in academia. I had to make a decision. If I was going to invest energy in research, I could not spend time earning money to pay for a training analysis while studying at a psychoanalytic institute. So I didn’t follow Dr Redlich’s well meant advice.

FG:  At Bethesda you said you thought about nothing else but research.
JF: Exactly. When I got to Chicago, I was very adept in psychopharmacology, especially of depression. Nobody in the city had the faintest idea how to use these drugs. They were giving them in homeopathic doses and weren’t using them when they should.  Gradually, some of the analysts started sending me patients that were not doing well, who were very sick. I would put them on a routine dose of imipramine and they did better.  It was like shooting fish in a barrel.  And, suddenly, I was doing a great deal of the psychopharmacology treatment in Chicago.

FG: This wasn’t clinical trials, it was treatment.

JF: Right, I was treating these patients but it was also giving me access to a lot of potential research subjects. I opened up a treatment-research unit at ISPI, because of the suicide research we had done at NIMH, and I wanted to see if that was replicable. I selected patients who had made serious suicide attempts, people who had jumped off buildings and survived; very sick patients. We collected twenty-four hour urines, looking for MHPG. That was also what Jim wanted; he needed clinical samples to test the catecholamine depletion hypothesis of depression.  He developed a double isotope dilution technique and we found a pattern of decreased MHPG in a large subgroup of depressed patients, supporting the hypothesis.
FG: You were elegant and advanced for the time.

JF: It was amazing. So, we were collecting samples for both Jim Maas and for my research.  He was interested in the MHPG data principally and I was interested in the steroid data. In addition to replicating our steroid data in suicide I became interested in how you might predict which patients respond to amitriptyline and which respond to imipramine. 
FG: At the time you started we had only MAO inhibitors and imipramine.

JF: Lithium wasn’t approved when I went to Illinois.

FG: I remember that, in the early intramural days, we were against the catecholamine hypothesis with lithium. 
JF: That’s true.

FG: It wasn’t supposed to work in depression.

JF: Right, all the interest was on norepinephrine at that point while people in England were interested in serotonin.

FG: There was still no interest in serotonin in the US at that time. 

JF:  When we studied lithium we only used it in bipolar patients.  

FG: They weren’t called bipolar then.

JF: I’m sorry! They were manic depressives. But all severe depressions were called manic depressives by the Washington U group, at that point.

FG: That’s right.

JF: You didn’t need to have mania to be a manic depressive.

FG: To go back to ISPI. When you started you put a lot of people on imipramine, and then amitriptyline came along.
JF: Right. I was interested in how to predict antidepressant response, because not everyone responded. The one drug that rapidly released norepinephrine, that had an immediate action within a few hours, was dextroamphetamine. If I gave depressed patients dextroamphetamine, about half would feel remarkably improved, in a couple of hours. The other half wouldn’t feel anything. I became very curious about that, so I started doing amphetamine challenge tests and found people who responded were the low MHPG excretors. They were also the ones who seemed to respond to desipramine. So, I had a theory I could give amphetamine and predict the desipramine responders as well as the MHPG level. It all came together, it was beautiful.

FG: One thing that has characterized your research has been theoretical elegance and practicality. Clinicians could relate to it regardless whether they cared about the MHPG part. It was something clinicians could appreciate and use.

JF: Right. And, it was okay to do clinical research back then. There was no molecular biology; neurochemistry was in its beginning and molecular genetics was relatively undeveloped. There was no functional brain imaging in those years.
FG: And you were getting fresh patients, you weren’t advertising in the newspapers.

JF: These were the sickest of the sick who were very happy to come for treatment.  I had a patient who survived a suicide leap from eighteen stories, and lived by landing on a Toyota.  You don’t see patients like that very often.

FG: What happened to the amphetamine challenge story?

JF: It got bypassed when the serotonin reuptake inhibitors came out and the whole serotonin story became the focus.
FG: But it did get used in the sixties and seventies.

JF: It went from that to amphetamine as a diagnostic test for augmenting antidepressant effect in poor treatment response.  

FG: Did you do augmentation trials with the tricyclics? 

JF: I did a lot of augmentation trials in my practice with both tricyclics and MAO inhibitors in treatment refractory patients. I developed a very large practice, and I used it to develop my ideas when I got more and more treatment resistant patients, as time went on.  I found myself using a lot of amphetamines, especially Dexedrine (dextroamphetamine), to augment tricyclic and MAOI antidepressants.

FG:  Did you ever report your findings?

JF:  First, I reported the use of Dexedrine to potentiate MAO inhibitors. It’s the largest series in literature. There’s only one other paper on the subject; John Feighner’s, published in 1990.  It took me about seven years to gather a sufficiently large series. These were patients who were at high risk of suicide; many of them ECT failures. You may remember there are three reported deaths with antidepressant amphetamine combination and a big black box warning regarding its safety. I only did it when the patient was at high risk for suicide and had failed ECT.

FG: But, it turned out to be safe?
JF: It has turned out to be safe for the last ten or fifteen years.
FG: There were some animal data published that supports its safety.

JF: And there was evidence that adding a tricyclic like amitriptyline made the amphetamine and MAOI combination even safer. 

FG: Is it your impression that people who are doing trials without your extensive clinical experience are missing something?

JF: I think they do. We are also missing something because of our new and improved diagnostic system, the DSM. When we went from the RDC or from DSM-II to DSM-III there could be no longer an undiagnosed category. .

FG: You had to force fit everyone into a diagnostic category in the DSM. 

JF: This was no longer a research diagnostic system, but a real world system for use in categorizing illness and billing for services. That was one loss, and the other, which I think was bigger, was you gave up assessing the severity of symptoms as they were rated by the SADS, which yielded an RDC diagnosis. Today, people don’t understand what we have lost. When a person has insomnia, it’s a symptom toward DSM-III major depression but there is no discrimination of severity. Patients could have a little trouble sleeping or they could be up all night and it stills counts as insomnia. The difference in severity of symptoms probably is more important than the difference in diagnosis.  I think that’s what’s been lost. People use the SCID derived from the DSM-III in research with symptoms present or absent without severity measures.

FG:  The SCID is standardized and used now in research. 

JF: The SCID is much easier to do than the SADS and much less time is required. You can teach inexperienced clinicians to use it with little training in psychiatry or even psychology regarding assessment of symptom severity. So you can create diagnostic categories without assessing severity, but how valid are they?  The alternative is difficult because you need raters, trained to be reliable and that is very expensive. You have to bring raters together, show them the same tape, and argue over whether something’s present or not, and how severe it is.

FG: I wonder if, for a drug company, it would pay off in the long term.  It might be less expensive to do it right than to end up with trials that are uninformative.

JF: That’s a question that has come up at this meeting.

FG: Some of the people in industry are beginning to see that.
JF: Right.

FG: Bill Potter at Eli Lilly is thinking about it. Clinical trials have become so mechanized to do them fast and easily. Another thing I feel has been lost is the longitudinal look at patients. The DSM provides a cross-sectional diagnosis. It trains residents by giving them five minute video snippets and you know what happens if you’re supposed to make a diagnosis in five minutes. At the NIMH and in the ISPI you had experience in observing patients longitudinally over time.  

JF:  When I left ISPI and went to Rush, I was involved in the collaborative study with a twenty year follow-up of patients.
FG: Wasn’t your role in the collaborative study primarily suicide prediction?

JF: As far as the data analysis is concerned, that’s right.  We were one of the five centers that collected clinical data. 
FG: When did you move from ISPI to Rush?

JF: I went to Rush as Chairman in 1972.  Rush had just opened a medical school.

FG: Are you the longest surviving Chair?

JF: I don’t claim to be the longest surviving Chair. I don’t know if I am or not, but it’s been a long time.  This is my twenty-fifth year.

FG: I wouldn’t be surprised if that isn’t the longest.

JF: It’s possible, but I don’t consider that a particular distinction. The question is, what did you accomplish?

FG:  Of course you’re still active in research.

JF: Right. And the wonderful thing about going to a small department, as opposed to a well established one, is you have a chance to develop your own shop and can afford to do research and teaching yourself, because it’s not a huge behemoth where you have to spend all your time wheeling and dealing in administrative matters. I even continued to practice, I saw patients, and I got clinical experience. That has been the most satisfying aspect of my career, being able to see patients, being able to teach, being able to do research and run my own show.  That doesn’t happen very often.

FG:  It doesn’t and a lot of people, who are involved in matters related to health policy and are considered experts, have very little clinical experience.  It’s scary!
JF: Up until a year ago, I spent twenty-five hours with patients every week, sometimes thirty. I ran the department, did my teaching, and did my research.  Last year, I had to modify that; I’m down to about ten hours of seeing patients. I do consultations.

FG: At your max, how many hours a week were you working?

JF: I got up to over a hundred hours. I did collapse at one point, my hypertension was out of control, and I was told I was going to die if I kept it up.

FG: Maybe you had a little hypomania! 

JF: I was once accused in court of being hypomanic when people didn’t like the testimony I was giving in a divorce trial on behalf of a manic depressive woman I had treated.  The fact is I drove a red Porsche, made rounds at midnight and got up at six in the morning.  I don’t think I was ever clinically hypomanic but I was certainly excited about my work.

FG: So was Biff.  I mean, Biff’s excitement was infectious, wasn’t it?

JF: There’s no question about it. It was Biff’s excitement that hooked me on this career. I blame him for my being hooked on research in psychiatry. I always said research is like an addiction.  You get the highs from new data. It’s like a gambling addiction, you imagine you’re going to make some discovery that might make a difference and change things. That’s a grandiose thought because we know that most findings don’t change anything. Many don’t even survive, and most don’t make a huge difference. But there’s a chance. A chance you can find something that’s going to make a difference someday, and that’s exciting!  

FG: People get cynical about research. They say we select data, crunch it and then back the findings into a hypothesis based on what the data looks like.  

JF: It wasn’t crunched data I worked with at NIMH. It was hand done.

FG: It was hand done and we’ve lost something by not having that any longer. 
JF: You didn’t need a complex data set, because you had a very small sample of patients. 

FG: You didn’t have to use a computer. If you look back at innovations, wouldn’t you agree a lot of new directions came from pretty small data sets?

JF: I think so.

FG: How do you feel the current grant system is working, in terms of innovation?

JF: I’ve been very disappointed after participating on three or four review committees. I’ve watched the deliberations and usually felt myself to be in the minority. The committees tended to be much too concerned with details about the adequacy of scientific aspects of the protocol but the creativity of the ideas has been lost. New applicants with an idea that’s not in vogue are subject to more scrutiny and criticism. This is true of publications, too. People have a new idea, a new finding that doesn’t fit, that goes against the grain, which is what science is supposed to do, are subject to much more criticism. New ideas get much more intense scrutiny and criticism and are much less likely to be funded. So young investigators learn, after awhile, to apply for grants that are in vogue and will be funded, when it’s innovation that moves science.
FG: You had the experience of starting in the intramural program where you didn’t have to worry about that. Then, you had a similar situation at ISPI.

JF: Right.  ISPI had its’ own funding and you didn’t have to get outside grants. In some of the most creative research I have done since I have been supported by money from endowments.  Now we’re funded by the collaborative study and I got to analyze the data on suicide outcome.

FG: Those are important data.

JF:  The collaborative study is the most important research I’ve been involved with.

FG: Why don’t you explain what it’s all about?

JF:  We’re in our twentieth year, the collaborative study started in 1978.  It used the SADS, and the RDC; it measured the severity of symptoms in RDC diagnoses from just under a thousand patients at five of the admitting universities. We followed our patients at six month intervals for the first five years and yearly after that. And we stratified for different types, such as major affective disorder, unipolar disorder, manic depressive disorder, schizoaffective disorder and we were interested in the differential outcomes. We also interviewed about twenty-five hundred relatives of those patients.

FG: What was the number of patients?

JF: Nine hundred and fifty-four was the exact number and everybody staked out the areas they wanted to analyze. At the New York Center Jean Endicott was interested in the nosology, because she and Spitzer had worked together so she took over that. Washington U was interested the family from a genetic point of view, and so was Iowa. I was interested in suicide from the days I worked with Biff. At that time all the data was from retrospective studies.  Here it was a prospective study with a very high risk group of patients of which eighty-five percent had been in hospital with severe affective disorders. So I knew a certain percentage was going to die from suicide. The question was which ones?  Nobody knew. So we followed those patients and we waited five years. I didn’t write a paper from the collaborative study for about six years. I just looked at the data and, at the end of five years, there were twenty-five suicides across all the centers. We pulled those patients out and looked at their SADS scores and every item we thought might relate to suicide risk. There were about a hundred and forty-two items we thought relevant SADS from out of about twelve hundred. 
FG:  To be able to do that shows something about the importance of your very extensive clinical experience. You didn’t just let the computer crunch all the items.

JF: We included items like the patient’s marital status, religious participation, as well as the severity of symptoms. And, an astonishing thing happened when we analyzed that data. We found none of the traditional predictors of suicide, except for hopelessness.
FG: In the five year prediction?

JF: In the five year prediction nothing but hopelessness was traditional. Not having a child under eighteen came out as a predictor. Some sort of psychotic turmoil, a depressive turmoil came out as predictor. Abuse of alcohol was significant. None of the standard suicide risk factors, such as prior attempts, suicidal ideation, came out as predictors. I was just astounded that none of the usual risk factors were significant in the suicide group. I couldn’t figure it out; not even severity of prior suicide attempts was significantly different. Then I told the statistician to look at the time of suicide after assessment, because these suicides had occurred over five years and I figured, maybe there’d be a difference as whether the patient suicided within a few months of the interview vs. several years later. I had to wait another year, because we didn’t have enough subjects. Finally, we found the predictions of suicide in the first year were not the usual ones.  They were severe anxiety, panic attacks, alcohol abuse in a moderate level and global insomnia.
FG: And anhedonia.

JF: Yes, very severe anhedonia. So we found the traditional suicide risk factors, such as suicidal ideation, suicidal attempts, hopelessness, were significantly associated with one year follow-up and all the items we originally found were long term predictors. So by doing a prospective study, we separated long and short term predictors.

FG: Would you put that number one among your contributions?

JF: Yes, I felt nobody had done this before.  Nobody had even talked about acute vs. chronic predictors of suicide. All the previous predictors came from retrospective studies. 

FG: This is a very fundamental contribution to the field.

JF: I don’t think it’s been accepted very broadly, even now. I don’t think a lot of people even know about it, because it’s only been reported in two or three papers. 

FG: I show your findings on a slide when I talk about depression.

JF: You do?  What I’m saying is it hasn’t permeated the field.  It’s just started to be reflected in chapters of books. 

FG: Fundamental observations, when you look back historically, are often not accepted in the first ten or fifteen years.
JF: When I first saw the findings in which we took the time factor in I felt like the mountain climber who reached the top of the mountain first and put his name there or his flag. I just couldn’t believe it. But, in my clinical experience, I’d been seeing it all along.  I just didn’t realize it.
FG: You, probably, had some sense of what you were looking for more than you give yourself credit.

JF:  I looked at a review I’d written several years before these data were analyzed and I had said something about acute factors in suicide and I had mentioned something about “perturbation,” a term used by Schneidman. He liked to make up neologisms.

FG: But he didn’t think it had to do with depression.

JF: No, he didn’t.  He thought it had to do with perturbation, interestingly enough.  I also found a paper he wrote with his collaborator Farberow.

FG: Farberow was an analyst.

JF: He was a psychologist and did a VA study in which he found that anxiety predicted suicide, but he didn’t even report it in his paper.

FG: It didn’t fit the prevailing notion.

JF: He didn’t even mention it in his conclusions, but I found it in this paper, published ten or fifteen years before our study.

FG:  The point you’ve made about anxiety as a predictor of suicide is a powerful justification for using anxiolytics, at least temporarily, in some patients with depression. 
JF:  It would save lives by treating the patients’ agitation and anxiety, the best way we can. Maybe benzodiazepines are not always best, but we are going to get new agents and end up with CRH inhibitors that are going to save lives.

FG: Let me jump ahead. What do you see coming down the pike in the future in pharmacology?

JF: We’re going to sub-type depressions like we’ll sub-type schizophrenias and even bipolar disorders by using PET scan findings and functional MRI. We’ll sort cases into different sub-types and be able to make rational decisions about their pharmacologic treatment, based on which circuitry is involved. And we’ll find other neurotransmitters that are targets for treatment.  Right now, we’ve got serotonin, norepinephrine, and dopamine as major targets. The monoamine theory has survived the test of time, but I don’t think it’s enough to explain the heterogeneity of the illnesses we treat. We still have a lot of people who aren’t fully responding to treatment and patients who don’t respond at all. I think we’ll learn more about dopamine and have more dopaminergic drugs so we won’t have to use stimulants.
FG: Do you think that progress is going to continue to be incremental from new advances in basic neuroscience or do you think it’s going to be punctuated by things like lithium that came out of the blue.  

JF:  We may have more rational advances from basic research, from molecular biology and things like that, but I still feel we haven’t got beyond the point where people are going to find a new tool that suddenly changes things like, for instance, an NMDA receptor modulator.
FG: What about clinical observations by people trying something on a hunch?

JF: I still think there’s room for that.  
FG: There’s a need for it, but is it going to happen if we have guidelines and managed care?

JF:  It’s less likely, because there will be less room for mavericks. Things are going to be more standardized. 

FG: The question is how will people come up with anything novel in systems that are increasingly regulated?  You’ve got FDA; you’ve got IRB’s; you’ve got Review Committees all controlling grant funding.
JF:  We’re going to have sub-types of disorders; we’ll have to rename them something.  I don’t know what the names will be but I think there’ll be more specific treatments.
FG: So, you think the fruit is going to look more like an orange where you have segments than an apple which is continuous?

JF: They’ll be certain common factors that facilitate treatment response; the physician/patient relationship will always be necessary, but I’m talking now about treatments that specifically affect sub-segments. We are doing that blindly now. We have plenty of agents, but they’re not differentially dealing with specific mechanisms. 

FG:  Currently, what we see in the meeting here, is pharmaceutical development determined by pre-clinical science and marketing with the clinical field in the middle is getting lost.

JF: Right.  We’re only around to apply it, to write the prescription, rather than having a real role in development. That has definitely happened.

FG: Let me go back and ask who influenced your career the most?

JF:  My taste for research started in medical school when I worked with John Davis.  I got very interested but I knew nothing; I was totally naive.  He was quite sophisticated by the time we met in medical school.

FG: I should give a disclosure here.  You, John, Will Carpenter and I shared a seclusion room as an office in the intramural program!
JF: Exactly. We ended up being thrown together. And Biff certainly turned me on to research, there’s no question about it.  Then, I wouldn’t have stayed in research if it hadn’t been for Jim Maas.  He was certainly a mentor who encouraged my clinical and research interests. I was able to bridge my interest in psychopharmacology with the norepinephrine hypothesis of depression, through MHPG which he was working with. So he’s been a massive influence.  I was influenced in medical school when I had to do my thesis on steroids, go to the lab and come up with an assay for etiocholanolone. My direct supervisor for this project, a young faculty internist was not very interested in what I was trying to do, and insisted I use a faulty extraction method. He insisted I just wasn’t doing it right.  I learned a lot from that.  I spent a whole summer throwing out chemicals I was supposed to extract and measure, because I listened to him.  I never did that again.

FG: What about people you’ve influenced?  

JF: I have a few people who have been influenced by me. I’ve influenced David Clark in my department. David is a well known researcher in suicide, a psychologist and a brilliant guy.  I’ve had interactions with John Zajecks, who is up and coming.  I think we’re going to see great things from John, if he’s not going to become so busy he can’t focus on research.  He’s such a good clinician and speaker everybody wants him to do things, other than research.

FG: Is he working a hundred hours a week like you did?

JF: He’s close to it. I had some effect on Bob Gibbons, who’s a masterful statistician by bringing clinical issues to his attention. I certainly interacted with my colleagues in the collaborative study, but I think it went both ways.  Jean Endicott was very important to me in the diagnostic issues.  I admired George Winokur very much when I worked with him.  

FG: I’d add that you’re one of the most effective teachers in CME lecturing. 

JF: I’ve done a lot of CME lectures and I’m sure that may have some effect on people. 

FG: I think what people respond to is that you’re a sophisticated researcher, a real clinician, not somebody who goes and looks at patients to just follow a research protocol.

JF: And, I won’t give canned talks. I present my own data.

FG:  That’s not something people get from most CME lectures. 

JF: There’s a need to keep the flame alive and the big question is how that’s going to happen in the current situation?  

FG: Am I correct that you’ve been for thirty-three years in the field?

JF: Well, yes.

FG: How do you stay so young?

JF:  It’s the excitement of the work and it must be some genetic help as well as luck.  But, I think the excitement of the field is a lot of it. It’s still very exciting and, assuming my health holds, I plan to keep looking into things and doing research as long as I can.

FG:  That capacity for excitement can’t be manufactured. .  

JF: I agree with you; there’s got to be some kind of excitement there. I caught the flame that makes a person do this, makes them willing to put in hours of extra work, lots of time when there’s nothing coming back except criticism and turn downs. If a person doesn’t have that capacity, I don’t think they should try to force it. People should go into research to make a difference, not for another career.

FG: Not to make a living.

JF: Not to make a living, no.  I don’t think it’s a good way to make a living. I think you could make a much more secure living doing other things.  But, I don’t think you’d get the excitement. 

FG:  I’ve known you for all these years and I benefitted myself from the excitement you are talking about. 

JF:  It’s made for a wonderful career. It’s such a privilege to be able to treat patients, make a difference in their lives and do research and teach; to do all those things together and combine them. That’s a real privilege and I hope some young people will find a way to do that. That’s just a wonderful way to live.

FG: I was very privileged to have been at your Feschrift a few months ago.  It was sort of the highlight of the year.

JF: It was wonderful for you to be there with Bob Post and Marty Keller and Bob Hirschfeld. It meant a great deal to me, because I respect the work that’s been done by you and all these people.  But it was not a retirement party! 

FG: That’s what I was going to say.

JF: It was a celebration of a wonderful time and if people aren’t having a good time in their work, then perhaps, they should do something else.

FG: We could have waited another thirty years to do this interview, but they told us to do it now.

JF:  Maybe we’ll come back in another twenty years and add some things.

FG: We shall come back and do it again.  Thank you, Jan.

( Jan  A. Fawcett was born in Jamestown, New York in 1934.





