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individuals who have finished their formal training and entered into indepen- 
dent or consultant practice need to maintain their knowledge by embracing 
the concept of CME. An already very busy set of individuals now find them- 
selves in a position of having to divert more time to keep abreast of changes 
in their fields. Some Countries have responded by making CME mandatory 
via national legislation whilst others have strongly urged the professional 
institutions to take the lead on setting the standards and solving the problem 
of reassuring a concerned and questioning general public. Europe is reflect- 
ing its concerns by the tide of activity produced as the various professional 
bodies strive to create accreditation systems to demonstrate the efforts of 
their members. Currently the systems are not equivalent and some health 
professionals are experiencing difficulties having credit points gained in 
one country translated within their home country. Other concerns include 
health professionals being told by employers that they will only support 
attendance at events which carry an accreditation stamp recognised within 
their home country. The directives of the EC require freedom of movement 
of the workforce between the component European Countries and recipro- 
cal recognition of these systems throughout Europe is an important and as 
yet not well considered prerequisite for a harmonious Europe. It is in the 
interest of everyone, that as Europe shifts from a voluntary perspective of 
CME towards a compulsory standpoint, freedom of mobility and freedom of 
choice to access CME is maintained. Present day Information technology 
allows educational activities or events to be transmitted around the world 
and this will impact on the need for individuals to travel to access CME. The 
European Commission has expressed its feelings on the future of CME that 
it is rightly the business of the health professionals and the institutions to 
which they belong. 
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In pursuit of evidence-based cancer nursing 

A. Richardson 1 . 1Bromley Hospitals NHS Trust, Chartweli Unit, Kent, 
United Kingdom 

Whilst evidence for the effectiveness of cancer nursing can be difficult to 
obtain, not to search for it might be considered a little risky. The nature of 
the difficulties cuurently confronting cancer nursing will be explored in this 
presentation. The first concerns the philosophical basis for evidence based 
medicine (EBM), evidence based nursing (EBN) and clinical effectiveness, 
and the second concerns the cancer nursing agenda for research. EBM 
and EBN depend on a series of arguments. Most importantly, they depend 
on the notion that there is a hierarchy of evidence, at the apex of which 
are experimental studies and, at the base the every day experience of the 
individual practitioner (1). As it is currently described it is of limited use to 
cancer nursing. This is in part due to its emphasis on particular types of 
empirical evidence and partly because of the scarcity of this type of evidence 
in nursing. The similarities between the issues currently connfronting cancer 
nurses and physicians in general practice will be drawn out. Cancer nursing 
is beginning to address the need for a research agenda at both national and 
international level in order to fill the gaps in our current knowledge base. 
Essential elements of a cancer nursing research and development strategy 
will be outlined. Of prime importance is the fact that any agenda must start 
by addressing the real problems faced by patients and must, therefore, start 
by asking them what questions should be addressed. Second, since it will be 
clinical nurses who will be asked to implement the findings of any research, 
they should be for guidance on ways to answer patients' questions, ways 
which have meaning in the clinical environment. Ongoing dialogue is critical 
to ensure any resulting research agenda remains relevant to practice. 
[1] 1. Maggs, C. (1997) Research and the nursing agenda:confronting what we believe 

nursing to be. NTResearch, 2 (3), 321-322. 
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Epstein-Barr virus and lymphomagenesis 

A.B. Rickinson. CRC Institute for Cancer Studies, University of 
Birmingham, Birmingham, B15 2T'K, United Kingdom 

Epstein-Barr virus (EBV) is a human gamma herpesvirus with cell growth 
transforming ability which efficiently colonises the B lymphoid system. 
The growth transforming infection is normally controlled by cytotoxic T 
lymphocyte (CTL) surveillance directed against virus latent cycle antigens. 
Virus persistence depends upon the establishment of a pool of non-cycling 
memory B cells which carry the virus genome but express few if any. 

EBV is linked to three distinct lymphomas of B cell origin, each exhibiting 
a different form of latent infection. These are:- (i) Post-transplant lympho- 
proliferative disease which at least in its initial stages is directly EBV-driven, 
expresses the full spectrum of latent proteins and remains susceptible to a 

restoration of CTL surveillance. (ii) Burkitt's lymphoma, a tumour of germi- 
nal centre cell origin where virus antigen expression is restricted to EBNA1 
and where defects in antigen processing function allow efficient tumour cell 
escape from CTL detection. (iii) Hodgkin's Disease, a post-germinal centre 
tumour, where expression of the latent membrane proteins LMPs 1 and 2 
(in addition to EBNA1) renders the malignant cells potentially immunogenic 
to the CTL response. 

EBV is also strongly implicated in the pathogenesis of certain non-B- 
cell tumours, reflecting the fact that the virus is not exclusively B cell 
tropic, The best known tumours of this type are nasopharyngeal carcinoma 
and nasal T/NK cell lymphoma, both consistently EBV genome-positive 
and displaying patterns of latent protein expression intermediate between 
Burkitt's lymphoma and Hodgkin's Disease, The prospects far successful 
immunotherapy of EBV-associated malignancies, in particular nasopharyn- 
geal carcinoma, are discussed. 
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Present understanding of HBV associated carcinogenesis 

M.A. Buendia 1 . ~ Institut Pasteur, Sida et Retrovirus, Paris, France 

Hepatitis B virus (HBV) causes a spectrum of liver diseases ranging from ful- 
minant hepatitis to inapparent infection that frequently lead to liver cirrhosis 
and hepatocellular carcinoma (HCC). With about 350 million chronic HBV 
carriers worldwide, and one million deaths attributed to HBV-related liver 
disease each year, this virus remains a major public health problem. De- 
spite significant advances in understanding the HBV genome structure and 
function and the viral replication strategy, the pathogenesis of HBV-induced 
liver disease and the molecular basis of liver cell transformation remain 
largely unknown. Evidence for a direct role of HBV DNA integration into 
the host genome in the cis-activation of cellular genes has been provided 
only in a minor proportion of HCC cases. Liver injury can be mediated by 
the host immune response against cells expressing the HBV antigens, and 
by host-virus interactions, implicating notably persistent expression of the 
regulatory protein HBx and abnormal overload with non secretable large 
envelope protein. By inducing liver cell necrosis and compensatory regen- 
eration, HBV replication and associated inflammatory activity might result 
in the accumulation of genetic defects that ultimately lead to malignant 
transformation. 
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Molecular mechanisms of HIV-associated Kaposi's sarcoma 

A. Albini 1 . I IST-Naz. Ric. Cancro, Modulo Progressione Neop/astica, 
Genoa, Italy 

Kaposi's sarcoma (KS) is the most common AIDS-associated malignancy. 
Several observations closely relate the etiology of epidemic KS to both 
KSHV/HHV-8 and HIV-1 infection. 

In early stage KS appears as an hyperplastic, non-tumoral, highly an- 
giogenic lesion, characterized by the infiltration of spindle shaped cells, 
macrophages, lymphocytes and neutrophils: this stage is probably char- 
acterized by an emerging KSHV infection in the immunosuppressed host. 
KSHV encodes numerous cellular homologues that might be involved in 
the insurgence of KS, these include proteins linked to cell cycling (vCy- 
clin-D, vBcl-2), angiogenesis (vMIPs, vlL-6, and a chemokine receptor) and 
antiviral immunity (CD21, vIRF). Some of the proteins encoded by KSHV 
have been linked to a neoplastic phenotype in transduced cells. The role of 
KSHV as a true "transforming virus" are still disputed, although late stage 
KS closely approaches a "true" sarcoma. 

The association with HIV clearly plays an important role in KS occurrence 
among AIDS patients. AIDS KS is often found in an unusually aggressive 
form. An important contribution of HIV-1 to KS progression is probably 
linked to the expression of the Tat protein. We have shown that Tat is 
able to act as a chemokine, recruiting and activating monocytes and PMN 
through chemokine receptors, and as an angiogenic growth factor activating 
the VEGF receptor KDR on endothelial and KS cells. Tat also acts as an 
integrin ligand interacting with alpha5betal, alphaVbeta3 and alphaVbeta5. 

The complex network of viral activators involved in KS etiology and pro- 
gression is not yet completely elucidated, both HIV-1 Tat and several KSHV 
proteins are a strong pro-angiogenic, pro-inflammatory stimuli supporting 
the development of this neoplasm. 


