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DONALD F. KLEIN

Interviewed by Leo E. Hollister

San Juan, Puerto Rico, December 13, 1994

LH: I am Leo Hollister and I am interviewing Donald Klein.( He has been president of this great organization and he’s been Mr. Panic Disorder for the last 30 years.  In fact, I’m normally against new diseases, syndromes and signs, but if somebody came up with the idea of a Klein Syndrome for Panic, I would be perfectly agreeable to it.  But, how did this all get started, Don?  What made you go into medicine, in general, and psychiatry, in particular?

DK: I wanted to be a scientist since childhood. No one in my family but my father fostered this by regular trips to the museum of Natural History and Planetarium. Actually, when I was in high school at the Bronx High School of Science, a great experience, I wanted to go into Chemistry as a research scientist. I had been fooling with chemistry sets since I was a kid.  I loved it and did well in Chemistry. And, then, when I got to college, I stumbled onto Freud. I got to college young; about 15 when I started. And I was wandering around the stacks of books in the library one day and found Freud’s books; he was talking about all the things I was interested in.  It was mostly sex and I figured this guy must have something going for him.  So, I really got interested and read a great deal of what he wrote; my desire at the time was to be a research psychoanalyst. And I understood that to be a psychoanalyst you have to be an MD. It struck me that was pretty foolish, but I didn’t mind becoming an MD.

LH: So, you choose to become a psychiatrist before you actually entered medical school.  You were going into psychiatry to be an analyst.

DK: Exactly, psychiatry was sort of a steppingstone to become an analyst.  Anyway, in 1948 I graduated from college, top of my class.  I was 18.  I couldn’t get into medical school, probably because the Vets had all come back then, but also anti-Semitism for medical school admission was very real. So, I spent a year in NYU graduate school in Biochemistry and Physiology, which was not a lost year as I learned how to use a library and some fundamentals of physiology and endocrinology. Finally I got admitted to Long Island College of Medicine (LICM.) The only other acceptance was from Howard.  LICM was extremely clinical, generally considered a ‘baby catching’ trainee school. However, the clinicians were astute and critical, and the training to deal with patients has stood me in very good stead. In my senior year it became Downstate University.  Downstate made a budding hematologist out of me, because psychiatry was so lousy and hematology, as taught by Janet Watson, was really engaging. She was a pioneer in hemoglobin molecular structure and Sickle Cell anemia. I worked as a laboratory assistant to Norman Kretchmer who had his PhD and was in my MD class. We did paper chromatography when there were only two papers, winging it with Pyrex pie-plates. Norm went on to be the head of NICHD and remained a good friend, although he consistently referred to me as a “spook”. The psychoanalysts were terrible; they spent all their time reading to us from their textbooks, although we all knew how to read, and telling us if we had a question about anything that was our resistance or counter-transference. But, it didn’t turn me off completely. Anyway, I interned in the Public Health Service. It was in the Korean War and I hoped to spend two more years with the Public Health Service, taking care of tubercular Eskimos, rather than go to Korea. But I got fired at the end of my intern year, because Eisenhower had a reduction in force and the bottom half of the intern class was dropped. I was squarely in the bottom half, because I didn’t get along with them very well at all. I asked too many questions. However, their psychiatry rotation was mentored by two very bright psychoanalysts, Richard Silberstein and Milton Horowitz, who also thought questions were resistance, but were personally engaging and intellectually alive. This revived my psychoanalytic interests and I re-developed the misguided goal of being a research psychoanalyst. So, I was scurrying around. I had a wife and a kid at the time, and felt lucky when I got a job as a first year resident at the Creedmoor State Hospital, where they gave me a house and a gardener, a maid and, probably, a chauffeur.

LH: Who was in charge of psychiatry there at the time?

DK: Nobody. When I was a first year resident, in 1953. Creedmoor was a 6,000-bed locked hospital and after I was given a book on the mental status, I was told that I should take care of my 300 patients upstairs. They also told me that the nurses would teach me how to do ECT but fortunately I knew that from my internship. That was all the training I got. It was a great experience, but also a great responsibility. The patients were fantastic.  We had no psychotropic drugs at all in 1953, except paraldehyde and amytal; all we had was ECT and nursing care.  And then, primarily because the draft was after me, I went back into the Public Health Service and spent two years at the Narcotic Hospital in Lexington, KY. That was a wonderful experience; that’s what’s turned me onto Psychopharmacology.  

LH: Now, you jumped out of the Public Health Service earlier, but, then, you went back into it?

DK: I called them up and I said, “Look, I’ve got a whole year of psychiatric residency, don’t you need me?”  And, they said, certainly, with a whole year of psychiatric residency, my goodness we certainly need you down in Lexington, KY to run the Admission and Withdrawal Service.  I didn’t know much about admission or withdrawal or narcotic addictions or anything at the time, but I went there and the guy in charge took me on rounds once. And from the next day I was on my own.  I had 70 beds to take care of using methadone withdrawal. It was a terrific place and I liked it a great deal.  I had complete misconceptions about what addiction and addicts were like.

LH: There were some giants working there at the time.

DK: Well, Abe Wikler who was probably the smartest guy I ever met, thinking deeply about psychiatry and pharmacology.  He wrote a book called The Relationship of Pharmacology to Psychiatry. During the period I was down there, I had the opportunity to discuss with him what the contents of the book and its layout should be.

LH: It’s a classic text.

DK: A classic book, which fell like a lead balloon, because it just came out after imipramine was introduced, so it had nothing about the antidepressants. And he missed the boat on lithium.  He felt that lithium was having its’ effects by toxicity. Yet because of his thinking and the discussion of how you go about studying drugs and relating them to psychiatry, the book may still be the best single volume in the field.  The book disappeared, so I don’t know anybody who knows about it any more.

LH: Heavily underused, right?

DK: I tell people about it, especially my juniors.  Anyway, I got involved in Lexington with studies on reserpine, chlorpromazine, and LSD for a two-year period.  The LSD studies were being financed by a mysterious foundation. As we found out later, they were funded, by the CIA. The criteria for selecting subjects and the requirements for inclusion in the LSD studies were pretty clear. The people selected were from those with two, five-year federal prison terms, who considered themselves “stoned junkies” and were never going to recover.  

LH: A CIA front?

DK: The whole thing was due to brainwashing concerns, which was the glib explanation of the time. The Koreans had American pilots, who had been shot down, on TV saying they were capitalist stooges. You didn’t see the rifle pointing at them off screen, so it was assumed they had been brainwashed and LSD was the obvious culprit. Anyway, I made good friends with Wikler at that time although he was really put off when he understood I wanted to be a psychoanalyst. He thought that was not too smart.

LH: Heresy.

DK: But Lexington was actually an analytic hospital.  It was run just like Chestnut Lodge.  The head of the hospital was a training analyst and 50 patients were in intensive psychotherapy. They had a psychotherapist and an administrative therapist, who took care of all the grimy details, like parole. In retrospect, it was a completely bizarre setting.  I remember seeing at least one authentic miracle. I was in charge of a ward with 100 veterans who had been hospitalized continuously since World War I. They weren’t in the VA, because there wasn’t any VA for World War I veterans. They were under a thing called Executive Order, and got to Lexington from the psychiatric unit at St. Elizabeth’s’ Hospital. 

LH: But weren’t they drug-users?

DK: No, they were just plain army folks, who had gone psychotic during or just following World War I. Most of them sat around on benches and looked at the wall. They had excellent nursing care and did all sorts of interesting things with occupational therapy and psychotherapy. But whatever they got had not done any good to anyone. So, I decided to give them all Thorazine (chlorpromazine), 200 milligrams a day, which was a big dose then. One of them came up to me, after about six weeks, and said, hey, Doc, when am I getting out of here?  I never thought that could happen. It was really remarkable and made a big impression. I left shortly after and went back to Creedmoor, finished my residency and got into research. I was working first with a group of psychoanalysts, who were running an intensive psychoanalytic clinic devoted to six families with autistic children. These identical autistic twins walked around on their toes. I asked the supervising psychoanalyst how the mother had done that, but was told this was resistance. That was somewhat disillusioning. When that boondoggle shut down I worked for John Whittier who was unusual, an MD, PhD, psychoanalyst and veterinarian. We did one of the first controlled studies on mepazine, a drug that everyone said was terrific because it didn’t cause those terrible side effects and mental confusion like other phenothiazines. The only trouble was that it didn’t work.  It was the only phenothiazine taken off the market.  That experience reaffirmed that double blind, randomized, controlled studies were a pretty good thing to do. I went to the New York Psychoanalytic Institute about 1957, and that’s a long sad story, in itself.  Essentially, I burned out two analysts and they got rid of me. I ended up in 1959 at Hillside, working for Max Fink. Hillside was a psychoanalytic hospital but Max Fink was a whole different character. He was a neurologist and psychiatrist who had psychoanalytic training and worked with Morris Bender. He was studying ECT and used it as an experimental treatment to be studied for its effects on brain function, rather than just as some sort of punishment. Also, he wanted to get involved in studying the new psychotropic drugs. And that’s how I got going.  Max was a complete nihilist.  He did not believe in diagnosis.  He thought there was no evidence for any of the diagnoses because people in reliability studies, making independent diagnoses, did a very bad job of it.

LH: Still do.

DK: Probably.  At least we have some inclusion/exclusion criteria now, but then we didn’t have anything.  So to study the new drugs Max and I went to the head of the hospital, Lew Robbins who was an analyst, but very broadminded. He wanted to understand things. We said we’ve got to collect data on what these drugs do to people, and Lew agreed we should do it so I was the only person in the hospital who could write orders for medication. I would write orders for anybody but the residents had to first call me up so I was able to ask why they were putting the patient on medication. I also interviewed the ward staff, resident and supervisor as well as the patient. Then I would see the patients every week until they were discharged. Anytime the residents wanted to change the dose or the drug, they had to call me up and tell me why.  That was the best learning experience I ever had, because I saw all sorts of things done that I never would have done, and  some worked and vice versa.  I did that for almost two years. During that period, I evolved this notion of pharmacological dissection. The idea came from an observation that there were distinct patterns of response to Tofranil (imipramine) and Thorazine (chlorpromazine). One of the patterns I came upon early was that there were patients who had what we now call panic disorder with agoraphobia. In those days, they called them schizophrenic although not delusional or hallucinated. But when patients with this pattern went on Thorazine, which we thought was an anti-anxiety drug, they got much worse.  That was very disappointing because at the time Menninger believed that anxiety caused everything. Thorazine was good for schizophrenia which goes with very bad anxiety, so it should have been good for lesser anxieties. But it wasn’t. When we got them, as a last resort, on Tofranil, it stopped their spontaneous panic attacks. I published that in the early 1960s but nobody believed it.  They thought it was just some sort of crazy idea. First of all Tofranil was an antidepressant and these people weren’t depressed. And, besides, Thorazine was an anti-anxiety drug, so why did it not work?  It struck everyone as very strange you would have an antidepressant drug knock out panic, the worst form of anxiety, and make it possible for patients who were afraid to leave a room, go out by themselves.  I did a long series of double blind placebo controlled studies which showed I was right. Imipramine stopped the panic attack and I developed a theory that agoraphobia was secondary to panic inciting anticipatory anxiety, followed by avoiding situations where you might get a panic attack and couldn’t get help or get out.

LH: Did you try any MAO inhibitors at that time?

DK: Yes, I did.  As a matter of fact, in our second paper we reported on 4 patients, who responded positively with MAO inhibitors.  But, I was able to point out that what we had wasn’t a general antidepressant effect. These patients responded badly to ECT. So it wasn’t that they were just depressed in some peculiar way. For many years it was thought that all the antidepressants worked to block panic. Now we know there are antidepressants that don’t work.  I came up with this idea of pharmacological dissection, putting people together with a similar pattern of response to medication to see if there was something in their baseline state you could use diagnostically. That’s the way I’ve been thinking about refining diagnosis.

LH: It is a rather unusual way of making a diagnosis; choosing a drug that you think is good for that diagnosis. You would make the diagnosis after the fact?

DK: Exactly.  The first big study we did in this area of research is still one of the biggest studies done in a single place.  We took 300 patients and randomly assigned them to placebo, Thorazine or imipramine and tried to figure out what they responded to. That took me out of my antidiagnostic phase, because the best way I could make sense of the various drug response patterns was to recognize there were relevant diagnoses. But they weren’t the diagnoses like schizophrenia that everyone was using loosely. They had been described a long time ago as agoraphobics and even before that as secondary to panic attacks by Freud. But there were depressed people, who responded poorly to imipramine and I recognized those were the ones the English described as atypical depressions.

LH: That was Will Sargent?

DK: Sargent, Dally, West, and a whole group of English psychiatrists, who were very good observers, and recognized these peculiar depressions, which did not respond to ECT and tricyclic antidepressants but to monoamine oxidase inhibitors. I followed that up, years later, with Fred Quitkin, when I got to Columbia in 1976. It became the largest series of randomized placebo-controlled trials contrasting imipramine, phenelzine and placebo. Phenelzine worked by far the best. In the new DSM-IV, atypical depression is included as a parenthetical modifier.

LH: In those days, you were trying barbiturates first in the treatment of panic on the assumption those were considered antianxiety drugs, but these patients didn’t respond to barbiturates. Is that correct?

DK: Panic wouldn’t respond, but between panic attacks on barbiturates they would feel better.  But, then, a panic attack would come along and they’d start taking more barbiturates. They thought a panic attack was the outgrowth of their chronic anticipatory anxiety.  If anything, it was the other way around; it was the panic attack that was promoting the chronic anxiety.  So, a fair number of people who had a panic disorder ended up getting hooked on barbiturates and alcohol, which helped anticipatory anxiety but not panic attacks.

LH: In the 1980’s alprazolam came along and that seemed also to work in panic.

DK: There’s no question that alprazolam works in panic.  What I said was panic had to differ from anxiety because imipramine treated the panic and the person was left with chronic anxiety and phobic avoidance.  I didn’t say, although a lot of people thought I did, that generalized anxiety disorder would not respond to imipramine.  I simply said that chronic anxiety would take a long time to go away. We then showed that for people who only had specific phobia and anticipatory anxiety, but not agoraphobia, imipramine was no better than placebo. Now, the question was whether imipramine works in panic disorder and alprazolam in generalized anxiety disorder?  The answer seems to be that imipramine and alprazolam work in both. So that does confuse the issues, in terms of trying to get a neat dissection. There were some interesting findings regarding this in the Upjohn study when they compared impramine and alprazolam. Two British psychiatrists did a cluster analysis of the patients’ description of their panic attacks, and found that for those patients who had a lot of dyspnea, shortness of breath, imipramine worked better than alprazolam, but for those who didn’t have a lot of shortness of breath alprazolam worked better than imipramine.  So, it struck me that maybe there are different sorts of panic attacks. That is another type of pharmacological dissection. In generalized anxiety disorder, it takes 4 to 6 weeks for imipramine to work, and it works in doses of 80 or 90 mgs a day which aren’t good enough for panic disorder; patients with panic disorders need more than that. It’s still not clear to me whether the very high potency benzodiazepines, such as alprazolam, clonazepam and bromazepam, which are effective in panic disorders, are doing something different than the lower potency benzodiazepines. There’s only one study on diazepam in panic disorder, but in that study they ran the dose up to about 45 milligrams a day .The patients got somewhat better, but the panic measures were quite unclear. So, I think it’s still moot. 

LH: 40 milligrams of diazepam would get you in the ballpark, on the basis of the comparative potency of diazepam and alprazolam. 

DK: That’s true.

LH: So pharmacological dissection in psychopathology led to a new formulation for panic attack?

DK: Yes. And, then, when I got to Columbia, we started studying the psychophysiology of panic attacks. Back in the 1960s Pete Pitts discovered giving intravenous lactate to patients he called anxiety neurosis created a panic attack. But he got into a fight because it was argued that the tremor and feeling of paresthesias the patients got from lactate frightened them into a panic attack. It was argued non-specific stress produced the panic. What Pitt then did was to give the patients EDTA, a powerful calcium-chelating agent, which threw some into tetany but the patients didn’t panic. But that got ignored and the general consensus was that lactate was doing nothing specific.  Then, an English psychiatrist, Desmond Kelly reported on 8 agoraphobics who panicked after lactate and, when he gave an MAO inhibitor to these patients, 5 out of the 8 got better. Then he gave lactate again and the 5 patients, who had gotten better on the MAO inhibitor, didn’t panic anymore. I said that’s more than conditioning so, when I got to Columbia, I set up an experiment with lactate and imipramine, showing that imipramine blocked the panic and even after the patients were taken off imipramine for a month they did not get panic if you gave them lactate again.

LH:  It’s kind of desensitization.

DK: It pushed the switches around.  I wasn’t sure how, because we brought back a number of them six months later. They were panic free for six months and they had not expected to get again a panic attack at all.  But what we found was that about 40 percent of them panicked.  Whatever impramine does, I think it down regulates the suffocation alarm, goes away eventually. 

LH: How did you get to this “suffocation alarm” hypothesis?

DK:  First of all, everyone assumed that panic is a sort of fear, which makes sense. But it doesn’t look like fear, because the outstanding feature of the panic attack is dyspnea that, depending on the seriousness of the attack, occurs in 70 to 90 percent of patients. The person says I can’t get a deep breath; I’ll run to the window; I’ll throw it open; I just can’t get a deep breath.  And, that’s not part of fear. There have been seven good studies of people who have been shot at in combat or jumping out of airplanes and they all report palpitations, trembling and sweating, but they don’t report dyspnea. The other thing that tipped us off that panic wasn’t fear was that when we took the blood levels of epinephrine, norepinephrine, cortisol, and ACTH, of panicking patients it was flat. There was no surge of these substances in panic attacks as you have with fear. So we reported that lactate was suppressing the hypothalamic pituitary adrenal system, but got the same effects with inhaled carbon dioxide, which doesn’t give you an osmotic load. Scott Woods, at Yale, took patients, wired them up, put cannulas in, walked them into situations where they were likely get a panic attack, like a supermarket, and again found no cortisol surge during clinical panic.  Then I started to think isn’t it peculiar that the two powerful panicogens which don’t produce any increase in cortisol are lactate and carbon dioxide, substances which are intimately tied in with what happens to you if your respiration is compromised.  The surest sign that you’re not breathing enough is that your blood carbon dioxide is going up. And lactate is a remarkable substance that only comes from one place and it only goes to one place. When glucose is being burned, it goes through pyruvate on its’ way out as carbon dioxide but if you don’t have enough oxygen it gets shunted into lactate. So you have two sure signs there that there’s something wrong with your respiration; carbon dioxide or lactate going up. And those two things induce panic. So, that’s what got us to develop the idea of a suffocation alarm system. We’ve been pursuing that idea, and written about it extensively.  We’ve got a lot of good circumstantial evidence that situations where carbon dioxide is likely to increase are those where the amount of panic increases. When carbon dioxide is low, or kept low, panic is unlikely to happen. Childbirth is a situation which, according to all the psychological theories, should be very panicogenic. There are many internal sensations signaling danger. You are actually in danger. There is uncertainty, because you don’t know what’s going to happen next. In fact, patients with panic disorder never panic during childbirth, perhaps because people have the lowest blood carbon dioxide levels during childbirth.

LH: Because they are hyperventilating?

DK: Hyperventilating at a furious rate. I want to tell you one more story.  If this works out, I will be very pleased. What an experimenter ought to do when he or she develops a theory is to look for a place where the theory doesn’t stand up, because that’s a way to enrich the theory. So my theory implies that anytime somebody is suffocating, asphyxiating, they ought to panic.  And, in general, that’s true, but there’s one big exception, which nobody had ever pointed out and this is carbon monoxide intoxication. When people asphyxiate with carbon monoxide, they just fade away.  If brought back before they die, they don’t tell you that they had a panic reaction.  People have been found in their cars in the garage but nobody runs out of the garage, panicking.  So, that seems to be a hole in the theory.

LH: Carbon monoxide intoxication would be primarily oxygen deprivation.

DK: The carotid body is measuring both oxygen and carbon dioxide levels and if the oxygen level goes down, or the carbon dioxide level goes up, that stimulates the brain respiratory centers by the 9th and 10th nerve. So the carotid body is a suffocation monitor.  Sol Snyder found that carbon monoxide was a neurotransmitter, so maybe it’s screwing up the alarm system.  Then I got a letter from Sol, saying they have shown that carbon monoxide is an inhibitory neurotransmitter in the carotid body. It gave me an idea for a terrific study which I was trying, unsuccessfully, to get through the IRB. The idea was to produce panic attacks with 7 percent carbon dioxide in panic patients and by mixing small amounts of carbon monoxide with carbon dioxide, the alarm system should be sabotaged and stop them from panicking. I think this would really be conclusive evidence for the theory. So I thought we’ll find out, but never did.

LH: It would be an important study. It’s very interesting you mentioned that shortness of breath signifies panic. I remember talking with Mandel Cohen a few years back and we recognized that some of the patients, who had nocturnal panic attacks, would wake up in the middle of the night, gasping for breath and fool you.  Of course, they didn’t have a large heart or wet lungs so that is an aspect of fear and anxiety.

DK: Mandel Cohen was 40 years ahead of everybody.  He showed that carbon dioxide was a panicogen, but nobody picked up on it.  He went to World War II veterans and showed that they did not have dyspnea when they had fear on the battlefield.  He said back in the 1950s, that whatever the peculiar thing was that happened in “neurocirculatory asthenia” it was not fear.  He was very clear about that.  We invited him to give a lecture at Columbia where he did not endear himself by comparing the influx of European analysts to a swarm of locusts! He was a real pioneer.

LH: He certainly was.  From now on I suppose you are going to develop and test this hypothesis in every way you can think of.

DK: Right. We have another hypothesis we’re working on. We pointed out a long time ago that half the patients with panic disorder have a history of separation anxiety as kids; they remember they didn’t want to go to camp; they fought going to school; they stayed out of school; they wouldn’t go to sleepovers. With my wife, Rachel Klein, we have done a 20 year follow up on school phobic kids we treated, and the only thing that developed, in excess, was panic disorder in later life. So how do you bring together the two hypotheses, suffocation alarm and separation anxiety? Well, it has been shown in animals that endorphins decrease both separation anxiety and carbon dioxide sensitivity. So it’s conceivable there is some link there. If you had a situation like periodic endorphinergic deficit, that in my opinion, would increase both separation anxiety and suffocation sensitivity.

LH: Has anybody ever looked at submarine crews?  You have a situation where people are threatened with suffocation or drowning.

DK: I went back to the work by Haldane, done in 1918, on submarine crews. What came out of that study is that carbon dioxide levels in subs are 2% and you can become a submariner only if you can adjust to that. We’re trying to experiment on the endorphin line and find out if you give lactate to normal subjects what happens. We already know that if you give naloxone to normals, very little happens.  Pickar gave a whacking dose of naloxone to normals and they got nervous and anxious, but that was about it, nothing terrible happened.  But I wonder what would happen if you gave lactate to subjects pretreated with naloxone, whether normal subjects given an endorphinergic deficit are lactate sensitive.  We’ll see how that works out.

LH: I don’t recall anybody placed on naltrexone develop panic.

DK: No, there is no report on any patient who developed panic after being put on naltrexone. There are reports on some peculiar episodic dysphorias with naltrexone but they are not well documented. 

LH: If you muck up a system as important as the endorphinergic system, it is likely something will happen.  We reported a number of years ago dysphoria produced by naltrexone that would probably explain why it’s so hard to get it accepted into clinical practice. People don’t feel particularly good on it. Well, you’ve made a career of pharmacological dissection and developing a systematic description of agoraphobia and testing its’ pathophysiology.  It will keep you busy for awhile.

DK: I hope so.  

LH:  Since 1976 your career has been at New York Psychiatric Institute.

DK: Right.  I’m Director of Research at the Psychiatric Institute, which is a nominal title.  I don’t have any real power, it’s just one of those titles.  I do have a very big department in Therapeutics that has an anxiety clinic, a depression service, a family study group, and a biological studies group.  They do a lot of work.

LH: That has been very productive in terms of publications.  Well, that’s an interesting career you’ve had and more to come, I think.

DK: I certainly hope so. It was also fun being involved with ACNP; it’s a very elite organization.  People, who are in it, are very smart successful people. One of the problems with being successful is that it makes you somewhat conservative, so you don’t want to rock the boat too much, because, after all, you’ve done all right. But there have been a number of developments recently that should shake us up in terms of how psychopharmacology research is going in coming years, both from the point of federal support and from the pharmaceutical industry. The ACNP could play some proactive roles there.  I hope it will do.

LH:  You’ve been a creative thinker in this line; what do you think the ACNP should do?

DK: The ACNP ought to try to formulize a relationship with the heads of the federal agencies, including the FDA, NIH and so forth, and meet with them regarding their agendas.  For instance, I’m head of a mental health clinical research center but I’m not at all certain whether mental health clinical research centers are viewed as a sensible way to spend money. I think psychiatry is in a relatively primitive state compared to internal medicine. They’re way ahead of us in objective measurements and physiological understanding. Are RO1s by independent investigators a really good way of funding research?

LH: That’s Rosalyn Yalow’s idea. You provide support to individuals rather than huge amounts of money to centers.

DK: For Rosalyn that makes great sense, but for psychiatry, we still need to get critical masses that can collaborate as experts in a variety of fields, because we’re nowhere near Rosalyn Yalow. For that reason centers make sense in psychiatry. It would be interesting to have a discussion about that with someone like Dr. Harold Varmus.

LH: What do you think of the future of psychiatry, with everybody nipping at our heels and trying to get a piece of the turf?  You know psychologists will soon prescribe drugs.

DK: I’d be surprised frankly if that happens in the near future, because they’re not qualified; they don’t have any knowledge of medicine and drug interactions. The training they get doesn’t qualify them for it and malpractice lawyers would have a field day. So I don’t think that’s going to happen. But the psychotherapy area will change. Psychiatrists who solely practice psychotherapy, will be people dedicated to surviving on low incomes, because the psychologists will undercut the psychiatrists, and the social workers will undercut the psychologists, and the psychiatric nurses will undercut the social workers. You won’t be able to make a living doing solely psychotherapy as an M.D.  Psychotherapy has a place in treatment but it’s a function that can be delegated, so it ought to be supervised, following proper diagnosis.  In my own practice we have psychotherapists, but they don’t work up the patient. The psychiatrist does that and dispenses the medication. Psychiatrists collaborate with them and do whatever else is needed; internal medicine with a psychosocial backup.   It makes sense to me.

LH: Undoubtedly, there’s going to be some big changes in the not too distant future.

DK: Right.

LH: I’m sure you’ll be part of the thinking about it.  You have always applied your agile mind to many issues and I look forward to seeing what you do in the future.

DK:  Thank you, Leo.  I appreciate it.

( Donald F. Klein was born in New York City, New York in 1928.





