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GEORGE M. SIMPSON

Interviewed by Leo E. Hollister

San Juan, Puerto Rico, December 12, 1994

LH: This will be an interview with George Simpson( for the archives of the American College of Neuropsychopharmacology.  We are in San Juan, Puerto Rico. It is December 12, 1994. I am Leo Hollister. What impelled you to get into medicine and psychiatry, in particular?

GS: I would have to say A. J. Cronin got me interested in medicine as a boy in Scotland, but, as I finished high school, I felt I could not go to medical school.  I was not a very good student, when I reached puberty I was a bit wilder than most people.  I did biochemistry at Glasgow University after I received a letter on a Friday saying I would not be called up into the Army for a year, so I went to Glasgow to the university and started on Monday. It was easier in those days to get into university. I studied biochemistry and then, when I was drafted, went to Liverpool to do “work of national importance” at Distillers, who made thirty three brands of Scotch whisky and two antibiotics; I was assigned to work with antibiotics. After completing my service obligation I went to medical school in Liverpool after seeing the Dean who was also Scottish and said, “come here and you’ll be alright”.  I didn’t apply anywhere else. So that, too, was easy. When it was over, I was dithering between pediatrics and psychiatry and finally decided to go into psychiatry. I was reading an article in the Lancet one day, while I was having tea, and there was an ad about the residency program in psychiatry from McGill by Ewen Cameron, so I wrote them a letter.  They wrote a letter back accepting me, so I only applied for one residency program and went to McGill.

LH: You came to North America to do your residency?

GS: Yes, and McGill was an incredible place at that time.  It was very unique because it was a department of psychiatry in 1956 that had an endocrinologist, Murray Saffrin, and Ted Sourkes who was a catecholamine person.  It also had Bruce Sloan who became a Chair and it had Kral, who was a neuropsychiatrist, and Clifford Scott, who became president of the International Psychoanalytic Society.  Kral felt if you couldn’t see it, it didn’t exist, and Clifford Scott felt that if you could say it, it wasn’t important.  So, that was the huge range.  And, of course, Malmo, Wittkower, Shagass, Tyhurst, Boag and Cleghorn were there, as well as Lehmann. He gave us lectures, not very many, since Lehmann and Cameron, did not get on well. Thirteen people who were there became chairs of departments. Then I decided to move to the States.  I was going to spend a year in Canada, up to a year in the States and some time in Mexico and then on to London, England.  I wrote letters one weekend and applied to umpteen places in the States and posted them on a Monday. Then Cleghorn spoke to me because Nate Kline had called him. I had included Rockland State Hospital in my brief application and mentioned an interest in research.  The Hospital Director had given Nate Kline the letter and, as he new Cleghorn, he phoned to ask about me.  I remember being less than pleased when this breezy guy from New York called and was chatting away while I was barely awake.  This soon changed to pleasant thoughts when Nate told me how he had awakened a more senior Dr. Simpson, an obstetrician, and offered him a Fellowship in psychiatry. So I ended up going to New York because Nate inundated me with phone calls.

LH: Gave you the hard sell.

GS: That was how I came to Rockland.

LH:  You went there on a Research Fellowship?

GS: Right. In my brief residency application I mentioned that I was interested in research.  This letter was sent to all approved programs who took foreign medical graduates and paid $300/month. 

LH:  Were there other fellows at Rockland doing research beside you?

GS: There was the nucleus of a research group. Given there was very little research in psychiatry going on in the United States at that time, this was a somewhat eccentric group.

LH: What year would this have been?

GS: This would have been 1957.

LH:  That was after Nate had done his work with reserpine and was going with Marsilid (iproniazid)?

GS: Right, so that was going on at the time. But the group was interested in Gjessing’s Syndrome, doing longitudinal research. We had people doing endocrine studies looking at periodic catatonics, who were very scarce. We had a research ward and I was the doctor. I was chosen for who I was, where I came from, and my personality rather than what I knew; a typically Rockland thing. We had an investigator who appeared to believe that if you only had enough urine you could solve any problem.  Every time he received grants, he bought another freezer and filled it with urine samples so that one, two or five years later, when he knew more, he could go back and analyze that urine.  Then, there was the famous brown out in New York, and urine flooded the whole place.

LH: The urine bank went down the drain!

GS:  That was quite funny.

LH:  Was anything published from that time with your name on it?

GS: Very little was published. Nothing was happening therapeutically; we merely followed a small group of patients, some of whom were diagnosed as suffering from periodic catatonia.  These patients were on continuous urine collection, thyroid measurements, etc.  I put in a grant at which hypothesized baseline hormonal status would predict the therapeutic outcome to a pharmaceutical intervention. This was influenced by the work of Max Reiss and Hemphill’s work in Bristol who suggested resting steroid levels predicted therapeutic outcome in insulin treatment. The grant, “Research on Endocrinology and Drugs” (RED) involved continuous monitoring of thyroid, adrenal and gonadal indices while patients were given a range of therapeutic agents for a three month period alternating with a three-month placebo period.  Jonathan Cole site visited us, liked the proposal, suggested we enlarge it and ask for more money and change the PI as I was only a third year resident at the time.  Nate became PI and ran it very loosely. The very independent investigators did their own thing which ultimately resulted in producing very little.  I did not put my name on the final report.  Retrospectively it was not a bad idea but it was the wrong patient population for drug studies. We did a lot of thyroid studies and as I became more interested in thyroid and psychopharmacology we opened a new ward for clinical trials of new agents.

LH: Those thyroid studies were mainly protein bound iodine (PBI), weren’t they?

GS: Yes, and they included studies with perphenazine.

LH:  Didn’t you find elevations of PBI with perhenazine?

GS:  We felt that some of the iodine used in the synthesis of perphenazine might have remained.  We could’nt prove it; the effects were real, but small.  Our other studies were a very expensive way of showing that the hospital administration changed their salt to an iodine supplement without telling us. We had previously checked the iodine intake and it was OK.  In any event, all our patients had under-active thyroids, and when we went to a prison to get a control group, the prisoners all had very large thyroids. It was clear they had an iodine deficient diet which made us come back and revisit the hospital food which was now loaded with iodine.  It was a very expensive lesson but taught me a lot. After that came another strange finding, that monoamine oxidase inhibitors influenced spermatogenesis.

LH: How did you find that out?

GS:  One of the investigators was interested in the testes.

LH:  Did he do biopsy?

GS: No, he looked at spermatogenesis and it so happened, one of the people who worked there became depressed and I treated him with a monoamine oxidase inhibitor. Then, I found out that he had been a control in the study that dealt with the testes, donating sperm samples once or twice a week for two years with low counts, motility and abnormal morphology. A few weeks after starting Nardil (phenelzine), all these indices improved dramatically.  It sound improbable but I ended up with three depressed subjects, all with baseline sperm data who all showed improvement after being on Nardil for a few weeks.  It was difficult to write it up and I decided a letter to the editor would be the best thing to do. So one weekend I wrote a letter which was published in JAMA.  One of the authors approached me to say Nate wanted to be an author.  This at the time seemed strange. Later I found out that Nate had taken out a patent on the use of MAOI’s to treat infertility. Shortly after that, Newsweek or Time had a paragraph about someone in New England who had bought an expensive Argentinian bull that was performing well but producing little and they had brought in a New York psychiatrist who was giving the animal huge amounts of phenelzine.  Of course, it was Nate!  To complete the story, when I placed the subjects on Nardil I had stressed not to take alcohol.  At that time we knew of hypertensive crises produced by alcohol in patients. I later found out all three of the subjects drank heavily; my guess is the absence of alcohol during the treatment produced the change in sperm count rather than Nardil.  

LH:  Are there other Nate stories? 

GS:  There is an unconfirmed story I tend to believe, that when they evaluated reserpine they did not find anything; you have to remember it was ward clinicians with huge patient populations who evaluated these medications.  The hospital glazier said he did not know what was going on but there was diminished window brakeage in that unit. In those days the windows were glass reinforced with metal and wire.

LH: Did they give it for hypertension?

GS: No, the hypertension studies had been done before. The original Indian paper published in 1934 was on “Rauwolfia Serpentina, a native Indian herb for the treatment of high blood pressure and insanity”.  The Swiss probably thought that if it worked for hypertension maybe it would work in psychosis and the Indians were correct about both.  Jack Saunders, who later came to Rockland, had been at Ciba Geigy and arranged for the reserpine studies to be moved to Rockland.  When I got involved I looked at some of the Rockland data on reserpine which might be half a page in a doctor’s handwriting from one patient; that was all there was for the whole study, including demographics, outcome, side effects, etc. They didn’t use rating scales at Rockland at all. I introduced rating scales to Rockland in 1960 or somewhere around there.

LH: From the way you describe your experiences at Rockland, it sounds as if you were not very close to Nate, in terms of a working relationship.

GS: By the time I got there Nate had become well known and very busy with all sorts of things.  I covered his practice when he went away in the summer and, eventually, I opened a practice in the same suite of offices.

LH: A practice in New York City.

GS: Yes. We tried to do research there as well, which was interesting because one year we saw over four hundred new patients who wanted antidepressants. Few psychiatrists were using antidepressants and referrals came from strange sources.  There was a man in New York who did conditioning therapy who sent patients; Albert Ellis referred patients, so they were fringe referrals. I knew Nate in work, but he was always very busy and did not socialize with any of the staff.  He was a very good director when the times were good, because he was never there and never bothered with what we were doing.

LH: That’s commendable, isn’t it?  He probably was away a good bit of time in Haiti. 

GS: Right. I remember another interesting story. One of our staff was an Australian who had been in New Guinea during the war.  He was a very bright chap and when Nate showed him his film about Haiti; you may remember they had no psychiatric hospitals at the time and Nate opened a new hospital with donated antipsychotics and vitamins that caused dramatic changes, he pointed out that one of the patients appeared to have beriberi.  I had never seen a case of beriberi but I suspect he was right and probably all the patients were suffering from avitaminosis.   Nate did a lot of traveling and took pictures. He went to Africa to visit Albert Schweitzer and also went to visit the Dalai Lama. He liked to do unusual and colorful things. 

LH:  He was an unforgettable character. You mentioned Jack Saunders had come from Ciba Geigy then, later on, there got to be ill feeling between him and Nate.  What happened?

GS:  That was related to the iproniazid study and somebody should be able tell that in more detail than I can. Clearly George Crane reported the monoamine oxidase inhibitor, iproniazid, had stimulating effects. He reported this as a side effect in patients treated for tuberculosis at Long Island, but I do not think he made the jump that Saunders and Nate did, to suggest it for the treatment of depression.  What happened then was a drug company became interested to give patients with depression iproniazid and contacted Rockland.  So Saunders and another psychiatrist were involved in the study and were the senior authors. Nate also gave iproniazid to some of his private patients, and was co-author in the paper which was reported more in the lay press than scientific journals.  Saunders was not a psychiatrist, he was a Southern gentleman.  He was also touchy and clearly made a statement at the Academy of Sciences in New York about the discovery of iproniazid. When Nate got another Lasker Award, now for iproniazid, Saunders was incensed he had been ignored. So, he and his colleague sued, and eventually, it took ten years or more, the verdict was in his favor.  Saunders left Rockland but I don’t know what he did after that.  My own feeling is it was a question of Nate’s style and Saunders’ style but clearly there was a discovery at Rockland.  It was a joint discovery.

LH:  When did you cut loose from Rockland?

GS:  I stayed there twenty years, mainly with the ECDEU grant.  That is when I first met you at Palo Alto.  I applied for a grant while Jonathan Cole was still in Washington and I got it.  I was now in another building and did my own thing with regard to evaluating new drugs.  Everybody did their own thing in the ECDEU program. 

LH: You were one of the first ECDEU units.

GS: Yes, I ran a unit.

LH:  During that period, you were studying mostly antipsychotics?

GS:  Right, it was a bit easier then, but we did studies with other drugs as well. For instance the most unquoted paper I ever wrote was one I presented in your presence in Birmingham in 1964, about carbamazepine before it had a name. We evaluated epileptics who were psychotic.  It was not only the first study of carbamazepine in psychiatry but it also showed that in the majority of patients you could use one anticonvulsant to treat epileptic patients. We also felt that it improved mood, but that might have been the effect of increased attention.  

LH: You, and Art Sugerman and Don Gallant were in the front trenches, in taking the first look at many of these drugs.

GS: Right, we often were the first to give new agents to patients and this worked well because of the practice of keeping patients in hospitals. For long periods of time with a very small number of patients we were able to show it was or was not an active antipsychotic agent. Probably Sugerman, Gallant and I looked at every antipsychotic we have today before it came on the market.  Given that we knew our patients very well and saw them every day, it was not very difficult to tell whether a drug was active or not.  It clearly was economical.   I saw my patients every day and by rating them once a week I could confidently state whether the drug was active and whether it produced EPS with a sample size of ten patients.

LH: You called the shot right in front of you.

GS: Yes, and most of what we know today of clozapine was reported in our first study. We reported seizures, no EPS, improvement of tardive dyskinesia and withdrawal symptoms.  We also did some collaborative studies, but not as big as the VA.  I remember one study where we reported seizure and abnormal liver function tests in a sample of 10 or 12 patients. There was then a double-blind study of 36 active patients which confirmed both these findings and the drug was dropped. Studies in depression were difficult to do at Rockland but we did one at Bergen Pines where we compared 300 mg vs. 150 mg doses of imipramine.  It was planned as a blood level study which did not work out too well but still we showed that 300 mg was superior to 150. 

LH: When you were studying carbamazepine, it was kind of unique, first, in using it as a sole anticonvulsant and, secondly, using it for a psychiatric purpose.

GS: Yes, and it was published in the proceedings of the CINP meeting in Birmingham. I submitted it to the British Journal of Psychiatry and they rejected it. They said this drug would never be used, and certainly not in Britain.  

LH: In those days it had a reputation for producing aplastic anemia.

GS: Right. I never submitted the paper anywhere else, so it’s still buried in that volume.

LH: You mentioned that your intention was to do a blood level study comparing low and high doses of imipramine.

GS: I brought Tom Cooper over for the laboratory.  Tom did a lot of extra work, including work on lithium long before it was on the market. With lithium we got involved in the dose prediction from a single time point.  Tom did the same for tricyclics.    

LH: Tom Cooper has had quite a career in the measurement of drug level concentrations in the blood.  Where is he now?

GS: He’s still at Rockland and he spends time at the Psychiatric Institute in New York.  He worked early on in the RED project and set up the PBI lab. He also did a lot of work with Ted Cranswich who was interested in thyroid. Vestergard was interested in the adrenal and Tom later did work on cortisol levels for DST.  It is interesting we did dexamethasone suppression tests in the late nineteen-sixty’s.     

LH: It couldn’t be dexamethasone that early. 

GS: Vestergard, who was an endocrinologist, was doing some tests that might interfere with the pituitary adrenal axis.  

LH: What led you to leave Rockland?

GS:  Two things were happening.  The ECDEU program was folding because there were no new drugs, particularly for schizophrenia and so I felt it was time for a change.  I knew Bruce Sloan who was the Chair at USC. There had been a scandal at the local state hospital, one of these public relations things which hit the press.  To repair the damage, there was a proposal to set up a modern clinical research treatment center where we would have wards for evaluations as well as labs to do measure in.

LH: Was that at Metropolitan?

GS: Right. So it seemed a good bet to go to California; it had something I was interested in and the set up looked very good.  Unfortunately I was not smart enough to know the MD in charge of the state worked for Governor Jerry Brown. He was a very nice guy, but he had a falling out with Governor Brown and became a non-person. His successor was not interested in a university connection which was a mistake on his part.   

LH: I see.

GS: So, one of the reasons I left Rockland was this opportunity at USC.  History was running down and closing the State hospitals and it was a question of where to go to set up clinical studies.  I set up a unit at Yonkers, opened a day hospital and outpatient clinic, had some scattered beds in a general hospital and an eighty bed inpatient unit at Rockland, with the notion  this would all become part of a research population with acute inpatients as well as outpatients.  Larry Kolb was in Albany at the time and in order to set up this program, which he agreed to, we would have to affiliate with Valhalla New York Medical College.  Nate agreed to this but then, at the last minute, changed his mind.  It seemed to me I was running a research unit and a routine clinical inpatient and outpatient program but now none of this was going to be part of a research center, so that pushed me to leave. I don’t think Nate wanted to be reporting to the Chair at Westchester, New York Medical School.

LH:  Nate never liked to be tied in with the academic people.

GS: No.

LH: In New York Henry Brill was working at Pilgrim and Hy Denber at Ward Island.  Did you have any interaction with them?

GS: Yes, but I had more with Bill Turner and Sid Merlis at Central Islip; we did one or two collaborative studies.  Henry Brill was always a most helpful person for research.  ECDEU units like those at Central Islip and Rockland were very independent and nobody pushed to do group or collaborative activities. ECDEU meetings were a lot of fun. 

LH: One of the best hangovers in my life occurred at an ECDEU meeting.

GS:  That’s true and that is where I first heard you tell jokes with a Scottish accent!

LH:  You were a pretty good joke teller, yourself. So, you went from New York to California to head up the Research Center at Metropolitan, but you didn’t confine your California career to USC Metropolitan, did you?

GS: No, that unit folded when Farabee became the director of Mental Health for the State in place of Jerry Lackner and priorities changed.  Incidentally Jerry Brown’s reaction to the allegation of poorly prescribed drugs was to add an additional 30 pharmacists.  Anyway, I moved back to USC full time.  We did publish a paper on Research as an Impetus to Improve Treatment, which was data oriented. We kept people off drugs for a week except for some manics, and PCP users. We gave them diazepam at bedtime and patients with all the different diagnoses improved at one week and then resumed treatment with much lower dosages of antipsychotics than were customarily used. We did some pharmacokinetic studies in the outpatient clinic in an Asian population as well as MAO studies.

LH: This is at LA County?

GS: Yes.  We did the combined monoamine oxidase inhibitor- tricylic studies, which were more safety than efficacy studies and a study of trimipramine versus placebo. We also looked at L-deprenyl as well.  I think everybody welcomed that study which included the use of Parnate (tranylcypromine.). I took Parnate myself and that was one of the biggest things I did for science.  I didn’t drink any red wine for two weeks after taking 10 mg!

LH: The MAO inhibitors put the fear of God into you, don’t they?

GS: It also gave me eighty percent inhibition about three hours after I took it and I still had about sixty percent inhibition fifteen days later.

LH: You were quite sensitive.

GS: After that, they were closing wards to save money, even though there were patients waiting for beds. So it was hard to do anything when it was like that.  At about this time, Wagner Bridger invited me to go to Philadelphia. 

LH: This was what date?

GS: 1983, so I came back to the Medical College of Pennsylvania to set up clinical research.  There were no lectures in psychopharmacology at the medical school in 1984.  It’s hard to believe that when I first got there, I did one lecture on schizophrenia where I had to introduce them to Kraepelin’s diagnoses, tell them about the history and how to treat schizophrenia and about genetics. But there were three hours on the psychodynamics of schizophrenia.  That was in 1984!

LH: It’s hard to believe that occurred so late.

GS: Two years later, there were forty odd lectures in psychopharmacology, a research program, and a research Fellowship program. We started to do comparisons of different doses of fluphenazine, measuring blood levels as well. Despite the fact nothing was taught in psychopharmacology, many patients received thirty, forty, or fifty milligrams of Haldol (haloperidol); nobody got more than 900 mg of lithium and very few got it at all.  We set up two studies immediately.  In one we compared the effect of different doses of haloperidol and found that ten milligrams was as effective as twenty or thirty mg.  In the lithium study we were trying to push up the upper end of the blood level. There was little data about levels of 1.5 and 1.7mEq/l, and so I tried to do a study where patients were randomly assigned to stay at a lower level or increase to a higher lithium level. It soon became obvious that we had influenced people, when the attending staff started to increase the levels of lithium because they realized that if acute manics are treated at around 0.8 to 1.0 mEq/l they will not do as well as if treated at 1.5.  Also, if you cut down the amount of Haldol, patients feel better. We had started this already in California. I also went back to using Sodium Amytal (amobarbital) to treat acute mania.

LH: That was the old treatment, 500 milligrams. 

GS: Yes, four times a day and that was because we saw patients where I could not decide whether their illness was getting worse or if the treatment was making them worse.  So I stopped using neuroleptics to treat acute manic patients.

LH: Now, on a different topic, there’s a Simpson-Angus scale for rating involuntary movements.  How did you happen to get into rating scales?

GS: Part of that was that all antipsychotics we had produced Parkinsonism and in looking for newer and better drugs, I thought it might be easier to quantify the side effects than the psychopathology.  That was a correct assumption.  In 1964, we published a scale where we showed there was a correlation between EPS and negative symptoms.  We also showed that too much EPS resulted in overall behavioral ratings going down.  These were all very small sample size studies. We knew nothing about power statistics in those days.  We went on and developed this scale but it had some flaws in it. I tried to use gadgetry to circumvent that but it did not help and so we went for a clinical rating where we could do comparisons of treatments and identify new agents. We included items we thought easy to measure and also items like glabellar tap since we saw a patient who developed this sign on antipsychotics but not on placebo. We did a study to look at individual differences in EPS. We took a group of patients and increased their trifluoperazine every week until they reached a quantified amount of EPS on the scale.  A rather heavy patient got 20 mg and met this minimal criterion.  Another patient got 500 mg and never met criteria. We took everyone off medication and on resuming it we showed that patients needed the same doses to meet criteria from the first trial.  This was also true for weight gain.  We looked at relative potency of drugs.  Eventually, when Scott Angus was there, we published it as a monograph.  There were five papers in that monograph, all related to EPS including controlled studies of handwriting as a guide to dose and studies that showed low dosages of drugs worked as well as higher dosages.

LH: Anybody with a name like Angus must be a Scotsman, huh?

GS: Yes. Scott Angus was from Edinburgh.  He went to Canada and I’ve kept in touch with him, but he hasn’t been involved anymore in research. An anecdote I remember; I was having lunch with him and there was a group of New Jerseyites, who were drinking J & B Scotch before lunch. The barman lined up the glasses and poured.  I said, “I can’t understand why Americans drink J & B”. Scott said, “Don’t knock it.  It’s not bad at 9:00 o’clock in the morning.”  He was a good lad, a very good clinician and he wrote very well.  So, I was very sorry when he left, but we had a few good years while he was with us.  

LH:  In recent years you’ve been associated with treatment and complications of treatment in schizophrenia more than with any other single topic.  Is that your perception?

GS: Right. It was always an interest of mine and as fewer new drugs came along, both psychosocial treatments and side effects of antipsychotics received more attention in outpatient research.  I also had an interest in lower dosages.  We did studies in the 1960’s, looking at sub-clinical Parkinsonism as a measure of dosing and I think that was a valid concept. We had the era of very high dosing but low doses of antipsychotics are efficacious and PET studies from the Karolinska suggest that five milligrams of Haldol gave you eighty percent occupancy, a dose that Haase suggested many years before. Then we looked at clozapine in the 1970s, and immediately recognized it was different from anything we had studied previously.  We also realized that the rate limiting step in dosing any drug was EPS but the question arose how do you find the dose if the drug didn’t produce EPS.  After that we looked at other atypical antipsychotics, and then I participated in the Treatment Strategies Study which was essentially a dosing study compared to a psychosocial treatment. That was an interesting study, which took about eight years. Now I have a clozapine dose response study going on. Already the doses of clozapine are creeping up so we are comparing a hundred, three hundred and six hundred milligrams of clozapine in treatment resistant patients.

LH:  If you want to draw blood, I’ve got a lab where we can measure levels for you.

GS: Well, we’re looking at blood levels and someone else has a supplemental grant looking at muscarinic receptors and cognition in that group of patients, so I feel happy still working in schizophrenia.

LH: You’ve had quite a career and now you’re about to resume it back on the West Coast and no doubt you have many productive years ahead of you.  Do you think we’re going to get another grand step forward in the treatment of schizophrenia?

GS: Yes, I do. I would like to think it will come prospectively and not serendipitously, but some things will come from imaging, neuropsychiatry and genetics.  But there will need to be a big step forward in terms of understanding more about the illness.  If prenatal factors are involved, then prophylactic action could be helpful, such as good obstetrics.  In 1939, probably for the first time in history, the people in Scotland were fed properly; because of the war and food rationing women got bigger and so did pelvises.  So, good antenatal care and obstetrics will help. Birth trauma is down and nutritional status has improved.  Hopefully, viral infections will be reduced and genetic research increase.  I suspect we will reach a point soon that a drug like clozapine could be used early in the treatment of schizophrenia.  We need earlier intervention and more specific treatments for different kinds of schizophrenia. I think the antipsychotics have improved outcome by preserving affect and permitting patients to live outside hospital.  

LH: We’ve made a lot of people better, but not well.  Well, George, I wish you a lot of luck in your venture back in California.

GS: Thank you very much.

LH: And, probably before this historical session is over, we’ll be calling on you to follow up with another interview.

GS: Thank you.

( George M. Simpson was born in Derry, Pennsylvania in 1926.





