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Iutroduction and Aim of the Work - 1

Introduction:

Tumor necrosis factor (TNF-alpha) or cachectin is a monokine initially
described as a tumoricidal agent. Activated macrophages constitute the major

cellular origin of TNF (Aggarwal et al., 1985c).

The gene coding for human TNF lies on the short arm of chromosome 6,
closely linked to the gene coding for lymphotoxin (a closely related lymphokine)

and both genes, as such, are HLA linked (Beutler, 1990).

TNF is produced as a prohormone and is further cleaved to yield the
biologically active polypeptide (Beutler and Cerami, 1987). Purified TNF is an

acidic and hydrophobic protein having a pH of 4.7.

TNF has emerged as a mediator of general inflammation besides playing an
important part in diverse human disease processes. It is directly toxic to vascular
endothelial cells and is an endogenous pyrogen capable of inducing fever (Cannon

et al., 1990).
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Introduction and Aim of the Work - 2

TNF is capable of stimulating synovial-cell production of prostaglandin £, and
collagenase. Excess production may lead to the loss of bone and cartilage in
rheumatoid arthritis. Similarly, inflammatory diseases of the central nervous system,

gastrointestinal tract, lungs, kidneys and other tissues depend on TNF release.

TNF also acts to induce the biosynthesis and release of specific proteins,
including class-1 major histocompatibility antigen, granulocyte-monocyte colony

stimulating factor and interleukin-| (Wakefield et al., 1991).

Raised serum levels of TNF were found in parasitic infections. it has been
suggested that TNF may serve as an important antigen-dependent host defense
mechanism against parasitic agents. It is elevated in the majority of patients with
plasmodium flaciparum malaria and in leishmaniasis patients. TNF also exerts a

direct anti-tryponosomal effect (Scuderi et al., 1986).
As regards Schistosoma infection, TNF was found to induce macrophage

kiling of schistosomula of Schistosoma mansoni and also exhibits a larvicidal

activity against the larvae of the parasite (James el al., 1990).
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Tnrroduction and Aim of the Work - 3

Aim of the Work:

Our aim is to study the serum levels of TNF and its relation to eosinophil

count and IgE in the different stages of schistosomal infections.
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