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Severe acute respiratory syndrome coronavirus-2
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(coronavirus disease 2019: COVID-19) (% fiei #if i 5
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2 AV ABLIE (viral sepsis) A 5 0. Stk
B4 A A CHEBUT X B cytokine storm'”, & 5\ i
cytokine release syndrome D KA % & L 2, tumor
necrosis factor-o. (TNF-a), interleukin-1 (IL-1), IL-6
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Angiotensin-converting enzyme 2 (ACE2) (/ilifig I
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I Ang IT L XOVAs B4 2 2,

Ang II & SARS-CoV-2 (X Iil/MRIZFEH % ACE2/
TMPRSS2/AT IR (ZAEH LI/ IMK 2 G P4 L 242, p-
L 7 F ¥ /CD4OL 5& 3 & i T if v 3Rk P AL/
neutrophil extracellular traps (NETs) I (2 F) % 22629,
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activator inhibitor-1 (PA-1) 2 %M X453, Angll
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