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MAX FINK

Interviewed by Jonathan O. Cole

San Juan, Puerto Rico, December 11, 1995

JC:
I am Dr. Jonathan Cole. I’m a past president of the ACNP, and a founding member. I’m interviewing Dr. Max Fink( on behalf of the History Task Force. I was the subject of such an interview myself; though, it was so long ago that I forget exactly what happened. An outline was provided and I’m going to converse with Dr. Fink around issues raised in the outline. Dr. Fink is currently, I believe, a Professor of Psychiatry at the State University of New York at Stony Brook. Why don’t you tell how you got into psychopharmacology and what happened thereafter?

MF:
I finished medical school in 1945, and my recollection from my days at Bellevue was that I was already a psychopharmacologist as a student, mainly because we were involved in a number of projects, one of which was to treat catatonic XE "Catatonia"  patients with barbiturates XE "Barbiturates" . One professor treated some catatonic patients with amphetamine XE "Amphetamine(s)" , and as a student I got involved. When I finished medical school, I decided to go into neurology and spent a couple of years training at Montefiore Hospital in the Bronx; then I decided to become a psychiatrist as well, and continued training at Bellevue. I then went to Hillside Hospital in January 1952. During that time, as it was the fashion in those days – this was 1947 to 1953 – I went to the William Alanson White Institute of Psychoanalysis. I became Board Certified in neurology in 1952, psychoanalysis in 1953 and psychiatry in 1954.

JC:
Wow! Were there more double boarded people then than now?

MF:
Most of the young people in my class who went into neurology took psychiatry as well, because neuropsychiatry was the discipline; the split between neurology and psychiatry occurred, I think, sometime in the nineteen fifties. So, many of my co-workers were neurology-boarded, and then boarded in psychiatry. It was customary. Psychoanalysis was the unique part. There were few of us who were willing to do that, mainly because my mentor at that time, Morris Bender, XE "Bender, Morris"  who was professor of neurology, would have asked me to leave. It was a very, very strong point of contention. Psychoanalysis was considered a “no no” for neurologists. So, I kept it a secret until I finished.

JC:
Despite the fact that Freud was a neurologist before becoming a psychiatrist; although I guess, he never became a psychiatrist in one sense.

MF:
Besides Morris Bender XE "Bender, Morris"  I had a lot of fine neurology teachers. Joseph Gerstmann XE "Gerstmann, Joseph"  of Vienna was one of the teachers at Bellevue, and a family friend. Bernard Dattner XE "Dattner, Bernard"  also of Vienna was another teacher, and also a family friend. At Bellevue, I had both Wortis XE "Wortis, Samuel Bernard" es, S. Bernard and Joseph XE "Wortis, Joseph" , as teachers. One of the finest neurologists I ever met was Edward Weinstein XE "Weinstein, Edward" . He was a psychoanalyst as well as a neurologist. In the William Alanson White (WAW) the leading figure was David McKenzie Rioch XE "Rioch, David McKenzie" , the neuropsychiatrist.

JC:
I knew David Rioch XE "Rioch, David McKenzie"  in Washington, sometime after.

MF:
He was one of the teachers who ran a course at the WAW Institute. That was a strange situation; he taught in Washington, DC, and we used to go down Fridays and spend all day Saturday with him, every other week for about eight weeks, even though we trained in New York. At the same time I was taught by his wife, Margaret Rioch XE "Rioch, Margaret" , and that was fun.

JC:
Interesting. What did you do after all that training?

MF:
I think that’s important. In 1952, at Hillside, I was going into practice. That’s what everybody did. Hillside had taught me how to administer ECT XE "Electroconvulsive therapy (ECT)"  and insulin coma XE "Insulin coma therapy (ICT)" , and as I was finishing my year and completing my Neurology Boards, they asked whether I would work half time and run the insulin coma and ECT suites. So when I went into practice in late 1953, I worked at Hillside half time. But in 1953, as I was about to go into practice, there was an announcement that the National Foundation for Infantile Paralysis offered a Fellowship. I applied and was awarded it for twelve months. I spent my time learning EEG XE "Electroencephalography (EEG)"  at Mount Sinai. I like to tell the story that I earned one hundred and fifty dollars a month as a Fellow. My rent in Manhattan was one hundred and fifteen dollars a month. So, my wife, my son, and I had to live on, literally, thirty-five dollars a month, plus the benevolence of my mother-in-law and my parents. When I finished in 1953, I began a practice and was in practice from 1953 to 1958. And then, NIMH XE "National Institute of Mental Health (NIMH)"  stepped in.

After I learned EEG I went back to Hillside in 1953. They had no EEG device and I went to the head of the hospital, Israel Strauss, XE "Strauss, Israel"  and said, “Would you like to have an EEG Service?” His response was, “How much does it cost?” I replied, “Five thousand dollars.” And a few days later, I received a phone call that the Dazian Foundation had given me a grant for five thousand dollars for an EEG device. So we started to do EEGs at Hillside in 1954. At that point, NIMH announced a program for grant awards. I wrote a grant application to study the EEG during ECT, and also insulin coma. The number was M-927, among the first thousand applications, and that’s how I began a research career.

Once I had the grant, Hillside Hospital set up a research program, and appointed me director. They were going to call me “Director of Research.” I didn’t like that. In those days, a term for people like myself was “Experimental Psychiatrist,” because we administered the drugs or ECT or whatever. And, that’s how it happened that my research career started. XE "Research support" \r "Funding1"  The grant was awarded and it was, at that time, in 1954, that Henry Brill XE "Brill, Henry"  held a meeting at Creedmoor State Hospital to present the first data on chlorpromazine XE "Chlorpromazine (CPZ)"  from studies throughout the State of New York. He had set up studies in Marcy State Hospital, Buffalo; Manhattan State; Central Islip, and each of the local research directors, who became founders of the ACNP XE "American College of Neuropsychopharmacology (ACNP):founders" , presented. Joe Miller XE "Miller, Joseph" , the medical director of Hillside Hospital, sent me to the meeting. I listened to the presentations and was amazed at what I heard. When I came back, I called the Smith, Kline & French XE "Smith, Kline & French (SK&F)"  representative and said, “I want some Thorazine XE "Thorazine" \t "See Chlorpromazine (CPZ)" .” I got it and we introduced chlorpromazine XE "Chlorpromazine (CPZ)"  at Hillside. Within a short period, we had Thorazine, ECT XE "Electroconvulsive therapy (ECT)"  and insulin coma XE "Insulin coma therapy (ICT)"  studies. And, that’s the way the Hillside program started. The next big step was LSD. Actually, LSD came just before chlorpromazine. We had LSD at Hillside. In those days, you may remember, some people thought that having an LSD experience would make you a better psychiatrist.

JC:
Yes, indeed.

MF:
So, I introduced LSD to Hillside and offered every resident an LSD experience, in the EEG laboratory – the whole routine. Then, when Thorazine became available, we were able to show that the EEG effects of LSD could be blocked by Thorazine. XE "Lysergic acid diethylimide (LSD):and EEG"  And that was one of the first papers of a drug interaction monitored by EEG. When, a few years later, imipramine became available, we were puzzled. We did the EEG of chlorpromazine XE "Chlorpromazine (CPZ):EEG effects" ; we did the EEG of imipramine XE "Imipramine"  and they were different. By that time, Don Klein XE "Klein, Donald F."  had joined me; Max Pollock, XE "Pollock, Max"  Robert L. Kahn, XE "Kahn, Robert L."  and Nat Siegel XE "Siegel, Nathan"  were psychologists on the team, all of whom were being paid from M-927 or subsequent grants.


The next big step was your invitation to join the PSC Clinical Committee XE "Psychopharmacology Service Center (PSC):Clinical Committee" . In 1958, I was torn, because I was working every afternoon and evening as a practitioner, and couldn’t do that, the research work and manage the ECT and insulin coma units. One day, Joe Miller XE "Miller, Joseph"  asked, what would it take, to bring me on full-time? In those days, I was paid $12,500 annually from Hillside. I said, “Just double it and I’ll give up my private practice.” He agreed and my starting salary as Director of the Department of Experimental Psychiatry was $25,000 a year. For that, we could live very nicely in those days with no problem at all. And I’ve been a full time academic ever since. I’ve not gone back to private practice at any time.

The next big step came from you, which is why I’ve always said I’m very grateful. You invited me to be part of the PSC XE "Psychopharmacology Service Center (PSC):Clinical Committee"  Clinical Committee, and it was there that I learned a great deal about clinical research. I met the people who were developing rating scales XE "Rating scales" . It was a very exciting, interesting time. I remember being a site visitor and learning how people were doing things. I remember the meetings that started the NCDEU, held at different centers; two were held at Hillside over the first few years. 

JC: 
At what point did you get into EEG?

MF:
As I said, I learned EEG in 1953 at Mount Sinai Hospital in New York with Hans Strauss, and got my first grant to do EEG and ECT XE "Electroencephalography (EEG):and ECT"  research in 1954. Then we did the EEG with chlorpromazine XE "Chlorpromazine (CPZ):EEG effects"  followed by all the interaction studies. In 1958, I met George Ulett XE "Ulett, George"  who had built a device in St. Louis, which was an analog analyzer. For ten thousand dollars he’d build one for me. I went to you at NIMH XE "National Institute of Mental Health (NIMH)" , and you added ten thousand dollars, as a supplement to my grant. I got this analyzer and we began to do quantitative EEG in 1959. When I moved to Missouri in 1962, which is another story, George Ulett XE "Ulett, George"  made money available for digital analysis and that’s how we moved from the analog to digital computer analyses. That experience in quantitative EEG, went on from 1959 to 1985, when I stopped.

JC:
But Turan Itil continued?

MF:
Right. I met Turan in 1958. We were at the CINP XE "Collegium Internationale Neuro-Psychopharmacologicum (CINP):Rome meeting (1958)"  meeting in Rome and that was an unusual experience, because he and I were on the program one after the other. We did not know each other, and it was just Max Fink, Turan Itil, EEG and chlorpromazine XE "Chlorpromazine (CPZ):EEG effects" . I like to tell the story that I presented my slides and he got up and presented his slides and we could have presented the same talk, exchanging the slides, because we had the same findings. We’ve been very good friends ever since. When I moved to Missouri, I invited Turan to join us from Erlangen, Germany. He came in 1963.

JC:
He continues to use quantitative EEG to work up new drugs.

MF:
Well, he is one of the world leaders in quantitative EEG. XE "Itil, Turan M." \r "Turan" 
JC:
Quantitative EEG had its run, and then sort of dropped out. 

MF:
That’s an unfortunate story. Quantitative EEG is one of the best imaging methods that we have. You can tell whether a drug has a central effect, whether that central effect is of a certain type or not. For example, we learned to classify drugs and how to predict what a psychotropic drug would do. We learned that if you have a patient, for example, whose reaction to a psychoactive substance is unusual, that person is not having the same brain effects due to the drug that others have. Turan has used this methodology to explain what is known as therapy-resistant psychosis and therapy-resistant depression XE "Depression" . There are people to whom you give large doses of the drug, and they don’t have any EEG effect, and therefore, they don’t have the behavioral effect. Actually, if you want to talk about EEG quantification, XE "Pharmaco-EEG" \r "quant"  the big issue in the 1950s was whether or not there was a relationship between the brain changes and the EEG changes and behavior. You remember Abraham Wikler XE "Wikler, Abraham" ?

JC:
Yes

MF:
Abe had published a paper in 1952, in which he said, quite clearly, that there was dissociation XE "Dissociation hypothesis"  between the EEG and behavior. Now, this was work done in dogs. Soon thereafter, in the next four or five years, there was a series of papers in pharmacology journals, each of which argued that the EEG and behavior are dissociated. However, by 1961, I, Turan Itil XE "Itil, Turan M." , George Ulett, XE "Ulett, George"  Joyce Small XE "Small, Joyce"  and Charles Shagass, XE "Shagass, Charles"  were convinced that, in man, the EEG and behavioral response to psychoactive drugs were correlated. You could predict what the behavioral consequences were of a substance or of a treatment like ECT, if you examined the EEG measures. By 1966, we had conferences on EEG association or EEG dissociation. The 1966 conference was published by Elsevier in 1968 in Anticholinergic Drugs and Brain Functions in Animals and Man. XE "Electroencephalography (EEG):and behavioral/clinical change" \r "effect" 

 XE "Association/dissociation controversy:association hypothesis"  That was one of my first books, which I edited with Philip Bradley.

JC:
How did you get oriented toward ECT?

MF:
I did ECT as a medical student.

JC:
You are known, at least in some quarters, as an expert on ECT around the world.

MF:
Actually, in my lifetime, I was the first in the research world who was both a psychopharmacologist and an electroencephalographer. In 1966, I became a drug abuse XE "Substance abuse" 

 XE "Drug abuse/addiction" \t "See Substance abuse"  specialist but went back to ECT in 1967. Anyhow, ECT was an experience I had in medical school, but  paid no attention to. On January 2, 1952, however, when I arrived at Hillside as a psychiatric resident, the medical director picked me and said, “Come with me.” We went to the ECT suite and he showed me how to give ECT, and after he treated three or four patients, he walked out and left the rest for me to do. From that time on, I was the resident in charge of ECT at Hillside.

JC:
Well, in the medical model, you “See one, do one, teach one.”

MF:
That’s exactly what happened to me. At the same time I didn’t realize ECT was in one corner of the suite while down the hall was the twenty-two bed insulin coma unit. A few days later the medical director said, “ Now, you’re in charge of insulin coma, as well.” One of the first things we did in 1954 was set up a random assignment study of patients to receive insulin coma or chlorpromazine; thirty patients in each cell. In 1958, we published a report that Thorazine did as well as insulin coma, was safer, less expensive, and easier to use. Safety was the most important issue, because insulin coma has a death rate of about 2% of patients treated; so we replaced insulin coma with chlorpromazine. XE "Insulin coma therapy (ICT)" \r "ICT"  Also, in one in of the most important early studies at Hillside, supported by NIMH, we studied EEG and ECT XE "Electroencephalography (EEG):and ECT" ; we measured neuropsychological test performance, language behavior and the effect of Amytal (amobarbital XE "Amobarbital" ) on the EEG and speech. All of that was published, between 1955 and 1960. By the late 1950s, early 1960s, it became obvious that imipramine, chlorpromazine and all the other drugs essentially replaced ECT.

When I moved to Missouri in 1962, I stopped doing ECT. The only reason I went back to it in 1967, was because a young man came to me one day, who was a resident at New York Medical College, which is where I went after my Missouri experience. He wanted to do a study of unilateral-bilateral ECT. That young man was Richard Abrams XE "Abrams, Richard"  and together we did a unilateral-bilateral study. We also did a multiple monitored ECT study in 1970–71.

The thing that intrigued me was how does ECT work? I went to NIMH XE "National Institute of Mental Health (NIMH):conferences"  and said I wanted to run a meeting on the mechanism of action of ECT. They suggested that I should have Seymour Kety XE "Kety, Seymour"  as co-director of that meeting. Seymour and I met and he said that we should also have a third director; and they invited Jim McGaugh XE "McGaugh, James"  from UC Irvine. The three of us met with NIMH XE "National Institute of Mental Health (NIMH):conferences"  in Washington in 1971 and set up the meeting, held in 1972, on the Mechanism of Action of Convulsive Therapy. The presentations of the conference, held in Puerto Rico at the Dorado Beach Hotel, were published in 1974 in Psychobiology of Convulsive Therapy. That really started me to thinking about mechanisms of action. In the middle seventies, you may remember in 1975, 1976 and 1977, we suddenly got interested in neuroendocrines XE "Neuroendocrinology" , mainly because of the TSH response to TRH XE "Thyrotropin-releasing hormone (TRH)"  and the dexamethasone suppression test. In 1978, I set up a set of studies at the VA in Northport on ECT and TSH response to TRH and DST, published that material in 1979, and wrote a paper on the “Neuroendocrine Theory of ECT” with Jan-Otto Ottosson XE "Ottosson, Jan-Otto"  of Sweden.

By that time something else had also happened. In 1975, the APA asked me to be a member of the APA Task Force on ECT and I spent three years, from 1975 to 1978 on that. Suddenly, I was one of the nation’s experts on ECT. I didn’t start that way. It was because I spent three years learning the stuff. In 1978, we published the Task Force report, and then in 1979, I had learned enough to write a textbook. My textbook on ECT appeared in 1979. It was very well received. As a matter of fact, in 1980, it received the Anna Monika Award, and that was a shot in the arm so I’ve continued my interest in ECT ever since.

By 1985, we were aware that we needed some better education about ECT. After a plenary lecture at the CINP congress in Florence, Italy, the publisher of Raven Press, Alan Edelson, asked me to edit an ECT journal for his company. I created the journal Convulsive Therapy and ran that quarterly for nine years. I stepped down as editor two years ago and turned it over to Charles Kellner. In 1987, the APA set up a second Task Force on ECT and invited me to be a member XE "American Psychiatric Association (APA):Task Force(s) on ECT" \r "Task" . And so, I’ve been active in, and written extensively on ECT; I treat patients with ECT, and I’m best known by most people for being an ECT expert. But it’s the fourth or fifth of my lives; I’ve done other things.

JC:
You’ve done a lot.

MF:
The only thing I’m sorry about is that I’ve failed to convince the psychopharmacology world that ECT is a reliable, effective, and useful way to change brain function and behavior. It is the brain function and behavior relationship that is, in my mind, the central part of psychopharmacology. Every one of the psychotropic drugs XE "Psychotropic agents/drugs"  that are effective is because they change brain function, and whether you get involved with the neurohumors, the receptors or the neuroendocrines, it is the totality of brain function that’s changed. I’ve been very much disappointed, that societies like the ACNP XE "American College of Neuropsychopharmacology (ACNP)"  and the Society of Biological Psychiatry XE "Society of Biological Psychiatry" , have turned their backs on ECT and don’t see it as a very effective central mechanism for changing brain function in a therapeutic way. Indeed, it has an efficacy which is often better than the drugs available for certain illnesses.

JC:
ECT, certainly, I think, is coming back in frequency of use. I don’t know whether there’s any good data on it, but . . . 

MF:
Oh, there is.

JC:
The hospitals I’m familiar with in Boston, anyway, used to give three or four people ECT on a Monday, Wednesday and Friday morning and they’re now giving between twelve and twenty ECTs.  Sometimes they’re overflowing and giving it also on Tuesdays and Thursdays. It might be due partly to managed care, but I think more people are realizing that there are patients who like it better than other treatments and are using it because it does work.

MF:
It’s also a wonderful theoretical model, because the actual measurement of what happens to the brain is quantitative. You give one seizure, two, four or whatever you wish, and don’t have to worry about administering drugs, wondering what percentage gets to the brain. You don’t have to worry about the first pass effect and how much is destroyed in the liver or conjugated and put out in the urine. And you do not have to worry about compliance. You know exactly what you’ve done. You know when you’ve done it, you have time relations that are superb, and you have the EEG XE "Electroencephalography (EEG):and ECT"  which traces every effect during the seizure and, then, during the course of the illness, measures the inter-seizure EEG. The EEG is a very wonderful tool. XE "Electroconvulsive therapy (ECT)" \r "ECT1" 
JC:
One of the thing I’ve wanted to be able to do and nobody, I think, including Turan XE "Itil, Turan M." , has done, is to get EEGs on people before and after they start to go on medication and see what happens. I kept thinking that a forty-eight hour EEG might well predict who’s going to get better and who isn’t. My timing may be wrong.

MF:
No, actually, I think Turan XE "Itil, Turan M."  has done that. He has a set of experiments in which he gave an IV dose of a drug, an IV dose of a second drug, and by measuring the EEG he showed that those who have the major EEG change have the better therapeutic effects.

JC:
Those are the ones in whom the drug is going to work.

MF:
And his data are very compelling. It’s a sad thing that this and other societies have put aside the EEG.

JC:
Once in a blue moon they will have a study group or a special day, but it’s not a core event in the program.

MF:
It used to be. In the first decade of the ACNP XE "American College of Neuropsychopharmacology (ACNP)"  we had sessions on EEG as a regular feature. It was an important part of the work, just like we had neuropsychology sessions.

JC:
I think you need people to keep pushing, which is part of the problem. I’m no longer organizing sessions here. I’ve enough projects without trying to establish groups to do this. How did Taylor XE "Taylor, Michael Alan"  and Abrams XE "Abrams, Richard"  come to do the work with you at New York Medical College?

MF:
Taylor and Abrams were my residents. They were the two most brilliant residents I’ve ever had. Taylor, as a resident, replicated the Pitts and McClure experiment, the IV administration of lactate to stimulate a panic attack. And then he applied to NIMH, received the grant, but the Navy called him. The grant was put in abeyance but when he got back, he no longer went back to that research. He and Abrams did superb studies in mania and catatonia. They showed the signs of catatonia to be more prevalent in mania than in schizophrenia and more prevalent in depression than in schizophrenia. They published that work in 1976 and 1977. Abrams had started doing ECT research with me in 1967. Eventually, he’s become the author of a dominant ECT textbook. His book has replaced mine, since I wrote mine in 1979 and have never rewritten it. Taylor and Abrams are still active. XE "Taylor, Michael Alan" \r "Taylor" 

 XE "Abrams, Richard" 
JC:
One of the byproducts of your insulin coma and Thorazine study was that I worked for about seven years trying to get somebody to fund an insulin coma research award to see whether failures on standard antipsychotic XE "Antipsychotic agents" s would benefit from insulin coma.

MF:
Those of us who’ve done insulin coma work are chagrined by the fact that this wonderful technique, offering an opportunity to study glucose metabolism XE "Glucose metabolism" , brain function, and a whole host of variables, was replaced prematurely. Insulin coma has never had a chance again. It’s really a very dangerous procedure. In the Hillside experience, on average, we lost by death two patients a year and that’s a bit much.

JC:
I heard that glucagon would prevent that. I’m not sure that’s true.

MF:
Oh, there were many things that we tried, and it was an interesting experience in those days. The way people died was that they went into prolonged coma that was eventually fatal in some. One or two deaths we had at Hillside were thought to be cardiovascular. XE "Insulin coma therapy (ICT)" \r "ICT2" 
JC:
It’s probably just as well that I couldn’t get it funded and resurrected. I think we’ve covered a lot of the things. I know you were giving courses on ECT, because we talked about that recently. I’m sure a lot of psychiatrists get through their residency without seeing ECT or, at best, seeing three or four treatments. So my question is what credentials you should have to take over an ECT service?

MF:
I’m asked a great deal about ECT training and give a lot of lectures. I travel around the country. I’ve recently helped re-establish ECT in Uruguay, in Holland and in France. XE "Electroconvulsive therapy (ECT)" \r "ECT2"  It’s been a lot of fun! I would say the most important things that I’ve done, that I’m proudest of, is that I have been a clinician who spent most of my time treating people, and I’ve applied quantitative methods and good methodology in studies, first of EEG and psychopharmacology, then narcotics XE "Narcotic(s)" , opioids XE "Opiate/opioid" , and narcotic antagonists XE "Narcotic antagonist(s)" .

We didn’t talk about my marijuana/hashish experience in Greece. For a couple of years I had a contract from NIMH, before NIDA, to do a study of cannabis. We took US marijuana and US THC-Δ-9 to Athens and brought Greek hashish to New York. We compared the effects of hashish, THC-Δ-9 and marijuana on EEG, on behavior, psychological tests and language. It was a fascinating experience, and  demonstrated quite clearly, that marijuana does change brain function acutely and chronically. Tolerance develops and withdrawal does occur. In many ways, it is another central nervous system drug XE "Central nervous system (CNS) drugs" \t "See Centrally acting substances"  to which one develops tolerance and changes in behavior.

JC:
Do you have any feeling about claims that marijuana does things to at least some people with AIDS that is not done by THC?

MF:
Not at all. It’s obvious that marijuana and hashish have many more substances in them than THC-Δ-9, a single purified extract. There are other active ingredients in marijuana, and if some people say that marijuana is broader in its effect than THC-Δ-9, they are probably right. The problem is we don’t have the kind of experience to justify that conclusion.

JC:
In the kind of things you measured marijuana was markedly different from hashish?

MF:
Well, hashish differs in the sense that intravenous THC-Δ-9 did not actually replace the effects of smoked hashish. It was a different experience, but the EEG effects were the same; they were in the same direction, but quantitatively they were much less with THC. We could not relate exactly the THC-Δ-9 content to the amount in the hashish, but you would never do that exactly. XE "Marijuana/hashish studies" \r "Mari" 
JC:
You also worked with heroin. Would you like to say anything about that?

MF:
It’s important to tell people that there was a time in the United States, when it was legal for physicians and researchers to get heroin and administer it to patients. We administered heroin and measured the EEG effects. We did blockade studies with cyclazocine, a narcotic antagonist XE "Narcotic antagonist(s)" . When naloxone was first introduced by a company in Long Island, one of the first samples was given to us at New York Medical College because we were known for doing research in that area. We administered naloxone to our volunteers and then to each of us, and found that by itself it did not do anything. But it was a direct opioid antagonist. That was an interesting experience. We did work with l-α-acetyl-methadole (LAAM) XE "L-α-acetyl-methadole (LAAM)" , and also with methadone XE "Methadone" . That was another piece of psychopharmacology that isn’t ordinarily included in today’s psychopharmacology culture. People no longer talk about the narcotics XE "Narcotic(s)" 

 XE "Narcotic(s)" . They put that aside. It’s another field, just like EEG is another field.

JC:
Parenthetically, I’m currently undergoing my first malpractice suit for giving buprenorphine to a patient for depression. The drug certainly worked. This lady I gave it to spent a year and a half in bed; then after I started treating her wih buprenorphine she got a job within two weeks. But she also immediately became obsessed about being physically dependent on the buprenorphine. I thought it was better that she was working, whether she was or wasn’t dependent. Anyway, sooner or later she signed herself in somewhere and did not have any withdrawal symptoms when taken off buprenorphine. Then she started snorting heroin after discharge. I was no longer taking care of her at the time. Who knows, I may end up in court yet.

MF:
The buprenorphine EEG profile XE "Electroencephalography (EEG):class-specific profiles"  is that of a narcotic antagonist, even though it has agonist properties. It is primarily an antagonist that has the profile of tricyclic antidepressants XE "Antidepressant agents:EEG profile" , and therefore, your use of buprenorphine as an antidepressant is justified by the EEG model as a predictor of treatment effects.

JC:
Actually, I got the idea of using it from a German study.

MF:
In the past twenty years I have been defending doctors in cases in which patients have developed tardive dyskinesia. Let me tell you something else I’ve done lately. A clinician experimentalist has unique opportunities to use his skills. When we treat patients and see something unusual that is an opportunity. That was how Roland Kuhn XE "Kuhn, Roland"  discovered imipramine XE "Imipramine" . In 1987, I was called to see a patient who was in a manic delirium, and at the same time, she was suffering from lupus erythematosus. I took one look at her and suggested the way to stop her delirium was to give her a few ECT. Of course, the internist said, “No”; the family said, “No.” Everybody objected, but five weeks later, on a Friday afternoon, they called me and said, “Now, you can treat her.” We gave her ECT and she recovered. At the time she was catatonic, rigid, mute, withdrawn and had to be tube and IV fed. Since that time, we’ve begun studying catatonia, and identified that catatonia is present, as Taylor and Abrams had described, in patients with affective illness XE "Affective illness" , more often than in patients with schizophrenia. In 1990, I wrote an article with Mickey Taylor XE "Taylor, Michael Alan" , arguing that catatonia should be treated as a separate entity in DSM-IV. We sent it to the DSM-IV committee. They actually changed  DSM-IV XE "Diagnostic and Statistical Manual, American Psychiatric Association (DSM series):DSM-IV" \r "DSM"  by adding a new category 293.89 as “catatonia secondary to a medical condition.”

JC:
Now there’s a category for it?

MF:
There is now a category for “catatonia, secondary to a medical condition.” What is important is that catatonia is very responsive to ECT XE "Electroconvulsive therapy (ECT):in catatonia" . Indeed, the first patient in whom seizures were induced pharmacologically, on January 23, 1934, was a catatonic patient. He had been mute and required tube feeding for four years. The first one getting ECT in Rome in 1938 was a catatonic patient. And so catatonia is a different entity than schizophrenia, which doesn’t ordinarily respond well to ECT. We’ve just written a few papers on catatonia, and I’m very excited. This is a whole new life for me. It is beyond the EEG and even beyond conventional ECT.

JC:
Do you think there are catatonics now showing up, or are we just recognizing them better? I think I’ve seen more catatonics in the past five years than I have seen previously.

MF: 
I think what we’re recognizing is that catatonia is a syndrome; it’s a motor syndrome in psychiatry. As soon as a patient comes in with psychosis, they’re given neuroleptics and that tends to squelch the syndrome. In some patients, it makes it much worse and we call that syndrome the Neuroleptic Malignant Syndrome (NMS) XE "Neuroleptic Malignant Syndrome (NMS)" . The NMS Syndrome is a malignant form of catatonia and it should be treated as such. XE "Catatonia" \r "Catatonia"  That’s something that will appear in the next issue of Biological Psychiatry.

JC:
Which I finally subscribed to, after forty years. Good. I think that’s about all I’ve got. Anything else you would like to say for the record? I think we’ve covered most you’ve done.

MF:
What I would like to say as a historical note is that starting off as a clinician and doing experimental work has been quite rewarding. I am rather pleased about the kind of life I’ve had. One of the questions is, am I happy the way things turned out? I am. Actually, I’ve refused to quit work, even though I’m going to be seventy-three in January. I feel that teaching and doing clinical work is important. I think that the experimental approach to clinical work has been a marked and added advantage. I have asked a number of questions of a theoretical nature, and I think we have learned a great deal about EEG and drugs. We are now involved with developing a GABAergic theory for catatonia. I’m not sure where that’s going to go, as we’re still trying to collect some data. But the application of clinical experience, experimental paradigms, quantification, which I think is terribly important, and measurement; each of these are very satisfying. I think if somebody listens to this, it will be important to note that the students we’ve had, have been very important to me. And the fact was also important that people like yourself are willing to support the nutty things that we wanted to do. It’s critical that society recognizes young investigators. One of the main reasons why I got into a research career was that I presented a paper at the Society of Biological Psychiatry XE "Society of Biological Psychiatry"  in 1958, and received the first A.E. Bennett Award.

JC:
Oh, my goodness.

MF:
As a result of that, the people at Hillside thought, well, this is great.

JC:
Gee, you must be doing something great. . . .

MF:
I must be doing something great. The NIMH XE "National Institute of Mental Health (NIMH)"  support, the Grant, M-927, I received to study EEG effects of ECT XE "Electroencephalography (EEG):and ECT"  in 1954 was very important for me, it had an important effect on my life.

JC: 
Good. You may be pleased to know that my son is an attending at St. Elizabeths, and he covers the ECT service when the ECT guys are on vacation. 

MF:
There is one other question that they want you to ask me and that is, what do I see as happening in the next five years?

JC:
Oh, dear. At the past presidents’ lunch, they raised the question that Fuller Torrey XE "Torrey, E. Fuller"  is claiming that he’s analyzed the grant program of the NIMH XE "National Institute of Mental Health (NIMH)"  and decided that eighty percent of the grants fall outside the mission of the Institute and should be farmed out to the National Science Foundation and Neurology Institute or some place. Who knows where that will end up?

MF:
Without trying to be critical, the reality is that somewhere in the 1970s, American psychiatry adopted this neuroscience XE "Neuroscience(s)"  approach. The Society for Neuroscience was very successful in the late 1960s, when it was created. Molecular neuroscience has dominated our field during the past decades, and not only in this society, but also the Society of Biological Psychiatry XE "Society of Biological Psychiatry"  and the American Psychiatric Association; they’ve all been contaminated by it. What I see, at the present time, is that we have missed, in this society, what we were originally brought together for. The original group consisted of psychiatrists, psychologists and laboratory scientists. And, if I remember correctly, Jon, it was one-third, one-third and one-third in the original group.

JC:
Yes.

MF:
 I’m not sure how long ago but the meetings and the intent of this group to study the effect of chemicals on the human mind has changed. Somewhere chemicals in the animal took over. We have, literally, lost the human being in this society. It sounds like sour grapes. It’s not; it is merely as I see it.

JC:
I think it’s true; there is usually, in any half a day, one session I have some interest in. There used to be a choice of three or four and I’d have to decide which one I wanted to go to. From George Zubenko XE "Zubenko, George" ’s talk yesterday in my honor I didn’t understand a word he was talking about, and I wasn’t sure whether I wanted to or not. I mean, it was gene expression and what not.

MF:
Well, I think your session yesterday was in the old style. The only problem was that they didn’t give me and others a chance to raise some questions. But I would say, in the next five years, this society will either be changing direction or become a molecular science society that is going to lose all the clinicians. 

JC:
They’re going to go to Don Klein XE "Klein, Donald F." ’s and they’re going to Paul Wender XE "Wender, Paul" ’s.

MF:
The neuroscientists are rather glib about schizophrenia, about all the terms that we use in clinical psychiatry XE "Neuroscience(s):vs. clinical psychiatry" , and that’s unfortunate. Schizophrenia is a complex disorder and it’s not easy to diagnose it, and it’s not easy to follow its course, and it’s not very stable. It’s hard to know the difference between manic-depressive insanity, or a bipolar disorder XE "Bipolar disorder"  and schizophrenia. XE "Schizophrenia" \r "Schizo"  And, what’s going to happen in the next few years? If the clinicians bring themselves together, and maybe with Fuller Torrey XE "Torrey, E. Fuller" , urge that clinical rather than laboratory work is the core issue be supported, then we might come back. If not, I think  we will have to have a new explosion, a new interest somewhere, but it will not be here.

JC:
You may well be right. Schatzberg XE "Schatzberg, Alan"  and I are rewriting our Handbook on Clinical Psychopharmacology with a new guy named Chuck DeBattista XE "DeBattista, Charles" . He is doing about a third of the work and getting some money for it. I was both amused and horrified when I was reading what must be his section, on Mood Stabilizing Drugs; he’s got about four pages on all we don’t know about how lithium works. I’m not sure it’s worth putting four pages into second messengers and calcium channels when we really don’t know how they work. It’s unclear how to apply the fantasies, the sort of metapsychopharmacology that he’s propounding. By trying to be more scientific than we can be, it’s causing confusion.

MF:
There is a very popular book published right now. Gates, the multi-billionaire, the head of Microsoft, has written a book. He tells a story about the difference between hardware and software. He recognized that hardware had a future, which expanded and expanded, but that software was the future where things really mattered, in terms of developing the computer revolution. The chemistry of the brain is clearly the hardware. The things that psychiatrists used to deal with and still deal with, are broader than the hardware. We can go and do all the hardware stuff that the scientists are telling us, but ultimately, it’s the human mind. It might sounds negative, but it’s the human mind and it’s the human expression that really matters in psychiatry, and is the basis for psychopharmacology and the place where we should look. I will stop there. Thank you very much, Jon.

JC:
I read another book that fascinated me. It was a lovely description of a bipolar XE "Bipolar disorder"  patient’s way through life, all the shenanigans she and her psychiatrist went through, trying to get her to take lithium. He was trying to give her too high a dose or one thing or another, but the issue, she devoted  thirty pages to, was the fact that lithium worked. For a good old fashioned manic, having lithium work was a problem. When you’re used to dancing through the rings of Saturn and somebody tells you, “My God, you look normal today,” it sounds like an insult. 

MF:
It’s a good book. Unfortunately, she is too defensive. Anyway, thanks very much, Jon.

JC:
Thank you. XE "Fink, Max" \r "FinkM" \b 

 XE "Cole, Jonathan O.:as interviewer" \r "Cole" 
 XE "Fink, Max" \r "Max" 
( Max Fink was born in Vienna, Austria in 1923.





