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Abstract: The mineralocorticoid receptor ( MR) is a ligand-activated cytoplasmic receptor. Activation of MR

in different cells can cause cardiovascular inflammation, oxidative stress, tissue remodeling , and even func-

tion change the activity of ion channels resulting in incidence of arrhythmia through various mechanisms. MR

antagonists are effective medicine to treat hypertension, coronary heart disease, and heart failure. In addi-

tion, the role of MR in arrhythmia and pulmonary hypertension also provides new perspectives for future

clinical medication.
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MR {5 A ] g 5 20 i 1 S8 AL ad IFOIR 2 . MR 1%
kit [ NOX(NADPH S0 ) 3 hn T 5 v 4 A
FH 3 (reactive oxygen species, ROS) f7=4: . NOX 41
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RN ARG M A B A HEAEH, MR
WAEEHE T SME SN & Az, AR NF-kB {553 % A 1%
BT T RGN (IL-18 . IFN-y \ TNF-a %)
Fik, XA RAF T A BT R BT INK/AP-1 1)
WAL T MR, Ah MR 38 DA 4 51 7 28
P HE S K sk A B AL Hh A9 LA R M SO . FEHEME/INER
H EC-MR BRI 1 40 - N B AR AR ] ek
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MR 2R3 A AT 7 b /N B M35 46 1 s 1o 1) 2 A
R Z2BE % 5 F WEAH i MAPK/pINK {2 4% 18 7 %
MR-DNA %54, #E DOC/EL 175 5 1) B0 41 i R 1
B MR 355 W 20 i A1 2 3 RO I 2H 21 4%
PR AT 3E 5 DNA 454 5B, R, B
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