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MARC SCHUCKIT

Interviewed by Andrea Tone

San Juan, Puerto Rico, December 13, 2004

AT: Good morning.  My name is Dr. Andrea Tone; we’re at the 2004 ACNP Annual Meeting in Puerto Rico and today I’m interviewing Dr. Marc Schuckit.(  Thank you very much for joining us.

MS: My pleasure.

AT: I just want to start with some basic questions and ask, first of all, how you got interested in the field of psychiatry?

MS: Getting into psychiatry was pretty easy for me, for some reason, maybe, through novels, perhaps through reading history, whatever.  I went to college, thinking that I was probably going to go to medical school and in medical school, probably, become a psychiatrist. The issue was that I thought I was going to become a psychoanalyst and when I got to medical school, I, actually, chose the best medical school that gave me the best scholarship, which is, perhaps, not the best way to do things, but that’s what I did.  And, it turned out to be Washington University, St. Louis, and I learned that psychiatry was something quite different than I thought it was, that, actually, psychiatry was much more disciplined and focused and I found that even more attractive than I had the original thought of what a psychiatrist was.

AT: What was your original thought as to what a psychiatrist was?

MS: Probably, mostly, what you see in movies and read about in books, that they talk to people help them go back through their histories and through piecing things together, make them understand themselves better, which is probably true, that they function better, which often happens. But this wasn’t certainly a way that I felt I was going to be able to help the largest number of people possible. So, when I got to Washington University, St. Louis, I, basically, needed a job.  I was working part-time and was looking, first day of medical school, at the bulletin board and the bulletin board had on it that this doctor was doing a study, following up thirty year old men in St. Louis and trying to take a look at what happened during their lives, etc.  I applied for the job and it turned out to be Lee Robbins, a sociologist,  the best researchers I’ve ever worked with and she taught me not only about how to do research, but also to love research.  And, from her, when that project ended, I was looking for another job about two years later, and got one with George Winokur who was interested in what was running in families of people, who had depressive disorder.  And, he taught me not only the methodology that he and Lee Robbins used, but, also, gave me the opportunity to start learning about something I’d never thought about before, which was alcoholism. So, psychiatry wasn’t a surprise to me.  What was a surprise to me was that I became interested in research and research has become the center of my academic life.  And, the major reason for that is hat I had such incredible mentors.  I was at Washington University in St. Louis at a time when the people, who were prominent there were very diagnosis oriented, used diagnosis to predict clinical course.  At that time, Eli Robbins, who I also had the chance to work with, was the Chair of the department. In addition to Lee Robbins and to George Winokur, Donald Goodwin was there and he taught me a lot about genetics.  Actually, he’s probably the best writer I’ve ever worked with and he taught me about writing papers.  And, Sam Guse was there as well. Sam was a model of almost anything that you would want to do in research and in academics. So, I really found my way into academics, into psychopharmacology, into careful diagnostic approaches by a feat of great luck.

AT: Often, these people are just referred to as the St. Louis school, right?  They really did stand out in the history of psychiatry. 
MS: As I became more interested it became obvious to me that there were some places in Europe where psychiatry was approached in a simlar way. The Maudsley seemed to be one of those places. I don’t know whether that was right or not, but that’s certainly what I was seeing as a medical student.  And, then, you had the group in Stockholm, people at the Karolinska that seemed to have a similar approach. 
AT: How was psychoanalysis treated in the curriculum?

MS: It was a part of the curriculum, for sure, and there were courses that we had, when I was a resident. The prior Chair of the department to Eli Robbins had been Dr. Gilday and Dr. Gilday was psychoanalytically oriented. His wife, a physician was also psychoanalytically oriented.  And I was encouraged to ask the wife of Dr. Gilday to supervise me so that I could learn something about Jungian analysis. The fact that there were analysts on the faculty was very important and we took advantage of it, but it wasn’t what that place was about.

AT: So, tell me about some of your early research.  I understood from you that you became increasingly interested in alcoholism. Is that right?

MS: Right.  The first thing that happened that got me interested in alcoholism was that if you’re studying disorders in relatively young men in the United States, there ain’t nothing to compare to the rate of alcoholism and the problems that people acquire in the context of alcoholism.  So, Lee Robbins gave me very good solid basis to consider looking at some of the data that she had, regarding alcoholism, and she gave me free reign.  She said, “Good, you’re interested in that.  Why don’t you talk with me about some of the analyses you might do”?  And, in those days we were using IBM counter sorters for our data and she taught me how to do that; she guided me as I analyzed some data and wrote a paper, as a medical student. And, then, when I went to work with George Winokur, he had chosen families that were rich, both in depressive disorder and alcoholism. He was very interested in the depressive disorder and, also, interested in alcoholism, but he wasn’t as focused on alcoholism. George Winokur was studying not very highly functional group of families loaded with psychiatric disorders, and alcoholism was running as strongly in these families as any other disorders. I asked him once whether one could tease out whether this familial nature of alcoholism was genetically influenced.  George said that it would be a little difficult to do. But there was a paper written by Rudin about this in the early years of the twentieth century. He did it by breaking up families,  so, you’ve got full siblings sharing fifty percent of their genes; you’ve got half siblings, basically, sharing twenty-five percent of their genes and, then, you can look at, who’s got whose genes or what load from father or from mother, and who raised them?  And, so, with George’s guidance, with Lee Robbins looking over my shoulder and with the help of a guy named, Pitts, I was trying to make sense out of the pattern that was coming up.  Dr. Pitts was, also, very helpful to me then in the writing up findings. I started analyzing and published soon after medical school, an article that was a half sibling study of alcoholism.  Now, at this time, information was, also, being gathered on genetics in a much more direct way by adopted-away children and that was being done in Scandinavia, because in the United States you couldn’t get adoption records.  So, if you wanted to separate genetics and environment, you had two choices.  One was, you do an adoption study and find children whose biological parents have X, but who were raised by people without X, and the reverse. And, twin studies were another way to do it, which is a little more complicated, but where you look at the level of similarity among identical twins, who share a hundred percent of their genes, compared to fraternal twins that only share fifty percent of their genes, and if a disorder is much more similar in identical twin pairs than in fraternal twin pairs, it, not only, indicates that genes are contributing to the risk, but, also, tell you the proportion of the heritability or the inheritance that’s related to genes.  The twin studies had, already been published at the time by a guy in Finland and another in Sweeden and they were looking like genetics was important in alcoholism, but the adopted-away studies by Donald Goodwin, Finny Schulsinger and another fairly large group of people from Washington University and from the Karolinska Institute, had not yet been published as yet. .

AT: What does adopted-away mean?

MS: You weren’t raised by your biological parents, you were adopted. In the two adoption studies, they didn’t know who their biological parents were and didn’t know anything about their biological parents.  That’s the best way to do an adoption study.  The trouble with the half sibling approach is, that you can’t guarantee the kid didn’t know that the father, who never raisd him, was an alcoholic.  You can be in the adoption studies, a little more fancy, and you can say, let’s take a look at the number of years the kid was raised by the biological parent with the disorder, and does that correlate with the kid’s risk for the disorder?  
So, coming back to why I got interested in alcoholism and in genetics was the result of a series of thigs. Lee Robbins got me into a study on alcoholism that was highly interesting.  George Winokur got me into a study of families. Even before I graduated medical school, George said, “Well, if you’re really interested in genes vs. environment, try this half sibling approach, which is like an adoption study, but easier to get data” and by the time I was a third year resident, I had a paper come out.  I had a number of small papers come out asubsequently includig the paper that was related to an adoption type study, using a US sample, where the data was very clear that it was alcoholism in the biological parent that predicted the risk for alcoholism in their offspring, and that the alcoholism in any of the families that raised them didn’t seem to be related to the risk for alcoholism.  That doesn’t say it’s not important being raised by an alcoholic or not.  It’s just saying, it does not have the same impact as of a biological parent. Now, by the time I’m a resident, I got really lucky, because I asked George Winokur, “Would you mind, I just saw this announcement for something called the Hoffheimer Award”, if we submit our paper for that? And, he said, “Sure, go ahead”.  So, I submitted the paper and it won the award. .

AT: That’s fantastic.

MS: So, now, if I’m going to stay in academics, why should I change my field of research?
AT: At that point, you sort of have to stick with it.

MS: And, I sticked with the genetics of alcoholism.
AT: Let me ask you, how was that paper received at the time?  How did it overturn traditional understandings about alcoholism?  I guess they emphasized the environment much more until you came along.

MS: By the time our paper was published in the Archives of General Psychiatry, I was building upon Kai’s twin work and on a highly flawed adoption type study in the United States in 1948, by a woman named Roe. Then our study was published and the adoption study from Sweden, with Goodwin as the senior author. But, ours was one of the first modern adoption studies in the United States.  So, it was part of a picture of many different studies done by different people.that hopefully turned  people to, say, yes, it looks like alcoholism is genetically influenced.  I, personally, don’t think that ours was the most powerful of the papers.  I think some of the earlier twin studies done in Scandinavia and I think the larger study done with twin adoption by Goodwin were more important, but it was part of the picture. Now, the next step, if you like, is to say, all right, so it’s genetically influenced.  You know, environment has to be important because if you don’t drink, you don’t become an alcoholic.  So, alcohol is necessary but not sufficient to cause alcoholism.  There must be some environmental stuff out there.  And, if you step back from the data and, especially, if you’re fortunate enough, like I was, to, also, be a clinician, so I get to see patients and talk to patients, you realize it’s not terribly likely everybody inherits the same thing that contributes to alcoholism.  After ending my residency, I had to do two years in the military and during that period of time I decided that I don’t want to do any more adoption type studies and .there is no real reason for me to get interested in twin studies.  I don’t have huge numbers of twins available to me.  So, where do I take these studies or where do I take these data, next?  One of the ideas I had was, that alcoholism must be heterogeneous; there must be different things that contribute to the cause. So, I thought if I want to do a study of what’s inherited in alcoholism, then, I need to identify people first who metabolize alcohol totally differently.  For example, about fifty percent of Asians; when they drink, they turn red.  Some of them, about ten percent of the total, when they drink, they get very sick, couldn’t drink at all.  They seem to be the only ones who have this flush.

AT: I have this flush, too.

MS: Actually, the Caucasian flush is a little different and it’s probably a different set of mechanisms.  The Asian flush looks like you went outside and you had goggles on and you sat in the sun, in the most intense sun you can think of; you are bright red, often, with kind of white around the eyes. It’s really very striking.  It can be a gradation of things, but in its’ extended form, or its’ extreme form, that’s pretty much what it looks like.  

Now, the second thing, and, actually this comes from studies that I was doing with George Winokur and Jim Halikas, is that there are some people, who seem, from an early age, to be extremely impulsive, often violent, don’t do well in school, and commit crimes; almost all of them become alcoholic.  But, there’s this pre-existing stuff that is probably related to major personality characteristics, high levels of impulsivity or dis-inhibition. In adulthood, it’s called antisocial personality disorder, with repetitive criminal acts, violent criminal acts, in the extreme form. I put this aside so, because very few alcoholics have it and it seems also, related to drug dependence and gambling and all sorts of other things.  

So, what am I going to study?  Falling back on the fact that I was originally interested in I thought that “there’s going to be a group of people out there who when they drink alcohol, it makes them feel normal, who don’t feel normal, and never felt normal before”.

Now, I was done with my two years in the Navy and I was  finishing up my residency at the University of California, San Diego Medical School (UCSD), at the medical school where I‘m still now. In the Navy and at UCSD, I started to ask groups of alcoholics, tell me what it was like early when you drank, early in your drinking career, and, darned, if most of them didn’t say, oh, alcohol didn’t affect me very much. I was the designated driver, often. I could drink everybody else under the table.  So, I, not knowing which theory would be right, continued a theory related to, maybe there are some other differences in metabolism of alcohol.  Maybe there are some differences in personality and maybe there are some differences in the intensity with which alcohol has an effect.  And, I put together a study.  
There was, actually, a small hiatus.  There were three years when I was at the University of Washington after I finished my residency and my two-years in the Navy. It was at the University of Washington where I did all the pilot work for the study. I took a group of people, who were at high risk for alcoholism, children of alcoholics. Looked at their metabolism and personality characteristics and intensity of response to alcohol by taking people only, who were  old enough to give informed consent, i.e., eighteen yers  or older, and have had some experience with alcohol. l gave them alcohol, studied their metabolism and, also, gave them alcohol and looked at the intensity of response to alcohol.  And, we published the findings of the pilot study which showed that children of alcoholics, compared to children of non-alcoholics had a different intensity of response to alcohol. It turned out to be about forty percent of the children of alcoholics seemed to be responding less to the alcohol. Having those pile of data, moving back to UCSD, we, then, built on that.  
Now, eight years have passed, that I started out with kids, roughly, age twenty in San Diego; those kids are now in their late twenties.  So I thought why don’t we take the next step and find out whether the level of response to alcohol predicts alcoholism and drug dependence?  There were 453 guys in this sample that I have accumulated over the years.  The women are, also, interesting, but the major population is men. We got all but 4 of the 453 to go through an interview, a urine sample, and blood sample. We also had an interview with somebody about them to tell us their psychiatric, alcohol and drug history, in case these guys are under reporting.  The urine samples and the blood samples are for state markers of heavy drinking.  That’s likely to change if you’re drinking six or eight more drinks a day on a regular basis. Having all that information, what we found was that the initial level of response to alcohol, roughly, age twenty in the San Diego sample, was a very powerful predictor of who became alcoholic.  It predicted both alcohol abuse and dependence, predicting dependence more strongly than it did abuse. It did not predict marijuana dependence, cocaine dependence, heroin dependence, despite the fact that a Southern California population in the 1970s had a lot of drug use.  The sons of alcoholics did show a higher rate of alcoholism than the sons of non-alcoholics and the low level of response to alcohol was an excellent predictor among any of the populations, but, especially, the sons of alcoholics and who became alcoholic and who didn’t.  There was no difference on psychiatric disorders between the populations and no difference on level of response to alcohol, predicting psychiatric disorders.

AT: Did you control for women who drank while pregnant?  Was that ever an issue?

MS: Yes.  In this kind of talk, where we’re just kind of chatting, there’s a lot of methodological details that I skipped over, so there may be people, who listen to this tape, who would be very interested in pulling some of the articles, but yours is a very important question.  The 453 guys, whom we studied, all had an alcoholic father, no alcoholic mother.  We have a small sample that we looked at with an alcoholic mother, but only if the alcoholism in the mother developed after the birth of the child.  It didn’t matter, father or mother, regarding level of response to alcohol or prediction of alcoholism. But, the majority of the 453 sample that I basically built the study, turned out deliberately to be sons of alcoholic fathers, so that we avoided fetal alcohol effect, at least.  In human work, you can never control everything, so I can’t guarantee you that mothers, drinking two or three times a week, one or two drinks per occasion, didn’t have an effect.  The animal work would not, to me anyway, indicate that that was likely.

AT: Very interesting.

MS: So, where do we go from there?  Now, I don’t want to start another follow up study.  It takes a lot of time.  It’s a lot of effort.  

AT: You’re very good at explaining things.  Are you a professor? If not, you should be.

MS: Oh, thank you, yes.  I spend a lot of time teaching.  I love it.  So, now, we’re at a point where level of response to alcohol turns to be a good predictor of alcoholism.  How do we know whether the level of response is genetically influenced?  Well, for that, thank God, I have colleagues, who publish.  The University of Colorado has one of the groups, who publish about the importance of genes vs. environment in animal models, regarding various aspects such as sleep time or un-coordination in the animals and sure looks at genetics. In my own samples, as things developed over the years, I’m able to look at level of response to alcohol in people who are related to each other vs. unrelated and it correlates much more strongly in related people than in unrelateds.  There’s a wonderful work by a guy named Andy Heath and another name, Nick Martin, where they’re able to look at level of response to alcohol in identical vs. fraternal twins. So, a little bit of our work, a lot of other people’s work is developing fairly convincing evidence that a level of response to alcohol is genetically related.  Now, we come to an interesting spot, which is something that I’ve never dreamed of when I started this study that noow it’s even possible to look for the genes that are contributing to the level of response to alcohol. But I’d better not forget the fact that both the level of response to alcohol and the risk of alcoholism are about fifty percent environment and about fifty percent genes.  So, I’m trying to look, beginning about twelve years ago, on how the level of response to alcohol and genes that affects it work with the environment in increasing or modifying the risk for alcoholism, while looking for the genes, themselves. And, for that, it’s a whole new set of directions.  One of the beauties about research and, research in psychopharmacology is an excellent example of this, is if you’re in this business and get bored, it’s your fault, because every few years along the road, there is this, where do I take the research next? I’m very fortunate to be at UCSD, where there are a lot of really good geneticists and to collaborate with people at University of California San Francisco, the Gallo Institute, where there are some awesome geneticists, and start to search for genes, related to the level of response to alcohol, as one of the roads I am following.  For that, we’ve used two different approaches, both brand new skills for me.  One of the approaches and it something that we’re doing now with the group at UCSF, University of California San Francisco, is to say, well, what genes do the animals show that seem to be related to the level of response and, then, are there similar genes in people and can you test a group of individuals, who are clearly high responders and low responders and see if the gene forms differ among them?  You take the candidate gene that’s developed in the animals.  And, you look at the association between that gene form and level of response to alcohol in humans.  It’s too early in this work for us to say whether we’re using that method in a way that’s going to bear fruit, but there are a couple of genes, one of which done in collaboration with David Goldman’s group at the National Alcohol Institute, and that particular gene is the LA form of the serotonin transporter. In psychopharmacology, a lot of people are interested in the gene forms that affect how rapidly the cell takes up serotonin from the space between cells and that up-take of serotonin into the cells, especially the presynaptic cell, the cell that originally released it, is controlled, in part, by the serotonin transporter.  And, the S form of the serotonin transporter is probably very important in anxiety and depression and stress handling.  The L form, especially the LA form, our data would say, are related to very rapid uptake of serotonin from the space between cells and seems to be strongly related to the level of response to alcohol.  We have one paper that we published with David Goldman’s group that shows this relationship between the LA form of the serotonin transporter and the level of response to alcohol and alcoholism in a small, fortyish, sample..  Then, we have a replication, which is really an expansion of the earlier sample, which is now in press, that shows the LA form appears to be operating and, then, somebody, Christine Barr, not long ago, published a paper from the National Institutes of Health where, in monkeys, the LA form is related to, both, how much the monkey drinks and related to the intensity of response to alcohol.  I don’t know how these experients will will turn out. What I do know is how much fun I’m having. And I also know the wondrous people that I’m continuing to work with, who are teaching me more and more about methods.  
By the way with the group at the UCSF we are doing, now, a typical linkage study. You look at large numbers of people levels of response to alcohol, this time, using a retrospective questionnaire that they fill out.  And, then, you ask the computer to tell you whether there’s a particular chromosome or a section of a chromosome, not a particular gene, that might be related to the level of response to alcohol and you look across large studies to do this.  We’re also pursuing that and part of that is done with the collaborative study, the genetics of alcoholism. We’ve published several papers with Kirk Wilcoxson, who’s no longer at UCSF..But, let me put that aside a second.  Remember, early on, the first person to teach me about research was a sociologist.  I never forgot the importance of environment and I know that half the picture of how level of response, as a genetically influenced characteristic, relates to the alcoholism risk.  Part of that has got to be how this level of response to alcohol, exposure to alcohol is acting in the context of environmental events.  So, we currently have two papers in press right now, where we’re doing something that five years ago I’d never heard of, called structural equation modeling in which a variety of things about a person, their family history of alcoholism, their level of response to alcohol, their self report of levels of life stress, how they cope with stress, drinking among peers, expectations or attitudes towards the effects of alcohol, using some examples, are studied.   Now, I’ve got all these balls in the air.  I know about John Jones, so there is 150 or 300 John Jones.  This is, also, done in women, as well.  The computer, now, says, okay, what do you think the model is?  How do you think these are all fitting together?  The family history affects level of response; family history impacts on alcoholic outcome, but a significant proportion of that relationship goes through level of response to alcohol.  That level of response relates to whether you pick heavy drinking peers or not, which would also add to the alcoholism risk and relates to what you would expect alcohol to do. So, we put together a model, a close colleague and I, Tom Smith of how the level of response to alcohol might fit into all these other things that are going on in a person’s life.  And, then, you test them.  You go to the computer and the computer looks it up, looks at how everything is related to everything else, and how each is related to outcome and tells you whether your model makes sense, whether it’s functioning.  And, the models, that we’ve chosen, related to many of the variables I’ve just talked about, appear to be operating and impacting on the level of response to alcohol and how it goes on to alcoholism and it’s the clue for us, about things in peoples’ lives that we might be able to change, to help prevent alcoholism before it begins.  If you know genetically characteristics, such as level of response to alcohol and you know how it’s operating, regarding expectations in a specific way the effects of alcohol, for example, or the impact of heavy drinking in peers, you might be able to start modeling prevention programs, based on this whole group of events that seem to be contributing to the alcoholism risk.

AT: I was going to ask you that question.

MS: Things going on parallel, the structural equation models and the search for genes, how do they interact?  And, what we are starting to do now is to take a look at specific genes that may be or maybe not, contributing to level of response to alcohol.  Come back to the equation model; pull out level of response; put in the gene.  And, see, people have the gene, don’t have the gene, how does that effect how things are in the model?  With the hopes that we’ll understand more about the specific biological vulnerability and that will help with prevention, we might start to pick up hints about neurochemical approaches that could be useful in treatment to pick up information about the importance of additional variables, such as peer drinking or attitudes towards alcohol and what specific attitudes towards alcohol seem to be most salient here in trying to put together treatment.  Now, can we go back and look at, among those people, who happened to enter treatment, did the specific gene form that they have impact on how they responded to a particular medication?  Now, we’re talking, pie in the sky.  Right now, we’re just starting to look at those kinds of things, but it could turn out, for example, that we can learn more about who is likely to respond to acamprosate, a new drug just about to be marketed in the US. So, let’s try to search for both the genes and the environment, as they’re relating to each other and causing the alcoholism risk, and have implications, both, for prevention and for treatment.

AT: Let me ask you a question that takes you back to something you said at the beginning of our conversation when you were saying that many people suffer from alcoholism and the rates are alarmingly high and I wonder, as we sit here at the ACNP meeting, if you feel that alcoholism has been given its’ proper due by psychiatric associations and the larger community?

MS: What person studying anything doesn’t think that they’re the stepchildren of their field, and I’m not different. I understand that the lifetime risk for alcoholism in men is at least fifteen percent and in women, eight, maybe ten percent, a disorder that cuts their life short by probably an average of about ten to fifteen years.  If you take a look at that information and, then, you look at the other side, what the average physician knows about alcohol or drug dependence when they graduate medical school, how many hours have they had in alcohol and drug dependence you would see the problem. And, if you take a look at the budget of the National Alcohol Institute, for example, compared to other institutes, you would see that the other institutes have much higher budgets.  I don’t want to take any money from them, but if you take a look at the field of alcoholism, it is, in many ways, not recognized for the remarkable discipline of the research, the really impressive levels of findings, the great importance, as a public health issue, and the fact that nobody can, basically, function as a professional in the mental health field without knowing a lot about alcohol and drugs.  Drugs, of course, are very important, as well.  And, that’s all historical, happenstance.  Whether it’ll change or not is beyond my control.  All I can say is I’m really happy to be working in that field and I think we are in a field that has dramatic levels of public impact.

AT: I’m going to push you on this point.  If you look at the programs at ACNP or CINP, there’s not a lot of intellectual space being devoted to alcoholism.  Why is that?

MS: I don’t know.  Let me give you some theories and I’m not saying any of these are correct.  The same people, who are on the program committee and got the education in their PhD program or their MD program on alcohol or drugs, is the average person out there, so they don’t, necessarily, come from institutions that have trained them about how exciting and important alcohol and drugs are, but as they put together programs, they fall back on, and I would, as well, what’s most interesting to them.  And, I think that has a major contribution.  Then, if we were to take a look at, well, at least up until very recent years there hasn’t been a tremendous amount of interest or very exciting findings regarding treatment of alcoholism, drug dependence a little better, but not a lot of interest.  There are not a lot of corporations out there strongly interested in alcohol or drug treatment.  I think that’s changing and I think we may see some symposia, not just ACNP, but like American Psychiatric Association and other meetings, of focusing more on alcohol and drug treatment.  From the standpoint of the interest of other researchers in the alcohol and drug field, I don’t know what’s going to happen.  I might be overvaluing what it is I’m seeing in the area of alcohol and drug research but I think it’s tremendously exciting.  But, if I’m not overvaluating it, then, it’s going to take training and interest from very early on, during medical school, during a PhD program, of mentors to try and get people into the field and into research and of getting the word out there of how exciting and important this field can be.  And, if that is a reflection or a major reason of why there is not more emphasis on alcohol and drugs in many national meetings, it’s going to take a while for that to change.

AT: It’s wonderful to interview someone so enthusiastic about his work.  Are you going to stick with alcoholism?  Do you have any regrets that you went down this path?

MS: Oh, no, none at all.  I have no regrets that I’ve been in the alcoholism field at all.  It’s been tremendously fascinating and I have no plans to switch.  However, if somebody walked into my office and said, listen, we’re really interested that you should switch and study griznip and this terrible disorder that people know almost nothing about is worth studying and we’re going to fund you more than you can dream of for the next ten years, I’d say where do I start reading about griznip?  Because, what I’m really interested in is, I really love doing research.  Alcoholism has given me everything I could possibly ask for.  Through my studies in alcoholism, I’ve learned to do research, as best I can.  I’ve learned epidemiology. I’ve learned family work.  I’ve learned treatment stuff. I’ve learned how one asks if something is genetically influenced, how one starts to look for genes, environment, interactions between the two. I am perfectly happy to stay where I am, but I love doing research and I would switch to griznip and find it a great challenge if the opportunity came up.

AT: That’s wonderful.  Do you still see patients?

MS: I do, maybe, three patient hours a week.  I am so into my research that it would be somewhat cheating patients.  When I’m going for a walk and my mind is wandering about things, it’s often coming back to problems in the research that I’m doing, how am I getting around that roadblock? I think that wonderfully skilled dedicated clinicians when they’re walking and looking at the birds, their brain is functioning about their patients, so, I don’t think I’d be doing my patients a lot of good if I had a large practice.  A few, I’ve got a few gray cells there that can work with that.  In addition, I just don’t have the time.  That is, a research career is time wise, all consuming.  It’s not that you can say to yourself, or at least I’ve never been able to say to myself, ah, I’ve accomplished everything I set out this week. I really have nothing more to do.  You just can’t do that and, so it becomes tremendously consuming in a way that’s just fascinating and not at all intrusive, because my family is more important than my work, but within my work, my research is a very important part of my being.  And, I don’t really have the time to take on a lot of other patients, but probably about three patient hours a week.

AT: Are they mainly patients with alcoholism?

MS: Actually, I love treating people with depression, because they almost all get well and I love treating people with major anxiety disorders, like panic disorder, because they just feel so awful, not that I would ever wish anyone to feel awful, but I know how well they’re going to do.  And, so, it’s probably equally divided between substance abuse disorders, anxiety and depression and most of my patients are medical students, who come knock on my door or faculty, and, occasionally, somebody else.  I, also, run an alcohol and drug treatment program through the university and that is at the San Diego VA Medical Center, which is our major teaching hospital right on our campus.  And, I love that, because we constantly have medical students rotating through, psychiatric residents rotating through and all of the more challenging patients are presented to me.  I wish the patients were closer, but, at least, observation of clinical cases and how they do over time is available to me.

AT: An observation, Malcolm X only needed five hours of sleep per night and I’m guessing you’re the same.  I wouldn’t know how you multi task so effectively, otherwise.

MS: Thank you.  I need eight and if I don’t get eight for successive nights, my brain doesn’t quite work the way it normally should. Oh boy, would I love to be one of those people, who only needed four or five hours of sleep a night.

AT: I’m afraid a biographer of you will probably grab onto that statement.  We know conclusively you need eight hours a night. A couple of final questions and, then, I need to let you go. The DSM, I see that you were on the task force and that’s such a controversial diagnostic manual and I wonder what your experiences were on that task force.  Tell us what you think about some of the controversies.  Does it really explain anything?  Do we have too many descriptions of disorders that it’s become a useless tool?

MS: Since the time of the Civil War, it certainly was fairly obvious that you can’t have large numbers of people, who are being impaired, without a way of communicating about the level of impairment.  So, you need some sort of jargon to be able to pick up what the kinds of cases are you’re talking about.  Once you become interested in these cases and you want to treat them, you have to have some standardized accepted way of defining this thing so that researcher A and researcher B are studying something that is, at least, overlapping enough to give some possibility of generalization from one study to the other.  So, we must have a diagnostic manual, I think.  Now, comes the issue of in psychiatry you have a bunch of different kinds of approaches, cognitive behavioral kinds of approaches, psychodynamic kinds of approaches, more biologically based kinds of approaches, using three examples, and they’re going to disagree about how to put a diagnostic manual together and they’re going to disagree about the optimal way of defining anything. And, then, you’ve got other problems. You want your diagnostic approach to be useful in men and women, older people, younger people, people in Thailand, people in Poughkeepsie, so you have to make compromises where things are defined in a broad enough way that clinicians in all these different places can know when they’re talking about major depressive disorder or alcohol dependence, this is what you mean. The diagnostic manuals of the American Psychiatric Association’s or the World Health Organization’s are kind of broad outlines of what this disorder is.  It is a compromise of different approaches, each being given the respect they deserve in order to come up with this manual.  And, DSM-IV and ICD 10, are both wonderfully useful.  They can’t be perfect, because there are always compromises of different divisions of mental health research and the need to apply to different cultures, different age groups, etc.  So, they’re going to be broad. Now, you can’t use that for research, very well, and if you want to do research on it, you’ve got to operationalize all of these things.  How long is several weeks or more?  What does almost every day mean?  What does insomnia mean?  You’ve got to operationalize them.  So, the people, who are doing research, I think, should be looking at the DSM’s as a political, epidemiological oriented manual that needs to be modified for research and that this manual will never perfectly fit research and clinical needs and will never perfectly fit all the different types of approaches to psychiatry. This is a long-winded response.  The DSM’s are doing as good as anything like that can do. DSM-V is starting its’ planning phase now, as a series of committees.  I’m on the committee regarding alcohol and drugs.  There’s somebody from the WHO on the committee as a Co-Chair with me and, then, there are a broad number of peoples on that committee. Somewhere in four or five years from now, a committee to, actually, write DSM-V is put together.  I would advise, nobody will listen to me, but I would advise DSM-V, keep the diagnostic criteria broad, useful, simple, and for clinicians.  ACNP, maybe, should put together a diagnostic tool for research, based on DSM-V and try and get the different types of people with different types of background to agree on research definitions.  But, I think, DSM is doing as well as it can under the circumstances it is functioning.

AT: Two more questions and, then, one off the record question.  How has psychiatry changed since you entered the field, question one, and, then, question two, what do you think your key contributions have been to psychiatry, at this point?

MS: How has psychiatry changed?  The major thing that I’ve noticed is, indeed, when I was in medical school and found myself, fortunately, to be at Washington University St. Louis, I was part of a minority of people thinking and taught that you can define psychiatric disorders, that you can predict clinical course, that you can select treatments, based on data rather than opinion.  The rest of psychiatry didn’t seem to be in that direction and that’s changed.  Now, psychoanalysis, for example, has an important role, but not the major role, in psychiatry and the importance of focusing on the best diagnosis that you can come up with and the appropriate use of psychopharmacology help with the other approaches of psychiatry. The core of what your approaches are in treatment; that’s all changed dramatically since I entered medical school in 1964.  It’s just changed dramatically.  And, I think it’s been a good change, and it’s is not that psychoanalysis, shouldn’t be there, but I think that, considering the fact that there are a lot of people out there who need help, that the time we’re allowed to spend with patients is somewhat limited, this data based structured approach is a very good direction for psychiatry to have gone.  A second major change has been the remarkable scope of enhanced knowledge that we have of brain neurochemistry and of brain electrophysiology and overall brain functioning.  Yet, there is so much to be learned that those of us doing research in this field we’re never going to get bored, because there is so much out there still to learn.
AT: What do you see your key contributions to the field as being?

MS: I hope I’ve helped people to recognize that alcohol and drug dependency are terribly important clinical conditions.  Obviously, I haven’t had as much of an impact as I would like, but I hope that I’ve helped to, in one way among many other people, to get the information about alcohol and drugs out there to clinicians and to other researchers.  I hope I could be considered as part of the cadre of people, who are able to say, this disorder can, not only be crisply defined, but it looks like it’s genetically influenced and convince people, who come in with an open mind, that there’s a genetic influence here.  I hope that I’ve been able to add to the understanding of the heterogeneity of the genetic risk for alcoholism.  It’s not one characteristic that’s inherited.  It’s many different ones that are inherited.  And, that the intensity with which one responds to alcohol is part of that picture and is, itself, genetically influenced.  Well, I hope that if you and I meet again in a few years, I’ll be able to say to you that I am now able to tell families of alcoholics and clinicians and other researchers specific genes that contribute, and some clues as to what it is that we might be able to do in prevention and to enhance treatment.  I’m very fortunate to have stumbled into this area.  I’m very fortunate that the areas of research that I’ve been following have been productive and I don’t kid myself, I am one of many different people, who are following similar lines of research and I think, together as a whole, we add, I think, a significant amount.  Any one of us, individually, adds a bit.

AT: Is there anything you would like to add?

MS: No, just what a nice thing you’re doing.  This was great fun.

AT: Thank you.  

( Marc Schuckit was born in Milwaukee, Wisconsin in 1944.





