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Background. Inflammatory mediators as tumor necrosis factor alpha (TNF-¢) and TNF-related
apoptosis-inducing ligand (TRAIL) are produced by cells in response to viral infections. These cytokines
bind to specific members of the TNF receptor superfamily initiating various signaling pathways that lead to
growth arrest or cell death (apoptosis), thus eliminating unwanted host cells e.g. virally infected cells.
Objective. The aim of this work is to detect any increase in the tissue levels of both TNF-o and TRAIL
associated with common warts as compared to normal skin, where this increase, may have a role in apoptosis
as a mode of self protection against malignant transformation. Patients and Methods. The present study
included 30 patients (14 male & 16 female). A skin biopsy was taken from each of the patients and controls
for the detection of TNF-or and TRAIL using the guantitative sandwich enzyme-linked immunosorbent
assays (ELISA). Results. The results showed a significant increase in the tissue levels of both TNF-¢ and
TRAIL in comparison to normal controls. Conclusion. The conclusion is that TNF-o. and TRAIL may be
important mediators of apoptosis in virally infected epidermal cells by HPVs.
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The natural history of warts shows in immune reactions, when cells are damaged
considerable variations between individuals, by diseases or noxious agents, and during
ranging from spontancous regression to aging ®. It is known to be an important feature
prolonged persistence. The level of cytokines of lichen planus, certain drug eruptions, and
participates in the immune response to human skin lesions of graft-versus-host reactions,
papilloma virus (HPV) . regression of plane warts, and the effects of

Keratinocytes are the natural target cells for ultraviolet damage ©.
infection by HPVs, most of which cause Upon viral infection e.g. HPV infection, the
benign epithelial hyperplasia (warts) ©. host initiates a cell mediated immune response.
Specific subtypes may be classified as low, Inflammatory cytokines such as TNF-or and
intermediate and high risk according to their TRAIL are produced to modulate gene
carcinogenic potential %, expression through receptor-mediated

About  65%  of  warts  disappear induction of phosphorylation and protein
spontancously within 2 years. Neither the interaction cascades W.TNF-a is one of the
patients” age nor the number of warts influences main mediators of inflammation in the skin
the course. Regression of common warts is and mucosa i.e. the first barrier encountered by
asymptomatic. Malignant change in common an epitheliotropic virus .
warts is extremely rare but has been reported ¥, TRAIL is a member of the TNF family. It is

Apoptosis occurs during development, as a highly expressed in the epidermis, where, it was
homeostatic mechanism to maintain  cell found that it preferentially induces apoptosis in
population in tissues, as a defense mechanism transformed (e.g. tumor or diseased cells), but
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