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GEORGE R. HENINGER

Interviewed by Thomas A. Ban

San Juan, Puerto Rico, December 2003

TB: This will be an interview with Dr. George Heninger( for the Archives of the American College of Neuropsychopharmacology. We are the annual meeting of the college in San Juan.  It is December 7, 2003.  I am Thomas Ban.  Let’s start from the very beginning.  Would you tell us when and where you were born, brought up and something about your education?
GH: Sure.  One of the psychological threads through this was that both my mother and father were strong Mormons when they got married. My father had been raised as a farmer, but sort of discovered education; so he was going to school intermittently as he was farming. He met my Mother and they got married. After he finished college, my father went to the University of Chicago for medical school.  So my brother and sister were born in between there. I was the third child, born in California during internship in Los Angeles County Hospital.  There was a polio epidemic at the time.

TB: What year?

GH: 1934.

TB: ’34. 

GH: They eventually went to Phoenix for a little bit of private practice, then back to Salt Lake City  for a couple of years, where my younger brother was born, and ultimately we moved to Provo, Utah, where he became superintendent of a mental hospital, a position he held  for the rest of his life.  And that’s how I essentially was raised from the age of 5 until I went off to college.  The reason for choosing psychopharmacology came from maybe two or three dimensions.  My father studied with Ralph Gerard in Chicago, but had to feed his family, so he gave up research to practice but he was always going on about how important research was.  So that was always in my head.  As a senior in high school I had a project on antibiotics.  They had just invented penicillin and streptomycin. So it was a miracle story of drug discovery and application.  It saved a huge number of lives.

TB: This would be in the early 1950s. 

GH: Yes, that would be 1953.  The idea that you could do research on the way chemicals altered body function was a major issue.  I went to the University of Utah in 1953.  I was going to be a PhD biochemist, and I came down with rheumatoid arthritis as a freshman, which threw me off the schedule.  I couldn’t make all the classes.  So, instead, I just went to three years of college and then right into medical school.  And they let us do that in those days.  

TB: So, three years of college and then medical school.  

GH: In medical school, I started off in the laboratory of Dixon Woodbury.  So the Goodman of Goodman and Gilman was there, and Dixon Woodbury was a major player.  And we studied the effects of carbonic ion hydrases in anticonvulsants.  That was my first study.  And I worked in his lab all three summers that I was there, which got me started.  I did well in medical school, so I was able to get the best internship from our class, which meant you could either go to Hopkins or to Boston City Hospital.  I picked Boston City Hospital because at the time I had just started reading a few papers, maybe some of yours, in psychopharmacology.  So it kind of came out of anticonvulsants that I went into psychopharmacology.  And I choose Mass Mental because of Al DiMascio and Gerry Klerman.  So I specifically targeted Mass Mental after my internship for training.  And as a matter of fact, I worked all three years with Al DiMascio and Gerry Klerman on their clinical neuropsychopharmacology research unit.  I also did my clinical training; I was a chief resident there.  And that launched me on a career of clinical neuropharmacology.  I had two years in the government because of the Vietnam War and public health service, and I was at St. Elizabeths with Fritz Freyhan for one year, and then I was at the Clearing House for Mental Health Information Center for a year.
TB: You worked with many distinguished people in the field.  

GH: Well, the one I miss the most is Al DiMascio.  He was a unique character.  I’ve never met anybody like him before or since; very gregarious, robust, Italian, overweight, unstoppable.  He didn’t have a PhD. when I started working with him.  He got that a little bit later.  But he had the idea that you could use drugs in healthy humans, look at their behavioral profile, and then you could predict what those drugs would do in illness.  We were using, and that was 1960, some of the first neuroleptics and antidepressants in the country. Mass Mental Health Center where I trained was very, very analytic.  Gerry Klerman sort of straddled the boundary.  Al didn’t get caught up in the politics or anything.  He just went ahead with his research and submitted applications for grants. I couldn’t think of a better person for a young investigator to work with because he was so giving.  I attended the ACNP meeting in 1961 with Al.  I think it was about the second meeting.  He always took me there.  And he would include you in his research. I did the legwork in Gerry Klerman’s and Al’s study in which they gave some drugs to healthy subjects.  In one study by accident they got a bunch of athletes from Tufts, and a bunch of bookworms from Harvard, and they found different responses.  So they thought that personality affects response to drugs. What they found was that athletes that were mesomorphs and very active would not enjoy sedative-type side effects, and that the leptosomatic, skinny, bookworms, wouldn’t mind being sedated.  It kind of came out that way.  But we gave 400 mg of chlorpromazine orally to young men, and they went to sleep on the floor from it. It just knocked them right out.  The idea of another study we did was that desipramine was quicker acting than imipramine because it was de-methylated. And we compared the pharmacological profile of the drugs in normals, and what showed up, was, the anticholinergic effects of imipramine. Dry mouth and all of the anticholinergic effects were prominent with imipramine.  So that gave me a good start.  Mass Mental at that time was the premier residency training in the country, academically.  There’s no question about it.  There, ahead of me was Eric Kandel.  The year behind me was Herb Meltzer.  In my year, it was Dick Shader.  So it was just the place to be.  Dick Shader ran the first comparison between drugs and psychoanalytic psychotherapy at Mass Mental at that time.  Joe Schildkraut was there.  So I worked with Joe Schildkraut for a whole year. It was a real good starting point.  The institution itself did not support research much.  You had to do it yourself.  I wanted to work with these guys.  Greenblatt was there.  So you’d just go over there and work.  The training program itself was analytic totally.  It didn’t have any research component to it.  Anyway, that set me up with better credentials so I got a good spot at St. Elizabeths with Freyhan.  That was a little harder.  Freyhan had, in my opinion, more fixed ideas.  It was more of a European, a little bit more authoritarian than I was used to.  He would sort of tell you what to do. He’d have categories of paranoia that were very important; to me, all the paranoia was kind of the same.  For me it wasn’t important one kind of paranoia, but for him it was. I got started with Louise Speck there who was doing research with cerebral evoked potentials. The first person ever to do that kind of research was Charlie Shagass, a member of the college.  Louise Speck had the first computer used in electrophysiologic work. Anyway, we did evoked potentials in schizophrenics with light flashes. 

TB: So, this research was done at St. Elizabeths?

GH: At St. Elizabeths.

TB: So, you did research with cerebral evoked potentials with Louis Speck while you were working with Fritz Freyhan at St.Elizabeths?  Did you work also with Joel Elkes while there?

GH: No.  He was sort of the mentor of the whole thing.
TB: I see.

GH:  Bunney and Davis and Shildkraut get credit for the monoamine theory of depression, but really it came from a guy named, I think, Dale Friend, who worked at Peter Bent Brigham Hospital.  It was just across the street.  He was an endocrinologist, and he gave these guys the idea that depression might be related to low metabolism in the norepinephrine system.  They didn’t think that up.  He thought it up, and that’s how the idea of the monoamine hypothesis of depression came.
TB: I see.  

GH: So I worked at Mass Mental in 1957. We were doing rating scales on depressed people on the ward, and that was my job.  And when Max Hamilton came as a visitor we met him and asked him about his scale. It was amazing that Max made this scale up out of his back pocket just by talking to patients; he just wrote down stuff.  And to this day, it is his scale that huge pharmaceutical companies use.  Max just made it up in a coal town interviewing depressed people in England, and it stuck.

TB: Did you use the scale extensively at St Elizabeths the time you worked there?

GH: Well, I did it in most of the patients at that point.  And, then I went over to work at the National Clearing House for Mental Health Information for a year and ran the Psychopharmacology Abstracts and things like that as a sort of bureaucrat.  We also sent out surveys to find out whether people read the Abstracts and things like that.  Then I got a job at Yale through Gerry Klerman, who had then moved to Yale; he was staffing a research ward and hired me and Malcolm Bowers to run the research ward.  I wrote a grant while I was still at NIH.  You can’t submit it while thee, but you can write it. I wrote it on evoked potentials in schizophrenia; and I got the grant.   And because at Yale there were some people who had a bigger computer by now, I got a tape recorder that I could use for the recording the evoked potentials and then took it to the computer and processed it.  
To give history a flavor of the way things were at that time, grants were much easier to get.  My old mentor, Eugene Bliss, from Utah, was on the committee that reviewed my application, and he said to me, well, I didn’t think it was a very good idea, but you’re a smart kid so we thought we’d give you the money.  And it wasn’t a good idea, because I was going to do somatosensory, visual and auditory evoked potentials in patients with somatosensory, visual and auditory hallucinations.  Well, you don’t find people with somatosensory hallucinations.  They don’t exist, you know.  And, few visual hallucinations are seen in schizophrenia; mostly all hallucinations are auditory.  So, what actually happened is, I started doing those, and I actually ran my own lab at that point.  
One thing that had happened down at NIH, Louise Speck had gotten into spectral analysis of EEG, and I had some data from that which I wrote up and tried to publish. In the meantime, I had set up my own system to acquire EEG and do spectral analysis.  And the results that I had from her didn’t fit with what I was seeing. It sort of brought home the point that you’ve got to do it yourself if you really want to trust the data.  You know, you’ve got to know where it’s coming from; you don’t see anything in the spectral analysis you can’t see with your naked eye.  All what spectral analysis does, it magnifies. We did evoked potentials in schizophrenics when they were sick and then gave them chlorpromazine and they got a lot better.  Nothing changed on the evoked potential.  It stayed the same.  The thing that I stumbled on was with manics was that they didn’t respond well to chlorpromazine.  It was just about the time that lithium became available.

Lithium was first given at NIH in 1961. There were two wards at NIH:  the John Davis ward and the Fred Goodwin ward.  They were two competing wards.  And both Davis and Goodwin gave lithium to their patients and both reported to Kety at the same time their findings. It was funny that the two guys were so competitive, that they reported it secretly.  They wouldn’t tell each other what had happened.  

This was the year before I moved to Yale and since chlorpromazine didn’t work as well I decided to use lithium in our subjects. So, this was the first time that lithium was used in Connecticut.  And it made a profound change in the evoked response. So, I spent the next four or five years showing that the evoked response to lithium on the EEG would give you a quantified measure of the effect of the drug on the physiology of the brain. 

TB: So, you studied evoked potentials with lithium?

GH: I only published a little bit of that data because I felt that my data were not perfect.  We had patients talking to you with Δ-waves in their EEG.  I mean, they would be in Stage III and IV sleep, but they would be sitting there talking to you, because the lithium would give you those huge slow waves.  One of the unusual things lithium produces is an increase in the early somatosensory response.  I thought, well, I could investigate that in animals.  So I set up another lab for research with animals.

TB: Did you have any training for working with animals? 

GH: No.  I had used people only before, but I was in a very rich environment. The Connecticut Mental Health Center just opened up and there was a lot of money infused. Their research ward was free care, so that was a big thing. And then several labs were opening up. To this day it is an extremely rich training environment for young investigators. John Flynn was the director at that time, and he had a lot of animal experience.  Mike Sheard was there, and he had also animal experience.  So we collaborated, and ended up putting electrodes in the brains of rats, cats, and monkeys.  I did work for several years with implanted electrodes to see if we could get an idea of what lithium is doing by looking at evoked potentials, and levels of lithium. Probably, in terms of my career, it was when I had the most energy; I was young and ambitious.  It ended up for me not being that productive because I couldn’t get down to the specificity I would have liked to.  I needed biochemical with the physiologic measures.  I got very disenchanted with evoked potentials, because we stuck in electrodes on the cortex, and if you moved the electrode 1/8th of a millimeter, the whole potential would invert or get bigger or smaller and all the huge amount of information was lost.  I even got to the point of trying to record single units in monkeys, but that was technically so difficult that I gave it up.  And a new approach was sort of emerging at the time.  During this time, maybe for 10 years, I was unit chief on the research ward. At a certain point in time I switched from physiology to pharmacology in my research.

The strength at Yale was Nicholas Giarman and Danny Friedman, who in 1957 set up the biologic sciences training program.  That program is still present.  George Aghajanian was trained under that program.  Floyd Bloom was there under that program.  And that program was classic neuropharmacology.  All the principles of pharmacology applied to the brain, and it was just straightforward and extremely productive.

TB: After you switched from physiology to pharmacology what did you do?   

GH: We started to have ideas about specific compounds targeting specific receptors. That was when we wrote the paper Monoamine Receptor Sensitivity in Antidepressant Drugs and things like that.  And, then, it happened to be I was lucky enough to have a number of young very energetic people come in, Dennis Charney being one.  And we did a whole series of studies using the best drugs we could obtain to probe the different transmitter systems, e.g., GABA, the monoamines, etc.  And that was very productive.  We also studied the effects of tryptophan depletion.  
TB: I suppose we are now in the 1970s?

GH: We’ve gotten up into the late 1970s, and early ‘80s.  I must say that was an evolution for me to get into classical neuropharmacology. By that time I had become Director of the research facilities, both the lab and the ward. And, then, the notion of receptor subtypes started to come up; that brought us to the molecular level. Then, we went out and recruited John Tallman and Dorothy Gallagher from NIH to strengthen our molecular investigations.  A study was designed to look at receptor subtypes in the benzodiazepine system and develop drugs for that.  

I was, at Yale for 13 years Chief of the Research Ward, and then I was another 13 years Director of the Research Facilities. There was a lot of politics of trying to keep your funding up and things like that. 
In 1960 when I graduated, I bought a few books on psychopharmacology; there might have been four or eight books on psychopharmacology altogether. That’s all there were.  You didn’t have to worry about the size of the literature.  It was that big.  You could hold it.  There were some far-flung, some futuristic  ideas of being able to specifically alter mental function, almost like smart bombs do in war, to target exactly.   

TB: It was thought that we will have drugs that work as keys in their locks.

GH: Yes, exactly, and with real specificity.  That dream is still present as the central goal of neuropsychopharmacology, and to some degree we have moved in that direction with the SSRIs. They don’t have the side effects that tricyclic antidepressants do, and we can get about the same efficacy.  Since we don’t know the pathophysiologic pathways in mental illness, we don’t target exactly the abnormality, as in diabetes or some other diseases. It was for getting there that we started at Yale research with Tallman, who brought in Nestler and Duman, at the molecular level. It was a movement toward a more fundamental understanding of the processes involved in psychiatric disease. For many years we haven’t made a lot of progress but in recent years   we’ve made progress on learning about cell loss and things like that in both schizophrenia and depression.  It’s still not clear why that’s happening, why stress produce neuronal loss. Then, in 1993, I turned over the leadership to Eric Nestler, and Nessler was there for awhile and then in the last four years or so, Ron Duman has been the Director. I’ve moved into having more teaching activities.  

TB:  Now, let me ask you: what would you consider your most important contribution?

GH: It would take somebody independent to judge this.  I think my greatest contribution is in training people. We have 6 people that are chairmen of departments of psychiatry that trained on my unit.

TB: Who are they?

GH: Well, Dave Kupfer is the first.  

TB: Who are the others?

GH: Tom Uhde, Eric Nestler, Chris McDougel, Pedro Delgado, Steve Bunney, Mark Gold, Larry Price, Wayne Goodman, John Krystal  and Dennis Charney.

TB: Would it be correct to say that you feel, that, your most important contribution was training these people?

GH: My major contribution is sort of like of a housewife.  I defended the research unit against encroachments from the state, because they were going to shut it down.  I recruited a pretty good team of people.  And then we sort of set up a milieu, an environment, in which they did very well.  So, training is the best thing I’ve done.  I would like to say I’d discovered something fundamental…
TB: Did you have a clinical practice?

GH: In residency I was a Chief Resident on a regular unit, and I did a good job.  And I had 6 trainees under me, and we did a good job there.  With Dr. Freyhan I ran a clinical unit.  And when I came to Yale, for 13 years I ran the research unit. We always had three residents on that unit every year.  That’s where a lot of the trainees came from.  Ken Kendler trained there.  So there were some big names that came through there.  And we took care of the patients on the unit. I had a little private practice too. I had some patients; not a lot. I spent 10 to 20 hours with patients weekly. 

TB So you combined teaching with administration, research and clinical work. You have also published quite a few papers.

GH: Yes. There’s a few more in the box that never got out.  

TB: What was your first publication?

GH: The first one was probably the one we did with Louise Speck on cerebral evoked potentials in schizophrenia.

TB: When was it published?

GH: That would be in 1964, or ‘66. Let me correct: the first one was probably not that but the one with Al DiMascio in which we compared in normal subjects imipramine, desipramine and an imipramine-desipramine combination.

TB: What did you find?

GH: Well, the biggest finding was sedation with imipramine.  

TB: And as you said early the desipramine subjects did not have anticholinergic side effects. 

GH: Well, with imipramine, it was just sedation in normals. And, of course, their tapping speed would slow down.

TB: Did you measure also perceptual changes?

GH: We measured psychomotor changes but did not use perceptual tests.

TB: Didn’t you carry out also another study in normal subjects?

GH: Well, I did another one with DiMascio. We studied relationship between personality and drug effects. We gave trifluoperazine and chlorpromazine if I remember that right and some of the leptosome people developed EPS.  I remember we had dystonia in one kid; he was a skinny kid.  It sort of interested me, because I haven’t seen as many fat people get dystonia as I have skinny people.

TB: Was the dosage in the study adjusted to weight?

GH: No., it was just a straight out dose.  We just gave them so many milligrams.

TB: So you co-authored your first a paper with Al DiMascio?

GH: Well, Gerry Klerman was also coauthor.  The effect of personality on response to drugs was a pretty big study; it was hard for me without any prior training to do the data analysis and the statistics.  So that was like all new to me and Al was the only one I could talk to.

GH: Then, you also co-authored a paper as you mentioned with Louise Speck.

GH: We did that one paper with Louise Speck. 
TB: One paper?

GH: One, and then another one that never got accepted.  I eventually found out that the data were wrong.  The numbers we had did not jive with what everybody else had seen in schizophrenia. .

TB: Didn’t you publish your findings with lithium?

GH: Well, I published some findings as a single author. I did the whole thing.

TB: This was the evoked potential study with lithium. Could you tell us more about that study?

GH: Well, you give an electric-shock on the wrist and that goes up and gives you an evoked potential.  And in about 20 milliseconds there’s an early negative wave that is followed at about 25 milliseconds by a positive wave. If you give a barbiturate, the response does not change. At the time, I thought that was pretty profound.  Now I know that it’s not as profound.  The EEG slowing even if not as specific, it is more sensitive.  We did studies where we gave people placebo, then lithium, then placebo again, and then we administered psychometric tests. We were able to correlate the EEG changes with the psychometric changes.  What it boiled down to was that lithium produced slowing of psychomotor performance. But if you look at depression, that does it too; depression will slow you down.  You don’t perform as well.  And we were able to dissect out the lithium effect from the depression effect. Another thing we found out that rodents, don’t metabolize lithium the way humans do.  There are big, huge differences.  So a lot of the work we did with lithium on rodents is un-interpretable. Cats are a little bit closer to human in metabolizing lithium than rats, and monkeys are even closer than cats. Still, there were times when we had very high lithium levels in monkeys and no evoked response changes.  It had to do something with water balance, because when we hydrated the animal, then the evoked response would get bigger. I gave up trying to figure it out. That was the time I shifted from physiology to classical pharmacology.  It was hard to give up a career, sort of, in evoked potentials. Later on it was not hard to switch from neuropharmacology to molecular biology; they’re the same.  Another point is that our residents don’t use lithium very much anymore.

TB: What are they using instead?

GH: Valproate.  Valproate has been advertised and proposed by lots of people.  All the speakers come around and talk about valproate and they don’t talk about lithium.  I think there’s a spectrum of illnesses within the bipolar group of diseases and lithium has a proven track record in some of those illnesses. It’s true that it has also a lot of bad side effects; worse than valproate on average, just taking everything in.  I think the problem is that there’s times when you need to use lithium, and young people are scared of using it because they’ve never used it before. Another problem is that they do not like to monitor the blood levels. So, they would rather not measure blood levels and use valproate.  But there are some people that do much better on lithium.

TB: You did quite a bit of research in depression.

GH: Yes. I chose depression because the people get better with treatment.  Schizophrenia, in the classic sense is a neurodegenerative disease.  It’s like Alzheimer’s.  I mean, nobody gets better from Alzheimer’s.  They stay that way.  If you don’t have the neurons, treatment is not going to work.  But people can get 90% better from depression.  I don’t think they get 100% better, but 90% is pretty good.  So that meant that there was a process, a biologic, metabolic process going on that was present before and not present after treatment. I had a patient who cycled every other day; one day he was depressed and the next day he was totally normal, or a little bit hypomanic. He would do that for a month.  When he was depressed he had all the classic melancholic signs, and then within 24 hours he would be like normal.  That was written up in a paper that was published with Kupfer. It was the first paper that Kupfer published from our unit. 

TB: What are your current activities?

GH: I have a training grant.  I’ve had training grants all the way. The one I currently have is for putting the neurobiology of psychiatric disease on the Internet in such a way that it’s usable by medical students and residents.  We’re designing a participatory program that gives them a score from which we and also they know how well they do.

TB: What about research?

GH: I’ve shut my lab but we have just looked at cytokine levels in the CSF in OCD.

TB: Have you been involved with any research with drugs lately?

GH: The last one we did was a study of ketamine, an NMDA blocker in depression. We got good results in a small sample, but nobody has replicated it.

TB: When was it published?

GH: Two years ago. Bob Berman who did it moved to Pfizer. We keep losing all our people.  

TB: Is there anything else relevant to research in psychopharmacology you would like to tell us?

GH: I guess I would say, to have on the tape, the importance of participation of young investigators in the ACNP; to get the young people involved.  They had been major changes taking place in research over the years. I got involved in research in 1961 and I remember that I had to submit my research proposal to Daniel Funkenstein at Harvard.  To do our study, I had to take a piece of paper and get him to approve.  It really upset me that some other guy would have to approve our work, as though we were going to try to hurt people or something.  Now, that has become an industry at this point.  People now are going into ethics as a specialty.  And also the FDA regulations have changed.  We used to be able to get hold of drugs from the companies and give them to subjects in our research. Now, the independent investigator is caught between a huge pharmaceutical company that won’t give you neither any information, nor access to drugs, and the FDA who won’t let you do anything until you get all the data on the toxicity of a new compound.  Toxicity studies for a drug costs over a million dollars. So the use of novel compounds in clinical psychopharmaology by independent investigation has almost stopped.  It has just stopped.  Because of those two factors some pharmaceutical companies that were liberal initially became so conservative that they wouldn’t give us access to any compounds.  So some ideas sitting around are at leas15 years; 5HT1A receptor agonists have still not been used in depressed people. 

TB: Let me switch and ask you about your activities in ACNP. Do you remember the first meeting you attended?

GH: I came to the first meeting in 1961, with Al, as I told yiu and then I came in 1964 or ‘65 again and intermittently thereafter

TB: When did you become a member?

GH: I became a member in 1980 or something like that.

TB: Have you served on any of the committees?

GH: I’ve been on the Credentials Committee a couple of times.  And I’m on the History Committee now; and on the Ethics Committee next year.  I think those are the main ones.

TB: I just have a couple of more questions to ask. Is there anything you would like to see to happen in the field in the future? 

GH: What I would like to see has already happened, and I’m totally amazed.  You can go on the net now and get the original publication quicker than you can get it out of your own library.  I mean, I can get an article from the archives of neuropsychopharmacology quicker on my desk than I can go downstairs and go through the journal and pull it out.  And it can be filed on your computer and accessed later.  So I think the information transfer is a miracle. It has really changed the world.  It’s instantaneous.  The journals are a little slow.  Their archives are slow.  But, you know some of the neuropharmacology and biological psychiatry journals are speeding up their review process. So, that’s good. In general the papers could be shorter but the information in papers larger, so that you could read the paper and get to the point sooner. It would also be good if the raw data, the actual numbers that form the basis of the paper would be available for your computer.  So you would upload that and you could do your own analysis on the information. That step is not quite yet taken.

TB: Anything else?

GH: Oh, well, yes.  But they’re all fanciful.

TB: Tell us.

GH: I would like to see an organization that would be above the FDA that would have health as its main concern, not just the regulatory issues, and that that organization would be able to order the FDA to give individual investigators access to proprietary information that is on file with the pharmaceutical companies.  So, if I want to get an individual IND for any drug I should be able to get all the information on it. You know, there are lots of things that just shut the individual investigator out, and I think that has really injured the rate of progress in research. I would like to see also an organization that forces all clinical studies to be public domain information. The pharmaceutical companies conduct extremely expensive and sometime dangerous studies, and none of that data is ever available to the public, to anybody.  It’s locked away.  And there are children who are getting pharmacologic trials, little kids, and if the drug isn’t effective, none of that information is available to any investigator, to anybody else.  It’s invisible. 

TB: These are important issues.

GH: It’s essentially an industry that is polluting the environment.  And if you do that in a steel mill and you kill people with smoke, it’s against the law. Yet, the pharmaceutical lobby will squash any attempt to change the system.  So there needs to be a new organization that rewrites the law in order to make all the original information public. The information has already been obtained, it’s already there. But you can’t see it.

TB: Do you think ACNP should get involved in these issues?

GH: The ACNP has been unable to change this problem.  I’d just put a plug in for the ACNP.  The ACNP is not as important in some areas as it thinks it is, but it’s more important in some other areas than it thinks it is.  The Society for Neuroscience is a much bigger organization, and it produces humongous advances. There are 30 to 40,000 people in their meetings and not just hundreds as we have here. I would think the ACNP could do a little bit better by sort of enlarging itself to a little on the model of neuroscience.

TB: On that note we should conclude this interview with George Heninger. Thank you, George for sharing this information with us.

GH: Thank you.
( George R. Heninger was born in Los Angeles, California in 1934.





