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Advance in resistant biomarkers of chemotherapy to non-small cell lung cancer
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Abstract: Non-small cell lung cancer (NSCLC) is highly occurred in China, which has become the major cancer influencing human
health. Nowadays the standard treatment for NSCLC is chemotherapy, however, chemoresistance was more and more frequently
found in many patients, which to result in bad prognosis.So, lots of research on chemoresistant biomarkers in NSCLC has been
launched. These biomarkers refer to several types of chemotherapeutics which could guide the therapeutic schedule in clinical

medicine selections. In this article we focus on analyzing several chemoresistant biomarkers which may play an important role in

implementation of individualized treatment for NSCLC.
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