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Application of gene variation detection technology in precision medicine of malig-
nant cancers

ZHANG Leyin', SUN Leitao', SHEN Minhe® (1. First School of Clinical Medicine, Zhejiang Chinese Medical University, Hangzhou
310053, Zhejiang, China; 2. Department of Oncology, Zhejiang Hospital of Traditional Chinese Medicine, Hangzhou 310006, Zhejiang,
China)

[Abstract] Malignant cancer is a kind of fatal disease with severe threat to human health and social development, and seeking a scien-
tific method for the proper diagnosis, treatment and assessment has become one of the most important public health problems in recent
years. With the constant development in healthcare industry, traditional methods of tumor screening, prevention and prognosis assess-
ment have made a rapid progress. However, owing to the characteristics of tumor heterogeneity and patient individuation, precision
medicine mode in disease screening, diagnosis and treatment will become a general trend in future medical development. As an impor-
tant part in precision medicine, gene variation detection in the field of tumors involves several aspects, including early screening, recur-
rence monitoring, guidance on use of targeted drugs and assessment of efficacy and prognosis etc; However, there are still many limita-
tions in its clinical practice. Therefore, further research is needed to promote the development of tumor precision medicine. In this pa-
per, the development history of gene variation detection and its application progress in precision medicine of malignant tumors are com-
prehensively discussed.
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