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ALAN FRAZER

Interviewed by Stephen H. Koslow

Scottsdale, Arizona, December 9, 2008

SK: We’re doing an interview right now with Dr. Alan Frazer.(  It is December 9, 2008.  We’re in Scottsdale, Arizona at the Annual Meeting of the American College of Neuropsychopharmacology.  Dr. Frazer is currently the Secretary of the ACNP and is doing a marvelous job, but I’ll let him tell you about the rest through questions and answers.  Good morning, Dr. Frazer.

AF: Good morning, Dr. Koslow.

SK: I think we need to start at the beginning.  So, where were you born?

AF: I was born in Philadelphia, Pennsylvania in 1943 in a hospital.

SK: Excellent, a good place to do that.  What would you say were significant events in your childhood that led you to take this career of Neuropsychopharmacological Research?

AF: Somewhere around eleven, twelve or thirteen, I read a book called The Microbe Hunters.  I believe it was by somebody named De Kruif and, clearly, in retrospect, it just fascinated me. It   was mostly about microbiology and the people who made the discoveries of many of the bacteria that were causing diseases.  I thought it was so neat, the way they lived their lives. Fortunately, I guess, even at that time, science classes in mid-level school and high school seemed fairly easy to me, so that combination made me think about a career in biomedical science.  I didn’t know what area of biomedical science, but I was stimulated by that book and, then continued in that vein.

SK: So, you sort of came into being at the time when drugs first started to be used for mental illnesses? Did your training occur in any unique way that brought you into psychopharmacology, or did you, at first, take a broader approach to education?  Where were you educated?

AF: A good question.  Based on this idea that I wanted something in, perhaps, biomedical science, I went to the Philadelphia College of Pharmacy and Science for my undergraduate degree, which was in chemistry, not in pharmacy.  One of the advantages of being in that school was, at that time, and perhaps even today, it was the only undergraduate school that had pharmacology as a discipline in a pharmacy school.. Although I couldn’t take pharmacology as a chemistry major at I was able to modify my curriculum in a way that allowed me at least to take physiology.  Clearly, the best lecturer at that school was the chairman of the pharmacology department, G. Victor Rossi.  And, while I didn’t take a pharmacology class with him, I was able to do undergraduate research under his tutelage on LSD and I thought that was pretty neat.  So, at that point, I decided to go for a doctorate in the biomedical sciences. I had taken by then biochemistry and physiology but I thought that pharmacology sounded like a pretty neat discipline and decided to get a PhD in pharmacology. I applied to a number of schools and got accepted into the University of Pennsylvania.  Again, being from Philadelphia, it was easy for me to go there. So, I went to Penn, which is where I got my degree in pharmacology, but nothing dealing with brain function.  My thesis work had to do with the effects of thyroid hormone on the heart.

SK: That’s a big jump from the heart to the brain.  What was the significant event that got you working on the brain and on the effects of drugs on the brain?

AF: I thought you’d never ask!  The significant event was that I had a post-doc position lined up for Mass General at Harvard with an eminent biochemist whose research, if you want to put it into a clinical perspective, was cancer. I was planning to start in the late spring of 1969, but I had married in 1968 and as soon as I returned from my honeymoon my father was diagnosed with cancer.  It was pretty bad colon cancer.  It had metastasized and it was clear he was not going to make it.  I was an only son, who just got married and here was my mother living in Philadelphia, with her husband in a very difficult situation.  I felt very uncomfortable leaving the city at that time.  So, I made a decision.  I called the scientist in Boston, who was going to be my post doc mentor and explained the situation. He was a real gentleman and understood completely, even though he had held a project for eight months for me. I told my graduate student mentor that I wanted to stay in the city and if she heard of any available job to let me know.  Shortly thereafter, a young man came around who had been hired to develop an affective diseases research unit in the department of psychiatry at Penn and said he wanted a PhD scientist who could help them with analytical methodology to measure things in patients, and also develop a pre-clinical component to his program. I asked my mentor if she knew anybody and she said she did.  And I remember saying to her, I don’t know anything about the brain and she said, you don’t know anything about cancer either, but you’re a scientist and you will do okay.  And that’s how I got into neuropsychopharmacology.

SK: Who is that mentor you went to work with?

AF: Well, it wasn’t really a mentor relationship. The head of that research unit was somebody originally from South Africa who had spent time in North Carolina as a resident. His name was Joe Mendels.  He was in charge of the Affective Disorders Research Unit, which was centered in the VA Hospital on the campus of the University of Pennsylvania.  Many people around the country have in addition to their academic appointments also appointments in the VA, and that was helpful to me throughout my career. By being in the VA, I was able to get VA grants, as well as NIH grants.

SK: The field, when you first entered was pretty young. How would you describe it at that time?

AF: This was in the early 1970’s, and I would say it was in the 1960’s, and the late ‘50’s, when many of these new psychotropic drugs were becoming known.  They were all discovered by serendipity and the 1960’s were really spent, in my view, trying to understand their clinical uses, the doses, the kinds of patients most likely to respond, side effects, etc.  That was the clinical side.  The pre-clinical side was obviously focusing on how they might act.  Around that time, the biggest emphasis was on the discovery these drugs had prominent effects on biogenic amine systems.  Particularly the antidepressants, which I was interested in, in different ways they seemed to enhance noradrenergic or serotonergic function.  So the big emphasis at that time was attempting to understand what these drugs were doing acutely, to serotonin and norepinephrine.  Did they have any effects on dopamine?  Obviously, theories arose at that time about the illnesses themselves, which I’ve often thought were a little simplistic in the sense that if the drugs did this, then, the disease must be due to that.  Nevertheless, the data were substantial about the acute potent effects that these drugs had on transporters, monoamine oxidase, etc.  There was a lot of enthusiasm also from work being carried out at the Karolinska Institute where they were able to visualize the biogenic amine systems in the brain using fluorescence histochemistry.  So a lot of the best and brightest were trying to understand brain function. Techniques were becoming available, which historically we may look at as being sort of not all  that sensitive, specific or sophisticated. But for the first time in history, a variety of fluorescent techniques were becoming available for measuring brain function to an extent we could not do previously.  There was a tremendous amount of excitement around that.

SK: So, to some degree, you were one of the first translational scientists to come along to bridge basic and clinical research in mental disorders.  What was the first hypothesis that you tested?  What were the first experiments you thought about doing to investigate the underlying mechanism of the action of these drugs and of the disorders they were used in?

AF: It’s interesting you mentioned the translational aspect, because as a PhD member of this Affective Disorders Research Unit, we had to attend research rounds weekly and one of the things that was being investigated, not so much in our research unit, but in the field at the time, was whether adjunctive therapy of treatment non-responders with thyroid hormone could enhance the effect of a drug such as imipramine.  Data were being published that this seemed to be so; a certain number of non-responders could be converted to responders or that the onset of the antidepressant effect could be shortened. Nobody seemed to know why.  At the time it was felt, as it is today, that imipramine, by blocking norepinephrine uptake, could enhance the effect of norepinephrine at alpha or beta noradrenergic receptors.  It was thought that thyroid hormone might sensitize ß-receptors to the effect of norepinephrine. From my going to rounds, weekly, I had this epiphany that patients are not treated just once with a drug but multiple times, often for weeks if not months, so if was going to design an experiment with imipramine that might have clinical relevance I should treat the animal more than once.  When I went to the literature, and this was 1971 or 1972, to find a protocol for treating an animal with imipramine, a drug that had been around since 1948, more than once, there was a single paper in the literature. All the others were on in vitro work or giving it once and measuring its effects fifteen minutes or so later.  So, I said let’s give it for five days.  Why I chose five days was that it didn’t involve a weekend.  So I thought, let’s treat the animals with imipramine; let’s treat them with thyroid hormone; let’s remove their brain and measure the ability of norepinephrine added to brain slices to increase cyclic AMP, which I had measured for my thesis work. It was much more difficult to measure it in those years then now.

SK: Why cyclic AMP?

AF: Cyclic AMP was known to be linked to ß-adrenergic receptor activation.  So the idea I had was that if I would add norepinephrine to the brain slice of an imipramine treated animal, I would see a bigger increase in cyclic AMP than I would in a non-imipramine treated animal and when I gave thyroid hormone plus imipramine, the increase in cyclic AMP would even be greater, showing a potentiation of the effect. The results were quite different from what I expected; in the impramine treated animal, norepinephrine had a diminished ability to elevate cyclic AMP and the addition of thyroid hormone did nothing.  So, my hypothesis was proven wrong.  The interesting question was why was chronic treatment with imipramine, which was thought to enhance noradrenergic function, not doing so, but instead, diminishing noradrenergic function.  I speculated at the time, in an added note on the proofs to a paper published in 1974, that maybe the chronic overexposure of beta receptors to norepinephrine by chronic treatment was causing subsensitivity and a down regulation of the response.  And this idea was correct.  At that time ligand binding techniques on homogenates for receptors were becoming available, so we used a ligand for beta receptors and showed there was a time dependent decrease in beta receptors after chronic treatment of rats with despiramine. I think we were the second to show it. From my perspective it was not necessarily that down regulation was important in the antidepressant effect, but that we showed, almost for the first time, what we now refer to as plasticity; that chronic treatments were doing different things from acute treatments. Ours was one of the very earliest, if not the earliest, papers showing that you do need to look at what these drugs are doing in animals with repeated administration. The results could be quite different from what you see acutely and that made me think about drugs as sort of insults to the body, whereby the body has a variety of compensatory mechanisms that come into play to try to maintain homeostasis. That has been a theme of mine for the rest of my career, looking at chronic drug effects.

SK: So, in essence, you found the chronic effect different from the acute effect and that was surprising.  How do you deal with the the fact that these drugs are used to treat an illness in humans and that rats in which they are tested are probably not depressed?  How do you overcome this issue?  Do you have an established animal model for depression?

AF: That is a good question. Obviously, if we had an established, well-validated, universally accepted animal model of depression, everybody would be using it.  The fact of the matter is we don’t.  Most of our models are based on stress.  Certainly in human depression there’s a stress component, but that is not necessarily universal.  In terms of looking at the pharmacological effects of drugs, which is primarily what I do, the rationale I use is that effects seen in the normal rat, such as inhibition of uptake or down regulation of beta receptors, are the same things occurring in humans. Often times, when the drugs are given to human controls who are nondepressed, you see very similar effects in the non-depressed and depressed humans. Now, it’s always possible that the illness itself causes biological changes that could alter the effect of the drug, but so far there hasn’t been much data  I’ve seen that substantiates that view.  Instead, the pharmacological effect of the drug seems similar in depressed patients, non-depressed patients and in a laboratory rat, as best as we can measure those effects.

SK:  This first experiment you did was pretty radical in terms of the thinking in the field at that time so I presume when you had your results you were pretty excited about them and presented them at a meeting.  How were the results received?

AF: I don’t recall where I presented them.  It may have been a biological psychiatry meeting.  But, I can tell you where it had an impact and really affected my career, and that was at an ACNP meeting where I wasn’t presenting them.  It was at a plenary session where Fridolin Sulser, who was doing a considerable amount of similar research and a very senior person, got up and was talking about his data and very graciously mentioned he thought some of the finest work in this area was being carried out by me.  And, suddenly, after he finished, people came up to me at the coffee break and asked what I was doing that Fridolin mentioned.  That was great.  I’ve always had a warm spot in my heart, both for the ACNP and Fridolin, because of that;  it shows the importance of having quality people at a meeting where many of the movers and shakers in neuropsychopharmacology attend. But, back to the point you made, I would also say that if I did not attend those rounds, I probably would not have thought about designing the experiment with chronic treatment. Based on my own career I can’t overemphasize how important is to have PhDs truly understand the clinical domain, make research rounds and interact with clinicians to understand the illness and treatment in a way you may not get out of textbooks.

SK: And so, this was your beginning.  Where did it take you?  You’ve had a long and very successful research career, working in the same area, but going in many different directions.  Maybe you could summarize some of the major pathways you’ve taken and the impact they’ve had on understanding pharmacological treatments.

AF:  I’ve always pursued, at the pre-clinical level, a systems approach in terms of long term drug effects on various measures in brain. We have more recently started, in a more serious way, to add behavioral outputs to the neurochemical outputs including immediate early gene expression, but always using drugs in a way that is therapeutically relevant.  At the same time, I’ve carried out a number of studies with my clinical colleagues, primarily dealing with issues of onset of action.  The common idea is that many antidepressants don’t begin to have their beneficial effects for two, three or four weeks after treatment is initiated.  Certainly, their optimal therapeutic effects don’t occur befor four, six or eight weeks, but optimal therapeutic effect and the initiation of a therapeutic effect are different.  Together with primarily Marty Katz and Charlie Bowden, in the follow up to a multi-center study, we found if you look early enough you certainly don’t see optimal improvement, but you do see, in one or two weeks, improvement in some symptoms in patients who ultimately respond after six weeks to different types of antidepressants. That has a lot of not only practical but theoretical implications as to when important pharmacological effects are happening.  So I’ve always tried to go back and forth between the clinical and pre-clinical domains, and design pre-clinical experiments that have  therapeutic relevance.  It has been very helpful to my career working at the translational interface that has long been what the ACNP is all about.  It certainly makes significant sections of grants easy to write and that’s how my career has developed.

SK: From the time you started to do research in the field it has exploded, in terms of the number of people doing research and the number of drugs available.  Who else would you say is doing similar work to yours and what impact did it have on your work?

AF:  People doing work similar to mine are folks like Pierre Blier in Canada and Paco Artigas in Spain, both doing work on chronic effects of antidepressants. Irwin Lucki, who was a post doc of mine, has developed an international reputation in his own right. There are lots of people  looking at chronic effects of antipsychotics and other kinds of drugs, but from my perspective what they were doing is not competitive, but complimentary. For a while I felt I was more focused on the noradrenergic system and Pierre and Paco were focused more on the serotonin systems.  But, then I also moved to work on the serotonin system but keeping an interest in the norepinephrine system.  So I would say these are the major people working in the same area. But there was a whole coterie of people looking at chronic drug effects in all kinds of psychotherapeutic drugs.

SK: Did any of their work have a significant impact on the directions you took?

AF: I don’t know if it was thoir results as much as it was the development of techniques that had more of an impact. For example, moving from homogenate binding to autoradiography, developed by people like Tom Rainbow and others coming out of Bruce McEwen’s lab, made it possible to look for neuroanatomical specificity among antidepressants; that was a big advance for us.  So using techniques that have anatomical specificity is the way we went.  These techniques weren’t necessarily developed by people who were looking for chronic effects.  They were asking other questions but we fairly quickly used their techniques for questions we were interested in.  Now, for example, we use the technique of in vivo voltammetry to look at transporter function in vivo on a millisecond time scale and we do that in the hippocampus.  We’re one of the few labs in the country that do it for serotonin.  Again, this was developed in  the chemistry lab at Kansas but people like Greg Gerhardt, and I apologize for blocking on the name of the individual in North Carolina, are probably the biggest proponents of this methodology. But they use it primarily for dopamine. With the help of Dr. Gerhardt, another member of the ACNP, we have adapted it for serotonin and find it very useful.  So it wasn’t so much advances made by those in the same area of research, but other kinds of basic science advances and advances in techniques, such as the cloning of transporters, by people like Randy Blakely, Susan Amaro, both ACNP members. This allowed the whole transporter field to expand tremendously in terms of regulation and identification of proteins involved in that trafficking.  It’s more those kinds of advances that have influenced how I proceeded with my own research.

SK: What would you say was your biggest contribution to the field?

AF: I think that early paper I’ve alluded to was significant in terms of its  impact because it did begin the shift for the whole field from acute to chronic drug effects. That paper got a lot of people very interested in chronic drug effects.

SK: You spent most of your career in Philadelphia, but I know you did move. Maybe you want to mention something about where you moved to and where you are now.

AF:  My career from 1969 through 1993 was spent at the University of Pennsylvania, both in psychiatry and pharmacology. Then, I was offered the Chairmanship of the Department of Pharmacology at the Health Science Center in San Antonio and moved there in 1993, and that’s where I am, currently.  We have built a department that has a neuro- orientation and I’m pleased that two members of my department, Charles France and David Morilak, are members of the ACNP. Hopefully we will have more members in the future.  My orientation as Chair has been to recruit good people.  Charles, for example, is a very major figure in the substance abuse area.  It’s nice to have people who understand the importance of the ACNP and are proud to be members of the organization.

SK: Doing research is pretty much a full time job and in addition to doing research you belong to a number of professional organizations and have major academic responsibilities.  How do you balance all of these things and be successful at each?

AF: The trick is time management and surrounding yourself with very good people.  You’re absolutely correct, being a Chair of a department has administrative responsibilities and no matter how good the people are in a department, there’re always issues.  Being Secretary of the ACNP is not overly time demanding and I’m happy to do it for this wonderful organization.  I’m also the Editor in Chief of the International Journal of Neuropsychopharmacology, the official publication of the CINP, and that takes a certain amount of time. But from the research perspective, if you have very good people working with you and I’ve recently not just got very good people as “second in commands” but also people in the  laboratory who can carry out the day to day work independently. So a lot of the research I now do, I can manage at arms length. So, the trick is to have outstanding collaborators.

SK:  Was it the first time you came to the ACNP where Fridolin talked about your research?

AF: I don’t believe so.  In fact, I know it was not.  I actually think I came to the ACNP first because Dr. Mendels was either a member or was coming to the meeting. I heard about it and was able to wrangle an invitation from a member, who I knew peripherally. That was probably in the early 1970’s, right around the time my paper was being published.  I think I came one or two more times after and became a member in 1981.  The meeting where Fridolin spoke was probably around 1980 or 1981.

SK: Why did you decide to become a member?

AF: I felt that in the area in which I was carrying out research, this was far the most prestigious group of people in the field. What I liked was this mix of pre-clinical and clinical people who could speak each other’s language. It also had representatives from the pharmaceutical industry who were knowledgeable about drug development and had drugs, some of which I would have liked to get my hands on.  It was a good networking place and quite prestigious, so, for me, it was a very easy decision.  This was the organization I wanted to be a member of.

SK: So, it was the content of the ACNP and the people at the ACNP?

AF: Absolutely.

SK: Who will you name as some of the key people who attracted you here?

AF: There was just about everybody here from biological psychiatry who I felt if I could interact with.  Those people who would be a benefit to my career.

SK: Did attending the annual meeting enhance your career?

AF: I think it has. It has helped in getting feedback from these people on our presentations and, just as importantly, in having an opportunity to meet and chat about the issues they or I have, outside the meeting halls in the informal atmosphere we certainly used to have at the ACNP.  It’s been a little more difficult to maintain that informality as the size of the meeting and the membership has grown, but we still have it at least as much as at any other major meeting and that has been very helpful to me.

SK: So do you think we should go back to smaller meetings with small groups like we had in San Juan sometime ago?

AF: You know, there’s a natural evolution to things.  I don’t think we can go back to that unless we form a different society. We haven’t yet reached the tipping point in terms of our meetings starting to feel more like, for example, a meeting of the Society for Neuroscience. We’re nowhere close to that.  My guess is you don’t have to get to twenty thousand before you start to have a very different meeting.  I don’t know if it occurs at twenty-five hundred or four thousand.  We’re not there yet and I still think the ambiance of this meeting is closer to what we had when I first started, but I am concerned about its growth changing the nature of the meeting. One thing that has occurred already, that is unfortunate, is our growth has made us too large to go to the Caribe Hilton, which did play such an important role in the whole history of the ACNP. Having that venue for the meeting led to the success of the ACNP.

SK: You currently serve on the Executive Committee of the ACNP as Executive Secretary, but I know you have also served on committees.  May be you can talk about that a bit, which committees you served on..

AF: Two committees come to mind that have probably the most impact on the ACNP; the Credentials Committee, which I served on and chaired, and the Program Committee, which I’ve served on multiple times but have never chaired. I’ve been fairly impressed with both committees.  The Credentials Committee, which is the committee that selects new members, has a difficult task. What I’ve been impressed has been the very good applications and that, by and large, people allowed their personal feelings to be left at the door and really looked at the data from the CV’s. It is a honorable job of selecting new members, knowing that there will be people who are going to be very unhappy who did not get in. The Progam Committee also has a difficult task. I think it is an improvement that people are leaving the room if they have a conflict of interest related to a proposal. We, perhaps, didn’t do that as much in the Program Committee at the time I was on the Committee as I would have liked, but sitting in now on current Program Committee meetings as a member of the Executive Committee, I think they now do an excellent job.

SK: You have said that attending the annual meetings enhanced your career?

AF: Yes, being a member of the ACNP, has academic bona fides and advantages associated with it. When you say at your institution you’re a member of the ACNP, every once in awhile somebody has to find out what that is and when they do there’s sort of an “Oh”.  That’s something.  It’s not like the Society for Neuroscience where you pay your money and you’re a member. There’s a certain stature you get at your institution by being a member.  But the most important thing for me has been just the wonderful people I have developed personal friendships with at annual meetings, such as yourself.  The professional associations I develop here  have been a very important part of my life, and it has been very good to me, in terms of helping with my science.

SK: Would you care to share with us some of your fond memories of things that have occurred at the ACNP meetings? 

AF: I just have very fond memories. Very often, and at this meeting, my wife accompanies me.  Occasionally, when our children were younger and the meeting was at the Caribe Hilton, they would come too, to enjoy the beach. It was a very relaxing atmosphere.  My wife has made many friends here as well and finds that she enjoys the people she interacts with at the meetings.  So it’s been an overall wonderful experience although I’m not sure I could think of any single incident. I just have a tremendous number of fond memories, many of which are my interactions with you at this meeting and other good friends and having wonderful suppers.

SK: If you could do it again, what would you do differently with the ACNP and career wise, research wise?

AF: You know, I hate to say it.  I’m not sure I would do anything terribly differently with respect to the ACNP.  I’ve always enjoyed the meetings.  I think many of us find that it is an organization that we’re the fondest of; that’s the case with me.  I think I did get involved in an appropriate way with ACNP activities.  You’ve alluded to some of them.  I’m actually quite honored to have been elected to the Secretary of the ACNP, because, again, some of my fondest fun memories involve Oakley Ray, who, to me, was the public face of the ACNP.  When I was coming to the meetings early, I wasn’t sure who the President or Treasurer was, but I knew who Oakley Ray was.  He was the person you went to if you had a problem, if there was an issue, and he solved them.  Fortunately, with Ronnie Wilkins, who really takes a lot of Oakley’s responsibilities, I don’t have to do everything that Oakley did for the ACNP, nor could I, because as you’ve indicated, I do have a full time job. But I’m gratified to help the ACNP at this time with the  history series and other things that I’ve been charged with working on. ACNP has been a wonderful part of my life and my family’s life.

SK: Changing the tone there are a lot of elements that feed into the field of mental disorders and drug development; industry, government, this and other organizations. What do you think about that?

AF: ACNP consists of a prestigious group of people who have not only focused on the science, which is very important, but have taken public policy positions.  They have gone to Capitol Hill to lobby for things that are relevant.  They have good interactions with advocacy groups, so I think they have been politically responsible. The quality of the science conducted by ACNP members and the quality of the science presented here have been excellent.  We’ve also taken a leadership role to attract new people into this discipline through our Travel Awardee program,  sponsored in part by industry but with no strings attached. We get outstanding junior people, residents, young faculty, to come to this meeting and put them together with a mentor, trying to  ensure they have successful careers in neuropsychopharmacology. So I think the ACNP has functioned at multiple levels including quality of science, political activism, trying to facilitate young people entering the field. The ACNP has done an excellent job in all these areas.  

SK: Looking into your crystal ball, what do you see in the future as the greatest opportunities and challenges to both the ACNP and the field in terms of moving ahead to come up with preventive measures and cures for mental disorders?

AF: There’re several things; there’s the science and there’s the politics. Certainly, we’re in a difficult time right now with regard to the public perception of the pharmaceutical industry, some of which is probably well deserved, but other aspects are not.  The pharmaceutical industry has become a whipping boy for politicians, in terms of the price of drugs. Conflict of interest, which has certainly reared its head in the last few years, has to get resolved for us to move forward.  The idea that academic people cannot interact with industry because doing so tarnishes them or that projects supported by idudustry are not valid, seem to be foolish.  I understand it, but it’s foolish and I don’t think it will help patients, because you want people from industry, who are responsible for developing drugs, to be talking with people who understand the illnesses best and are the leading lights in research. We have to figure out how industry, academic and  government relations are going to work to erase the perception that whatever we do is influenced by the pharmaceutical industry, which I don’t think is correct. Yet, I understand where the perception is coming from. I think that’s a big challenge.  Scientifically we have made some wonderful advances with new genetic and other techniques but we have not had innovative drug development in the last thirty years. But I believe we’re poised in the next fifteen years to see totally novel targets for drug development producing new drugs. We have to reasses our diagnostic criteria to better reflect biology than current criteria do.  

SK: Can you add some insights into why you think these things will happen?

AF: New techniques have become available, which will allow us to move ahead more rapidly. This is just the way the science in our field is going to develop.

SK: Alan, it has been fun interviewing you.  You’ve done a great job, as always, but I’d  like to give you a chance to add anything else we may have missed that you feel you want to say. 

AF: You’ve done an outstanding job of interviewing me.  The kind of friendship we’ve developed and friendships we both developed with other members of the ACNP are one of the most important components of being a member of the ACNP.  Meeting you in enjoyable places annually has contributed.  So, that’s it!  

SK: Good job.

( Alan Frazer was born in Philadelphia, Pennsylvania in 1943.





