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Psoriasis wvulgaris is a skin disease characterized by
hyperproliferation of epidermal keratinocytes, capillary elongation,
accompanied by inflammatory cell infiltrate. Keratinocytes
hyperproliferation could be explained by dysregulation of growth
factors controlling epidermal proliferation and by altered metabolism
of their receptors in affected skin.

Transforming growth factor beta 1 regulates the proliferation and
differentiation of cells, wound healing, and angiogenesis. It is a
potent inhibitor of cells as it arrests the cell cycle in the G1 to S
phases. It shows a multitude of effects on cellular differentiation and

growth.
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Introduction

Psoriasis is derived from the Greek word "psora” meaning “to
itch'. Although psoriasis was first recognized as a distinct disease as
early as 1808, its pathogenic mechanisms have eluded investigators
for decades. Recently, it has attracted the attention of molecular
genetics having fallen under the somewhat elusive descriptor

"complex disease" (Tagami, 1997).

Psoriasis is a common disease with a prevalence up to two percent
in the world population (He et al.,, 2005). 1t is defined as a clinical
entity affecting skin, nails, mucous membranes and joints. The usual
presentation is that of a sharply demarcated erythematous,
hyperkeratotic, and sometimes pustular lesions of varying extent,
distributed symmetrically over the skin, however there are many
varieties of lesions; different sizes, shapes and patterns. Occasionally,
the entire skin can become involved, leading to erythroderma or
exfoliative dermatitis (Bos et al., 1999).

The pathogenesis of psoriasis is diverse, it includes Cellular
alterations in the skin with marked hyperplasia of the epidermis,
altered keratinocytes differentiation and angiogenesis The infiltrate is
composed of skin-infiltrating  Cutaneous leukocyte associated
antigen (CLA+) memory T cells predominantly showing a T helper
(Th1) Phenotype, neutrophils, macrophages, and increased numbers
of dentritic cells (Chamian et al., 2005).



Introduction

Transforming growth factor beta (TGF-B) belong to a family of
growth factors with inhibitory effects on epithelial cell proliferation as
well as immunosuppressive effects. TGF-Bs inhibit the growth of
many cell types, including keratinocytes (KC) and they stimulate the
differentiation of KC in culture. Three isoforms of TGF-Bs have been
identified in various human tissues: TGF-f1, TGF-B2 and TGF-33
(Doi et al., 2003).

Aim of Work:

The aim of the work was to evaluate the expression of TGF-B1 in

patients with psoriasis in order to define its role in this inflammatory

hyperproliferative skin disease.



