794 [ bR BRI 5 A 2k 2019 4F 8 J145 40 4555 8 ] Int J Anesth Resus, August 2019, Vol. 40, No.8

L] é;_'—j‘—; j‘?'i‘ L]

CBMMRERI AR EANARHRE

Bk FE OFAR KE chs E2H
W iy K A [ R IREAL, K7 410008
WA 45, Email: ewang324@csu.edu.cn

[#BZE] C ’ﬂ*”‘f{"]ﬂi((c-type natriuretic peptide, CNP)YE M A KR % (natriuretic peptides, NPs)— b3 LD I RGh H
A ML) AR FIGTE IR HI—Fh 2 RSEHER o CNP il T HAR A8 A6 ok PUsg s b e SR, Al g5 200 M
B (e J1 50 ARSI Il 3 ks s 220 2 IE SRR I R 40 FOBOR LI AR G . SCREE X CNP FS5HE 5
AR SR LA B AESE EE 0 R, BEXF CNP AEDE PR R o R0 0 I/ R HEF T 4538 , A B T — 2670 IH CNP ZE7B 3R &
Gy EEAMEN . BTIEET CNP (RIRYT SR BRI TR0 AR B, T 1A S g ARk i il ik s 1 o0 ) ey et sl ke
o TSI AT DR

[k@im] CRFINIK: RS OB

DOI:10.3760/cma.j.issn.1673-4378.2019.08.018

Advances in the role of C-type natriuretic peptides in the circulatory system
Gao Xiaowei, Qin Gang, Li Longyan, Zhang Zhong, Ye Zhi, Wang E
Department of Anesthesiology, Xiangya Hospital of Ceniral South University, Changsha 410008, China
Corresponding author: Wang E, Email: ewang324@csu.edu.cn
[Abstract] C-type natriuretic peptide (CNP), one of the natriuretic peptides (NPs) family, plays an important role in mediating
cardiovascular homeostasis and maintaining the cardiac structure. As a remarkable polypeptide hormone, CNP has been demonstrated
capacilities to regulate fluid volume, water and salt balance. CNP also possesses vasorelaxing, anti-proliferation, and anti-hypertrophic
properties, which may be related to heart failure, coronary artery disease, pulmonary artery hypertension, left ventricular hypertrophy
and cardiocerebral events. In the review, we described CNP structure, characteristics, receptors, and relative signaling pathway. This
review is aimed to summarize the role of CNP in the circulation system and cardiovascular system. Furthermore, CNP -based drugs
may provide a promising therapeutic strategy for preventing and treating heart failure, pulmonary artery hypertension and coronary
artery disease.
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