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LH: Frank,( you are one of the older hands in the field of psychopharmacology. I think you were one of the faces on the historic photograph taken at the Woodner Hotel a number of years back where the founding fathers met together. How did you get into the field?

FA: Well, Leo, I got into psychopharmacology because I had some experience before I graduated from medical school with the impact of electroconvulsive therapy (ECT) on my father, who happened to be a manic-depressive. I saw the dramatic effect of ECT on my dad. He made a fairly prompt recovery and didn’t require hospitalization again. At the time we didn’t have succinyl chloride, intravenous barbiturates, the machinery that we have today. So it was a rather crude thing. Still, it worked. But it did produce a lot of memory impairment.

LH: That is what got you into the biological side of it.

FA: I had started a residency in pediatrics but got called to active duty by the Navy. In the incomprehensible way the Navy does things I was assigned to surgery at Bethesda Naval Hospital with no manual dexterity whatsoever and no interest in surgery. 

LH: You actually went to surgery from pediatrics.

FA: That’s right. Quite a change! At any rate, Admiral Hogan was commanding officer at the Naval Hospital at Bethesda, and I knew him. He happened to be Roman Catholic and we had been at a couple of retreats together at the Jesuit retreat house at the Naval Academy. So I had no hesitancy in saying to him: “hey, Ben, somebody’s made a terrible mistake.” He looked at my credentials and said: “well, we need psychiatrists. I’m going to send you to Bainbridge and they’ll loan you to the VA hospital at Perry Point.” So I went into that program. I thought it was a fate worse than death, because I had no real interest in psychiatry. But I was determined that I could take care of the physical aspects of things. It didn’t take me very long, Leo, to realize that chronic schizophrenics are a different breed from the rest of us; they have altered temperature and pain sets. The only physical treatments at that time were insulin coma and ECT and since I had seen what ECT did for my father I volunteered to do the ECT. While at Perry Point, I was approached in my third year by Squibb. They had mephenesin, a muscle relaxant.

LH: That was sort of a meprobamate-like drug?

FA: That’s correct. It preceded meprobamate. Anyhow, they were interested in somebody doing a study to see whether it had any value as a sedative drug. I did a small study in a number of chronic schizophrenics, and it did absolutely nothing. But it got me identified as an individual who might be interested in doing research with pharmaceuticals in psychiatric illnesses. As a consequence, when I left Perry Point and went into private practice, I received a phone call from a psychiatrist by the name of Bill Long. Bill was with Smith, Kline & French (SK&F). He knew me because his brother had taught me. And he said: “I hear you’ve got some interest in testing drugs.” And I said: “I do.” And he said: “Well, we’ve got one from Rhône-Poulenc, and we’re looking for people who will take a look at it.” I agreed that I would take a look at it. That was in December, 1952.

LH: Needless to say that the drug was chlorpromazine.

FA: It was chlorpromazine. I tested initially the 10–25 mg dose. Within a year, I had enough data to prepare a paper. I presented the paper at the Southern Medical Association meeting in St. Louis. Titus Harris and Doug Goldman were the discussants. The paper was well received and CIBA had somebody at the meeting. I don’t remember his name.

LH: Dick Roberts?

FA: No, it was somebody that I didn’t know. But somebody from CIBA approached me after I had given my paper and wanted to know if I would be interested in taking a look at reserpine. I said, “Well, I’ll try it.” So I did. And the following year I gave a paper on both chlorpromazine and reserpine at the American Psychiatric Association (APA) meeting in Atlantic City. And from there on it’s just been plucking at one drug after another, trying to determine not only whether they work, but also how do they work, and at what price.

LH: I take it that your initial experiences with chlorpromazine and reserpine impressed you pretty much about their efficacy.

FA: That’s correct; mainly the experience with chlorpromazine. Reserpine worked, but the price was too much in the way of side effects. I was never convinced that reserpine was a depressogenic agent. It certainly produced enough, not dangerous, but uncomfortable side effects. I considered it really wrong to persuade a patient to take this stuff for a long time because the benefits were not that apparent as they were with chlorpromazine. 

LH: So you got launched in the field after working with those two drugs, and you say you’ve studied God knows how many. How many drugs did you study? 

FA: Well, I really don’t know the exact number, but practically speaking, every neuroleptic that ever got on the market in this country except for Clozaril (clozapine) and Risperdal (risperidone). I’ve looked at both after they were marketed. I don’t do any more research prior to marketing. It’s impossible to do that now.

LH: Why?

FA: Well, first of all, managed care is having its impact on your capacity to do research. I’m in private practice and if you are not approved with a particular insurance carrier, then you lose the patient unless they can pay out of their own pocket. The number of my new referrals decreased because I have not become a Health Maintenance Organization (HMO) or preferred provider doctor. And I don’t want to be. I want to maintain my autonomy and independence. That’s the first problem. The second problem is, you know as well as I Leo, the Food and Drug Administration (FDA) criteria for baseline data has increased tremendously. A lot of people just don’t want to do electrocardiograms (EKGs), electroencephalograms (EEGs), and maybe even ophthalmological examinations, often at their own expense, to get a medication and a general physical free. So research with outpatients is declining. At any rate, I looked at not only the antipsychotics, but also the antidepressants. Nate Kline and I were good friends up until the day he died. But Nate got very angry with me because I published a paper on Marsilid (iproniazid) in the American Journal of Psychiatry. It was just a brief report, but he felt that I did it to steal his thunder, which was not the case.

LH: Oh.

FA: Nate was the man who got the credit for the discovery that monoamine oxidase inhibitors (MAOIs) were psychic energizers. As you know, it was disputed whether it was him who deserved the credit. In fact, I ended up with Henry Brill testifying along with Jack Howard in a court case.

LH: In Saunders’ suit?

FA: Saunders’ suit against Nate. Saunders didn’t sue the first time when Nate got the Lasker Award for reserpine. But when he got the second one, he said I should have gotten that.

LH: Well, I don’t think Lawrence Saunders was very active in Nate’s work with reserpine, but he was probably intimately involved in the work with Marsilid.

FA: I’m sure he was. He left CIBA to join Nate at Rockland State. But, as you know it did end up in the courtroom. It was finally settled, and Nate got the credit.

LH: Well, that’s not the first time that a major prize has been disputed.

FA: No.

LH: I think somebody disputed Waksman’s Nobel Prize for streptomycin.

FA: Yes, I know that only too well. 

LH: I can’t tell you anything you don’t know. 

FA: He went to Israel when the Waksman Institute was dedicated. On his way back he stopped to have an audience with the Pope, and I interviewed him for the Vatican radio. At the luncheon after the interview, we got talking about different things, and he mentioned that he had been almost sued, so to speak. 

LH: You indicated that early on you did a whole lot of clinical studies, but it is difficult to do these studies now in private practice.

FA: Oh, yes. Number one, it was easier to do clinical studies then. Number two, there was no competition. I was a pioneer. There weren’t many people around doing clinical studies with drugs. It’s no secret, Leo, in my hometown of Baltimore I was looked upon as an oddball, the guy who instead of thinking about the id and ego was interested in what’s going on in the brain of people who have different psychiatric disabilities, and trying to treat them with chemical restraints, as they called it in those days. 

LH: Oh, really?

FA: Oh, yes. I was different. There were very few psychiatrists at either the University of Maryland or at Hopkins working with drugs.

LH: I can’t think of anybody from Baltimore in the early days. How about this fellow Winkelman in Philadelphia? How did he get on to work with chlorpromazine?

FA: Well, Bill worked in Philadelphia. He’s an analyst working in private practice, but he always had some interest in physical methods of therapy.

LH: I thought he was a prominent neuropsychiatrist and neuropathologist. 

FA: That’s correct. Bill was serving as a consultant to SK&F, he and Bill Long. Long was an eclectic psychiatrist. That’s how Winkelman got chlorpromazine.

LH: Were you aware of his work at that time?

FA: When I first went to meet Dr. Long he told me about Bill. In fact, it was just about that time that Bill’s article appeared in JAMA (Journal of the American Medical Association). So he was really the first in the United States to do enough patients to get a paper together.

LH: Now, of course, you knew Heinz Lehmann as well.

FA: Oh, yes. I knew Heinz very early. He was the first in North America, not just in Canada. I also met, of course, John Kinross-Wright. In 1953, Bill Winkelman, Frank Jay and John Kinross-Wright were the three people who did the early work with chlorpromazine in the United States.

LH: I guess reserpine was only Nate.

FA: Nate Kline was the principal man with reserpine. I did some work with reserpine, but I didn’t go on beyond the first 50 or so patients, I then stopped.

LH: I don’t know whether that chap out in Augusta State Hospital who also got that Lasker Award for reserpine was working about the same time as Nate. I can’t remember his name.

FA: I can’t think of his name either. I guess that shows where we are.

LH: So much for glory. While we are talking about studies here, what was the drug that impressed you most?

FA: Well, obviously, chlorpromazine was tremendously impressive; mainly because of its immediate impact on agitation and anxiety. You could take a pretty disturbed individual and in a matter of hours you could see a change. They were still hallucinating and they were still deluded, but by God they were changed. In the antidepressant field it was impressive to see patients respond to imipramine almost as well as some responded to ECT. They were not the psychotically depressed patients, but what you would call in those days endogenous depressed patients; those patients, who come in with a history of recent weight loss, have early onset of their disease and late insomnia. You know, they’re melancholic; they have a lot of vegetative symptoms and so forth. With an adequate dose of imipramine in a matter of four to six weeks you saw a lot of dramatic improvement in these patients. 

LH: When you go from nothing to something that works, that’s a huge jump. But then after that, the jumps become incremental.

FA: That’s very true. But you see they opened a whole new field. I mean it was the first really good option in the treatment of depression beside ECT. The MAOIs had also a place in the treatment of depression. They still have a very valuable place. But you had the problems of the side effects of Marsilid (iproniazid) which were not necessarily dangerous, but troublesome. Then you had the problem of jaundice.

LH: I got that on the third patient I used Marsilid on. 

FA: A couple of patients died, and that really hurt. For awhile it looked like the end of the MAOIs, and would have been the end if SK&F had not already started looking at tranylcypromine.

LH: Well, the peculiar thing is that Marsilid was first for tuberculosis. It was used in tubercular patients when the famous picture was published in which patients at the Public Health Service hospital in Staten Island were dancing.

FA: Dancing on the ward.

LH: Yes, but because of the problems with iproniazid, it was replaced by isoniazid.

FA: Right.

LH: And a number of studies done with isoniazid were negative.

FA: Right.

LH: The reason for this was that isoniazid was unlike iproniazid. It did not block MAO.

FA: Well, be that as it may, as you know, the MAOIs came close to death themselves. 

LH: Well, I think Zeller was first to point out the fact that there was a difference between iproniazid and isoniazid. If they had gone on with isoniazid and found nothing going, this group of drugs would have dropped dead right there.

FA: Right. Well, it didn’t take long to realize that MAOIs interacted with foods. We now know it was tyramine and sympathomimetics that created the trouble.

LH: That was a big deterrent for a long while, but lately people don’t seem to be as much concerned about it as they used to be.

FA: Well, I think partly because they warn patients, and they give them a list of dietary substances that should be avoided. They warn them about taking over-the-counter preparations that contain sympathomimetics. And I think that in actual fact phenelzine is safer, and probably even tranylcypromine is probably a little bit safer than Marsilid, although I don’t know of any direct comparison studies. 

LH: I don’t know any studies either. 

FA: But the MAO inhibitors definitely have a place in treatment. We owe a lot to people like Fred Quitkin here, and Will Sargant and his group in England, because they stuck with them. And I’ve stuck with them even to this day. I prescribe more I’m sure, than most people in my geographic area because I’m convinced of their value in certain types of patients. When you think about it, you’ve got an alternative to MAO inhibitors and you have an alternative to ECT with imipramine. That really opened the gate for developments. 

LH: Well, some of the earlier comparisons, I think one that Milton Greenblatt was part of, seem to indicate that the tricyclics were not a whole lot better than placebo; that ECT was better than tricyclics. Do you think that was because they were looking at very severely ill patients?

FA: Well, I think that may be part of the answer. I think the other part was dosage. Greenblatt’s study also included phenelzine, if you recall, and the patients only got 30 mg of phenelzine a day when most patients with a moderate to severe depression require 90 mg. So it was a question of too low a dosage for too short a period of time. It was a methodologically flawed study.

LH: It almost did him in, too, didn’t it?

FA: Yes, it almost did him in. Because Milton was a very fine man and very prestigious, and here he is at Harvard and working at the Mass Mental Health Center.

LH: Well, it’s amazing how the drugs survive. You weren’t at the Paris meeting in 1954 on chlorpromazine, were you?

FA: No. My wife was there, and she gave my paper for me.

LH: I had occasion to review the proceedings of that, and I didn’t remember your name. What was the first big meeting you recall on these drugs in the US?

FA: Well, I guess the first really big one was the one on Thorazine (chlorpromazine) that SK&F sponsored, in Philadelphia.

LH: But that was a private session, wasn’t it?

FA: Yes, it was private, but there were several hundred people there. And they published a little monograph of the papers that were presented, and they did the same thing later when they launched trifluoperazine, Stelazine. I guess the APA meeting in 1956 probably was the first big meeting where there were a number of papers not only on chlorpromazine but also on other drugs, such as my paper on reserpine. It was also the meeting where meprobamate was first mentioned. That gave cause for thinking about which way the wind was blowing. It certainly was blowing in the area of biological psychiatry. 

LH: Yes, I think the pendulum still is on the side of biological psychiatry. Some people are arguing that perhaps it is too far over on the biological side. What do you think about that?

FA: Oh, I don’t think so. I think that you can’t lose sight of the fact that you are not just treating an illness but a human being who has the illness. You have to be aware of the physical status of that individual, and also of the fact that he is the one who has the illness and is going to react to the illness differently than somebody else who has the same illness. You can’t treat just with drugs alone. There’s got to be some psychoeducation, or whatever you want to call it, and some type of psychotherapy. I can’t conceive of an internist treating a diabetic without at least giving the diabetic something besides diet and insulin in the way of counseling.

LH: Foot care, and other things.

FA: That’s right. You have to do this. You are not just dispensing pills if you are practicing rational psychopharmacotherapy.

LH: You mentioned before a few people who were using chlorpromazine early. One of the people I think everybody often forgets is Mark Altschule.

FA: Mark was a very interesting person. He was a very intelligent man.

LH: A real scholar.

FA: No question about that. His wife had schizophrenia. She was in McLean Hospital. Mark really believed in the marriage contract. He stayed with her until she died, and he always looked for something that might help her. Yes, he definitely became very well informed about chlorpromazine at an early time.

LH: He was an internist, more interested, I think, in cardiology than in psychiatry, but he was one of the first people involved with the drug.

FA: Yes. One man we haven’t mentioned so far is Fritz Freyhan. Fritz was involved very early with chlorpromazine. He was at Delaware State Hospital. Like everybody else working in a state institution or a Veterans’ Administration (VA) hospital, he had hundreds of patients and no drugs. So he could really test drugs on a large number of patients very quickly. Fritz was a very astute clinician, I thought. 

LH: Yes.

FA: Well trained in a German school. He was a very good observer. I learned a lot from him. I had more contact with him than I did with Heinz Lehmann in the beginning because Heinz was in Canada, and Fritz was in Wilmington, 60 miles away from where I was. He did a lot of studies for SK&F. We worked together on chlorpromazine. We looked also at prochlorperazine.  He and I did two studies on prochlorperazine for SK&F, and we looked at trifluoperazine. Fritz also got interested in fluphenazine. Then we both looked at Temaril (trimeprazine), an antipyretic phenothiazine.

LH: Yes, but it has a different kind of pharmacology. It makes it more of an antihistamine.

FA: That’s right. We tested it as a potential antipsychotic, and it just didn’t work.

LH: Do you know Pacatal (mepazine)?

FA: Pacatal was the most anticholinergic antipsychotic, if it was an antipsychotic. It really was a very strong anticholinergic substance. 

LH: Yes, it never went very far. 

FA: No.

LH: And do you know Sparine (promazine)?

FA: Promazine, the Wyeth product. Again, there were some patients who improved, but only because it was sedative. As far as I’m concerned, it never had any true antipsychotic properties.

LH: Well, if you give patients enough promazine they get seizures. 

FA: Oh, yes. But that’s true for practically every psychoactive drug. If you give a high enough dose, you can produce a seizure.

LH: Well, not to the same extent as with promazine, I think.

FA: That’s true.

LH: Fifty per cent seizures once you got up to about 1,200 mg.

FA: Yes, that’s true.

LH: In a way it is interesting that truth won out. Some drugs fell by the wayside, like Pacatal and promazine, whereas others were more acceptable and efficacious and lasted. Well, I guess the early people in the field were pretty astute. 

FA: Right. Anybody who has success with psychopharmaceuticals today owes a debt of gratitude to the people who pioneered these drugs.

LH: It is remarkable also that most of the people we have mentioned were outside of the academic community. 

FA: That’s true. 

LH: Why do you think that was the case? Was it simply the fact that the academics were all psychoanalysts? 

FA: Basically that’s the truth. The medical schools in my area were dominated by psychoanalysts as they were practically everywhere else in the US, and there was no encouragement to think in terms of anything beyond the psyche, so to speak. I don’t know of a medical school, in the beginning, that got into psychopharmacotherapy.

LH: Yes, it’s hard to think of any. I guess you know that Kinross-Wright was at Baylor.

FA: Well, he actually was in Carolina first and then went to Baylor. 

LH: Then, of course, Mark Altschule was in the department of medicine at Harvard.

FA:  And Paul Hoch was at Columbia, at the New York State Psychiatric Institute. 

LH: Did Paul do much with antipsychotics?

FA: He did a little, but not a great deal.

LH: He was more interested in hallucinogens.

FA: That’s correct. But my point is that it was not easy to do what Henry Brill, Nate Kline and I were doing in those early days. Everybody was suspicious. But at the APA meeting in Atlantic City in 1956 that I mentioned before, the executive director of the National Mental Health Association was present. He got Henry, Nate and I to agree to go to Washington and testify before the senate and Mr. Hill’s committee, and to tell them what was happening in our field with the hope of getting the federal government involved in funding research in psychopharmacology. And so Henry Brill, Nate and I went to Washington. We each gave a presentation, and suggested the formation within the National Institute of Mental Health (NIMH) of a division devoted solely to psychopharmacology. Senator Hill was very impressed and, as a matter of fact, he supported it. That accounted for another meeting in Washington. Lou Lasagna was there, so it was more than just psychiatry. We got pharmacologists involved. Ralph Gerard from Michigan came. He was the man responsible for Jon Cole becoming the first director of the Psychopharmacology Service Center (PSC).

LH: Gerard was the author of that famous line: “Behind every twisted thought lies a twisted molecule,” that I guess for a long while was kind of the moral of biological psychiatry.

FA: Yes, that’s true. When you get to that point you begin to attract more attention. Before that, we were called medicine men. We were compared to the guys from the old wild-west going around selling snake oil. Reputable medical journals were not interested in publishing articles on the various psychopharmaceuticals. I gave a paper at the New York Academy of Sciences, Leo, one of the first papers I ever gave. The discussant was Nolan Lewis. You remember Nolan? He was president of the APA at one time. And the closing comment of his discussion of my paper was: “fellows, we ought to prescribe this stuff while it still works.” Well, that’s not a very good endorsement, is it?

LH: Well, I think that was the prevailing attitude in psychiatry in those days. Drugs couldn’t work because they had been tried before and didn’t. There had been over the years a lot of attempts to use drugs. 


Well, what do you think was the biggest accomplishment that you’ve made? I know that’s a tough question because you’ve made a lot of them.

FA: Well, I think aside from looking at the drugs and being persistent, I was sort of a St. John the Baptist in the wilderness preaching the gospel of the psychopharmaceuticals and their potential value for people. But as you know, some people called me for awhile Dr. Side Effect, because I was very interested in adverse effects. I felt that I should tell a balanced story that for every blessing there can be smite; you can help and you can smite people with these drugs. That was the first thing. The other one was that I started talking very early about the potential advantages and disadvantages for long-term therapy. I gave a paper at the Third World Congress of Psychiatry in Montreal on one-year continuous treatment with imipramine; then I published a paper in the New England Journal of Medicine on a year’s clinical and toxicological experience with perphenazine. I’ve been interested in long-term therapy. In addition of testifying before Congress I was very much involved in getting the American College of Neuropsychopharmacology (ACNP) started. I also went to Milan for the initial meeting of what was to become the Collegium Internationale Neuro-Psychopharmacologicum (CINP). I played a role in the formation of the British College of Neuropsychopharmacology. I went over there at the request of David Wheatley, Tony Hordern and Max Hamilton and met with them for a couple days, told them how we started the ACNP. I’ve tried to extol the virtues as well as the liabilities of the drugs, because they are the only things that have really changed psychiatry. There is nothing new in the psychotherapy field. Well, you have cognitive therapy and so forth. But the concepts haven’t changed. 

LH: I think it’s become a little less dogmatic.

FA: Yes, I would say that.

LH: Psychotherapeutics now embraces a whole variety of techniques.

FA: Right. Well, the challenge of the drugs, Leo, is that you give a pill and over a period of days or weeks, there is a change in the individual. Bernie Brodie and I became friends because my interest was in what happens. I would ask “what happens when you run a current from both temples through the midbrain, what did you do that suddenly changed a psychotic individual into a perfectly normal person?” And, in the early days, we didn’t know how much of the drug was absorbed. We didn’t know where it was going, how it got there. And so I was very interested from the beginning in what we call today pharmacokinetics and pharmacodynamics.

LH: Well, I think Bernie Brodie was probably the father of biochemical pharmacology, trying to explain drug action in biochemical terms.

FA: Right. I regretted that he wasn’t around that I could have had him on the program of the symposium on Discoveries in Biological Psychiatry, because all we know today stems from his pioneering work. One of my benefits from starting the College was that I got to know him quite well. He, Jon Cole and I were on a committee, and we met frequently because Jon was still in Washington, he was in Washington and I was in Baltimore. I had ample opportunity to get to know him as a man. 

LH: You mentioned earlier your testimony before Lister Hill’s Committee. We were talking about political pressures in the early days. How about Mary Lasker’s and Mike Gorman’s work on the political front?

FA: Mike was the executive director of the National Mental Health Association. He was a very dynamic fellow. I don’t know if you knew him personally?

LH: No. 

FA: He really was a crusader for mental health. He believed in it, and used his contacts in Washington. He played a major role actually in putting pressure behind the scenes on the other members of the committee who may not have been as convinced as Senator Hill was. Right from the beginning, every one of us had a feeling that he listened attentively and seemed to believe that there was something to what we were saying. You know how a Congressional Committee is. They sit. They look. 

LH: In those days it was easier to persuade a senator than your own colleagues.

FA: Oh, absolutely. That’s very definitely the truth. Well, anyway, Mike played a major role in publicizing psychopharmaceuticals. He saw that it was the only concrete thing that really made a difference. And, of course, he had his connections everywhere. He had connections both in Washington and in New York with Mary Lasker. I strongly suspect that Mike played a role in Heinz Lehmann, Pierre Deniker and Nate Kline getting the Lasker Award. 

LH: Do you think the reason that Hill became such an advocate of health was that his first name was Lister?

FA: I really don’t know. But he definitely had an interest in this field. There’s no question about that.

LH: You were almost a pediatrician and reluctantly, a surgeon. 

FA: That was very short-lived. Three weeks. 

LH: Sort of accidentally you became a psychiatrist. Do you have any regrets about the way things have turned out?

FA: No, none whatsoever. You know, when I was in medical school, psychiatry was not high on the list. Your exposure consisted of a few lectures, mostly on psychodynamics, and then a trip out to the state hospital. You were sort of taken on a guided tour: that’s schizophrenia, this one’s manic and that is mental retardation.

LH: Like a zoo, wasn’t it?

FA: That’s right. And, you know, there was nothing appealing about it whatsoever. But a few weeks after I got to Perry Point, I was assigned to what was euphemistically called continuous treatment service.

LH: That meant for people who were there for years. 

FA: Well, there were 800 patients in the ward that I was assigned to, Leo. Most of those people were still under 60 years of age, but they had been in that hospital, most of them, 20–30 years.

LH: Many since World War I.

FA: That’s it. Well, I even had one from the Spanish-American War, an old geriatric guy. But, actually, you learned one thing: schizophrenia was chronic and devastating. And it would be true if you put over the portal “abandon hope all ye who enter here,” because your chances of leaving, outside of a pine box, were pretty slim.

LH: Well, it has been sort of gratifying, hasn’t it, to see the changes that have occurred.

FA: Yes.

LH: Do you think we’ve gone too far in deinstitutionalizing people?

FA: Well, I think so.

LH: Is there still room for an asylum?

FA: Yes. And that’s one of the things the New York Psychiatric Association and the ACNP ought to be taking a very strong stand on. Look, there are people who can be controlled with these medications in a structured environment, but they cannot be relied on to comply with a pharmaceutical program on their own out in the community, and they deteriorate. So, as you know, then tragic things happen. We had a woman in one of those so-called halfway houses in Baltimore some time back who was found dead in bed with a ruptured appendix when they did the autopsy. She was a deteriorated schizophrenic. She was put out of state hospital. She wasn’t bothering anybody. She was too deteriorated to bother anybody.

LH: Schizophrenics seem to be so indifferent to pain.

FA: That’s very true. When I got to Perry Point, the ward I had was approximately three-quarters of a mile to the dining hall, and three times a day the patients walked over to the dining hall. The attendants had to fight these guys in cold weather to put a coat on. And I remember one night, Leo, I was the officer of the day, and an attendant called and said a patient had gotten out from the shower and they couldn’t find him. And, in my naivety, I said to him: “Oh, it’s so cold now. He can’t be gone long. He’ll be back.” This attendant was a farmer who worked part time at Perry Point. He said, “Doc, you don’t know schizophrenics. If we don’t find this man, he’s going to be dead.” And so he impressed me and we organized a search party. When we found this fellow he was hypothermic. We were lucky we saved his life. I didn’t intend to become a psychiatrist when I went there, but made a resolution that I could take care of their physical needs. But I saw patients collapsing from ruptured ulcer who never complained. We had a couple of patients who developed nausea, vomiting, clearly meningitis, who must have had horrible headaches, but never complained. I remember one night a fellow stuffed himself with newspaper and ignited it. And when I got there he was pretty badly burned, but he was still sitting there, hallucinating and answering to voices. We never gave him any morphine. He didn’t need it. You’re right. Their pain and their temperature sense are quite different.

LH: It could be that Harry Beecher’s old idea that pain is processed up here in our head, could explain this indifference to pain that psychotic people seem to have. Well, let me ask you before we quit: would you do it again?

FA: Yes, I would. In fact, when I look back, and I do that fairly often, I wish I had done more. But that’s in retrospect. I couldn’t have done it if I had wanted to if we didn’t have what we have now. The excitement today is still as intense as it was back in 1953, ’54, and in the 1960s, with the neuroimaging and all these other things that are happening.

LH: Yes, science is changing so rapidly, and even the vocabulary constantly changes.

FA: That’s why I wrote my Lexicon.

LH: You have to know now what LOD scores are and all kinds of things that you have never thought of before. 


Well, I think you can look back on a very interesting and illustrious career. You have already put some of your thoughts about this subject in writing and published them. I think this interview helped bring out a few more personal things than you would have put in your writings.

FA: That’s true. I want to say one thing before we end, Leo. The credit for what I’ve accomplished should be given to my admiration of other people. You know, when I got involved with drugs, there weren’t many people around I could turn to. ECT was not done at the medical schools, at either Maryland or at Hopkins. There was one fellow doing ECT, Lothar Kalinowsky, who was sort of looked upon as a renegade. So I wrote a letter to him and said “I would like to come and spend some time with you.” He graciously agreed to have me. I went up for a week, stayed at a hotel, and spent one week with this man. He was one of my tutors. I did the same thing with Howard Fabing who was in Cincinnati. I called Doug Goldman, and I spent time with Doug Goldman. I went up to Canada and spent time with Heinz Lehmann. They were my mentors. These were the people who taught me. So did Titus Harris. He was not a biological psychiatrist. Still, he was a champion of physical methods of treatment, and developed one of the first departments of biological psychiatry in the US. There were a lot of people like that who played a major role. Well, even you. Look how much you’ve shared with me and taught me. That’s been a lot. 

LH: It’s always mutual. 

FA: No man accomplishes anything by himself. 

LH: Well, thank you, Frank, for a rather interesting discussion, and anytime you want to say more. . . .

FA: Well, that’s up to you.

LH: God, you’re easy to interview. 

FA: Thank you.

( Frank J. Ayd, Jr. was born in Baltimore, Maryland in 1920 and graduated in 1945 from the University of Maryland School of Medicine. From 1955 until his retirement in 2003 he was chief of psychiatry at Franklin Square Hospital in Baltimore. He was also director of education at Taylor Manor Hospital in Ellicott City, Maryland, and president of Ayd’s Communications.





