The breast cancer
Deregulated cell-cycle control is an essential phase of cancer. Cancer cells reproduce due to defects in internal and external excessive inhibitory signals. Thus, the reproduction of cancer cells proceeds continuously unchecked ( Nakayama, & Nakayama, 2006). The mechanism of breast cancer explains a functional core indicator pathway and appropriate regulation of particular canonical gene targets. With apoptotic function and TGFbeta's cytostatsis, it should not be a surprise to find several growth with inactivating alteration in the TGFbeta pathway. Although, these cells has an incomplete to complete loss of TGFbeta-induced cytostasis (Padua, and Massagu�, 2009). Cancer cells can lose growth-suppressive support through mutation in Smad transcriptional partner C/EBPbeta, which exist as LIP and LAP. Thus, without the LAP co-activator, TGFbeta would fails to induce the key cytostatic genes and as a result cannot stop cell proliferation (Padua, and Massagu�, 2009).

All types of cancers are considered to genetic disorder including breast cancer because they exhibit both germ-line and somatic mutations that could be the cause of cancer initiating excessive growth development (Dumeaux et al, 2008). In a study it was found that genes( COX2 and HB-EGF) that stimulate cancer cell mobility and invasiveness are genetic arbitrators in the spread of breast cancer to the brain. In addition , ST6GALANC5 a third gene, which, is an enzyme that is only active in brain tissue, causes a chemical respond that produces a cover on the surface of breast cancer cells, which enhances its ability to break the barrier to blood-brain . Thus, to produce the brain metastasis, cancer cells would have to be able to circulate in other for it to pass through the barriers of the blood-brain " and interact with the brain microenvironment" (MSKCC, May 6, 2009).

An epidemiologic study was conducted among Norwegian Women and Cancer (NOWAC) post-genome cohort study consisting of about 50,000 women who were born between 1943 and 1957. Blood samples were collected for gene expression analyses from these women between 2003 and 2006, and answered questions about their diets, lifestyle behaviors and medication usages. The outcome of the study was to enable the investigators to enhance their reliability and precision of their methods by adjusting for an individual's genotype, for instant, modifying genes coding for hormone and knowing how drug metabolize and enzymes detoxifying. Additionally, be able to study how gene variations (such as copy number disparity and a single nucleotide polymorphisms), and environmental exposure (endogenous and exogenous hormones) influences different molecular subtypes of breast cancer (Dumeaux et al, 2008).

Breast Cancer is a multifaceted disease, as an epidemiologist and public health official I would focus on the properties of an individual hormone receptors, and also develop a systematic procedure for the prevention and control programs for individuals who are at higher risk for breast cancer( Friedman, 2007). Further, I would also create a gene expression profiling in the human population. An advantage of the gene expression profile is, its ability to capture the complications in cancers, which could be used to explain in detailed the cancer phenotype in a distinctive perspective as a basis for a new molecular classification of breast cancer. I would also push for the development of a risk assessment for genetic markers that would provide both promise and threat of breast cancer "through the identification of gene-gene and gene-environment interaction" (Dumeaux et al, 2008), at individual and population level, because genetic markers of disease vulnerability may influence exposure effects of the cancer incidence (Dumeaux et al, 2008).
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