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“Application of single cell genomics to unravel
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heterogeneity in normal and malignant haematopoiesis”
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Adam Mead, MRCP FRCPath, is currently an associate professor in haematolo
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at Oxford University, and a consultant physician in the Nuffield Division of Clinical
Laboratory Sciences (NDCLS). Prof. Mead trained in medicine at Oxford, and then in
Christian-Wolff-Haus haematology at St Balrtholomew‘s Hgspital and.Unive.rsity C.oll'ege_ London_. His_ 2.007
v PhD focused on the biology of myeloid leukaemias. His specialist interest is clinical
GroBe Markerstr. 10 and basic research into myeloid disorders. He runs a research group at the Weathe-
(ca_ 100 m from rall Institute of Molecular Medicine (WIMM) in Oxford.
market square) The major focus of I?rof. Mead’s cu.rrent research programme is on _the idenFificat!on
and genetic modelling of leukaemic and pre-leukaemic stem cells in myeloid malig-
nancies. The aim is to identify the cellular and molecular biology of these key popu-
lations of cells which are capable of propagating disease relapse in patients and to
understand how these cells might be more effectively targeted and eradicated. In
order to achieve this, he aims to understand the normal cellular origin of leukaemic
stem cells, and to thereby identify the perturbed molecular pathways, which result
in the generation of preleukaemic clones, and eventually malignant transformati-
on. There are 3 related approaches in this regard: 1. The development of genetically
engineered leukaemia models to study the impact of specific mutation(s) on the
establishment, evolution and propagation of leukaemic stem cells. 2. The study of
leukaemia stem cells in patients with myeloid malignancies throughout their disease
course, in order to understand the impact of novel targeted therapies and also to
understand the cellular origins of clonal evolution, resistance to therapy and trans-
formation to more aggressive forms of disease. These studies necessitate state of
the art single-cell whole-transcriptome analysis of single blood cancer stem cells, a
technique which has been established by his group. 3. To understand the clinical and
biological consequences of germline genetic abnormalities in humans, which predis-
pose to the development of myeloid malignancies later in life.
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