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Patients with hypertension complicated with SARS-CoV-2.
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Summary Right now,there are about 245 million people with hypertention in China. Blockers of the renin-an-
giotensin system (RAS). that is. renin inhibitors, angiotensin ( Ang) -converting enzyme (ACE) inhibitors
(ACEIs) ,and angiotensin receptor blockers (ARBs) ,are a cornerstone in the treatment of hypertension. ACE2 has
emerged as a potent negative regulator of the RAS counterbalancing the multiple functions of ACE. By targeting
angiotensin II ACE2 exhibits a protective role in the cardiovascular system and many other organs. At the same
time ., ACE2 was also identified as an essential receptor for the SARS coronavirus that causes severe acute lung fail-
ure. Down regulation of ACE2 strongly contributes to the pathogenesis of severe lung failure. ACEI or ARB for the
treatment of hypertension may cause ACE2 increase, while SARS-CoV-2 infection with the use of spike protein
binds to ACE2, resulting in downregulation through its internalization,and thus reduce the level of ACE2. In this
editorial, we discuss whether SARS-CoV-2 infection would attenuate the efficacy of ACEI or ARB for the treat-
ment of hypertension.or the reflexly increased ACE2 expression would accentuate the injury of the lung or increase
the vulnerability to SARS-CoV-27?
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