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Introduction

Programmed cell death “apoptosis” is an active
cellular process characterized by  distinctive
morphological changes that include condensation of
nuclear chromatin, cell shrinkage, disruption of
cytoskleton and plasma membrane blebbing. The
molecular hallmark of apoptosis is degradation of the
cell's nuclear DNA into oligonucleosomal length
fragments, as the result of activation of endogenous
endonucleases.

Apoptosis, plays an important role in a wide
variety of phsiological situation. In hematopoietic
system, apoptosis is thought to maintain cell number
at homeostatic level. In mammals, theBCL2 gene was
found to regulate cell death (apoptosis). When
exprewssed in transgenic mice, BCL2 prolongs cell
survival. Expression of BCL2 can prevent
programmed cell death of myeloid and lymphoid cells
when certain growth factors are withdrawn. It can
also prevent death of neurons deprived of nerve
growth factor and prevent cell deaths mediated by c-
myc expression, furthermore BCL2 can block p53
mediated apoptosis. BCL2 can not, however, prevent
all types of phsiological cell deaths, as expression of
BCL2 fails to protect cells against cytotoxic T-cell
killing. There are therefore, at least two phsiological
cell-death mechanisms:

1) those regulated by BCL2 as in many cases of
growth factor withdrawal, and

2) cytotoic T-cell killing upon which BCLZ2 has no
effect.

The ability of ced-9 to inhibit programmed cell
death in c-elegans resembles the ability of BCL2 gene
to inhibit apoptosis in mammalian cells. Recent work
has shown that expression of the human BCL2 gene
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Intraduction

[3H]}thymidine-labeling index. In univariate analysis,
BCL2 and P53 expression, [3H]thymidive-labeling
index, tumor size, and ER status were indicaters for
relapse-free and. with the exception of tumor size,
over all survival within 6 years of surgery.

It is widely recognized that endometrial carcinoma
represents the most frequent type of gemtal
malignancy in women. Endometrial hyperplasia has
been linked with endometrial cancer for many years
and it has since long been proposed to be a precursor
of endometrial cancer.

Cancer is considered to be a genetic disease 1n on
theory of its etialogy and from the study of celkular
genes, it was derived a greater understanding of the
molecular events that occur in tumeur cells and many
of the players that orchestrate normal cell growth and
differentiation, they include the viral oncogenes and
their cellular counter parts, the proto-oncogenes
which are highly conserved during vertebrate
evolution and which may provide the substrate upon
which the mulfitude of carcinogenic stimuli can play.

Multiple risk factors for endometrial cancer have
been identified and divided into three categories:
variant of normal anatomy or physiology, frank
abnormality or disease and exposure to external
carcinogens. Obesity, nulliparity and late menopause
are all variants of normal anatomy or physiology
classically associated with endometrial carcinoma,
these factors appear to have 5 fold increase in the risk
of endometrial cancer. Diabetes mellitus and
hypertension are frequently associated  with
endometrial cancer, a prophylactic use of tamoxifen in
women without breast cancer increase the rixk of
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