
In a conversation with The Cancer Letter, James Doroshow, NCI deputy 
director for clinical and translational research, explained the rationale for 
changing the way the institute conducts early-phase clinical research.

The interview was conducted by editor Paul Goldberg.
PG: Given how much has changed in the phase I environment, what is 

the NCI role in this new world?
JD: We are trying very hard to provide value-added investigational 

services to enhance the phase I program. It’s still true that for many agents, 
especially those that are brought forward from small biotech companies, 
resources to do the correlative science that is absolutely essential in today’s 
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By Paul Goldberg
NCI has started restructuring its early-phase drug development program 

to make better use of assays, imaging and genomic information.
The change is occurring at a time when big pharma companies are 

increasingly turning to for-profit organizations to conduct their phase I 
research, which these groups are able to do faster than NCI and its grantees.

The objective of the institute’s restructured early phase program 
would be to provide more in-depth studies and to focus, at least initially, on 
compounds developed by smaller biotech firms.

The change would start with the institute-funded Early Phase 
Therapeutics Network, which currently operates 14 sites, has a budget of just 
under $8.9 million a year, and accrues 898 to 1,290 patients a year.
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Since no expansion is possible at a time of fiscal 
austerity, the new iteration of the early phase clinical 
research network would have fewer sites with greater 
resources, said James Doroshow, NCI deputy director 
for clinical and translational research.

 Doroshow recently presented an early version of 
the proposal to the NCI Clinical Trials and Translational 
Research Advisory Committee, and, separately, 
discussed the proposal in-depth with The Cancer Letter 
editor Paul Goldberg. A transcript of that conversation 
appears on page 1. 

Initially, the institute’s objective will be to integrate 
early-phase research, making data and compounds move 
more freely across the divides within NCI-funded cancer 
centers as well as from institution to institution. These 
changes will spill over into the institute’s Specialized 
Programs of Research Excellence and program project 
grants. After the NCI phase I portfolio is reshaped, 
similar change would come to later-phase research, 
Doroshow said. 

Restructuring is needed in part because the 
distinctions between the phases of clinical research have 
become less pronounced in recent years, researchers 
say. But equally important is the movement of phase 
I research out of the cancer centers and into private 
practices. 

Phase I studies used to be the domain of a select 

group of academics. Sponsors deferred to judgment of 
these experts as they escalated doses of compounds 
never before administered to humans, pursued hunches 
in studies of biomarkers associated with either activity 
or toxicity, and kept an eye on subtle signs of trouble.

Now, an increasing number of industry-funded 
studies are conducted at multiple centers, and an 
increasing number of those centers operate outside 
academia and generate profits. 

For-profit clinical research organizations have 
been a part of phase II and phase III testing in oncology, 
but didn’t exist in phase I until 1997, when it was 
initiated by the Sarah Cannon Research Institute in 
Nashville. Now, pharmaceutical companies looking for 
phase I sites routinely hire for-profit groups alongside 
academic centers. The Cancer Letter covered this change 
in a two-part series of articles two years ago (The Cancer 
Letter, March 26, April 2, 2010). 

When speed is of the essence—which it often is in 
phase I—investigators at NCI-designated centers have 
to maintain the pace set by for-profits. Some observers 
wonder whether public funding of studies that can 
be—and are—easily conducted by the industry provides 
anything of value in this setting.  

“I think there are several groups that are very 
expert at doing first in human trials. And they can do it 
quickly,” Doroshow said to The Cancer Letter. “That’s 
really not how we see our program going forward. We 
see it as a program that will focus on areas that pharma 
does not focus on. 

“We will use NCI resources—in collaboration 
with our extramural colleagues—to do things that are 
more complex—including proof of mechanism studies 
that are assay-dependent or genomic-dependent trials, 
especially in subsets of patients. It’s been getting clearer 
and clearer that almost everything is a rare disease. 

“Many types of even common cancers have subsets 
that we will want to specifically test. We absolutely need 
our academic partners to be able to bring together not 
just the ability to safely test the drugs—but in addition—
we are looking to organize a network that is focused on 
the relevant tumor biology. 

“And that is only present in our academic sites. 
We need to bring that expertise more to bear on early 
testing.”

Doroshow and others believe that understanding 
compounds better in the early phase of testing may lower 
the rate of failure in the later phases. 

Overall, only 18 percent of drugs emerged as 
viable compounds after phase II testing in 2008 through 
2010, according to NCI figures. A lack of efficacy was 
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Doroshow's "straw man" structure model for the early-phase 
study network, presented to CTAC.

the leading cause of failure. 
It accounted for 51 percent 
of failures.

Would understanding 
the drug’s properties better 
chip away at this failure 
rate? Doroshow’s answer 
is yes. 

I n  h i s  C T A C 
presentation, Doroshow 
showed a slide depicting 
an early “straw man” 
model of the new structure, 
where six sites surround 
core resources, and are, in 
turn surrounded by larger 
NCI programs, including 
SPOREs. 

Doroshow said he 
hopes to have a request for 
applications completed in a 
little less than a year. 

W h e n  D o r o s h o w 
presented his plans to CTAC 

requirement, because we may never get into the clinic 
with some interesting molecules.”

The phase I process NCI is suggesting would 
exclude many cancer drugs in use today, said CTAC 
member Kevin Cullen, director of the University of 
Maryland Greenebaum Cancer Center. 

 “This process would exclude many of the most 
useful drugs we have in our armamentarium now,” 
Cullen said. “How does a taxane work? I am not really 
sure. How do platinum agents work? I am not really sure. 

“We don’t have great assays for those things. If the 
reflex is that we are going to do full exon sequencing 
and molecular imaging, we are going to eat up the 
resources that we are going to put into this so quickly 
that if your goal is to get more compounds through 
the phase II bottleneck, I am not sure you are going to 
achieve that goal.” 

The process should engage clinical trials 
cooperative groups, said Monica Bertagnolli, chair of the 
Alliance for Clinical Trials in Oncology and professor 
of surgery at Harvard Medical School, Brigham & 
Women’s Hospital and Dana-Farber Cancer Institute.

“One of the things I have observed from the 
cooperative group point of view is that many of the 
cooperative groups have a huge access to a large patient 
base,” Bertagnolli said. “And that’s an established factor 
over many years. There is a disconnect. 

on March 7, committee member Peter Adamson said that 
phase I trials in pediatric oncology have been conducted 
exclusively in networks for many decades. 

“It is certainly doable—it’s not a perfect system, 
but it allows an infrastructure to do that,” said Adamson, 
chair of Children’s Oncology Group and chief of the 
Division of Clinical Pharmacology and Therapeutics 
at the Children’s Hospital of Philadelphia.

Adamson said core resources would be needed 
to make the system work. “On that multi-arrow slide 
I don’t see an infrastructure,” he said, referring to 
Doroshow’s slide. 

“I see a lot of arrows. I do think that if you are 
going to pursue this, what is the infrastructure that’s 
going to support multi-institutional studies as opposed 
to trying to leverage infrastructures that now exist.”

Adamson said that excessive emphasis on 
biomarkers, while scientifically the right thing to do, 
may slow down the compounds as they move from the 
bench to the clinic.

“The flip side is that those are additional hurdles 
to get into the clinic,” Adamson said. “Until we are in 
the clinic, what we think we know about the disease or 
the drug often turns out to be wrong, and we can burn 
through a lot of resources before we even know what 
the question is. So there should be a graded approach 
to when you go into the clinic and not an absolute 
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(Continued from page 1)

environment are not available. And many of these agents 
are very interesting with respect to uniqueness of target 
or other mechanism of action. 

I believe that the ability that we have developed 
for the last several years to do proof of mechanism 
studies and to develop the essential pharmacodynamic 
assays to allow us to understand early on whether a drug 
hits its target are important.  I hope in the coming few 
years we will be able to define patient populations that 
are most likely to benefit.  We need to gain this insight 
earlier in the process.

PG: This is a big change, isn’t it?
JD: I would say that the field has evolved. Back 20 

or 25 years ago, it was a big deal to go from just doing 
the trials to look for the maximally tolerated dose to 
couple those studies with pharmacokinetic evaluations. 

In 1975-1980, the methodology was simply not 
available to measure the very low concentrations of 
drugs that were present.

If you look at the period from the early 80s through 
the early 90s, clinical-pharmacokinetic correlations 
became the standard of practice. The analytical 
instruments that became available—if you look at it 
decade by decade—the instrumentation improved and 
becametenfold more sensitive each decade

PG:  What I am seeing is emergence of phase I 
factories, essentially, both in the academia and in the 
private sector, which are able to churn out patients. 
When you ran a phase I program at [City of Hope], it 
was typically at a time when single centers ran phase I 
studies in their entirety. Or there would be a few other 
centers which would collaborate on this. But this is 
different. What is the NCI role in the world of phase I 
factories?

JD: I think there are several groups that are very 

expert at doing first in human trials. And they can do 
it quickly.  That’s really not how we see our program 
going forward. We see it as a program that will focus 
on areas that pharma does not focus on. We will use 
NCI resources—in collaboration with our extramural 
colleagues—to do things that are more complex—
including proof of mechanism studies that are assay-
dependent or genomic-dependent trials, especially in 
subsets of patients. It’s been getting clearer and clearer 
that almost everything is a rare disease. Many types of 
even common cancers have subsets that we will want 
to specifically test. We absolutely need our academic 
partners to be able to bring together not just the ability 
to safely test the drugs—but in addition—we are looking 
to organize a network that is focused on the relevant 
tumor biology. 

And that is only present in our academic sites. We 
need to bring that expertise more to bear on early testing.

PG: What I am seeing then is two things going on 
at once. One is the industry-wide pattern of going toward 
not so much efficiency as speed. And you are seeing this 
affect the academia. And then there is the NCI approach 
that you are starting that is more about looking deeper. 
If I am seeing this correctly, then the question is, ‘Where 
does this lead?’ What does the world look like ten years 
from now, when you’ve succeeded with this?

JD:  That’s an excellent question. I think the 
presentation we made to CTAC a few weeks ago has 
just begun the process of trying to get the kind of input 
we need from colleagues on how this new network 
will function.  We will be looking for capacity to find 
appropriate patients to go on network-wide trials. 

If I were to be hopeful—and I don’t know whether 
anybody can predict ten years ahead—what we will see 
is a much greater integration of the SPORE programs 
and our program-project-supported translational studies. 
We have a large portfolio of individuals who do studies 
that basically try to bridge the gap between the basic 
tumor biology and the clinic; we need their help to bring 
more tumor biology to phase I trials, to translate those 
findings into patients. 

We are looking to try to be very innovative, but 
I know we need to have funding for these programs, 
to strongly facilitate these interactions. They are often 
the same people, or they are related people in the same 
institutions who we have to help to collaborate.  We 
have a variety of funding mechanisms that support 
translational research. They are often disease-focused.  

What I would like to see is a strong integration that 
allows the seamless movement from observations that 
occur on a disease basis (or on a disease tumor-biology-

“There are wonderful centers that can do the basic 
science. They are not necessarily the areas where there 
are patients. I think one of the big bridges that need to 
be built is to link patient resources from the cooperative 
groups into the early drug development. 

“We have lots of examples where we have many 
drugs to test with a big population, and we can access 
that population, but there is no infrastructure to support 
a cooperative group doing the early drug studies.” 
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focused basis, which happens in the program project 
and SPORE program) into the use of that knowledge in 
early phase trials. This knowledge will often be used to 
understand why a particular target is either effective or 
ineffective in a particular patient in the context of these 
early-phase trials. 

There are some organizations, which have 
overcome barriers to make this happen, because they 
saw this as the future.  But it hasn’t been easy, and we 
are looking for ways to make it easy. 

Because if you look at one of the primary 
differences between what the NCI does and what a 
company does, you are well aware that the majority of 
resources that the NCI utilizes are in support of various 
kinds of biological investigations. There is an enormous 
investment in that knowledge, and what we can offer 
is an attempt to utilize more of that biological depth in 
the earliest translation into humans.  I think that will 
be attractive not only to industry partners, but it fills a 
niche that plays on the NCI’s strengths.

PG: When you were running phase I trials, they 
were done in one institution. We are now moving even 
faster toward the multi-institutional approach. 

JD: There may be trials that involve a couple of 
institutions. There still are likely to be trials that are done 
in a single institution, because they have the patients to 
do it. But I think that as we know more and more about 
subsets of patients and are able to characterize not only 
why a subset might respond and—importantly—try 
to understand why, even when we have a reasonable 
hypothesis, a drug or a combination of drugs was 
ineffective, we are going to need access to large pools 
of patients that are only going to be available across a 
variety of different institutions.

PG: I am realizing that I should have started with 
this question—and it’s indicative of something that I 
didn’t—what is the role of phase I in the future?

JD: That’s an excellent question. As we have, over 
the last many months, in concert with our colleagues 
thought about re-evaluating this process, it is probably 
more reasonable to think about early drug development 
rather than these arbitrary phases. If we are very fortunate 
and if we have highly specific agents, we might—if the 
biology is strong—be able to think about looking for 
clinical benefit, whether that means shrinkage of tumor 
or disease stabilization, earlier in the process. 

 PG: What about phase II? What about phase III?
JD: These distinctions, which were relatively 

arbitrary, and which we have used for 30 to 40 years, 
are getting blurred. 

The clearest example of that is the anaplastic 

lymphoma kinase story.
PG: How would you take what you are doing now 

and connect it with the cooperative groups redo?
 JD: I think it does connect. We would all like to 

have a linear process, but it’s more likely that if you 
have agents that can demonstrate some clinical benefit 
very early in the process, they could go from this early 
drug development process—which may be a mixture 
of phase 0, phase I, and early phase II—directly to 
randomized phase III trials, where we can get earlier 
signals of benefit.

PG: Is there a wizard sitting in the center, deciding, 
this goes here, this goes there? Seriously, it’s a selection 
question.

JD: We have to rely on our extramural colleagues 
to help us prioritize what areas are of greatest interest 
and where we would get the most bang for the buck. 

PG: I this a hypothetical situation you are 
preparing for: you may see a signal in phase I, and you 
are going into phase II rapidly, for a specific subset?

JD: If you talk to our pharma colleagues, they are 
very interested in broadening phase I/II trials where you 
quickly are able—if you get a signal—to broaden the 
trial to expand particular subsets, to get more clinical 
information and, potentially, biological information that 
would help you make more rational choices, prior to the 
point of doing larger trials. Because where things are 
very expensive is when you fail in phase III. So whatever 
we can do to reduce the late-stage failure rate—we can 
test more agents and we can do it more efficiently.

PG: I can see the flow, conceptually, from phase I 
to phase II. How can you see it institutionally? Is there 
a movement from the cancer centers where phase I is 
done to cooperative group where later trials would be 
done? How does it flow? 

JD: When you think about it broadly, the early 
phase is the phase of therapeutic development where 
we are developing targets. Is it an important target? Can 
we measure it? If you inhibit the target, does it make a 
clinical difference?  What are the downstream effects 
in the tumor? 

There are all these wonderful new tools, imaging 
tools, and other molecular tools. That’s going to 
require novel ways of imaging molecular targets, and 
developing the biological rationale for moving forward 
to larger studies. This work is almost certainly going 
to be done—to a significant degree—in academic 
institutions.

That’s where the experimental molecular imaging 
tools are being developed and changed every day. And 
that’s where it will be easier to obtain tissues of various 
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kinds to develop these kinds of targets and, hopefully, 
to develop information to allow us to make decisions. 

Do we have the kind of clinical information and 
biological information that enhances the potential for 
success of a particular therapeutic? You can’t stop there, 
because those would be hypotheses, and that’s why it’s 
essential that we have a larger network of institutions 
and practice sites.

If we are to use the Children’s Oncology Group as 
a paradigm, they have done this as much as anybody—or 
more—to rapidly understand in lymphoma, leukemia, 
other areas, where there is the potential for a novel subset 
of patients to be treated differently, and better, if you 
have developed biological information, and then to do 
the clinical trials in which the patients are aggregated 
based on that biological subtype.

PG: You have presented this to CTAC. What’s 
next?

JD: We have a ways to go in terms of getting 
more input. We have had an opportunity to engage with 
SPORE PIs. And we will probably do this again. We 
will have a chance to present and discuss these issues 
with the cancer center directors. We will have to do this 
on several occasions to get as much input as we need. 

We will bring this back and discuss it as we 
organize our Clinical Trials Strategic Working Group 
that we talked about to help CTAC prioritize what goes 
on in the Clinical Trials Network.

We will need more advocate input and public input, 
but we are in the earliest stages of trying to figure out 
what the straw man should look like, how it should work. 
We have had two long sessions with our current phase 
I and II grantees and contractors, and have gotten a lot 
of input from them, and we need more. 

PG: How many months? How many years?
JD: We are hopeful that we will by the fall or 

early winter have developed enough of a plan—with 
enough input—to be able to bring this to the Board of 
Scientific Advisors.

PG: So this is far enough along?
JD: If we are very fortunate, we will have an RFA 

on the street in a little more than a year.
PG: That’s lightning speed.
JD:  We didn’t just start. We have been thinking 

about this for a fair amount of time, and there is some 
additional way to go. 

PG: How much money is involved?
JD: It’s unlikely that we will be able to change the 

amount of money available for the phase I RFA, which 
is currently under $9 million a year.

PG: I should have really started with this question: 

You are a phase I guy. What was the genesis of this idea 
in your mind, as someone who has done a lot of phase I?

JD: There are several responses, but I think that 
the key is that if we just stop and think about where the 
biology was ten year ago and what we know now. That’s 
number one. Number two is what we are able to do now 
technologically to apply that biology in patients. 

It’s just extraordinary.
I think that to understand the genesis we have 

to understand what’s possible and what has changed.  
Remember that in the 1950s, doing randomized trials 
was a radical change in biology and medicine. 

Correlating blood levels with side effects—the 
earliest pharmacodynamics studies—were remarkable, 
because it wasn’t obvious that that would be possible 
until some of my long-time former colleagues did that.

Now, having the ability to examine with much 
more specificity whether a potential target is actually 
engaged is going to be even more important.

Let me give you a specific example. 
Just ten years ago I would have thought this pretty 

amazing: the group at Mayo Clinic has been working 
for a long time in pharmacogenomics, and they were 
amongst the first to develop some data that suggested 
that if you didn’t metabolize tamoxifen fully, your 
response to that agent may be suboptimal.

There are some patients who simply don’t 
metabolize tamoxifen to its active metabolite. That 
metabolite has been known for 30 years, and was 
discovered when tamoxifen was being used in the mid-
seventies.

So, the clinical question: What if you could give 
that metabolite as a drug instead of the parent compound. 
It avoids the need to check for a pharmacogenomic 
variation in the genes necessary to metabolize the drug.  
If you can make metabolite, and get it evaluated as a 
drug itself rather than the parent drug, then maybe more 
women would respond to tamoxifen.

That’s the hypothesis.
So, as a part of our drug development program, 

we worked with investigators at Mayo to produce a 
quantity of that metabolite. It’s now in phase I trial. And 
because of the capabilities that we have in Frederick, 
and working with our cancer imaging program and their 
grantees at Fred Hutch, we were able to take advantage 
of advances that the group at Fred Hutch developed 
some years ago to develop a PET scan scanning agent 
that would allow you to do a scan of women with ER-
positive breast cancer and define what parts of their 
tumors took up estrogen.

By-and-large, women who responded to anti-



The Cancer Letter • April 6, 2012
Vol. 38 No. 14 • Page 7

In Brief
AACR Honors Researchers
At Annual Meeting in Chicago

estrogen therapy—if you did that scan post-treatment—
you would see specific blockade of the receptor.  

PG: What are the phase I implications of this?
JD: In a collaboration with our colleagues at the 

Fred Hutch, we developed a capacity to image patients 
with respect to the presence of estrogen receptors at 
the NIH Clinical Center. The first patient who went on 
the trial of the tamoxifen metabolite had a pretreatment 
scan that showed this woman’s endometrial cancer in the 
pelvis. After three days of treatment, the mass was gone, 
suggesting that we blocked the ability for that tumor 
to take up the radiolabelled hormone. I don’t mean to 
imply that this is revolutionary. I think that if you ask 
about the ten-year horizon, I think we will have many 
of these kinds of tools. 

And, hopefully, we will have new targets, not just 
the estrogen receptor. We will have a specific imaging 
modality, developed in concert with the new agent. At 
the very least it will tell you whether the drug interferes 
with the target’s function. 

PG: Is there a way to bring in industry money 
into this? 

JD: There is a major role for NCI in developing 
imaging drugs. Developing new machines—there is a 
business model for that. For developing new tracers the 
business model is not very good. 

PG: Do you see this is a role for NCI?
JD: It seems to me it’s a major role for us. Can you 

make the imaging drug? Can you develop the chemistry? 
Can you image something? And then can we test it? 

At this stage, it’s going to be done in major 
academic centers. It requires—even if you develop your 
own methodologies for binding the radiolabelled species 
to the molecule of interest—you just don’t buy a kit.

Look at the history of FDG PET. It was initially 
in the academic sphere. And then, finally, when enough 
data was developed, there was a commercial model for 
it. 

PG: We are not just talking about imaging. We are 
talking about the phase I approach.

JD: We are talking about linking these things. A 
goal would be to have an imaging biomarker that is not 
invasive as a goal for many of the agents that we bring 
forward. 

 It’s not that instantaneously we are going to stop 
needing to get tissue from tumors.  But, of course, 
the ability to do it non-invasively to get molecular 
information is not fanciful.

It’s reality.
 

THE AMERICAN ASSOCIATION FOR 
CANCER RESEARCH, at its 32nd annual meeting in 
Chicago, honored several cancer researchers, biologists 
and clinicians for their work.

The honorees include:
• Giuseppe Bernardi, president emeritus of the 

Pezcoller Foundation. Bernardi was honored with the 
Award for Distinguished Public Service. He served as 
president of the Pezcoller from 2001 to 2011. He helped 
establish the Pezcoller Foundation-AACR International 
Award for Cancer Research, as well as the Stanley J. 
Korsemeyer Lecture, given annually by the awardee. 

• Bayard Clarkson ,  laboratory head of 
hematopoietic cell kinetics at Memorial Sloan-
Kettering Cancer Center. Clarkson was honored with 
the Distinguished Service Award. He served two terms 
on the AACR board of directors and was president in 
1980. He was later recruited to serve as treasurer, and 
continued in that position for 15 years. Recently, he has 
been president and chairman of the AACR Foundation 
for the Prevention and Cure of Cancer. AACR named 
an annual scientific session in his honor, “The Bayard 
D. Clarkson Symposium on Stem Cells and Cancer.”

• Pelayo Correa, the Ann Potter Wilson endowed 
chair in cancer research and professor of medicine and 
pathology at Vanderbilt University Medical Center. He 
was honored with the Jane Cooke Write Lectureship, 
and presented “Gastric cancer: An infectious disease.” 
His research focuses on the relationship between 
Helicobacter pylori infections and the onset of stomach 
cancer. 

• Lisa Coussens, associate director for basic 
research at the Knight Cancer Institute at Oregon Health 
and Science University. She was honored with the 
AACR-Women in Cancer Research Charlotte Friend 
Memorial Lectureship, and presented “Inflammation 
and Cancer: Translating Basic Research into Clinical 
Practice.” Coussens’ research involves immune cell-
mediated regulation of breast, lung and skin cancer 
development. 

• Alan D’Andrea, the Alvan T. and Viola D. 
Fuller American Cancer Society professor of radiation 
oncology at the Dana-Farber Cancer Institute and 
Harvard Medical School. He was awarded the G.H.A. 
Clowes Memorial Award for his work in understanding 
cancer progression, including the cloning of the 
erythropoietin receptor and discovering the Fanconi Follow us on Twitter: @TheCancerLetter
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anemia family of proteins that help maintain DNA 
stability. He presented the lecture “Targeting DNA 
Repair in Cancer Therapy: Lessons from Fanconi 
Anemia.”

• Lawrence Einhorn, distinguished professor of 
medicine and Lance Armstrong Foundation chair in 
oncology at the Indiana University School of Medicine, 
as well as physician-researcher at the Indiana 
University Melvin and Bren Simon Cancer Center. 
Einhorn was awarded the Joseph H. Burchenal 
Memorial Award for Outstanding Achievement 
in Clinical Cancer Research. Einhorn presented 
the lecture “Curing testicular cancer: Present studies 
and future challenges.” Einhorn has explored novel 
treatments of platinum combination chemotherapy in 
patients with metastatic testicular cancer.

• Maura Gillison, professor of medicine, 
epidemiology and otolaryngology and the Jeg Coughlin 
Chair of Cancer Research at Ohio State University 
Comprehensive Cancer Center–Arthur G. James 
Cancer Hospital and Richard J. Solove Research 
Institute. Gillison was honored with the Richard 
and Hinda Rosenthal Memorial Award for her 
contributions to understanding the role of human 
papillomavirus in head and neck cancers.

• Yibin Kang, associate professor of molecular 
biology at Princeton University and member of the 
Cancer Institute of New Jersey. Kang was honored with 
the Award for Outstanding Achievement in Cancer 
Research. The award recognizes researchers younger 
than 40 for meritorious achievement in the field. Kang’s 
research focused on the molecular understanding of 
cancer metastasis.

• Beatrice Mintz, professor and Jack Schultz 
chair in basic science at Fox Chase Cancer Center. 
Mintz received the Award for Lifetime Achievement 
in Cancer Research. Mintz’s research involved 
chimeric and transgenic mice, stem cells and tumor 
microenvironments. In the mid-1970’s Mintz proposed 
that cancer is essentially a genetically caused aberration 
of development, in which the balance is shifted toward 
stem cell proliferation.

• Bert Vogelstein, director of the Ludwig Center 
for Cancer Genetics and Therapeutics, professor 
of oncology and pathology, and an investigator at 
the Howard Hughes Medical Institute at the Sidney 
Kimmel Comprehensive Cancer Center of the 
Johns Hopkins University. He was honored with the 
AACR-Irving Weinstein Foundation Distinguished 
Lectureship. He presented “Cancer genomics and their 
implications for research and patients.”

• Robert Weinberg, a founding member of the 
Whitehead Institute and professor of biology at the 
Massachusetts Institute of Technology. Weinberg 
was honored with the Pezcoller Foundation-AACR 
International Award for Cancer Research for his 
work in cell and molecular biology and cancer genetics. 
He helped discover the first human oncogene, ras, and 
the isolation of the first tumor suppressor gene, Rb.

• Three Kirk A. and Dorothy P. Landon 
Foundation-AACR INNOVATOR Awards were 
presented:

Guang Peng, of MD Anderson Cancer Center, 
received the Award for Cancer Prevention Research 
for her project, “Targeting the DNA repair network as a 
novel approach for cancer prevention.” Peng’s research 
objective is to identify therapies that will inhibit 
proteins involved in homologous recombination-
mediated DNA repair. 

Judith Varner, of The University of California, 
San Diego, received the Award for International 
Collaboration in Cancer Research for her project, 
“Targeting tumor inflammation: A new approach to treat 
pancreatic cancer.” Her work will explore the role of 
inflammation in ductal adenocarcinoma of the pancreas 
and will be a part of an international collaboration 
between U.S. and Italian-based laboratories.

Sameek Roychowdhury, of the University 
of Michigan, received the Award for Research in 
Personalized Medicine, for the project “Mechanisms 
of resistance in prostate cancer through integrative 
sequencing.” Roychowdhury proposes to establish 
high-throughput sequencing regimes for patients with 
castration-resistant prostate cancer in an attempt to 
establish a better understanding of the inherent and 
acquired genetic aberrations that contribute to the 
disease.

• The Team Science Award was presented to 
a group of researchers from The Institute of Cancer 
Research and The Royal Marsden Hospital: Cancer 
Research U.K. Cancer Therapeutics Unit and Drug 
Development Unit. The team has been responsible for 
the discovery of 16 therapeutic drug candidates over 
the past six years. Six of which have entered clinical 
trials—which include inhibitors of the molecular 
chaperone heat shock protein 90, phosphatidylinositol 
3-kinase (PI3K), protein kinase B/AKT, and cyclin-
dependent kinases.

The team includes: Bissan Al-Lazikani, leader 
of the Computational Biology and Chemogenomics 
Research Team; Udai Banerji, Cancer Research 
U.K. senior clinical lecturer at the ICR and The Royal 
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Marsden; Julian Blagg, head of medicinal chemistry, 
deputy director of the Cancer Research U.K. Cancer 
Therapeutics Unit, leader of the Medicinal Chemistry 
1 Research Team; Ian Collins, leader of the Medicinal 
Chemistry 2 Research Team; Johann de Bono, head 
of the Drug Development Unit and leader of Prostate 
Targeted Treatment Research Team; Sue Eccles, 
leader of the Tumor Biology and Metastasis Research 
Team; Michelle Garrett, leader of the Cell Cycle 
Control Research Team; Swen Hoelder, leader of 
the Medicinal Chemistry 4 Research Team; Keith 
Jones, leader of the Medicinal Chemistry 3 Research 
Team; Stan Kaye, Cancer Research U.K. professor 
of medical oncology at the ICR and The Royal 
Marsden; Spiros Linardopoulos, leader of the Target 
Discovery and Apoptosis Research Team; Richard 
Marais, head of the Division of Cancer Biology and 
leader of the Signal Transduction Research Team; 
Florence Raynaud, leader of the Drug Metabolism 
and Pharmacokinetics Research Group; Caroline 
Springer, leader of the Gene and Oncogene Targeting 
Research Team; Rob van Montfort, leader of the Hit 
Discovery and Structural Design Research Team; and 
Paul Workman, director of the Cancer Research U.K. 
Cancer Therapeutics Unit at the ICR.

AACR also elected five new members to its board 
of directors for the 2012 to 2015 term. They are: 

• Kenneth Anderson, the Kraft Family Professor 
of Medicine, vice chair of the Joint Program in 
Transfusion Medicine, and research associate of 
the Center for Blood Research at Harvard Medical 
School. He currently serves as a member of AACR’s 
Science Policy and Legislative Affairs committee, the 
Task Force on Regulatory Science and Policy and the 
Clinical and Translational Cancer Research committee.

• Lewis Cantley, director of the Beth Israel 
Deaconess Cancer Center, professor of systems biology 
at Harvard Medical School, and chief of the Division 
of Signal Transduction at Beth Israel. Cantley currently 
serves as co-editor-in-chief for the AACR journal 
Cancer Discovery. He is a member of the association’s 
Council of Scientific Advisors and co-leader of the 
Stand Up to Cancer Dream Team “Targeting the PI3K 
Pathway.”

• Michelle Le Beau, the Arthur and Marian 
Edelstein Professor in the department of medicine, 
director of the University of Chicago Comprehensive 
Cancer Center, and director of the Cancer Cytogenetics 
Laboratory at the University of Chicago. She is a 
member of the Science Policy and Legislative Affairs 
Committee and is vice president of the Association of 

American Cancer Institutes. 
• Benjamin Neel, director of the Ontario 

Cancer Institute at University Health Network and 
professor in the department of medical biophysics at 
the University of Toronto. Neel is the 2012 annual 
meeting committee chairperson and a scientific editor 
for Cancer Discovery.

• Karen Vousden, director of the Beatson 
Institute for Cancer Research in Scotland. She is 
a member of the association’s international affairs 
committee. She is also a scientific editor for Cancer 
Discovery and co-chair of the annual meeting program 
committee.

The association’s leadership also inducted Frank 
McCormick as president of the AACR. McCormick, 
director of the University of California, San Francisco, 
Helen Diller Comprehensive Cancer Center, will 
succeed Judy Garber, who will assume the role 
of past-president for the 2012-2013 term. Garber 
is director of the Center for Cancer Genetics and 
Prevention at Dana-Farber. 

Charles Sawyers, chair of the Human Oncology 
and Pathogenesis Program at Memorial Sloan-
Kettering, was recently named president-elect for the 
2012-2013 term. He will serve as president for one 
year beginning in April 2013.

In addition, the following four scientists were 
elected as members of the Nominating Committee for 
the 2012-2014 term: Chi Van Dang, director of the 
Abramson Cancer Center and the Abramson Family 
Cancer Research Institute, and professor of medicine 
at the University of Pennsylvania; Susan Band 
Horwitz, co-chair in the Department of Molecular 
Pharmacology and associate director for therapeutics 
at the Albert Einstein Cancer Center, and professor 
of cancer research at Albert Einstein College of 
Medicine; Matthew Meyerson, professor of pathology 
at Harvard Medical School, director of the Center for 
Cancer Genome Discovery and professor of pathology 
at Dana-Farber; and Martine Roussel, co-chair of 
the Cancer Center Signal Transduction Program and 
endowed chair in molecular oncogenesis at St. Jude 
Children’s Research Hospital, and professor in the 
department of molecular sciences at the University of 
Tennessee.
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