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ABSTRACT

Breast cancer (malignant breast neoplasm) initiate from breast tissue, mostly from the inner lining
of milk ducts or the lobules that supply the ducts with milk. Two abnormal genes that involve are:
BRCAI (breast cancer gene one) and BRCA2 (breast cancer gene two). The occupation of the BRCA
genes is to renovate cell damage and keep breast cells growing normally. But breast cancer risk
increases when abnormal or mutated genes pass from generation to generation.
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INTRODUCTION

A form of cancer discovered in Egypt. Breast It is a major public health issue in less developed
countries that leads to death in women. Breast cancers are responsive to hormones such as estrogen
and progesterone, so it is feasible to treat it by blocking the effects of these hormones in the objective
tissues (Zhu et al., 2011; Dowlatshahi at al., 1997). The prognosis of estrogen and progesterone
positive tumor are much better and less forceful treated as compare to hormone negative cancer. It is
the number one cause of cancer deaths in female (DeBoer et al., 2010; Weaver, 2003; Krag et al.,
2007).

STAGES OF BREAST CANCER

Different phases are described as under

Phase 0

It is non-insidious breast cancers, in it no indication of cancer occurs but Paget’s disease of nipple can
be observed (Weaver et al., 2000; Weaver et al., 2009).

Phase 1

It is unrelenting (breaking of cancer cells that invade to the neighbouring cells) in which cancer
capable to extend 2 centimeter in surrounding tissue (Weaver, 2009).

Phase 2
Cancer in this phase swells up not above 4 cm in greatest span (Greene et al., 2002).
Phase 3

It is further divided in two sub phases (Faderl et al., 1999).
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Phase 3A

In this sub phase the greatest dimension of cancer not more than 5 cm and not less than 2 cm (Lugo et
al., 1990).

¢ with homolateral region but some time lacking.
Phase 3B

Describes invasive breast cancer in which
e cancer size of up to and more than 5 cm in diameter
e cancer may have broaden to lymph nodes near the breastbone

¢ this stage is considered as inflammatory breast cancer
Phase 4
It is also invasive in which

Cancer of any size may spread to any organ of body. This stage is considered as metastatic cancer
(Baccarani et al., 2006; Baccarani et al., 2009).

ALCOHOLISM AND BREAST CANCER

Alcohol enhances the level of hormones such as estrogen in our body. A high level of estrogen causes
breast cancer. In our body, acetaldehyde is formed by the conversion of alcohol. Acetaldehyde is
loom that causes cancer by damaging DNA and averting it from being mended. Acetaldehyde is found
in large amount in the saliva of people who drink heavily and smoke. It is found by various
observations that every alcohol unit drunk a day enhances the possibility of breast cancer about 7-
11%. The chances of breast cancer in teenage girls is 25% elevated than as compare to women
because of early menarche (Hochhaus et al., 2008; Shah et al., 2008).

GENES INVOLVED

Breast cancer genes (BRCA)

BRCA1 and BRCA2 genes are found in human chromosomes. Breast cancer is developed by its
altered form. But several studies have shown that breast cancer is not developed by only an altered
form BRCA-1 gene. It is also observed that 10% of such cancer originated by abnormal form of these
genes (Shah et al., 2010).

p53

The p53 involves in protein construction which use in the growth of cell. Abnormal p53 gene causes
Li-Fraumeni syndrome (soft tissue cancer), it enhances the threat feature of breast cancer (Druker et
al., 2006; de Lavallade et al., 2008).

Other genes

ATM: Dented DNA are repaired by the ATM gene But brain development is affected by inherit two

abnormal copies of ATM gene. In some families, inherit abnormal ATM gene enhances the risk of
breast cancer because it stops renovation of cells of breast tissue.
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CONCLUSION

It is serious inflammatory disease which leads to death in women. Various risk factors are
responsible for it. Different gene that control the breast tissue’s cell cycle, when they are in
abnormal form they may cause breast cancer.
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