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brought proponents from both sides together and resulted in a
workshop summary that will form a stable base for future
discussions [4]. Some committees on pathology, markers and
treatment raised serious questions on, respectively, the overall
accuracy and quality control, the standardisation of prostate
specific antigen (PSA) and its reproducibility, and the overall
morbidity of both radical prostatectomy and conforming radio-
therapy. Clinical reality runs ahead of this cautious approach
and the National Survey in the U.S.A. revealed that use of the
PSA test increased from 5.1 to 66.4% and transrectal ultrasound
(TRUS) from 0.9 to 19.7%. The increased early detection of
localised tumour led to a resulting increase of radical prostatec-
tomy from 7.3 to 20.3% [S], while the use of radiotherapy
remained unchanged. The wealth of data provided by surgery
established the principle that PSA has to be used in conjunction
with digital rectal examination [6], and that surgery of impal-
pable and invisible tumours treated insignificant or minimal
tumours, moderate tumours and advanced tumours in 26, 37
and 37%, respectively [7]. Results of radiotherapy treatment for
localised disease compare well with surgery in the first 5-10
years for localised disease, with a resulting trend to minimise
surgery above 70 years of age [8].

The progress made in diagnosis and treatment of localised
prostate cancer is not reflected in metastatic disease. There is
no doubt that primary hormonal treatment is indicated in
symptomatic patients, and a tailored approach to the individual
patient is justified [9]. Maximal androgen blockade has emerged
as the best treatment to achieve response, and this treatment
may increase survival in patients with minimal disease [10].
However, the most important message from the EORTC trial,
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from which these data were derived, is that prognostic factor
analysis allows the separation of randomised patients in 3 cohorts
with respectively 5.2, 2.7 and 1.6 years of survival [1].

The end stage of the disease in its hormone independent state
has a poor prognosis. Innovative strategies for early stage are
under evaluation, while improved palliative care for advanced
disease remains a major challenge.
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Controversies in Testicular Cancer Management
A. Horwich

TESTICULAR GERM CELL tumours continue to increase in inci-
dence in developed countries, and epidemiological studies have
identified testicular maldescent, early puberty and genetic pre-
disposition [1] as important aetiological factors. The tumour
is usually associated with carcinoma in situ of the germinal
epithelium, and studies of the contralateral testis identify this
lesion in a similar proportion of patients to those who develop a
second contralateral germ cell tumour [2]. Since this confers a
risk of malignant transformation of approximately 50% within 5
years, management options include orchidectomy, close surveil-
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lance or localised low dose radiation [3]. Carcinoma in situ cells
share, with the majority of germ cell tumours, the unusual
cytogenetic abnormality of an isochromosome 12p, and the
analysis of 12q deletions may allow the identification of a
candidate tumour suppressor gene [4]. However, more detailed
analyses allow the detection of genetic differences between
teratoma and seminoma, even at the in situ stage, suggesting
that these tumour types may evolve separately rather than
sequentially [5].

Seminoma is both radiosensitive and chemosensitive and cure
rates are extremely high. Nevertheless, there is controversy over
management of stage I disease. Traditional radiotherapy may be
associated with a small risk of carcinogenesis and this has led to:

(1) Reduction of the radiation field size.
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(2) Studies of surveillance alone reserving treatment for those
who recur [6].

In disseminated seminoma, cisplatin-based combination
chemotherapy is highly effective and the standard regimen is the
combination of cisplatin and etoposide [7].

The prognosis of patients with testicular non-seminoma is also
excellent. There is still wide variation in the management of
patients with stage I disease with options including surveillance,
retroperitoneal node dissection or adjuvant chemotherapy [8].
Patients with small volume retroperitoneal metastases are treated
either by retroperitoneal node dissection or by initial chemo-
therapy with surgery for residual masses [9]. Patients with
advanced metastatic non-seminoma are treated with risk-related
chemotherapy regimens, tailoring the aggressiveness of treat-
ment to the prognosis. Major factors defining the prognosis
include the tumour marker concentration, the number of lung
metastases, involvement of liver, bone or brain, or the presence
of a large mediastinal mass [10]. Trials in good prognosis
metastatic non-seminoma have analysed the number of treat-
ment cycles required, the role of bleomycin and the use of
carboplatin rather than cisplatin. The standard approach is still
the combination of bleomycin, etoposide and cisplatin, placing
a limit on the total blecmycin dose to reduce the risk of
pneumonitis. In advanced non-seminoma with poor prognosis,
studies have addressed alternating chemotherapy, intensive
cycling and high dose chemotherapy, but as yet, it is unclear
that these approaches are superior to standard BEP chemo-
therapy. The contribution of high dose chemotherapy with
blood stem cell support is being investigated, mainly in the
context of salvage treatment of those who failed first line
chemotherapy [11]. A trial under the coordination of the Euro-
pean Bone Marrow Transplant Group is comparing high dose
chemotherapy with standard dose chemotherapy as first salvage
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treatment. Important issues in this highly curable group of
tumours include long term consequences, not only of the tumour
diagnosis but also of treatment, and long term follow up of
treated patients is important.
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Recent Advances in the Management of
Lymphoma
F. Cavalli

INTRODUCTION
THE NoN-HoDGKIN’s lymphomas (NHL) comprise a hetero-
geneous group of neoplasms that originate in lymphoreticular
cells. Their incidence appears to be increasing annually, at least
in the western hemisphere [1]. The reasons for this are not
entirely clear, although there may be some contribution by
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patients infected with HIV. Lymphomas with T-cell immu-
nology markers represent fewer than 15% of the cases in the
western hemisphere, while they account for approximately half
of the NHLs in Japan [1].

The management of malignant lymphoma is continuously
evolving, and this evolution encompasses the biological under-
standing of the different entities and classifications as well as a
better definition of treatment policies. In this summary, we will
discuss new aspects which have recently begun to emerge in each
of these areas.



