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ABSTRACT

Background: Psoriasis is a chronic inflammatory skin disease. Genetic
and immunologic mechanisms have been proposed in the aetiology of psoriasis.
Coeliac disease (CD) can be defined as a chronic immune-mediated gluten-
dependent enteropathy, resulting from an inappropriate T-cell-mediated immune
response against ingested gluten in genetically predisposed people. Recent studies
showed an association between CD and psoriasis and an improvement of skin
lesions after 3-6 months GFD. Our study was undertaken to assess whether
patients with psoriasis in Egypt have an increased prevalence of AGA and other
coeliac disease antibodies or not and their possible role in the pathogenesis of
psoriasis.

Materials and Methods: This study comprised 41 patients of
psoriasis vulgaris and 41 of healthy controls. All cases were subjected
to complete history taking, clinical examination including psoriasis area
and severity index (PASI) score. Patients and healthy controls were
screened for serum IgA antibodies to gliadin (AGA) , IgA
antitransglutaminase (TGA) as measured by ELISA and IgA antibodies
to endomysium (EMA), assessed by standard immunofluorescence with
cryosection of monkey esophagus.

Results Our results showed significant difference between cases
and controls as regards IgA (AGA) where as 34.1% of patients had IgA
(AGA) positive as compared with controls (2.4%) with significant
correlation between IgA (AGA) and duration and course of psoriasis
and no significant difference between cases and controls as regards IgA
(tTG) where as 34.1% of patients had IgA (tTG) positive as compared
with controls (22%). Also we found no significant difference between
cases and controls as regards IgA (EMA) where as (14.6%) of patients
had IgA (EMA) positive as compared with controls (4.9%).

Conclusion: Our study demonstrated significant increase in levels of
CD antibodies in psoriatic patients in comparison to the controls so the
serological evaluation for coeliac disease antibodies should be
considered in psoriatic patients and early diagnosis of CD and
administration of a gluten-free diet could lead to better management of
such patients and might also result in decreased morbidity of such
chronic skin disease.

Key words: coeliac disease, AGA antibodies, psoriasis.
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INTRODUCTION & AIM OF THE WORK

Coeliac disease (CD) is an immunomediated enteropathy caused by
permanent intolerance to dietary wheat gliadin in predisposed individuals. It
is characterized clinically by malabsorption and histologically by villous
atrophy and crypt hyperplasia. The true prevalence of CD is difficult to
ascertain, and the diagnosis might be delayed because its clinical
presentation is often oligosymptomatic. Epidemiological studies in which
serological tests have been used show the disease to be much more common
than previously realized. Many autoimmune disorders, such as dermatitis
herpetiformis, thyroiditis, and diabetes mellitus, are associated with CD

(Ojetti et al., 2003).

Psoriasis is considered to be a genetically programmed disease of
dysregulated inflammation, which is driven and maintained by multiple
components of the immune system. The pathologic collaboration between
innate immunity (mediated by antigen presenting cells and natural killer T-
lymphocytes) and acquired immunity (mediated by T-lymphocytes)
results in the production of cytokines, chemokines and growth factors that
contribute to the inflammatory infiltrate seen in psoriatic plaques

(Gaspari, 2006).

Although the exact aetiopathogenesis is unknown, there is growing
evidence that activated T cells are the primary modulators in the
pathogenesis of psoriasis causing keratinocyte hyperproliferation in the
epidermis. This is further supported by the fact that increased levels of
activated T lymphocytes are present in psoriatic skin plaques and blood

of patients (Ellis and Krueger, 2001).



The systemic aspects of psoriasis have been underscored, and among the
various factors thought to be involved in the aetiology and pathogenesis,
bowel pathology has assumed a noteworthy position in the literature
(Mcmillan et al., 2000). Previous studies, in fact, showed a high prevalence
of IgA antibodies to gliadin (AGA) in patients affected by psoriasis
(Lindquist et al., 2002) and showed that a gluten-free diet significantly

improved the psoriatic lesions (Michaélsson et al., 2000).

It is not easy to explain the possible links between psoriasis and
gluten sensitive enteropathy, especially coeliac disease. Keratinocyte
hyperproliferation in psoriasis produces a broad spectrum of cytokines, in
particular interleukin IL-1 and IL-18 (Gangemi et al., 2003). These two
potent inductors of interferon vy, tumor necrosis factor (TNF), and other
mediators play an important role in inducing a Thl response. The
mucosal inflammation of the small bowel in CD is also caused by Thl
activation, in response to dietary gluten. Previous studies showed that IL-
18 is capable of promoting T cell interferon y production and
facilitating Thl cell polarization (Salvati et al., 2002). These results are
suggestive of interplay between skin, intestinal cells, and lymphocyte

activation in unknown way.



AIM OF THE WORK

The aim of this study is to evaluate the prevalence of gluten
sensitive enteropathy or coeliac disease in patients affected by pso-

riasis, by screening the antibodies of coeliac disease.

Patients and healthy controls will be screened for serum IgA
antibodies to gliadin (AGA), IgA antitransglutaminase (TgA) as
measured by ELISA and IgA antibodies to endomysium (EmA),
assessed by standard immunofluorescence with cryosection of

monkey esophagus.



PSORIASIS

Psoriasis is a chronic and debilitating inflammatory disease associated
with serious co-morbidities and causes a significant impact on the patient's
quality of life (Gottlieb et al., 2008).

1- Epidemiology:

a) Incidence:

Varieties of studies showed that psoriasis affects approximately 2-3%
of the population worldwide (Nickoloff and Nestle, 2004).Other studies
have estimated the prevalence of psoriasis to be 0.6% to 4.8% of the
population. These estimations of the prevalence of psoriasis are variable
based on Country studied, definition of prevalence used, method of psoriasis
determination and sampling method used (Stern et al., 2004; Gelfand et al.,
2005).

b) Age:

Psoriasis can begin at any age, although epidemiological studies
showed that it mostly appears for the first time in between the age of 15 and
25 years. A study of the age of onset of psoriasis showed two peaks of
onset, the first one from 16-22 years of age (early onset psoriasis) and the
second from 57-60 years of age (late onset psoriasis). Males and females are
equally affected with peak incidence of 22 years of age in males and 16

years of age in females, in case of early onset psoriasis (Bowcock and

Baker, 2003).

¢) Sex:



Psoriasis is not phenotypically different between both sexes (Griffiths
et al., 2004) inspite of significant female preponderance in the palmoplantar

pustular type and it is not social class linked (Griffiths et al., 2000).
d) Climate:

Climate appears to affect psoriasis prevalence, with higher rates
recorded in single countries at greater latitudes from the equator (Griffiths
et al., 2004). The symptoms of psoriasis improve in the summer and worsen
in the winter for many patients (Schon and Boehncke, 2005).
Climatotherapy, the simplest form which utilizes sunrays, has been used
extensively at the Dead Sea (Abels and Harari, 2000) and at the red sea in
Safaga (El-Arabi, 2005). Climatotherapy is a remittive therapy leading to a
reversal of the immunopathologic abnormalities of psoriasis in involved

epidermis and dermis (Hodak et al., 2003; David et al., 2005).

Definition of psoriasis severity:

Psoriasis is a chronic inflammatory skin condition that varies in
severity. The Medical Advisory Board of the National Psoriasis Foundation
published definitions of mild, moderate and severe psoriasis. These
definitions are based largely on quality-of-life (QOL) measures, with
consideration also given to proportion of body surface area affected as

shown in table 1 (Krueger and Ellis, 2005).



