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Abstract

The traditional treatment of NHL has less reliably delivers long-
term disease free survival. This has led to increasing exploration to
targeted therapy. Foremost among these has been the development of
monoclonal antibodies. RIT and the non-monoclonal antibody new
therapeutic agents. The major challenge is to identify appropriate patient

groups and clinical settings optimally to exploit their activity.

Keywords: NHL- Targeted therapy- Monoclonal antibodies



Introduction & Aim of the work

INTRODUCTION

NHL is the most common hematological cancer in adults, with more
than 66,000 newly diagnosed cases in the United States in 2008. (Jemal
Acet al.,2008). In Egypt, during the years 2003-2004, the department of
pathology at the NCI, received a total of 878 NHL cases. They constituted
8.95% of total malignancies. (Nadia Mokhtar,et al.,2007)

The incidence of NHL increases exponentially with age after 20
years(Armitage JO &Weisenburger DD,1998). Although, it is chemo&radio
-sensitive, yet relapses occur in about 40-60% of complete responders

(Fisher RI, et al., 1993).

The recent advances in cancer biology and synthetic chemistry have
generated extraordinary opportunities for the development of molecularly
targeted cancer therapeutics. Molecularly targeted anticancer agents (MTAs)
are defined as agents that selectively target specific molecular features of
cancer cells such as aberrations in genes, proteins, or pathways that regulate

tumor growth, progression, and survival. (AnthonyJ. Murgo,et al.,2008)

An increasing number of MTAs are being developed with the goal of
producing more effective and less toxic therapy. Furthermore, progress in
the development of MTAs can shape cancer therapeutics into a more

personalized form of cancer medicine. (AnthonyJ. Murgo,et al.,2008)

The classic model is seen with Rituximab"anti CD20" in
NHL.However, the future depends on how much we know about the
molecular pathology of the disease. The problem of NHL is that, it is a
heterogeneous disease of lymphoproliferative disorders which differ

significally in their molecular biology and hence in targeted therapy.In order
\



Introduction & Aim of the work

to understand more the evolution of targeted therapy, we need to understand

the biology of NHL. (Jirgen Rademaker,2007)

AIM OF THE WORK

This review provides updates on targeted therapy for Non-Hodgkin's
lymphoma ( NHL) treatment that have been introduced in the clinic or will
be introduced in the near future. It provides a highlight on their molecular
biology, mechanisms of action , safety profile and their impact on the overall

survival of the patients.



