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Abstract
This study was focused on the early evolutionary conserved method to gain increased genomic hardware during nutritional and climate obstacles often observed as polyploidizations and not focused on early tumor gene mutations. Polyploidization has rather recently been found before cleavages of the evolution tree as well as in human body needing more hardware in a response to various stress factors as in lever virus infection, Hashimoto thyroiditis, in placenta and uterus, in overloaded left heart ventricle and lactating breasts. In this report we found that tetraploidization occurs twice in growing breast tumor cells. Having a model for increasing genomic instability we followed the steps of global genomic alterations in young women with breast cancer < 40 years of age. We found very early in tumor history two ploidy entities representing DNA-diploid and DNA-tetraploid cells close to DNA-Index 1.0 and 2.0 respectively. During increasing genomic instability teraploid cells lose genetic materials and appeared with cells in the hypotetraploid and aneuploid as triploid tumor DNA areas. Reaching so far the tumors have increased in size and suffer from nourishment and oxygen due to lack of blood vessel penetration, resulting in a second polyploidization among both diploid and aneuploid cells at a tumor size of about 10 to 30 mm. Doubling of the genome among triploid and tetraploid tumors will reach their DNA in the penta to octaploid DNA region. The degree of malignancy potential increases with genomic instability and the most rapid death rate occurred in our study among breast cancer in the penta to octaploid DNA values. 
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