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pates in the energy transfer, regeneration and utilizing in cells.

B-guanidino propionic acid

Creatine kinase( CK) is considered related to the formation and development of hypertension as it partici-

And it is gradually becoming a hot research topic in the

field of high blood pressure. This paper will make a summary of the creatine kinase and hypertension correlation research

progress, the possible mechanism and new drug research.
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Figure 1. Creatine kinase system
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