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Summary  Chronic cardiovascular diseases constitute a serious hazard to human health, and the present sta-
tus of treatment is not optimistic. Biological target therapeutic techniques (antibodies, vaccines, gene, stem cell) ,
possess several advantages as compared with other drugs, such as long-acting time, strong targeting ability and
smooth effect. Biological target therapeutic techniques can significantly improve current treatment status, and re-
duce the morbidity and mortality of chronic cardiovascular diseases. The PCSK9 monoclonal antibodies had been

approved into the market, indicating the advent of a new era of biological target therapy for cardiovascular disea-

Ses.
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