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Background. The histopathologic changes characteristic of psoriasis might be related to an abnormality in
the apoptotic pathway. Objective. The aim of this study is to evaluate P53 and Bcl-2 expression in the
psoriatic skin regarding their role in the apoptotic process. Methods. Apoptotic cells, P53 and Bcl-2
expression were evaluated in lesional and non-lesional skin of 30 patients with generalized plaque psoriasis.

Results. Psoriatic plaques revealed P53 over-expression in keratinocytes, Bcl-2 over-expression in
lymphocytes and absent apoptotic cells. Conclusion. From these results it can be concluded that defective
apoptosis plays a role in the pathogenesis of psoriasis and this defect may be mediated through abnormal
expression of apoptosis regulating proteins P53 and Bel-2.
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The etiopathogenesis of psoriasis is not
fully understood. However, it has become
increasingly clear that T cells play a crucial

role in the induction and maintenance of
psoriatic lesions'. Meanwhile, it has been
recently  postulated that the increased
epidermal  thickness and altered tissue

architecture observed in psoriasis may be
related to an abnormality in the apoptotic
pathway'?.

Apoptosis or programmed cell death is a
physiologic, genetically encoded program that
results in cell death®. It plays an important role
in the elimination of unwanted cells during
development and also as a balancing factor in
maintaining proliferative homeostasis'¥.

The epidermal hyperplasia characteristic of
psoriasis is suggested to be due to epidermal
expression of apoptosis-related molecules
leading to suppression of the apoptotic process
%) While suppression of apoptosis of T
lymphocytes leads to their survival which
relates to the chronic and relapsing characters
of psoriasis®.

P53 and Bcl-2 proteins are known to play a
central role in the regulation of apoptosis™.
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P53 is a tumor-suppressor gene that controls
cellular proliferation®. In its natural form
(wild-type), P53 can bind to DNA and prevent
cells from entering the S (synthetic) phase of
the cell cycle so as to allow time for DNA
repair. Alternatively, P53 dependent events
can eliminate the cells by sending them down
to an irreversible apoptotic pathway®. Thus
P53 allows the DNA either to be repaired or
ultimately destroyed before replication renders
the damage permanent'. On the other hand,
Bel-2 is a proto-oncogene that protects cells
from apoptosis.

The present study aims to evaluate P53 and
Bel-2 expression in psoriasis regarding their
role in the apoptotic process.

PATIENT & METHODS

The present study was conducted on 30
patients with generalized plaque psoriasis
attending the dermatology out-patient clinic of
Al-Minya University Hospital, Al-Minya,
Egypt. These patients received no topical or
systemic anti-psoriatic treatment or
phototherapy for at least 3 months before
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