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INTRODUCTION AND AIM OF THE WORK |

Hodgkin’s disease (I—[D) accounts for about 1% of new cancer cases

* annually in USA. In Egypt, the relative frequency of HD is 3.4% of all

cancer patients with an annual incidence of 75 cases per year of mixed
cellularity subtype commonly (Sherif & Ibrahim, 1987). At the year 2001,
according to 'hoépital based registry in the Egyptian National Cancer
Institute, the relative frequency of HD was 2.1%. The etiology of HD has
not been determined and the epidemiological studies suggest that itisa
heterogeneous ~ condition comprising more than one disease entity ’
(Oudejans et al, 1997; Armstrong et al, 1998 and Dolcetti & Boiocchi,
1998).

The goal of most of the studies haé become to avoid unnecessary
invasive techniques. Wlth better knowledge of the late effects and causes of
death, there is now a consensus that management should be modulated
according to the individual characteristics of the patient. The aim of further
studies will be to progress in the identification of the various subsets of
Hodgkin's disease (HD) and to introduce new therapeutic modalities as
effective but less toxic than the present ones. This approach requires for
each subset of patients a rigorous assessment of the long-term cosf and.
benefit of the various therapeutic modalities used for treatmcnt of HD
(Tubiana, 1996). | | |

Most patients who present with HD today can be cured of their
disease. Current treatments strive to maintain a high level of efficacy while
reducing the chance of long-term side effects that limit the quality and
length of survival (Yuen & Homing,. 1996).
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The aim of our study is to evaluate the therapeutic effect of brief
chemotherapy, Stanford-V, and adjuvant radiotherapy for bulky or

advanced stage Hodgkin’s disease.



