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& ) Introduction and Aim of the work

Introduction

Psoriasis is a chronic inflammatory skin disease that
affects Y/ to ¥/ of the population worldwide and causes
significant morbidity (Schon and Boehncke., ~ ). Its
etiology is unknown, but it is generally believed to be a
complex autoimmune inflammatory disease with a genetic
basis (Lowes et al., T+ +¥).

It 1s well known that trauma, infections and drugs
such as lithium, antimalarials, trimethoprim and
sulfamethoxazole, as well as environmental, psychological

and metabolic factors can trigger psoriasis (Dika et al.,
oo,

A new population of IL-)V-producing Th cells,
accordingly named Th)V, has been described and its
involvement in autoimmune diseases has been shown
(Weaver et al., T++¥). The development and maintenance
of ThYV cells have been linked to IL-YY, a key initiating
cytokine in the development of autoimmunity (Kastelein et
al.,, T++¥%). Th)Vcells differentiate from native CD¢+ T
cells under the stimulation of IL-Y, IL-1, and transforming
growth factor-p ( Zaba et al., T+ + V) and their proliferation
is driven by IL-YY (Vanden-Eijnden et al., ~ ). Th)Y
cells can produce IL-VVY, IL-YY, IL-7, and TNF-a and are
now considered responsible for many of the inflammatory
autoimmune responses once attributed to Th) cells (Huber
et al., 2

The findings of elevated levels of IL-YY and Th)V-
related cytokines in cutaneous lesions and in the serum of
psoriatic patients, the association of ILYYR gene variants
with psoriasis and the evidence of a functional role of ThVY
cells in autoimmunity, provide the basis for a rising interest
in the IL-YY/Th)V axis in psoriasis (Blauvelt, ).
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Methotrexate is an effective therapy for patients
with psoriasis. The presumed mode of action is the
blockade of DNA synthesis, inhibiting cell proliferation in
rapidly dividing tissues, including the hyperproliferative
psoriatic epidermis and the gastrointestinal and germinative
epithelium (Mcullough and Weinstein, 4~ ). Methotrexate
may also affect mononuclear cells in the skin, blood, or
lymphatic tissues, leading to an immunosuppressive effect
(Weinstein et al., 44 ),

The introduction of fluorescent bulbs with a limited
spectrum of Y))Y-—Y)Ynm (narrow-band (NB)-UVB) has
marked an advance in phototherapy. When compared with
conventional broad-band UVB therapy, treatment with NB-
UVB has been found to have greater bioactivity (Walters et
al, dda)

NB-UVB therapy reverses several pathologic
alterations in psoriasis: the number of epidermal T
lymphocytes and dendritic cells (DCs) decrease during
phototherapy (Erkin et al., T+ +?Y).

NB-UVB suppressed IL-'Y and IL-YY mRNA:s,
which strongly correlated with lesion resolution. Therefore,
in addition to its known role in suppressing IFN-y
production, NB-UVB radiation therapy can also target the
IL-V pathway to resolve psoriatic inflammation (Johnson-
Huang etal., ).




