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About
Andrew Hislop is a viral immunologist with an interest in how T lymphocytes control oncogenic human viruses and how these viruses evade recognition and clearance by
such immune effectors. His studies focus on Kaposi sarcoma-associated herpesvirus, Epstein-Barr virus and Merkel cell virus.

Qualifications
PhD in Surgery, University of Queensland 1999
B App Sc (Hons) in Life Science, Queensland University of Technology 1990
B App Sc in Medical Laboratory Science, Queensland University of Technology 1989

Biography
Andrew obtained a B App Sci in Medical Laboratory Science in 1989 and a B App Sci (Hons) in life Sciences in 1990, both from the Queensland University of
Technology. He then spent three years at the Australian National University working as a research assistant, studying the cellular entry and pathogenesis of alphavirus
infections. After this he undertook a PhD at the Queensland Institute for Medical Research and University of Queensland, studying T lymphocyte control of the B cell tropic
oncogenic retrovirus Bovine Leukaemia virus.
In 1998 he then came to the University of Birmingham to join the laboratory of Professor Alan Rickinson as a research fellow, studying the T cell response to Epstein-Barr
virus. In 2007 he was awarded a New Investigator Award from the Medical Research Council to establish his own group, studying T cell immunity to Kaposi sarcomaassociated herpesvirus; a project undertaken in collaboration with the Medical Research Council laboratories in The Gambia. Currently studies continue on Epstein-Barr
virus and Kaposi sarcoma-associated herpesvirus, with more recent studies being established examining the T cell control of the recently identified oncogenic virus Merkel
cell virus.

Teaching
Medicine and Surgery MBChB (/undergraduate/courses/med/medicine.aspx) Cancer:Causes to Cures
Medical Science BMedSc (/undergraduate/courses/med/biomedical-science.aspx) Clinical Sciences (Intercalated)
Immunology and Immunotherapy MSc (/postgraduate/courses/taught/med/immunology-and-immunotherapy.aspx)
Biomedical Research - Molecular and Cellular Medicine MRes

Postgraduate supervision
Dr Hislop supervises PhD students and MSc students in the field of immunity to oncogenic virus infections.

Research
As part of their biology of infection, some viruses can induce entry of the cell into cycle. If the viral genome is maintained in the cell episomally or through integration into
the host genome, this can lead to the proliferation of these infected cells and ultimately to the development of cancer.
A vital control mechanism in this process is the immune response, particularly the T lymphocyte component of the antiviral response. Our group studies which viral
antigens T lymphocytes respond to, how these T cells recognise virally infected cells and how the viruses evade T cell recognition and clearance. The viruses we study are
Epstein-Barr virus, Kaposi sarcoma-associated herpesvirus, and Merkel cell polyomavirus. Our research is split into the following areas:
CD8+ T cell antigen choice in Epstein-Barr virus infection
Epstein-Barr virus encodes many gene products which could potentially act as T lymphocyte targets. However our preliminary studies suggest that only a fraction of these
products are targeted by T lymphocytes, with responses focussing on particular viral antigens. We are conducting comprehensive surveys for immune targets in the entire
Epstein-Barr virus proteome to understand the pattern of immune targeting and further understand antigen selection by the immune system.
Immune evasion by Kaposi sarcoma-associated herpesvirus
Viruses such as Kaposi sarcoma-associated herpesvirus which cause persistent infections have evolved to co-exist in immunocompetent hosts. To achieve this, they have
developed immune evasion mechanisms to decrease the efficiency of targeting by the immune response. Some proteins, most notably the latent proteins, show features

which may reduce efficient targeting by CD8+ T lymphocytes. We are testing then the efficiency with which KSHV- specific CD8+ T lymphocytes recognise these
antigens, if these mechanisms can be overcome and whether other immune effectors such as CD4+ T lymphocytes are sensitive to these evasion mechanisms.
Making KSHV-transformed cells more sensitive to T lymphocyte mediated killing
We have found that cells derived from one of the malignancies associated with Kaposi sarcoma-associated herpesvirus are insensitive to KSHV-specific CD4+ T
lymphocyte mediated killing, despite the T lymphocytes being able to kill other target cell types. As the virus is known to express proteins with anti-apoptotic function, we
are assessing whether gene products expressed by the virus are protecting these cells from killing by CD4+ T lymphocytes. Furthermore, we are using chemical inhibitors
to interfere with cell signalling pathways involved in preventing apoptosis to restore sensitivity of these malignant cells to T lymphocyte mediated killing.
Developing primary B lymphocyte infection models for KSHV
Kaposi sarcoma-associated herpesvirus establishes latency in B lymphocytes, however few in vitro methods exist to infect B lymphocytes to study immune targeting of
these cells, the biology of infection and manipulation of the cell by the virus. We have developed a mechanism by which to infect primary B cells and propagate these
infected cells allowing us to examine in detail how these infected cells can be targeted by T lymphocytes. Furthermore, this model will be used to understand viral
transformation of these cells.
Identifying T lymphocyte targets of Merkel cell poyomavirus and using these to understand immune control of Merkel cell carcinoma
Merkel cell polyomavirus is a recently discovered virus which appears to be part of the skin flora, but has been associated with the development of Merkel cell
carcinoma. These carcinoma cells express fragments of the Merkel cell polyomavirus antigens. We are currently isolating T lymphocytes specific to these Merkel cell
polyomavirus antigens to determine whether these will recognise Merkel cell carcinoma cells and whether these can be used therapeutically to control disease caused by
this virus.

Other activities
Peer reviewer for a range of journals
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