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Opportunities Provided by Systematic Mutational
Analysis of Human Caner Genome”

TIAN Ze-Jun'?, GUO Ning"™”
(“Institute of Basic Medical Sciences, The Academy of Military Medical Sciences, Beijing 100850, China;
?Department of Cardiology, Second Hospital of Hebei Medical University, Shijiazhuang 050000, China)

Abstract

published in Science represents the first unbiased systematic mutational analysis of human genome at any disease

The recent report “The Consensus Coding Sequences of Human Breast and Colorectal Cancers”
states after the completion of The Human Genome Project. It was tentatively discussed how to take advantage of
the candidate cancer genes found in this study in discovery of novel targets of therapeutic drugs. In addition, the
penitential values of the candidate cancer genes in identification of patients at high risk of cancer, and in renewing
classification of tumors based on underlying molecular mechanisms are introduced.
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