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Role of hydrogen sulfide in central cardiovascular regulation
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[Abstract] Hydrogen sulfide (H;S) is the third endogenous gaseous mediator following nitric oxide and carbon monoxide.
It has been demonstrated that H, S plays important regulatory roles in modulating the physiological and pathophysiological
processes of the nervous system, respiratory system, digestive system, and cardiovascular system. Recently, regulatory roles of

H;S in cardiovascular system are widely focused and seem to be complex. Here we sum up the roles of H, S in mediating the

cardiovascular regulation and illustrate its underlying mechanisms and perspectives.
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Fig 1 Enzymatic and non-enzymatic synthesis of H,S

Modified from reference [4]. CBS: Cystathioninebsynthase;

sulfurtransferase; 3-MP: 3-Mercaptopyruvate
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Fig 2 Scheme of neural control of cardiovascular
activity in medulla oblongata
Modified from reference [ 37]. PVN;Paraventricular nu-
cleus; NTS: Nucleus of solitary tract; RVLM: Rostral ventro-
lateral medulla; CVLM: Caudal ventrolateral medulla; IML.
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Tab 1 Effects of hydrogen sulfide on central cardiovascular regulation

NTS RVLM PVN

Blood pressure Down Down Up

CBS inhibiter on blood pressure Up Up No
ATP-sensitive potassium channel Open Open NR

NO Up Up Down
Calcium channel Open No NR

NMDA receptor Open NR NR
Electrophysiology Excitatory postsynaptic current NR Depolarization

NTS: Nucleus of solitary tract; RVLM: Rostral ventrolateral medulla; PVN: Paraventricular nucleus; CBS: Cystathionine beta-
synthase; ATP: Adenosine triphosphate; NO: Nitric oxide; NMDA : N-methyl-D-aspartate; NR:Not reported
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