Covid-19 and kidney injury: Pathophysiology
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ogflulsmenuna gifinisaives AK nulddausdenas 0.5 luaufviosay 80 AKI ARINTEBAYA
1eun Prerenal azotemia, Proximal tubular injury, Glomerulopathy, Thrombotic microangiopathy
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1. Prerenal azotemia
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2. Acute tubular injury (ATI)
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3. Glomerulopathy

157 Glomerular disease ﬁwuﬂaﬂu{{ﬂm Covid-19 Ao collapsing glomerulopathy
(CG) Imﬁnwﬂuﬂﬂawﬁama African 1flo99ndl high risk APOL 1 genotypes (G1/G1, G1/G2 W3e
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Variant G1 & two amino acid substitutions (5342G and 1384M) Ustaadlndriu APOL1 C terminus
@31 Variant G2 3 two amino acid deletion (del388N389Y) @31 non risk APOL1 158791 GO APOL1
innate immunity gene Lﬁ'm%’aﬂﬁ’umssﬁiaﬁﬁwﬁa‘liﬂ druunumiiedeatiuladslinsuude
dufluguin APOLL ndusenisviauvedlaluannizund a1nn1sveaesnuiIntuanszsniauzl
USumes APOL1 getuagnannluliioidio U1enismaansmudn APOLY risk variants iliAngfl cell
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Pathogenesis %84 Covid-19 associated CG §slsiufiuutn dnvazmigang1dingrenaas
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4. Thrombotic microangiopathy
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5. ANEUNSNGoUIINNTTINET Covid-19
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SARS-CoV-2: severe acute respiratory syndrome coronavirus-2
ILs: interleukins INF: interferon EM: electron microscop

IF: immunofluorescence RT-PCR: reverse transcriptase -polymerase chain react



Figure 2. COVID-19-associated kidney disease: pathology findings. Green boxes, the association between COVID-19 and
certain histopathological findings (crescentic glomerulonephritis, minimal change disease, and membranous nephropathy)
are still putative. ANCA, antineutrophil cytoplasmic antibody; COVID-19, Coronavirus Infectious Disease 2019; GBM, glomer-
ular basement membrane. (Figure 2 was created using Biorender.com.)
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