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cells with PD—1/PD-L1 inhibitors
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The emergence of new targets and new technologies, treatment
prospects can be expected: 2016 review of progress in drug
research and development

LIU Lili, MAO Yanyan, GAO Liubin

Information Center, Shanghai Institute of Materia Medica, Chinese Academy of Sciences, Shanghai 201203, China

Abstract Medicine is a kind of special product that relates to national health, social stability and economic development. In recent years,
the pharmaceutical industry has become one of the fastest growing industries in the national economy. In 2016, the pharmaceutical industry
continued its prosperity and exhibited many new characteristics. This paper, based on the new heavy drugs approved in the year,
summarizes the new targets, new technologies, new methods and so on, in the fields of cancer, diabetes, cardiovascular disease, Alzheimer’s
disease, autoimmune diseases and infectious diseases.
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