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Simon:  
Okay! I guess I will start out with my first question. I understand that you have been involved with 
pediatrics and psychiatry at University of California, San Francisco. How did you become involved with 
the Human Genome Project especially given you background in pediatrics? 
 
Dr. Cox: 
Well, it actually started even before I went to San Francisco when I was an intern and resident in 
pediatrics at Yale and frankly even before that when I was at the University of Washington in Seattle, 
finishing my last two years in medical school and at the same time getting a Ph.D. in genetics.  I was very 
much influenced by both the basic genetics department and by Arno Motulsky who was running the –
head of the – medical genetics department at the University of Washington. At that time, it was sort of 
crazy to think about – it was completely crazy to think about – having the sequence of the human genome, 
but I was very intrigued by the idea of being able to use fundamental knowledge of genetics to improve 
health outcomes. So that’s how it got started. And, before anybody had ever thought of the genome 
project, but with the dream if you understood fundamental basis of genetics in human beings, it might be 
able to improve health. 
 
 
Simon: 
I see. How did that view merge with your interests in pediatrics? 
 
Dr. Cox: 
So, I can tell you a concrete story about that. My first day as an intern at Yale-New Haven Hospital, I and 
one other intern were in charge of about 30 babies in the newborn intensive care unit. 
 
Simon:  
Okay.  
 
Dr. Cox: 
When we walked in that morning, we looked at each other, and we were sure that those babies would be 
dead at the end of the day and that we would be fired. What was remarkable is, at the end of the day, 
everybody was still alive, and it’s not because we knew everything in detail about biology and keeping 
babies alive. What we learned is, is that if we sort of pushed them in the right direction, they would take 
care of themselves. That’s when I realized that you didn’t have to learn everything about how biology 
worked. But if you understood the fundamental important things, then maybe people could actually take 
care of themselves, and what’s more fundamental and important than the genetic basis of why we get 
healthy or ill? So that was the conceptual basis behind which I took pediatrics and genetics together. 



Simon: 
Were those babies, I guess, known to have some sort of illness of birth defect? 
 
Dr. Cox: 
They were all premature. They all had problems with their lungs. They all had problems keeping their 
temperature right. Some had problems with infections. It was all sorts of different problems that 
premature babies have, which is very daunting when you think that you have to understand the details of 
everything. But that’s what’s really amazing about medicine. You don’t have to understand everything; 
you just have to understand what the fundamental issue is behind why people are ill. More importantly, if 
you can prevent them from getting seriously ill, their bodies can take care of it themselves, and the later 
you wait the harder it is.  
 
 
Simon: 
I see. Interesting. Then, one of you major contributions towards the project was radiation hybrid mapping. 
I understand that this is a form of physical mapping. How exactly did this specific type of mapping 
further the efforts of the Human Genome Project? 
 
Dr. Cox: 
At the time we were starting the genome project, it was pretty easy to – well, I won’t say easy – but, at 
that time, people were able to physically clone out small pieces of the human genome in different 
recombinant DNA molecules that could grow up in bacteria. But those pieces were pretty small, on the 
order of 40,000 base pairs. Historically what one had at a more macro level is using genetic mapping in 
families called linkage mapping and that could take landmarks in the genome and order them and orient 
them when they were about 10 million base pairs apart. To take things that were between 10 million base 
pairs and 10 thousand base pairs and figure out what the order of different landmarks was was 
exceedingly difficult. So at that time, one of the classic approaches for figuring out where a particular 
gene was in the genome was using a trick called somatic cell hybrids. That was taking a human cell and 
fusing it – literally fusing it – using a virus or polyethylene glycol to a rodent cell, and most of the time 
that was a human cell fused to a hamster cell. You can imagine a human cell and a hamster cell when they 
get stuck together are pretty confused. They don’t know which chromosomes to keep or lose. It was a way 
set up so they would keep the rodent chromosomes but throw out the human chromosomes, but keep a 
subset of them. And by that approach, if you made a series of those called somatic cell hybrid clones that 
each had a different subset of the human chromosomes, you could correlate which chromosomes were 
present – you could look in cytologically and see which human chromosomes remained in each cell and 
correlate, if a gene stayed, with which chromosome was always present. So that approach was a way of 
mapping genes to a single chromosome. It was basically pretty qualitative. If the chromosome was always 
there and the gene was always there, then you could say that the gene and the chromosome stayed 
together.  
 
Well, people have tried to adapt that for this large scale mapping. Twenty year before I ever started doing 
science, a guy by the name of Henry Harris said, “What if we do the somatic cell hybrids but what if we 
irradiate the human cells before we fuse them and maybe they’ll just keep pieces of human chromosome 
and we could more narrowly map where the gene is, not only which chromosome but where on the 
chromosome it was. When Henry Harris did this, he said, “But the human pieces won’t stay there unless 
we have some selectable marker to keep them in the rodent cell.” So he and a fellow student of his by the 
name of Gauss had published some papers twenty years before I started doing anything, but it sort of 
petered out because it was statistical; people really didn’t believe that it would work. The most important 
thing about the radiation hybrid mapping is that, like everything in science, it builds on work that others 
have done, and what we discovered was that you don’t have to have a selectable marker, that the pieces of 
the human chromosomes stay in the hamster cell on their own. Statistically, depending on how much 



radiation you used, you could map them to within a million base pairs or you could map them down to a 
hundred thousand base pairs. Originally, this augmented the physical mapping approaches. The one at the 
time was pulse field gel electrophoresis, which took large pieces of DNA. No one actually believed the 
radiation hybrid mapping because it was statistical. You didn’t look into the cells and measure the pieces. 
It was just statistical, but when we showed that it gave the same results as physically isolating a piece of 
DNA by pulse field gel electrophoresis, that’s when everyone started using it. It augmented – it linked – 
the genetic mapping and physical mapping, so you could order the pieces, which was essential for getting 
the first draft of the human genome.  
 
Simon: 
I see. So, the technique, really helps the scientists visualize physically, I guess, certain genes that have 
been tagged with radioactive material?  
 
Dr. Cox: 
Well, no. It’s not looking in the cells like with somatic cell hybrids.  It’s using different assays to measure 
which gene is present in which of the hundred different cell lines and statistically look at how those 
different genes cosegregate with each other. If you have two genes that they’re close together, radiation 
isn’t going to break them apart as often as is if they’re far apart. It’s a very statistical approach instead of 
a visual approach like standard somatic cell genetics or pulse field gel electrophoresis, where you’re 
physically looking at the piece. That’s why it was hard for people to grasp because it was more like 
genetic linkage mapping in being statistical rather than visual.  
 
 
Simon:  
I see. I had it in reverse. Okay. That makes sense. 
In light of this whole genome project, I guess, looking back, we can easily say that a schism or a war even 
occurred between the public and private sectors. Why did the human genome project in particular create 
such a rift between these sectors in your opinion? 
 
Dr. Cox: 
I would rephrase your question and your statement because I don’t think it was a rift between the public 
and private sectors. I think it was a rift between big egos of individual people, one who happened to, at 
the same time, have an effort in the private sector and other ones who had chosen not do anything in the 
private sector and were in the public sector. But the rift wasn’t between the public and private.  
The rift was between people who wanted to get famous.  
 
 
Simon:  
Okay. I see. I guess we often point Craig Venter as one of the people with the big egos. Did you think that 
the egos in the private sector that had the most weight? Or, were their significant egos in the public sector 
as well? 
 
Dr. Cox: 
I think that there was plenty of ego to go around on both sides. I lived it. I was right in the middle of it. I 
think it was pretty appalling on both sides.  
 
 
Simon:  
I see. Kind of as a follow up question, I read about Craig Venter in James Shreeve’s The Genome War 
and it almost painted a positive picture of Craig Venter as a puppet almost within Celera, who was being 



guided by the money-minded Tony White and Mike Hunkapiller. How would you assess Venter’s 
motives in Celera and breaking off from the public effort and forming Celera?  
 
Dr. Cox:  
I actually know Craig’s motives very well because he had asked me to be part of Celera with him. 
Without going into that story, I would tell you that I know whereof I speak here. The main reason why 
Craig went down the road he did is he believed – he genuinely believed – that he had a better scientific 
approach for more cheaply and rapidly obtaining a sequence of the human genome than the approach that 
was being taken and endorsed by the coalition of individuals who were part of the National Institutes of 
Health program. There wasn’t room for more than one idea. That’s politically how it worked, and Craig 
genuinely believed that his idea was better and that’s why he went off to do it on his own. But he didn’t 
start doing it on his own without trying to convince his colleagues of his idea, and that he was 
unsuccessful with that for a variety of reasons.  
 
Simon: 
I see. 
 
Dr. Cox: 
What’s very interesting about science is that you could be right but it doesn’t matter if everybody else 
thinks you’re wrong because you’re not able to execute on your idea. The other thing about the history of 
science, when you read books like Shreeve’s or other accounts, you should realize that, once people get 
into these pissing contests about who was right and who was wrong, they use standard social and public 
relations approaches to rewrite history however they want people to see it. It’s very difficult to read 
historical accounts and sort out which if any of them provides a true picture of what happened.   
 
Simon:  
Right, right. That’s one of the things that I’ve found is somewhat difficult in studying the history is that 
there are many different lenses that have been offered about the history that happened.  
 
Dr. Cox: 
So I think that there is truth to all of the different points that are made, but they are given different 
weights based on how much personal investment an individual had in one side or the other. I would say 
that talking to people who were directly involved on a personal basis is least likely to get you the proper 
perspective. The problem in terms of talking with older people who were actually there is that, most of the 
time, they focus on details that no one actually cares about. So, it’s very difficult, I think, to figure out 
about history.  
 
 
Simon:  
In terms of the Bermuda Principles, would you think that Venter and Celera were able to capitalize on the 
public’s ties to the Bermuda Principles? 
 
Dr. Cox: 
I don’t understand your question. 
 
Simon: 
In reading Shreeve’s account, I read that the public effort had to almost put out their data the day they 
found it. Venter, I think at one point as Shreeve writes, realized that he could use the public’s data to 
further the efforts of Celera. Do you think that he intentionally, I guess, used this data to make a profit? 
Was that his motive? 
 



Dr. Cox: 
Well, so I just want to reiterate. I think that Craig’s interest in money in this was almost nonexistent. 
None of his motivation in this was to make money. I can guarantee you that. It was about fame and 
proving that he was correct scientifically. Was he able to benefit from public data? Sure, to some extent. 
But I don’t think it was a driving factor. I also want to point out that people talk about the Bermuda 
Principles a lot, but the accessibility and the speed with which the public data was available in a way that 
people could use it – you know – it may have been delivered every day and that actually is open to a lot of 
question, but whether it was delivered in a form in which people could use it every day is absolutely not 
the case.  
 
Simon: 
Okay. That clarifies it because I guess there is an aura about Craig Venter as like a lavish entrepreneur 
and competitive scientist. I’m glad you drew the distinction between his interests in money and fame 
because I think that those can often be confused in a study of this history. 
 
Dr. Cox: 
When you do confuse them, it totally changes what people’s motives were. Right? 
 
 
Simon: 
Exactly. So I guess I will move on to the next question. I understand that after your time in the Human 
Genome Project you went on to co-found Perlegen. What was your idea in forming Perlegen? 
 
Dr. Cox: 
Well, that was in the year 2000. Remember that was the year that Bill Clinton stood between Francis 
Collins and Craig Venter to keep them from killing each other when he announced the draft sequence of 
the human genome. At that time, I had been working more than 10 years with my colleague Rick Myers 
and other colleagues in the Genome Project, and we had one draft of the human genome. Through a 
public-private collaboration called the SNP Consortium, there had been an effort to identify some fairly 
large number of variants in the human genome that could be used for comparing differences in the 
genetics between different human beings. Remember why I got into the genome project. It was basically 
to try and say, “Could genetics improve health outcomes?” The only way you are going to do that is not 
by having one sequence of the genome. You need to know what the differences are genome between 
people and be able to use those differences to compare people who were healthy versus sick. At the rate 
things were going, it appeared to me that I would never be able to apply that or have that happen because 
it would go too slow. The reason that I founded Perlegen was that there was a technology at that time that 
was pretty small scale that a company called Affymetrix had started, and I had the opportunity to scale 
that up and make it possible to not only identify common variants across human beings around the world, 
but to actually have a technology where I could compare between healthy people and diseased people. 
That’s why I started Perlegen because it was way to develop technology to move to the next phase and 
what it ultimately led to was chip genome wide association studies. What was remarkable, in the space of 
five years, we had gone from one copy of the human genome to the ability to take individuals with health 
and disease and look at their genetic differences. So, it wasn’t only Perlegen. It wasn’t only our company, 
but we were the company that basically started it. So that’s why I did that. You can imagine when I gave 
up my tenure at Stanford, I won’t tell you the exact words my wife said to me, but it wasn’t 
encouragement.  
 
 
Simon: 
I see. I see. We’ve been reading about these genotyping chips essentially that recognize the common 
variants between populations. In one of my other classes, I did this small paper on 23andMe, the popular 



genotyping company. It’s really remarkable how we can use these small chips to find out what makes 
each of us unique. It’s powerful in terms of its, I guess, ability to detect certain prevalence for disease and 
things like that, so it’s a fascinating technology, and I am honored to be talking to one of the people who 
helped found such technologies.  
 
Dr. Cox: 
Well, I just want to point out though is that all of these scientific discoveries and technological advances 
are based on things that people have done previously. It never comes out of the blue. Very seldom does it 
ever come out of the blue. Times change. Little parts become available. It’s not that people haven’t 
thought about the idea, maybe a hundred years before, but there just wasn’t the right time or things 
available. That was the same story about radiation hybrid mapping, wasn’t it? It’s the same story with 
music. It’s not that all of a sudden – you know – that Chopin all of a sudden thought of a different type of 
music. He had a different type of piano that allowed him to express himself differently.  So, I think what’s 
happened in the genome project is that as technology changes, the discussion is more around what we do 
with it and the human creativity is of doing with it than it is about the technology itself. That’s where we 
have to really be thoughtful and careful because human beings can apply things in useful ways for their 
fellow man or they can apply them in selfish ways just to enrich themselves. I think that’s actually what 
we need to pay attention to now with the genome and how it’s actually being used.   
 
 
Simon: 
As a tie in to that, where would you see genome science going especially in the current day when we can 
sequence genomes rapidly and incredibly quickly? As one who has had experience in the private sector 
and the public sector, what lessons do you think we can learn from the human genome project to achieve 
this exciting progress? 
 
Dr. Cox: 
Well, I’ll tell you for me the most important lesson we’ve learned. The most important lesson is that 
genetics by itself is not going to provide alone the information we need to improve health outcomes, and 
the reason for that is not that differences in DNA don’t associate with different risks of health outcomes, 
but that what we found not only from the common variants but now even from the DNA sequencing is the 
vast vast majority of the differences in the DNA account for a very small fraction of the risk of with 
getting a particular disorder.  It takes many many different independent things that are defining the risk of 
being healthy or diseased. In a single word what that means is is that there’s no single thing you can 
impact that’s going to have a big effect. Now, early on, when we started Perlegen and what other people 
were looking at that, the hope would be is that there would be a few differences in the DNA you could 
find that if you impacted them would have a huge impact on health, and there have been a few that have 
been found, and those are the ones that everyone talks about but the vast majority of the scientific 
experience over the past decade has definitively shown that, no matter which disease you want to look at 
or which human trait, it’s impacted by a whole variety of different genetic changes each of which has 
quite a small effect. So, how then is that going to be used to improve health outcomes? Well, what we 
could do is we could have people talking about how they’re going to keep doing better technology. But, 
frankly for the human genome, what can you do better than sequencing the genome?  
 
Simon:  
Exactly! 
 
Dr. Cox: 
So, we now have that technology, and there’s no other place to go. We know the answer. The answer is is 
that genetics, without applying it to a better understanding of biology, is not going to deliver the promise 
that people had hoped two decades ago, but if you combine it with other approaches, then it can be an 



important tool for better understanding which aspect of biology, if you touch it, is going to have a big 
impact, but the belief that genetics itself was going to show you the answer to that was wrong. Now, I 
think a lot of geneticists are still drinking their own Koolaid, and they don’t want to believe that but 
remember, I started off with those babies in the nursery using genetics to try and help them .Genetics is a 
tool. It’s not the ultimate goal.  
 
 
 
Simon: 
I feel sometimes genetics can be used simply to ask larger and larger questions, like you said. Take a 
single variant that’s been known to cause maybe say cardiomyopathy or something. We would be 
shortsighted in saying that that variant alone, just because it has been shown in people who have this 
condition, can cause cardiomyopathy. It almost seems as if there’s a whole slew of other factors that are 
interacting in a very intimate almost sort of fashion to cause the expression of this disease. So, would you 
saw that genetics is a tool for asking the questions and that technology is almost a tool for answering the 
questions? Or, do the two, I guess, fields of thought mesh together? 
 
Dr. Cox: 
Well, the technology is needed to ask the genetic questions; I think it’s true. Let me sort of pose it in a 
slightly different way, coming at it from the perspective where I started, which is at the end of the day you 
are trying to improve health outcomes. The thought has been if you could understand a gene that’s 
necessary and it seems sufficient but it’s not really sufficient because, as you point out, there’s whole 
bunch other things that have to happen with it that are sort of hidden. The change in the gene might get 
that cascade going, but all those things have to happen. So then, the thought would be well if you know 
that first thing that gets it going and is necessary, then you would be in a better shape of actually 
preventing the bad things from happening. That’s the whole thought with genetics.  
 
Simon: 
That’s the process.  
 
Dr. Cox:  
It’s not just diagnosing it but treating it.  So, I was recently at a very interesting symposium of human 
geneticists that were some of the people in the very beginning thirty years ago who started going gene 
mapping, so it was a bunch of old folks now. It was a symposium because one of these individuals was 
retiring, and we got a chance to look back at what we had actually accomplished. These were some of the 
individuals who were first involved with mapping and identifying the gene for Duchenne’s muscular 
dystrophy.  
 
Simon: 
Okay! 
  
Dr. Cox: 
The question was then, what’s the lifespan and what’s the outcome of men with Duchenne’s muscular 
dystrophy today, and how much has knowledge of the gene impacted their life. The conclusion of that 
symposium for me – and let me tell you that the lifespan of people with Duchene’s muscular dystrophy is 
considerably longer by decades than it was thirty years ago; the quality of life is significantly better –what 
led to those improvements were improved general medical care and had nothing to do with knowledge of 
the gene because the knowledge of the science has done little – it’s made improvements don’t get me 
wrong – but by itself, it hasn’t been enough, and that’s because what people realize is just impacting that 
broken gene by itself isn’t enough and you need to impact other components if you really want to have an 
outcome of the disease. Even in a disease like Duchene’s Muscular Dystrophy where we know it’s a 



single gene that’s broken and that there’s approaches to improving the function of that gene, you still need 
multiple things and to this day the improvement has been general medical care improvements rather than 
specific things with the gene, so I think that’s quite telling about how we have to think about using 
genetics. Genetics is extremely helpful, but if we think that that’s going to be the basis of the treatment, I 
think we’re wrong. 
 
Simon: 
So, looking ahead, we have to almost draw more significant lines of communication between the field of 
genetics and medicine to offer directives in terms of better clinical care? 
 
Dr. Cox: 
That’s correct, and we need to have better links between geneticists and other types of biologists and 
epidemiologists. The way genetics played out was “give us a little better technology and we will solve 
your problems for you by ourselves,” and the most important lesson of the past two decades, now that we 
have the technology where we can sequence the genome, and the answer is that geneticists must work 
with other people because they are not going to it by themselves.  
 
Simon: 
I see. 
 
Dr. Cox: 
No one with any brains ever believed that that would be the case except for some geneticists. 
 
 
Simon: 
To finish up our interview, I understand now that you are currently involved in Pfizer’s Biotherapeutics 
and Bioinnovation Center as the CSO. Can you tell me a little more about your role in Pfizer? 
 
Dr. Cox: 
Right. So, you can imagine after I left Perlegen, that’s when I realized that genetics by itself wasn’t going 
to be able to impact treatment outcomes by itself and that’s the reason why I came to Pfizer. So based on 
what I’ve said to you, what do you think I am doing at Pfizer? I am combining knowledge of genetics 
with fundamental biology and regulatory approaches so the genetic knowledge can be used to play a role 
in more effectively making new medicines. It’s been extremely difficult for the pharmaceutical industry 
because they believed – because geneticists told them that when we have the human genome project and 
we can tell you about all the genes, it will be easy to figure out how to make new medicines. What 
happened with that is that there were many more genes known, much more money spent –tremendous 
amount of money spent – and actually fewer new medicines made, so that it was it was exactly the 
reverse. The reason for that is that the genes without knowing, linking them up to how the biology works, 
led to more expense and fewer medicines. So, now our goal is to use the knowledge of genetics but link it 
in with other approaches, so we can actually make new medicines without having the whole world go 
bankrupt.  
 
Simon: 
If you don’t mind, what’s one sort of drug that you’ve worked on recently that blends the view of genetics 
with an eye toward clinical care and effectiveness in the market? 
 
Dr. Cox: 
Well, so, I mentioned to you that from genetics there are a few examples - very few - where changing the 
gene has a big impact on the outcome. One of those is a gene with a strange name called PCSK9, and it 
was identified that when you broke that gene, you could have your cholesterol go very low, your bad 



cholesterol, your LDL cholesterol. That was determined in the public sector by a scientist by the name of 
Helen Hobbs, and, not only did Helen show that the cholesterol went low when you broke that gene, but 
then she could look at longitudinal epidemiological data with other colleagues and show that people that 
had the broken gene their whole life had many fold lower incidence of heart attacks than other 
individuals, so it became pretty clear that that broken gene could be a way of really lowering cholesterol 
in situations where the statin drugs and people who, you know, weren’t having their clinical endpoints 
met could have another therapy.  The other important thing is is that that broken gene in human being, 
while it lowered cholesterol in human beings, it did not cause any other side effects. So it really looked 
like that could be a very effective way to help people who weren’t able to get their cholesterol lowered 
with statins and not have side effects. But, it wasn’t clear whether that broken gene was working inside 
the cell or whether by breaking the PCSK9 protein, which was secreted from cells, that, if you just tied up 
the secreted proteins, would that be good enough to lower the cholesterol. So, the genetics required 
knowledge of the biology about whether it was working on the inside or the outside. I was working with 
people who showed that simply by inhibiting it on the outside would work, and that has led not only to 
our work at Pfizer but now a whole variety of pharmaceutical companies, making antibodies against this 
molecule that are now in clinical trials and dramatically lower cholesterol and help people that weren’t 
able to lower the cholesterol with statins. I actually think that this is the best example of genetics literally 
going and improving a met need for people who are still significantly dying of heart attacks, one of the 
major causes of killers in human beings.   
 
Simon: 
I guess the trigger that causes the cascade due to this broken gene, is it an SNP? 
 
Dr. Cox: 
No. Well, what happened is this was a situation where the mutation in the broken gene literally made it so 
that the protein wasn’t working, but no one understood that biology until you started exploring the 
biology. Interestingly, the biology shows that what the molecule does – what the PCSK9 gene product 
does – is it binds to the same receptor on the outside of the cell that the bad LDL cholesterol does, and it 
causes the receptor to degrade. So that, if you could get rid of the PCSK9 cell on the outside of the cell, 
keep it from binding, it has more receptors that can suck the bad cholesterol into the cell. Only by 
understanding that biology and understanding how it worked did it make sense for understanding how to 
make the medicine.  
 
Simon: 
So there’s almost like a parallel if you will between the clinical views and genetic views and also I guess 
the genomic lens of looking at things and the transcriptome lens of looking at things when it comes to 
drug development because it seems like you have need to have a deep understanding of two almost 
fundamentally different worlds of the transcriptome and the genome. 
 
Dr. Cox: 
Well, let me put it this way. Before the genome project and even to this day, the way new medicines were 
made is the pharmaceutical companies would apply chemistry to a component of proteins, inhibiting 
certain enzymes, and then go and say, “Now what would that be good for in terms of treating a disease?” 
What the genome project allows you to do is start with saying, “we have people with high cholesterol 
who are dying of heart attacks. What type of biology should we study that we don’t know about that’s 
going to allow us to reduce their bad cholesterol?” In one, you start with the protein, and you search for 
how it can be used. For the other, you start with the problem you are trying to solve and figure out the 
medicine you want to make, so I think that that’s the fundamental paradigm shift that modern genetics 
will allow new medicines to be made by starting with the question rather than starting with the molecule.  
 
 



Simon: 
I see, very interesting. That’s a profound statement. 
 
Dr. Cox: 
That’s why I work at Pfizer. That’s what I am trying to do. 
 
 
Simon: 
I think that such an approach is more rewarding almost – starting with questions – because it seems to me 
that that sort of mindset drives science forward. 
 
Dr. Cox: 
Well and it’s also I think easier to explain to the public what the hell you are doing and to engage them 
because more and more the public needs to be involved in this  because their longitudinal clinical and 
outcome data are going to be critical in this new approach for making new medicines. Right now I will 
tell you that one of the things I’m proudest about Pfizer is our CEO at Pfizer – the big boss of the whole 
show Ian Reid – realizes as one of his top priorities being respected by society and have the public more 
engaged in helping the pharmaceutical industry make new medicines.   
	  
Simon: 
I see. That truly is important I would say. 
 
Dr. Cox: 
Well it’s hard you know to have people believe that that’s true and the only way that they’re going to 
believe it is to see it in action.  
 
 
Simon: 
In closing, what would you say is the most rewarding aspect of your career? 
 
Dr. Cox: 
The personal relationships I’ve made. I mentioned this recent symposium. You know, you make deep 
friendships of people all around the world. You may not see those people very frequently – some of these 
people I have not seen in over twenty years – but it’s like we saw each other yesterday. Those personal 
relationships and working together to try and improve knowledge is by far the thing I value most. 
 
Simon: 
That seems to be very much in the spirit of science to have a sort of collaborative environment in which 
discourse almost enlarges the scope of our knowledge. I think, when done right, that’s one of the best 
things that we can do as a global community.  
 
Dr. Cox: 
Well, that I think not just for science, right?  But I will say that the difference in science is that it basically 
works on a factual content, which is what’s different from politics. Like in anything else, healthy 
competition drives forward, you know, that realization of knowledge. Like in anything else, it’s when that 
competition gets out of control and that it’s more about individual egos than why people started in the 
first place, that’s what actually slows everything down. So, if we could focus more on why we’re all 
doing it in the first place, I think human beings would make more progress in life.  
 
 
 



Simon: 
Wow. That’s great. I do not want to take much more of your time, but thank you so much for taking some 
time out of your day to talk with me about this. I really appreciate it. 
 
Dr. Cox: 
Okay. Well, it’s my pleasure.  
 
Simon: 
Yeah. Thank you. I guess I’ll get going.  
 
Dr. Cox: 
Okay. 
 
Simon: 
Have a nice day.  Bye bye. 
 
Dr. Cox: 
Take care. Bye bye.  
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