
 

Thomas L Vaughan - Contribution to Science 

As of April 2016, I have published 211 research articles and book chapters. 
 
A list of these can be found via the following link which performs an automated search of PubMed:  
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=PureSearch&db=pubmed&details_term=vaugh
an%20tl%5BAuthor%5D 

 
A more complete list (including book chapters and the most recent publications) is available at my 
personal research website:  http://research.tvaughan.org/ 
 
1. The beginnings of the remarkable rise in incidence of esophageal adenocarcinoma were first 

noted in the late 1980s. Incidence now has risen 10-fold among men of European background, 
who represent by far the highest incidence group, and almost as dramatically among women and 
men of African background. I participated, first as co-Investigator and then Principal Investigator, in 
a series of population-based case-control studies of esophageal adenocarcinoma, aimed at 
identifying the factors behind the dramatic changes. I was among the first to describe the 

importance of obesity in this cancer, and to differentiate the risk factor patterns of adenocarcinoma 
and squamous cell carcinoma. I was the first to systematically investigate the role of medications 
that promote gastroesophageal reflux in the development of esophageal adenocarcinoma, and to 
describe an increased risk in persons treated long-term for asthma. We validated the large role of 
reflux in this cancer and identified a protective association with intake of non-steroidal anti-

inflammatory drugs (NSAIDs) and with H. pylori infection. 
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2. After the initial studies of esophageal adenocarcinoma I broadened my focus to include the 
etiology of its main precursor, Barrett’s esophagus, and conducted the first community-based case-
control study of this condition. I have been co-PI and project leader for a Program Grant identifying 
predictors of progression among persons with Barrett’s. This prospective cohort study (in various 
guises) was first funded in 1995 and will continue through 2019. Among the various “firsts” from 

this series of studies, we a) quantified the excess risk of esophageal adenocarcinoma and 
aneuploidy associated with length of the Barrett’s segment, b) established that aspirin/NSAIDs 
(and potentially statins) were inversely related to risk of progression from Barrett’s to esophageal 
cancer, even among those with high-risk somatic genetic abnormalities, c) established that 
abdominal obesity, rather than simply overweight, was the key anthropometric variable predicting 

both risk of Barrett’s and risk of progression from Barrett’s to esophageal adenocarcinoma, and d) 
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were the first to identify a moderately strong and significant association between telomere length, 
measured in peripheral leukocytes of BE patients, and risk of progression, which was subsequently 
replicated. 
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3. In 2005, I co-founded (with Drs. Nyrén of the Karolinska Institutet and Chow of NCI) the 
Barrett's and Esophageal Adenocarcinoma Consortium (BEACON), an international consortium 
that now numbers over 40 investigators, and was elected as first (and continuing) Steering 
Committee Chair. Purposes of BEACON include facilitating the pooling of data from multiple 
studies to allow more precise relative risk estimates, and the pooling of DNA and serum to facilitate 

new molecular epidemiology studies.   
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4. While the rapid rise in incidence of Barrett’s and esophageal adenocarcinoma implies a key 
role for environmental factors, family studies have long suggested that inherited germline variation, 
perhaps interacting with environmental factors are also important. Along with Dr. David Whiteman 
and BEACON colleagues, I conducted the first genome-wide association study (GWAS) of EA and 

BE. We established a significant fraction (25%) of esophageal adenocarcinomas can be explained 



 

by germline variation. Thus far, eight variants (SNPs) have been identified and replicated (including 
efforts funded by Wellcome Trust), and ongoing meta-analyses, GxE and pathway analyses have 
identified 12 more. Many of these risk loci are in or near genes that function in esophageal 

development, suggesting a possible relationship to the development of hiatal hernia and 
gastroesophageal reflux.  
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5. Recently I have also been focused on translating results of epidemiologic studies to prevention 
in the clinical and population settings. Through various invited reviews and perspectives papers, 

my colleagues and I have advanced a detailed research roadmap to overcome the limitations that 
are inherent in current approaches to controlling esophageal adenocarcinoma, and base decisions 
in primary and secondary clinical setting on a more firm scientific basis, utilizing risk prediction 
models. 
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