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INTRODUCTION

Lymphoma

Lymphomas are heterogeneous group of neoplastic disorders.
originating from the immune system. The cells constituting this system are
widely distributed and possess broad. functional heterogeneity, so,

lymphornas may originate -in‘ virtually any organ and show disparate

histologic features, clinical behaviours and prognoses.”

The major determinants of clinical patterns and prognosis are the cell

type of origin and the pattern of growth within involved lymph nodes.®
There are two major subgroups of lymphomas:
Hodgkin’s disease (HD) and,
Non-Hodgkin’s lymphomas (NHD).®

Hodgkin’s disease (HD)

HD 1is a neoplastic disorder 61‘iginating in lymphoid tissue and defined

by the presence of Reed-Sternberg cells.? This lymphoma can occur at any

age, however the age distribution is bimodal for both sexes with a peak in the
late twenties followed by a decline to age 40 or 45 and a subsequent gradual
increase with advancing age.® As regards th: sex, the disease shows higher.

incidence in men versus women.®




Etiology and Pathogenesis

The etiology of HD remains unknown. That, it is true malignancy now
seems certain, although, controversy remains concerning the origin and

behaviour of the malignant cell in the histopathclogic lesion.

> The bimodal age distribution of the disease has postulated two
etiologic processes. The first hypothesis suggests an infectious cause of the
disease in young adults and other environmental causes for lymphomas in.

older age groups.©

' There have been several reports of HD developing in association with
serologically documented primary Epstein-Barr Virus (EBV) infection.
Molecular genetic techniques have detected the viral DNA in up to 20% of
cases, they have also demonstrated that this DNA is clonal, thus, confirming
the association of the virus with some Hod:zkin’s cases.”” Moreover, it has
y been found that these EBV genomes are present in Hodgkin’s cells regardless
of the subtype. Furthermore, increased :isk of the disease has been
demonstrated among woodworkers and after tonsillectomy. ‘Thereis also a’

familial association of HD with certain HLA antigens.®

Cytogenetic analysis of tissues involved with HD usually revealed a mixture
of normal and abnormal Karyotypes. No consistent Karyotypic abnormality has been
found. A number of cases have shown hypotetrasloid, additional chromatin added to
long arm of chromosome 14 (14 g+ and chromosomal breaking points at 11923,
14432 and 822 in up to 30% of the patients.”




