
`REVIEW Open Access

Renal complications in coronavirus disease
2019: a systematic review
Taichiro Minami1,2*, Yasunori Iwata2 and Takashi Wada2

Abstract

The world today is facing a pandemic caused by severe acute respiratory syndrome coronavirus-2 (SARS-CoV-2),
which mainly causes a respiratory disease known as coronavirus disease 2019 (COVID-19). Therefore, its
pathogenesis and complications should be identified and understood. SARS-CoV-2 infects the host using the
angiotensin-converting enzyme 2 (ACE2) as its receptor, which is expressed in several organs including the lungs,
heart, kidneys, and intestines. Kidney complications are relatively common, and acute kidney injury (AKI) is a life-
threatening complication in patients with COVID-19. In this review, the renal histological patterns of COVID-19 are
described in detail, and its potential mechanisms associated with AKI are discussed.
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Background
In the late 2019, a novel coronavirus (severe acute re-
spiratory syndrome coronavirus 2 [SARS-CoV-2]) was
identified as the cause of a cluster of pneumonia cases in
Wuhan, China. This outbreak has led to a worldwide
pandemic within a short period of time, and as of June
21, 2020, there are more than 8.7 million confirmed
cases with 460,000 deaths in 216 countries, areas, or ter-
ritories according to the World Health Organization.
Although lung infection and acute respiratory failure

are the main characteristics of coronavirus disease 2019
(COVID-19), other organs such as the heart, small intes-
tines, and kidneys are also reportedly involved.
Acute kidney injury (AKI) is defined as increased serum

creatinine level (by 0.3 mg/dL within 48 h or > 1.5 times
from its baseline level) or decreased urine output (< 0.5
mL/kg/h for 6 h) according to the Kidney Disease Improv-
ing Global Outcomes guideline. AKI is one of the import-
ant complications of COVID-19, occurring in 0.5–7% of
cases and in 2.9–23% of intensive care unit (ICU) patients
[1–3]. A single-center prospective cohort study of 701

inpatients with COVID-19 in China reported that 43.9%
of patients had proteinuria and 26.7% had hematuria on
admission and 5.1% developed AKI during hospitalization
[4]. An Italian study involving > 2000 inpatients with
COVID-19 reported the AKI incidence of 27.8% [5].
When compared with the AKI occurrence in severe acute
respiratory syndrome (SARS), no significant difference
was observed in the incidence, peak creatinine levels, and
histological findings (Table 1).
Understanding the COVID-19 pathogenesis is evolv-

ing. This review focuses on the potential AKI mechan-
ism in COVID-19, especially the direct viral cytotoxicity
to kidney host cells.

Pathological features of kidney diseases in COVID-19
Renal histopathological analysis of 26 autopsies with
COVID-19 was reported in China. All specimens had acute
tubular necrosis (ATN) findings, and 18 of these exhibited
moderate to severe ATN. Diffuse proximal tubule injury
was manifested as the loss of brush border, vacuolar degen-
eration, dilatation of the tubular lumen, detachment of epi-
thelium, and even frank necrosis noted. Distal tubules and
collecting ducts showed only occasional cellular swelling.
Interstitial infiltrates were present but nonspecific and in-
significant. They detected viral particles in tubular epithelial
cells (TECs) and podocytes using a transmission electron
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microscope [10]. Post-mortem analysis of 42 patients from
the USA also revealed ATN was the predominant finding
and focal fibrin thrombi in 6 of 42 autopsies, whereas they
could not identify the definitive virions at the ultrastructural
level [11]. Although ATN is reported in many cases,
whether viral infection directly leads to apoptosis in in-
fected TECs remains unclear. Three separate case reports
have described collapsing focal segmental glomerulosclero-
sis (FSGS) with nephrotic syndrome following a COVID-19
diagnosis in Africans (2 men and 1 woman). They devel-
oped rapid progressive renal function impairment, and 2 of
3 patients required dialysis. Kidney biopsies revealed ATN
lesions and mild-moderate interstitial infiltrates in addition
to glomerular lesion. No specific staining for IgG, IgA, IgM,

C3, C1q, and kappa and lambda light chains in the glom-
eruli was found [12–14]. As virus-induced collapsed the
FSGS, human immunodeficiency virus (HIV)-associated ne-
phropathy is well studied. Transgenic mouse models indi-
cate that certain HIV gene expressions such as Nef and Vpr
are particularly involved in the pathogenesis of HIV-
associated nephropathy. HIV-associated nephropathy is
strongly associated with black race. SARS-CoV-2-related
kidney damage may also occur based on endothelial cell in-
jury. In histological analyses, endotheliitis of the heart, small
intestine, and lung were described in patients with COVID-
19 and characterized by inflammatory cell infiltrates within
the intima and apoptosis of endothelial cells. Endotheliitis
of glomerular capillaries was also reported in a post-

Table 1 Comparison of clinical features and renal complication between SARS and COVID-19. Some data are presented as mean ±
SD or median (IQR)

SARS-CoV SARS-CoV-2 Reference

Incubation time(days) 4.7(95%CI 4.3-5.1) 4.9(95%CI 4.5-5.5) [6]

AKI incidence(%) 6.7 5.1 [4, 7]

AKI onset from admission(days) 7.2+4.3 4.0(2.0-7.5) [8, 9]

Peak creatinine(mg/dL) 3.0(1.5-12.2) 2.2+2.4 [4, 7]

Autopsies findings Acute tubular necrosis(7/7)
Interstitial infiltration(0/7)

Acute tubular injury(26/26) Interstitial
infiltration(non-specific)

[7, 10]

In hospital death(%) 14.3 12.5 [4, 7]

SARS-CoV-2

Tubular epithelial cell

Podocyte

Endothelial cell
Vessel

ACE 2

Acute tubular necrosis

Collapsing FSGS

Endotheliitis
Fig. 1 Schematic of histological features of renal complications in COVID-19. SARS-CoV-2 infects several kidney host cells using ACE2 and causes
various types of damage. Each damage can cause AKI. Abbreviation: FSGS, Focal segmental glomerulosclerosis
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mortem examination, and viral particle was confirmed
in the endothelial cell [15]. These conditions may result
in microvascular dysfunction leading to tissue inflam-
mation, coagulopathy, and hypoxia. Based on kidney bi-
opsy and autopsy findings, SARS-CoV-2 appears to
infect certain kidney host cells and induce different
types of damages (Fig. 1).

AKI mechanisms in COVID-19
Early reports estimated AKI incidence in COVID-19 as
0.5–28% in China and Italy [1–5]. As a report from China
described COVID-19 did not increase the AKI rate at all,
AKI incidence appears to vary a lot [16]. This may occur
from the population difference, disease severity, and AKI
definition. In a recent report of over 5000 patients from
the USA, AKI developed in 36.6% hospitalized patients
with COVID-19. 37.3% of whom were diagnosed at the
timing of admission or within 24 h after admission. Re-
garding AKI severity, stages 1, 2, and 3 were 46.5%, 22.4%,
and 31.1%, respectively. They reported older age, diabetes
mellitus, cardiovascular disease, black race, hypertension,
and the need for ventilation and vasopressor medications
as the risk factors for AKI in COVID-19 [17].
According to a prospective, multicenter study of 748 pa-

tients in Madrid, ATN and prerenal disease are the most
common causes of AKI, comprising 45% and 21% of hos-
pitalized patients, respectively [18]. Three major causes of
ATN are renal ischemia, sepsis, and nephrotoxins.
Sepsis can also be considered as the cause of AKI in pa-

tients with COVID-19. A retrospective study of 191 pa-
tients with COVID-19 in Wuhan, China, revealed that 59%
of patients had sepsis and 20% exhibited septic shock [19].
AKI is a type of multiple organ dysfunctions occurring in
severe sepsis. Its pathophysiology during sepsis is compli-
cated and multifactorial, including systemic hypotension,
renal vasoconstriction, endothelial dysfunction, tubular cell
damage, influx of inflammatory cells into the renal paren-
chyma, and capillary thrombosis. In addition, sepsis can ac-
tivate the innate immune response and lead to a cytokine
storm, most importantly in IL-1, IL-6, and TNF-α. A report
of 452 patients with COVID-19 showed that serum levels
of proinflammatory cytokines (TNF-α, IL-1, and IL-6) were
found to be higher in the severe infection group than in the
mild group. The median IL-6 levels in the severe group
were 25.2 pg/mL (9.5–54.5; interquartile ratio [IQR]) and
13.3 pg/mL (3.9–41.1; IQR) in the non-severe group, with
p value of < 0.001 [20]. In a mouse model study of sepsis-
induced AKI, IL-6 depletion diminished neutrophil infil-
tration and caused resistance to renal injury [21]. Both
TNF-soluble receptor and targeted deletion of TNF recep-
tor 1 can prevent lipopolysaccharide-induced renal injury
[22, 23]. Although endotoxin is thought to have an im-
portant role in the AKI occurrence in sepsis, blockade of
proinflammatory cytokines may have a beneficial effect on

AKI in patients with COVID-19 with robust cytokine
storm [24].
Renal infarction in 2 patients with COVID-19 who both

developed AKI without hemodynamic instability is de-
scribed. Computed tomography images in both cases
showed unilateral and multiple perfusion defects [25]. Co-
agulation disorders in patients with COVID-19 patients
are suggested [26]. Patients with COVID-19 developed
thrombocytopenia (36.2%), increased D-dimer (46.4%),
and hypercoagulability, which was more serious in severely
ill patients, according to a cohort study of 1099 patients
from China [27]. Deep vein thrombosis (DVT) and pul-
monary embolism (PE) commonly occur in ICU patients
with COVID-19. A report of 150 ICU patients showed that
16.7% of the patients experienced PE and 2% had DVT,
and 28 of 29 (96.6%) patients receiving continuous renal
replacement therapies had clotting [28]. Regarding arterial
thrombosis, central nervous system stroke and limb ische-
mia have been reported [29, 30]. Therefore, coagulation
disorders and kidney infarction should be considered as
the cause of AKI in patients with COVID-19.
Respiratory failure is strongly related to AKI occurrence

in COVID-19 according to an observational study. 89.7%
of patients on mechanical ventilation developed AKI com-
pared to 21.7% of non-ventilated patients [17]. A retro-
spective single-center study from China also described the
severity of pneumonia was associated with the develop-
ment of AKI [31]. Acute respiratory distress syndrome has
been identified as a risk factor for AKI in critically ill pa-
tients [32]. Hypoxemia and hypoperfusion secondary to
right heart failure may lead to ischemic kidney damage in
COVID-19. Other AKI mechanisms such as toxic drugs
and rhabdomyolysis are reported (Fig. 2) [33, 34].

Mechanisms of SARS-CoV-2 direct invasion of host cells
SARS-CoV-2 has 79% genomic homology with SARS-
CoV and belongs to the β coronavirus family. SARS-
CoV sneaks into the host cells through an ACE2 recep-
tor [35]. The spike (S) protein of the virus binds to
ACE2, which then activated and cleaved by cellular
transmembrane serine protease 2 (TMPRSS2). There-
after, the virus releases fusion peptide for entry. In an
in vitro study, SAR-CoV-2 was confirmed to use ACE2
for cellular entry and TMPRSS2 for S protein priming.
Moreover, the TMPRSS2 inhibitor blocked the viral
entry and antibodies from convalescent SARS patients’
sera also inhibited the invasion [36].
Since ATN is the most common finding in the kidney

tissue from autopsies, SARS-CoV-2 may directly infect
the hosts’ TECs. In a normal kidney, ACE2 is expressed
in TECs as well as podocytes, vascular smooth muscle,
and interlobular artery endothelium. Once the kidney is
damaged, ACE2 is newly expressed in the glomerular
endothelium and peritubular capillary [37]. The virus
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particles in TECs have been identified in patients with
COVID-19 virtually [10]. However, whether SARS-CoV-2
impairs the TEC functions remains to be elucidated in fur-
ther studies. ACE2 and TMPRSS genes are co-expressed
in TECs and podocytes [38]. The virus particles in podo-
cytes and endothelium are also shown [10, 15].
As the SARS-CoV-2 initially affects the upper respira-

tory tract, it needs to get into the bloodstream to reach
the kidney. The SARS-CoV-2 RNAaemia is reported in
10–15% of patients with COVID-19 and particularly de-
tected in critically ill patients [1, 39]. Furthermore, the
rate of SARS-CoV-2 presence in the urine is 3.7% ac-
cording to a meta-analysis review [40]. Thus, SARS-
CoV-2 is considered to directly invade the kidney host
cells through the bloodstream.

The viral evasion system from the host immune response
In the kidney tissues, CD4+ T cells and CD56+ natural
killer cells were hardly found in the kidney interstitium;
however, severe infiltration of CD68+ macrophages (6/6
cases) and moderate CD8+ T cells (2/6 cases) were ob-
served in six post-mortem examinations of patients with
COVID-19 [41]. No lymphocyte infiltration was detected in
the renal interstitium in an autopsy analysis of 7 patients
with SARS in Hong Kong [7]. Consistent with these find-
ings, infiltrated inflammatory cells in the alveoli were mainly

macrophages and monocytes, and lymphocyte, neutrophil,
and eosinophil infiltrates were found to be limited in a
pathological report of three COVID-19 autopsies of lung tis-
sues [42]. Another paper described focal lymphocyte infil-
tration accompanied by diffuse alveolar damage, the most
common characteristic of COVID-19 pneumonia [43].
Some evidences also demonstrated that SARS-CoV-2

dysregulates T lymphocytes. SARS-CoV-2 directly infects T
lymphocytes through the S protein-mediated membrane fu-
sion and a peptide, which inhibits viral S protein, blocking
the viral entry according to an in vitro study [44]. SARS-
CoV envelope E protein has also been reported to bind to
Bcl-xL and induce T cell apoptosis [45]. Other mechanisms
such as destroying lymphatic organs and lymphocyte apop-
tosis induced by inflammatory cytokine storm have also
been suggested [46]. Clinical data revealed that lymphope-
nia was found in 40% of patients with COVID-19 [47]. A
retrospective study showed that low lymphocyte percentage
was a predictor of COVID-19 severity. Decreased lympho-
cyte count over time was associated with poor outcome
[46]. Another study reported that decreased CD4+ T cells
were more evident in the peripheral blood of patients with
severe COVID-19 [20]. Functional exhaustion of NK and
CD8+ T cells is shown with increased NKG2A levels in pa-
tients with COVID-19 [47]. As these viruses can decrease
the lymphocyte count and cause T cell dysfunction,

Fig. 2 Possible AKI mechanisms in COVID-19. Etiologies of AKI are not fully understood. The causes appear to be multifactorial and wide-ranging,
including direct viral invasion of kidney tissue, cytokine storm, hypotension, hypercoagulation, tissue hypoxia, toxic drugs, rhabdomyolysis
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lymphocyte infiltration in the renal interstitium may be lim-
ited considering the number of tubular necrosis.

Conclusion
Based on kidney biopsy and autopsy findings, ATN is
the most common lesion and can be caused by direct
SARS-CoV-2 infection on TECs. Collapsing FSGS and
endotheliitis are also induced by SARS-CoV-2 infection.
Interstitial lymphocyte infiltration seems to be relatively
suppressed and may be due to the viral evasion from the
host immune system. Other potential mechanisms of
AKI include renal ischemia, cytokine storm, toxic drug,
thrombotic complication, and rhabdomyolysis. In-
hospital AKI is associated with high mortality, and AKI
severity is correlated with death in an AKI stage-
dependent manner. Hence, early recognition of AKI and
providing appropriate interventions are important to
avoid further ATN and may be helpful to improve the
prognosis of patients with COVID-19.

Abbreviations
ACE2: Angiotensin-converting enzyme 2; AKI: Acute kidney injury; ATN: Acute
tubular necrosis; COVID-19: Coronavirus disease 2019; FSGS: Focal segmental
glomerulosclerosis; SARS: Severe acute respiratory syndrome; SARS-
CoV: Severe acute respiratory syndrome coronavirus; SARS-CoV-2: Severe
acute respiratory syndrome coronavirus 2; TECs: Tubular epithelial cells; TMPR
SS2: Transmembrane serine protease 2

Acknowledgements
We thank Antonette P for her editorial assistance.

Authors’ contributions
The authors equally contributed to the preparation of this review. The
authors read and approved the final manuscript.

Funding
We have received no specific grants.

Availability of data and materials
Not applicable.

Ethics approval and consent to participate
Not applicable.

Consent for publication
Not applicable.

Competing interests
The authors declare that they have no competing interests.

Received: 3 July 2020 Accepted: 26 August 2020

References
1. Huang C, Wang Y, Li X, Ren L, Zhao J, Hu Y, Zhang L, et al. Clinical features

of patients infected with 2019 novel coronavirus in Wuhan, China. Lancet.
2020;395(10223):497–506.

2. Wang D, Hu B, Hu C, Zhu F, Liu X, Zhang J, Wang B, et al. Clinical
characteristics of 138 hospitalized patients with 2019 novel coronavirus–
infected pneumonia in Wuhan, China. JAMA. 2020;323(11):1061–9.

3. Guan W, Ni Z, Hu Y, Liang W, Ou C, He J, Liu L, et al. Clinical characteristics
of coronavirus disease 2019 in China. N Engl J Med. 2020;382(18):1708–20.

4. Cheng Y, Luo R, Wang K, Zhang M, Wang Z, Dong L, Li J, et al. Kidney
disease is associated with in-hospital death of patients with COVID-19.
Kidney Int. 2020;97(5):829–38.

5. Fanelli V, Fiorentino M, Cantaluppi V, Gesualdo L, Stallone G, Ronco C,
Castellano G. Acute kidney injury in SARS-CoV-2 infected patients. Crit Care.
2020;24(1):155.

6. Jiang X, Rayner S, Luo MH. Does SARS-CoV-2 has a longer incubation period
than SARS and MERS? J Med Virol. 2020;92(5):476–8.

7. Chu KH, Tsang WK, Tang CS, Lam MF, Lai FM, To KF, Fung KS, et al. Acute
renal impairment in coronavirus-associated severe acute respiratory
syndrome. Kidney Int. 2005;67(2):698–705.

8. Cheng Y, Luo R, Wang K, Zhang M, Wang Z, Dong L, Li J, et al. Kidney
impairment is associated with in-hospital death of COVID-19 patients.
medRxiv. 2020. https://doi.org/10.1101/2020.02.18.20023242.

9. Huang JW, Chen KY, Tsai HB, Wu VC, Yang YF, Wu NS, Chu TS, et al. Acute
renal failure in patients with severe acute respiratory syndrome. J Formos
Med Assoc. 2005;104(12):891–6.

10. Su H, Yang M, Wan C, Yi L, Tang F, Zhu H, Yi F, et al. Renal histopathological
analysis of 26 postmortem findings of patients with COVID-19 in China.
Kidney Int. Kidney Int. 2020;98(1):219–27.

11. Santoriello D, Khairallah P, Bomback AS, Xu K, Kudose S, Batal I, Barasch J,
et al. Postmortem kidney pathology findings in patients with COVID-19. J
Am Soc Nephrol. 2020 Jul 29; ASN.2020050744.

12. Larsen C, Bourne T, Wilson J, Saqqa O, Sharshir M. Collapsing
glomerulopathy in a patient. Kidney Int Rep. 2020;5(6):935–9.

13. Peleg Y, Kudose S, D'Agati V, Siddall E, Ahmad S, Kisselev S, Gharavi A, et al.
Acute kidney injury due to collapsing glomerulopathy following COVID-19
infection. Kidney Int Rep. 2020;5(6):940–5.

14. Kissling S, Rotman S, Gerber C, Halfon M, Lamoth F, Comte D, Lhopitallier L,
et al. Collapsing glomerulopathy in a COVID-19 patient. Kidney Int. 2020;
98(1):228–31.

15. Varga Z, Flammer A, Steiger P, Haberecker M, Andermatt R, Zinkernagel A,
Mehra M, et al. Endothelial cell infection and endotheliitis in COVID-19.
Lancet. 2020;395(10234):1417–8.

16. Wang L, Li X, Chen H, Yan S, Dong L, Li Y, Gong Z. Coronavirus disease 19
infection does not result in acute kidney injury: an analysis of 116
hospitalized patients from Wuhan. China. Am J Nephrol. 2020;51(5):343–8.

17. Hirsch JS, Ng JH, Ross DW, Sharma P, Shah HH, Barnett RL, Hazzan AD, et al.
Acute kidney injury in patients hospitalized with COVID-19. Kidney Int. 2020
Jul;98(1):209–18.

18. Liaño F, Pascual J. Epidemiology of acute renal failure: a prospective,
multicenter, community-based study. Kidney Int. 1996;50(3):811–8.

19. Zhou F, Yu T, Du R, Fan G, Liu Y, Liu Z, Xiang J, et al. Clinical course and risk
factors for mortality of adult inpatients with COVID-19 in Wuhan, China: a
retrospective cohort study. Lancet. 2020;395(10229):1054–62.

20. Qin C, Zhou L, Hu Z, Zhang S, Yang S, Tao Y, Xie C, et al. Dysregulation of
immune response in patients with coronavirus 2019 (COVID-19) in Wuhan,
China. Clin Infect Dis. 2020;71(15):762–`8.

21. Nechemia-Arbely Y, Barkan D, Pizov G, Shriki A, Rose-John S, Galun E,
Axelrod J. IL-6/IL-6R axis plays a critical role in acute kidney injury. J Am Soc
Nephrol. 2008;19(6):1106–15.

22. Knotek M, Rogachev B, Wang W, Ecder T, Melnikov V, Gengaro PE, Esson M,
et al. Endotoxemic renal failure in mice: role of tumor necrosis factor
independent of inducible nitric oxide synthase. Kidney Int. 2001;59(6):2243–9.

23. Cunningham PN, Dyanov HM, Park P, Wang J, Newell KA, Quigg RJ. Acute
renal failure in endotoxemia is caused by TNF acting directly on TNF
receptor-1 in kidney. J Immunol. 2002;168(11):5817–23.

24. Mehta P, McAuley DF, Brown M, Sanchez E, Tattersall RS, Manson JJ. HLH
across speciality collaboration. COVID-19: consider cytokine storm
syndromes and immunosuppression. Lancet. 2020;395(10229):1033–4.

25. Post A, den Deurwaarder ESG, Bakker SJL, de Haas RJ, van Meurs M,
Gansevoort RT, Berger SP. Kidney infarction in patients with COVID-19. Am J
Kidney Dis. 2020;76(3):431–5.

26. Giannis D, Ziogas IA, Gianni P. Coagulation disorders in coronavirus infected
patients: COVID-19, SARS-CoV-1. MERS-CoV and lessons from the past. J Clin
Virol. 2020;127:104362.

27. Guan WJ, Ni ZY, Hu Y, Liang WH, Ou CQ, He JX, Liu L, et al. Clinical
characteristics of coronavirus disease 2019 in China. N Engl J Med. 2020;
382(18):1708–20.

28. Helms J, Tacquard C, Severac F, Leonard-Lorant I, Ohana M, Delabranche X, Merdji
H, et al. High risk of thrombosis in patients with severe SARS-CoV-2 infection: a
multicenter prospective cohort study. Intensive Care Med. 2020;46(6):1089–98.

Minami et al. Inflammation and Regeneration           (2020) 40:31 Page 5 of 6

https://doi.org/10.1101/2020.02.18.20023242


29. Oxley TJ, Mocco J, Majidi S, Kellner CP, Shoirah H, Singh IP, Leacy RAD, et al.
Large-vessel stroke as a presenting feature of Covid-19 in the young. N Engl
J Med. 2020;382(20):e60.

30. Bellosta R, Luzzani L, Natalini G, Pegorer MA, Attisani L, Cossu LG, Ferrandina
C, et al. Acute limb ischemia in patients with COVID-19 pneumonia. J Vasc
Surg. 2020;S0741-5214(20)31080-6. https://doi.org/10.1016/j.jvs.2020.04.483.

31. Pei G, Zhang Z, Peng J, Liu L, Zhang C, Yu C, Ma Z, et al. Renal involvement
and early prognosis in patients with COVID-19 pneumonia. J Am Soc
Nephrol. 2020 Jun;31(6):1157–65.

32. Darmon M, Clec'h C, Adrie C, Argaud L, Allaouchiche B, Azoulay E, Bouadma
L, et al. Acute respiratory distress syndrome and risk of AKI among critically
ill patients. Clin J Am Soc Nephrol. 2014;9(8):1347–53.

33. Cheng Y, Luo R, Wang K, Zhang M, Wang Z, Dong L, Li J, et al. Kidney
disease is associated with in-hospital death of patients with COVID-19.
Kidney Int. 2020 May;97(5):829–38.

34. Chedid NR, Udit S, Solhjou Z, Patanwala MY, Sheridan AM, Barkoudah E.
COVID-19 and rhabdomyolysis. J Gen Intern Med. 2020:1–4. https://doi.org/
10.1007/s11606-020-06039-y.

35. Prompetchara E, Ketloy C, Palaga T. Allergy and immunology immune
responses in COVID-19 and potential vaccines: lessons learned from SARS
and MERS epidemic. Asian Pac J Allergy Immunol. 2020;38(1):1–9.

36. Hoffmann M, Kleine-Weber H, Schroeder S, Krüger N, Herrler T, Erichsen S,
Schiergens TS, et al. SARS-CoV-2 cell entry depends on ACE2 and TMPRSS2
and is blocked by a clinically proven article SARS-CoV-2 cell entry depends
on ACE2 and TMPRSS2 and is blocked by a clinically proven protease
inhibitor. Cel. 2020;181(2):271–80.

37. Lely A, Hamming I, van Goor H, Navis G. Renal ACE2 expression in human
kidney disease. J Pathol. 2004;204(5):587–93.

38. Pan X, Xu D, Zhang H, Zhou W, Wang L, Cui X. Identification of a potential
mechanism of acute kidney injury during the COVID-19 outbreak: a study
based on single-cell transcriptome analysis. Intensive Care Med. 2020:1–3.
https://doi.org/10.1007/s00134-020-06026-1.

39. Chen X, Zhao B, Qu Y, Chen Y, Xiong J, Feng Y, Men D, et al. Detectable
serum SARS-CoV-2 viral load (RNAaemia) is closely correlated with drastically
elevated interleukin 6 (IL-6) level in critically ill COVID-19 patients. Clin Infect
Dis. 2020; ciaa449. https://doi.org/10.1093/cid/ciaa449.

40. Kashi AH, De la Rosette J, Amini E, Fallah-Karkan M, Vaezjalali M. Urinary Viral Shedding of
COVID-19 and its Clinicatal Associations: A Systematic Review and Meta-analysis
of Observational Studies. Urol J. 2020;17(5):433-441. https://doi.org/10.22037/

41. Diao B, Wang C, Wang R, Feng Z, Tan Y. Human kidney is a target for novel
severe acute respiratory syndrome coronavirus 2 (SARS-CoV-2) infection.
medRxiv. 2020.

42. Yao XH, Li TY, He ZC, Ping YF, Liu HW, Yu SC, Mou HM, et al. A pathological
report of three COVID-19 cases by minimal invasive autopsies. Chin J Pathol.
2020;49(5):411–7.

43. Tian S, Xiong Y, Liu H, Niu L, Guo J, Liao M, Xiao SY. Pathological study of
the 2019 novel coronavirus disease (COVID-19) through postmortem core
biopsies. Mod Pathol. 2020;33(6):1007–14.

44. Wang X, Xu W, Hu G, Xia S, Sun Z, Liu Z, Xie Y, et al. SARS-CoV-2 infects T
lymphocytes through its spike protein-mediated membrane fusion. Cell Mol
Immunol. 2020:1–3. https://doi.org/10.1038/s41423-020-0424-9.

45. Yang Y, Xiong Z, Zhang S, Yan Y, Nguyen J, Ng B, Lu H, et al. Bcl-xL inhibits
T-cell apoptosis induced by expression of SARS coronavirus E protein in the
absence of growth factors. Biochem J. 2005;392(Pt 1):135–43.

46. Tan L, Wang Q, Zhang D, Ding J, Huang Q, Tang YQ, Wang Q, et al.
Lymphopenia predicts disease severity of COVID-19: a descriptive and
predictive study. Signal Transduct Target Ther. 2020;5(1):33.

47. Zheng M, Gao Y, Wang G, Song G, Liu S, Sun D, Xu Y, et al. Functional
exhaustion of antiviral lymphocytes in COVID-19 patients. Cell Mol Immunol.
2020;17(5):533–5.

Publisher’s Note
Springer Nature remains neutral with regard to jurisdictional claims in
published maps and institutional affiliations.

Minami et al. Inflammation and Regeneration           (2020) 40:31 Page 6 of 6

uj.v16i7.6248. PMID: 32888186.

https://doi.org/10.1016/j.jvs.2020.04.483
https://doi.org/10.1007/s11606-020-06039-y
https://doi.org/10.1007/s11606-020-06039-y
https://doi.org/10.1007/s00134-020-06026-1
https://doi.org/10.1093/cid/ciaa449
https://doi.org/10.1101/2020.05.15.20094920
https://doi.org/10.1038/s41423-020-0424-9

	Abstract
	Background
	Pathological features of kidney diseases in COVID-19
	AKI mechanisms in COVID-19
	Mechanisms of SARS-CoV-2 direct invasion of host cells
	The viral evasion system from the host immune response

	Conclusion
	Abbreviations
	Acknowledgements
	Authors’ contributions
	Funding
	Availability of data and materials
	Ethics approval and consent to participate
	Consent for publication
	Competing interests
	References
	Publisher’s Note



