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A. Personal Statement

This proposal aims to use nanoparticles to develop a multiplex assay for prostate cancer
biomarkers. There is a critical need for assays of this type as it is becoming increasingly
apparent that patient treatment strategies can be adjusted based on the expression of
multiple biomarkers rather than the small number in clinical use today. Multiplexing in a
single tissue section allows the expression of multiple biomarkers to be quantified on a
cell by cell basis, resulting in powerful data that is not currently available from current
practices. I am very motivated to ensure the success of this project as I believe that it will
have a positive clinical impact that could benefit a large patient population.

I have considerable relevant expertise in this field; with over 12 years experience
developing assays to detect biomarkers in both human and rodent tissue. In particular, I
have optimized and validated immunohistochemical, immunofluorescent, and in situ
hybridization assays that require a range of specialized antigen retrieval techniques,
detection methods, multiplexing, and quantification. For example, at Vala Sciences I
developed multiplex assays for the quantification of the estrogen receptor, progesterone
receptor, and HER2/neu in human breast biopsies and cancer cell lines using quantum
dots. The multiplex assay in this proposal builds on the techniques we have already
developed in our laboratory, and therefore has a strong technical chance of success.

My career to date has focused on cancer research, starting as a graduate student at
Cambridge University in the U.K. During my tenure as a post doctoral fellow at the
University of Massachusetts Medical School, under the guidance of Dr. Roger Davis, I
enhanced my interest in cancer research and initiated investigations into the role of c-Jun
NH2-terminal kinase (JNK) in breast cancer. I am currently the Founder & CEO of
Reveal Biosciences where I lead a team of histologists and image analysis experts
quantifying biomarker expression in a range of diseased tissues including cancer. Reveal
Biosciences provides research services to over 30 biotech, pharmaceutical, academic and
government institutions and also participates in translational research to develop and



validate new clinical assays that address critical unmet medical needs. I am very
enthusiastic about being part of this translational research and hope that my experience
and expertise will allow me to help ensure the success of the proposed project.
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Positions and Employment

1995-1996 Industrial Training Student, Molecular Pathology Unit,
GlaxoWellcome, UK

1997-2001 Graduate Student, Cambridge University, UK

2001-2006 Postdoctoral Fellow, University of Massachusetts Medical School
2006-2011 Scientist, PharmaScouts Inc.

2011-2012 Senior Scientist, Vala Sciences, Inc.

2012 — present Founder & CEO, Reveal Biosciences LLC

Other Experience and Professional Memberships
2006-2009 Scientific Editor (Cancer Biology, Cell Biology, Signal
Transduction), BioEdit

Honors

1997 Beverton Prize for Best Overall Student (Pure & Applied Biology),
University of Wales

1999 First Place, Graduate Poster, Babraham Institute, Cambridge, UK
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