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[ Abstract] Recently,although great developments have been achieved in the treatment of heart failure , the mortality remains high. The

networks of heart structure, function , neurohumoral and renal mechanisms are complicated that traditional therapeutic strategies are not able to

completely cover. However,the natriuretic peptide system provides a unique pleiotropic strategy which are likely to meet this need in hear
pletely H ,the nat tic peptide system provid que pleiotropic strategy which likely t t th d in heart

failure therapy. Exogenous administration of A-type( carperitide ) and B-type ( nesiritide ) natriuretic peptides have many advantages, however,

accompanied by limitations. In addition, designer natriuretic peptide, which is created by synthetic modification of natriuretic peptide,, may

increase the therapeutic efficacy. This review illustrates the progress of natriuretic peptide-based therapy for heart failure ,including the design,

rationale and preliminary research of novel chimeric natriuretic peptide CD-NP,CRRL269 and mutant natriuretic peptide mANP.
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