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Abbreviations

ACE, angiotensin-converting enzyme

ACEi, angiotensin-converting enzyme inhibitor

ARB, angiotensin II receptor blocker

AT1, angiotensin II type 1 receptor

BP, blood pressure

CV, cardiovascular

GPER, G protein–coupled oestrogen receptor

H2O, water

HTN, hypertension

LV, left ventricle / left ventricular

MR, mineralocorticoid receptor

MRA, mineralocorticoid receptor antagonist

Na+, sodium

RAAS, renin–angiotensin–aldosterone system

RAS, renin–angiotensin system

ROS, reactive oxygen species

VSMC, vascular smooth muscle cell
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