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ABSTRACT

Community-acquired acute kidney injury is a frequent diagnosis at hospital admission in developed countries.
Due to the multiple comorbidities, patients admitted to internal medicine departments have a higher
susceptibility to acute kidney injury.

To determine the prevalence, risk factors, and impact of community-acquired acute kidney injury, we developed
a retrospective observational case-control study in an internal medicine ward at a tertiary hospital comparing
patients admitted with community-acquired acute kidney injury with patients without acute kidney injury at
hospital admission. Patients who needed dialysis were excluded.

Community-acquired acute kidney injury was present in 19.6% of patients, mostly prerenal acute kidney injury
(68.8%) and Kidney Disease Improving Global Outcomes classification stage 1 (51.9%). Dementia (OR 3.3,[0.2-0.6])
and loop diuretics as outpatient medication (OR 2.2, [0.2-0.9]) were risk factors for community-acquired acute
kidney injury. These patients presented higher mortality after hospital discharge (p=0.003), and 35.1% of deaths
occurred in the first 90 days. At one-year follow-up, chronic kidney disease progression was more frequent in the
community-acquired acute kidney injury group (24.6% versus 2.6%, p=0.002); otherwise, new-onset chronic
kidney disease was similar between groups.

The long-term consequences of community-acquired acute kidney injury can be severe, including renal disease
progression and mortality after hospital discharge (mostly in the first 90 days); thus, it is important to implement
programs to provide early evaluation for these patients. Patients taking diuretics are at increased risk of acute
kidney injury. Also, patient and caregiver education on hydration of demented patients could prevent community-
acquired acute kidney injury.
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as short-term mortality and costs [7-13]. Few studies have
examined the impact of CA-AKI in long-term outcomes after
hospital discharge, such as mortality, the progression of pre-

INTRODUCTION

Acute kidney injury (AKI) is a complex clinical condition
defined by a 50% increase in serum creatinine within 7 days or
an increase in serum creatinine of 0.3 mg/dl within 2 days [1].
AKI has been reported in 5 to 20% of hospitalized patients,
depending on which AKI definition is used [2-4]. It is a rising
public health problem because pathologies such as diabetes,
heart failure, and sepsis (risk factors for AKI) are more and more
frequent in developed countries [5]. The International Society
of Nephrology has put forward the “0 by 25” campaign to
highlight the importance of AKl in preventable causes of death
in the community [6]. Such an effort can be accomplished only
through a deep knowledge of community-acquired acute
kidney injury (CA-AKI) prevalence and risk factors. Most studies
exploring AKI outcomes have considered either hospital
acquired AKI requiring dialysis or homogenous patient
populations such as those exposed to radiocontrast agents,
cardiac surgery, or intensive care and examined outcomes such

existing chronic kidney disease (CKD), and the development of
new-onset CKD [14-20]. Rather than distinct entities, AKI and
CKD are now recognized as interconnected syndromes
because AKI is a risk factor for CKD progression, and CKD is a
risk factor for new episodes of AKI [21-25]. This study aims to
evaluate patients one year after hospital admission and
compare survival, re-admission rates, new-onset CKD, and CKD
progression between patients with CA-AKI and a control group.
This study also evaluates prevalence and predictive factors for
developing CA-AKI.

MATERIALS AND METHODS

Study Design and Population Selection

We conducted a retrospective observational unmatched
case-control study in an internal medicine ward from a tertiary
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554 patients admitted to the internal medicine ward

Exclusion criteria:

-Patients  without a basal

creatinine value:

- Patients not admitted directly
from the emergency department.

- Patients with AKI due to other
etiologies than prerenal AKI or
ischemic ATN;

-Patients that developed AKI
during hospitalization.

392 patients included in the study

-Patients that required dialysis.

CA-AKI group

Patients with pre-renal or ischemic
ATN at hospital admission

Control group

Patients without AKI at hospital
admission

Abbreviations: AKI - acute kidney injury, ATN - acute tubular necrosis, CA-AKI - community-acquired acute kidney injury

Figure 1. Study design

hospital from July 1, 2017, to December 31, 2017. From all
patients admitted during this period, we excluded those who
did not present a basal creatinine value, who were not
admitted directly from the emergency department, who
developed AKI during hospitalization, who required dialysis,
and who presented AKI etiologies other than prerenal AKI or
ischemic acute tubular necrosis (ATN). The study design is
presented in Figure 1. Each patient was followed until dead or
up to one year after the index hospitalization.

Our research has been conducted in accordance with the
World Medical Association Declaration of Helsinki. Since it was
an observational study, ethical approval for the study was
waived under the local laws. Informed consent was obtained in
all patients.

Definitions

AKl was defined according to the Kidney Disease Improving
Global Outcomes (KDIGO) classification as a serum creatinine
increase of 0.3 mg/dL within 48 hours or an increase in serum
creatinine of 1.5 times the baseline value [1]. Urine output
criteria was not used as patients had already presented with
AKI at hospital admission and previous urine output was
impossible to obtain. AKI was classified as prerenal or ATN
based on clinical examination, renal ultrasound, and urinalysis
results. In addition, prerenal AKI was defined as episodes
associated with decreased renal perfusion with creatinine
return to basal values by 48 to 72 hours and ischemic ATN as
AKI associated with decreased renal perfusion and return to
basal creatinine after 72 hours. Basal creatinine was defined as
serum creatinine measured 7 to 365 days before hospital
admission. Hypertension was defined as blood pressure higher
than 140/90 mmHg or use of any anti-hypertensive drug.
Cardiovascular disease was defined as presence of one or more
of the following: coronary heart disease, cerebrovascular
disease, peripheral vascular disease, heart failure, rheumatic

heart disease, congenital heart disease, or cardiomyopathies.
Diabetes mellitus was defined as previous glycated
hemoglobin superior to 6.5% or use of antidiabetic drugs. CKD
was defined as glomerular filtration rate less than 60
mL/min/1.73m? for 3 months. Dementia was defined as a
description of the clinical process of previous deterioration in
cognitive function beyond what might be expected from
normal aging. Malignancy is defined as solid or hematologic
tumors diagnosed within one year before hospitalization. The
index hospitalization was the first admission to the internal
medicine ward between July 1, 2017, and December 31, 2017.
Concerning clinical outcomes one year after the index
hospitalization, a new AKI episode was defined by the KDIGO
criteria, CKD progression was defined as a decline in
glomerular filtration rate higher than 5 mL/min/1.73m? at one
year in a patient with a previous CKD diagnosis, new-onset CKD
was defined as de novo glomerular filtration rate higher than 60
mL/min/1.73m? for 3 months, and new hospitalization was
defined as a new urgent hospital admission.

Data Collection

Data was collected by consulting the individual electronic
clinical process. For each patient was recorded: age, gender,
comorbidities (hypertension, cardiovascular disease, diabetes
mellitus, CKD, dementia, and malignancy), outpatient
medication (loop diuretics and angiotensin conversing enzyme
inhibitors (ACEi)/angiotensin receptor blockers (ARB)) and
main diagnosis code by the International Classification of
Diseases, Tenth Revision, Clinical Modification 2016 (ICD-10-CM
2016). Serum creatinine and urinalysis was recorded at
admission and serum creatinine was also recorded at
discharge and one year after the index hospitalization. Clinical
outcomes (new AKI episode, new hospital admission, CKD
progression and new-onset CKD) were reported after
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consulting the individual electronic clinical process one year
after the index hospitalization.

Statistical Analysis

Categorical variables (gender, comorbidities, outpatient
medication, and clinical outcomes) were presented as
frequencies and percentages and were compared between CA-
AKIl and control groups with the use of Fisher’s exact test or the
chi-square test, as appropriate. Normal distribution was
checked using the Kolmogorov-Smirnov test or skewness and
kurtosis. Age, the only continuous variable that exhibited
skewed distribution, was presented as median and 25th and
75th percentile and was compared using the Mann-Whitney
test. Binary logistic regression was performed to compare CA-
AKI and control group baseline characteristics and variables
were selected from bivariate analysis (p<0.1). Kaplan-Meier
estimates were used to evaluate survival curves between the
CA-AKI and control groups. Cox proportional hazards were
utilized to determine risk factors for mortality. All reported p-
values were two-tailed, and a p-value less than 0.05 indicated
statistical significance. Statistical analyses were performed by
SPSS for Windows software version 23.0 (SPSS Inc., Chicago,
IL).

RESULTS

During the study period, a total of 554 patients were
admitted to the internal medicine ward, and 392 of them were
included in the study. Global population characteristics are
shown in Table 1. Patients were elderly (median age 77 years
old), and the most frequent comorbidities were hypertension
(77.2%, n=304), cardiovascular disease (55.3%, n=210),
diabetes mellitus (46.4%, n=183), and CKD (45.7%, n=180).
Most patients were taking loop diuretics (60.8%, n=239) and
ACEi/ARB (54.2%, n=213) as outpatient medications. The major
admission causes were sepsis caused by pneumonia (22.0%,
n=86) and acute heart failure (22.0%, n=86).

CA-AKI was present at admission in 19.6% (n=77) patients.
Most presented prerenal AKI (68.8%, n= 53). KDIGO
classification stage 1 (51.9% n=40) was the most frequent.
Table 2 compares the CA-AKI group with the control group.
After adjusting for covariables, dementia and loop diuretics as
outpatient medications were the only risk factors for AKI at
hospital admission.

Table 1. Demographic and clinical characteristics of the global
population

Population Characteristics N=392
Age, median, range 77,27-97
Male gender, n % 199, 50.5

Comorbidities
Hypertension, n % 304,77.2
Cardiovascular Disease, n % 210,55.3
Diabetes Mellitus, n % 183,46.4
CKD, n % 180, 45.7
Dementia, n % 71,18.0
Malignancy, n % 62,15.7

Outpatient medication
Loop diuretics, n % 239,60.8
ACEi/ARB, n % 213,54.2

Causes of hospital admission
Sepsis caused by pneumonia, n % 86,22.0
Acute heart failure, n % 86,22.0
Sepsis caused by urinary tract infection, n % 28,7.1

Abbreviations: ACEi - angiotensin conversing enzyme inhibitor; ARB -
angiotensin receptor blockers; CKD - chronic kidney disease

Patients with CA-AKI had a higher mortality after hospital
discharge (log rank 9.0, p=0.003). Survival after hospital
discharge was 64.9% in the CA-AKI group versus 79.8% in the
control group at 90 days and 54.4% versus 70.6% at one year.
In the CA-AKI group, 40.9% (n=9) of deaths occurred in the first
90 days (Figure 2). Even after adjusting for covariables, CA-AKI
remained a mortality risk factor (Table 3).

Patients who survived were evaluated one year after the
index hospitalization. CKD progression was more frequent in
the CA-AKI group (24.6% versus 2.6%, p=0.002); otherwise,
new-onset CKD rates were similar between groups (Table 4).

DISCUSSION

We evaluated the prevalence, clinical predictors, survival,
and clinical outcomes of CA-AKI patients admitted to an
internal medicine ward. Our results reveal that prerenal CA-AKI
and ischemic ATN increased risk of death and CKD progression
even one year after the index event and identified demented
patients and loop diuretics use as risk factors for CA-AKI. Few
recent studies focus on CA-AKI as opposed to hospital-acquired
AKI, which has been explored in diverse clinical settings such as
heart surgery and intensive care units [7-13].

Table 2. Comparison of baseline population characteristics between CA-AKI and control group and bivariate logistic regression

for predictors for CA-AKI development

CA-AKI group

Control group

h=77 n=315 p-value OR, C1 95%
Age, median [IQR] 78 [69-85] 75 [64-84] 0.115
Male gender, n % 40,51.9 154,48.7 0.613
Comorbidities
Hypertension, n % 67,87.0 237,75.0 0.024 0.7,[0.3-1.5]
Cardiovascular Disease, n % 41,53.2 169, 53.5 0.971
Diabetes Mellitus, n % 40,51.9 143,45.3 0.291
CKD, n % 43,55.8 137,43.4 0.049 1.1,[0.6-1.9]
Dementia, n % 26,33.8 45,14.2 <0.001 3.3,[0.2-0.6]
Malignancy, n % 12,15.6 50, 15.8 0.959
Outpatient Medication
Loop diuretics, n % 58,75.3 180, 57.3 0.004 2.2,[0.2-0.9]
ACEi/ARB, n % 47,61.0 166,52.5 0.179

Abbreviations: ACEi - Angiotensin conversing enzyme inhibitor, ARB- angiotensin receptor blockers; CA-AKI - community-acquired - acute kidney
injury; CKD- chronic kidney disease, IQR - interquartile range, OR - odds ratio
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Figure 2. Kaplan-Meier survival comparison between CA-AKI and control group

Table 3. Survival analysis using Cox regression model. Age,
male gender, malignancy, and AKI are risk factors for mortality
HR, C1 95%

1.0[1.1-1.2]
1.3-2.7]

p-value
Age 0.006
Male gender 0.001 1.9(
Hypertension 0.154 1.4[0.9-2.3]
Cardiovascular Disease 0.864 1.0[0.7-1.4]
0.476 0.9
0.9
0.7

Diabetes Mellitus 0.6-1.3]
CKD 0.729 0.6-1.4]
Dementia 0.049 .7[0.4-1.0]
Malignancy <0.001 0.4 [0.3-0.6]
CA - AKI 0.025 0.6 [0.4-0.9]

Abbreviations: CA - AKI community-acquired acute kidney injury, CKD
- chronic kidney disease; HR - hazard ratio

Table 4. Comparison of clinical outcomes one year after the
index hospitalization between surviving patients from the CA-
AKIl and control groups

CA-AKI group Control group p-

n=61 n=268 value
New AKI episode, n % 17,27.8 48,17.9 0.145
New hospital admission, n % 24,39.3 92,34.3 0.723
CKD progression, n % 15,24.6 7,2.6 0.002
New-onset CKD, n % 1,1.6 2,0.7 0.651

Abbreviations: AKI - acute kidney injury, CA-AKI - Community-
acquired acute kidney injury, CKD-chronic kidney disease

CA-AKI prevalence varies among studies because of
population heterogeneity and different AKI definitions [14-20].
We found a high prevalence of CA-AKI (19.6%), which could be
motivated by the advanced age and multiple comorbidities of
our population.

The independent risk factors associated with prerenal CA-
AKI and ischemic ATN were the pre-admission use of loop
diuretics and dementia. Use of ACEi/ARB was not a risk factor
for CA-AKI. These results are in line with those of Stucker et al.,
who also studied an elderly population (median age 83) where
the use of diuretics but not the use of ACEi/ARB was associated
with CA-AKI [25]. Patients taking loop diuretics usually have a
chronic decrease in effective circulating volume and therefore
could be predisposed to prerenal AKI and ATN [26-28].
Dementia was also an independent risk factor for CA-AKI.
Elderly people have a diminished sensation of thirst, and the
normal adaptive response to volume depletion is
compromised [5,29,30]. Dementia aggravates those problems
since patients with cognitive alterations are predisposed to
dehydration [31]. These findings reinforce the importance of
timely intervention with “sick day guidance” for temporary
discontinuation of diuretics during inter-current illnesses that
limit fluid and food intake and the importance of monitoring
the hydration status of patients with dementia [32,33].
Involvement of a patient’s general medicine doctors and
caregiver will be critical in reducing the incidence of this
disorder by early recognition of high-risk individuals and risk
modification where possible.

Increased mortality in patients who develop AKI has been
previously documented [34-36]. While most patients presented
with AKI KDIGO classification stage 1 and patients who needed
dialysis were excluded, the mortality risk associated with CA-
AKI was significant. These results are in accordance with
reports showing that even a small elevation in creatinine
increases mortality risk [7,35,36]. In our study, CA-AKI patients
presented a 35.1% mortality rate in the first 90 days. Talabani
et al. report a 3-month mortality rate of 16.5%, but they
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included patients with less severe illness since many were
managed in outpatient care [20]. These results are also in line
with a study by Lafrance et al., in which the mortality risk
persisted after discharge and was higher within the first 90 days
[34]. Our study points to the necessity of an early evaluation of
CA-AKI patients and indicates that more programs should
implement a post-AKI consultation since reports indicates that
only a minority of patients with AKI (even AKI severe enough to
require dialysis) are seen by a nephrologist after discharge [37].

The connection between CA-AKI and CKD is supported by
several studies [22-24]. We found that, in surviving patients, the
risk of CKD progression is significant but not the risk of new-
onset CKD. We hypothesized that patients with previously
normal renal function have a great capacity for renal recovery,
especially since most patients present prerenal AKI [38,39].
Otherwise, patients with previous CKD present a lower renal
functional reserve and have less capacity for complete renal
function recovery [38,39].

This study has some limitations because it is a single-
center, observational study. Also, patients with severe renal
impairment at admission or with previous severe CKD are
generally admitted to the nephrology department and
therefore were not included in our study. We also are aware
that although we have found AKI to be an independent
mortality risk factor, it is often a marker of multisystemic
disease severity, and some unidentified confounders may
persist within this study.

CONCLUSION

We found that the long-term consequences of CA-AKI can
be severe as it increases the risk of death and CKD progression
even one year after the index event. Thus, it is important to
implement programs to provide an early evaluation for those
patients. These results also highlight the importance of patient
and caregiver education on monitoring the hydration status of
demented patients and those taking loop diuretics as a
possible strategy to prevent CA-AKI.

Author contributions: All authors have sufficiently contributed to the
study, and agreed with the results and conclusions.

Funding: No funding source is reported for this study.
Declaration of interest: No conflict of interest is declared by authors.

REFERENCES

1. Khwaja A, KDIGO clinical practice guidelines for acute
kidney injury. Nephron Clin Pract 2012;120:179-84.
https://doi.org/10.1159/000339789 PMid:22890468

2. Koulouridis I, Price LL, Madias NE, Jaber BL. Hospital-
acquired acute kidney injury and hospital readmission: a
cohort study. Am J Kidney Dis 2015;65(2):275-82.
https://doi.org/10.1053/j.ajkd.2014.08.024 PMid:25446018
PMCid:PMC6556889

3. Wang HE, Muntner P, Chertow GM, Warnock DG. Acute
kidney injury and mortality in hospitalized patients. Am J
Nephrol  2012;35(4):349-55. https://doi.org/10.1159/
000337487 PMid:22473149 PMCid:PM(C3362180

4. Perico N, Remuzzi G. Acute kidney injury in low-income and
middle-income countries: no longer a death sentence.
Lancet Glob Health 2016;4(4):216-7. https://doi.org/
10.1016/S2214-109X(16)00065-6

5.

10.

11.

12.

13.

14.

15.

16

Chronopoulos A, Cruz DN, Ronco C. Hospital-acquired
acute kidney injury in the elderly. Nat Rev Nephrol
2010;6(3):141-9. https://doi.org/10.1038/nrneph.2009.234
PMid:20125094

Mehta RL, Cerda J, Burdmann EA, et al. International
Society of Nephrology’s 0by25 initiative for acute kidney
injury (zero preventable deaths by 2025): a human rights
case for nephrology. Lancet 2015;385(9987):2616-43.
https://doi.org/10.1016/S0140-6736(15)60126-X

Kellum JA, Murugan R. Effects of non-severe acute kidney
injury on clinical outcomes in critically ill patients. Crit Care
2016;20(1):159. https://doi.org/10.1186/s13054-016-1295-4
PMid:27388905 PMCid:PMC4937547

Vives M, Hernandez A, Parramon F et al. Acute kidney injury
after cardiac surgery: prevalence, impact and management
challenges. Int j nephrol renovasc dis 2019;12(2):153-66.
https://doi.org/10.2147/1IJNRD.S167477 PMid:31303781
PMCid:PMC6612286

Weisbord SD, Mor MK, Resnick AL, Hartwig KC, Palevsky PM,
Fine MJ. Incidence and outcomes of contrast-induced AKI
following computed tomography. Clin J Am Soc Nephrol
2008;3(5):1274-81. https://doi.org/10.2215/CJN.01260308
PMid:18463172 PMCid:PMC2518784

Singh, TB, Rathore, SS, Choudhury, TA, Shukla, VK, Singh,
DK, Prakash, J. Hospital-acquired acute kidney injury in
medical, surgical, and intensive care unit: a comparative
study. Indian J Nephrol 2013;23(1):24-9.
https://doi.org/10.4103/0971-4065.107192 PMid:23580801
PMCid:PMC3621234

Melo F, Macedo E, Fonseca Bezerra AC, Melo W, Mehta RL,
Burdmann EA, Zanetta D. A systematic review and meta-
analysis of acute kidney injury in the intensive care units of
developed and developing countries. PloS One
2020;15(1):€0226325.
https://doi.org/10.1371/journal.pone.0226325
PMid:31951618 PMCid:PMC6968869

Jurawan N, Pankhurst T, Ferro C, Nightingale P, Coleman J,
Rosser D, Ball S. Hospital acquired Acute Kidney Injury is
associated with increased mortality but not increased
readmission rates in a UK acute hospital. BMC Nephrol
2017;18(1):317. https://doi.org/10.1186/s12882-017-0729-9
PMid:29058639 PMCid:PMC5651577

Jannot AS, Burgun A, Thervet E, Pallet N. The diagnosis-
wide landscape of hospital-acquired AKI. Clin j Am Soc
Neph 2017;12(6):874-84.  https://doi.org/10.2215/CJN.
10981016 PMid:28495862 PMCid:PMC5460713

Liafio F, Pascual J. Epidemiology of acute renal failure: a
prospective, multicenter, community-based study. Madrid
Acute Renal Failure Study Group, Kidney Int.
1996;50(3):811-8. https://doi.org/10.1038/ki.1996.380
PMid:8872955

Cely JE, Mendoza EJ, Sprockel JJ, Perez LC, Mateus JM,
Maldonado S, Diaztagle JJ. Risk factors for community-
acquired acute kidney injury in medical patients: a nested
case-control study. Blood Purif 2020;49(6):677-84.
https://doi.org/10.1159/000506502 PMid:32320978

. Wang Y, Wang J, Su T, Qu Z, Zhao M, Yang L. ISN AKF 0by25

China Consortium—Community-acquired acute kidney
injury: a nationwide survey in China. Am J Kidney Dis
2017;69(5):647-57.

https://doi.org/10.1053/j.ajkd.2016.10.034 PMid:28117208


https://doi.org/10.1159/000339789
https://doi.org/10.1053/j.ajkd.2014.08.024
https://doi.org/10.1159/000337487
https://doi.org/10.1159/000337487
https://doi.org/10.1016/S2214-109X(16)00065-6
https://doi.org/10.1016/S2214-109X(16)00065-6
https://doi.org/10.1038/nrneph.2009.234
https://doi.org/10.1016/S0140-6736(15)60126-X
https://doi.org/10.1186/s13054-016-1295-4
https://doi.org/10.2147/IJNRD.S167477
https://doi.org/10.2215/CJN.01260308
https://doi.org/10.4103/0971-4065.107192
https://doi.org/10.1371/journal.pone.0226325
https://doi.org/10.1186/s12882-017-0729-9
https://doi.org/10.2215/CJN.10981016
https://doi.org/10.2215/CJN.10981016
https://doi.org/10.1038/ki.1996.380
https://doi.org/10.1159/000506502
https://doi.org/10.1053/j.ajkd.2016.10.034

6/6

Reis et al. / ELECTRON J GEN MED, 2021;18(6):em316

17.

18.

19.

20.

21.

22.

23.

24,

25.

26.

27.

Evans RD, Hemmila U, Craik A, et al. Incidence, aetiology
and outcome of community-acquired acute kidney injury in
medical admissions in Malawi. BMC Nephrol 2017;18(1):21.
https://doi.org/10.1186/s12882-017-0446-4 PMid:28088183
PMCid:PMC5237521

Soto K, Campos P, Pinto I, Rodrigues B, Frade F, Papoila AL,
Devarajan P. The risk of chronic kidney disease and
mortality are increased after community-acquired acute
kidney injury. Kidney Int  2016;90(5):1090-9.
https://doi.org/10.1016/j.kint.2016.07.018 PMid:27658322
PMCid:PMC5094192

Mesropian PD, Othersen J, Mason D, Wang J, Asif A, Mathew
RO. Community-acquired acute kidney injury: a challenge
and opportunity for primary care in kidney health.
Nephrology (Carlton) 2016;21(9):729-35.
https://doi.org/10.1111/nep.12751 PMid:26890822
Talabani B, Zouwail S, Pyart RD, Meran S, Riley SG, Phillips
AO. Epidemiology and outcome of community-acquired
acute kidney injury. Nephrology (Carlton) 2014;19(5):282-7.
https://doi.org/10.1111/nep.12221 PMid:24571827

Belayev LY, Palevsky PM. The link between acute kidney
injury and chronic kidney disease. Curr Opin Nephrol
Hypertens 2014;23(2):149-54. https://doi.org/10.1097/
01.mnh.0000441051.36783.f3  PMid:24384553  PMCid:
PMC4179244

Takaori K, Yanagita M. Insights into the mechanisms of the
acute kidney injury-to-chronic kidney disease continuum.
Nephron  2016;134(3):172-6.  https://doi.org/10.1159/
000448081 PMid:27398799

Hsu, RK, Hsu CY. The role of acute kidney injury in chronic
kidney disease. Semin Nephrol 2106;36(4):283-92.
https://doi.org/10.1016/j.semnephrol.2016.05.005
PMid:27475659 PMCid:PMC4979984

Yeh, HC, Ting, IW, Huang, HC. et al. Acute kidney injury in
the outpatient setting associates with risk of end-stage
renal disease and death in patients with CKD. Sci Rep
2019;9:17658. https://doi.org/10.1038/s41598-019-54227-6
PMid:31776433 PMCid:PMC6881443

Stucker F, Ponte B, De la Fuente V, et al. Risk factors for
community-acquired acute kidney injury in patients with
and without chronic kidney injury and impact of its initial
management on prognosis: a prospective observational
study. BMC Nephrol 2017;18(1):380. https://doi.org/
10.1186/s12882-017-0792-2 PMid:29287584 PMCid:
PMC5747946

Wu X, Zhang W, Ren H, Chen X, Xie J, Chen N. Diuretics
associated acute kidney injury: clinical and pathological
analysis. Ren Fail 2014;36(7):1051-5. https://doi.org/
10.3109/0886022X.2014.917560 PMid:24940940

Scott J, Jones T, Redaniel MT, May MT, Ben-Shlomo Y,
Caskey F. Estimating the risk of acute kidney injury
associated with use of diuretics and renin angiotensin
aldosterone system inhibitors: a population-based cohort
study using the clinical practice research datalink. BMC
Nephrol 2019;20(1):481. https://doi.org/10.1186/s12882-
019-1633-2 PMid:31888533 PMCid:PMC6937998

28.

29.

30.

31.

32.

33.

34.

35.

36.

37.

38.

39.

Wu X, Zhang W, Ren H, Chen X, Xie J, Chen N. Diuretics
associated acute kidney injury: clinical and pathological
analysis. Renal failure. 2014;36(7):1051-5. https://doi.org/
10.3109/0886022X.2014.917560 PMid:24940940
Abdel-Kader K, Palevsky PM. Acute kidney injury in the
elderly. Clin Geriatr Med. 2009; 25 (3):331-58.
https://doi.org/10.1016/j.cger.2009.04.001 PMid:19765485
PMCid:PMC2748997

Kenney WL, Chiu P. Influence of age on thirst and fluid
intake. Med Sci Sports Exerc 2001;33(9):1524-32.
https://doi.org/10.1097/00005768-200109000-00016
PMid:11528342

Lauriola M, Mangiacotti A, D’Onofrio G, et al
Neurocognitive disorders and dehydration in older
patients: clinical experience supports the hydromolecular
hypothesis of dementia. Nutrients 2018;10(5):562.
https://doi.org/10.3390/nu10050562 PMid:29751506
PMCid:PMC5986442

Morden A, Horwood J, Whiting P, et al. The risks and
benefits of patients temporarily discontinuing medications
in the event of an intercurrent illness: a systematic review
protocol. Systematic reviews 2015;4(1):139. https://doi.org
/10.1186/s13643-015-0135-y PMid:26497494 PMCid:
PMC4619996

Jang SM, Cerulli J, Grabe DW, Fox C, Vassalotti JA,
Prokopienko AJ, Pai AB. NSAID avoidance education in
community pharmacies for patients at high risk for acute
kidney injury, upstate New York, 2011. Prev Chronic Dis
2014;11:E220. https://doi.org/10.5888/pcd11.140298
Lafrance JP, Miller DR. Acute kidney injury associates with
increased long-term mortality. J Am Soc Nephrol
2010;21(2):345-52.
https://doi.org/10.1681/ASN.2009060636 PMid:20019168
PMCid:PMC2834549 PMid:30819553

Sparrow HG, Swan JT, Moore LW, Gaber AO, Suki WN.
Disparate outcomes observed within Kidney Disease:
Improving Global Outcomes (KDIGO) acute kidney injury
stage 1. Kidney Int 2019;95(4):905-13. https://doi.org/
10.1016/j.kint.2018.11.030

Weisbord SD, Chen H, Stone RA, et al. Associations of
increases in serum creatinine with mortality and length of
hospital stay after coronary angiography. JAm Soc Nephrol
2006;17(10):2871-7.
https://doi.org/10.1681/ASN.2006030301 PMid:16928802
Siew ED, Peterson JF, Eden SK, Hung AM, Speroff T, Ikizler
TA, Matheny ME. Outpatient nephrology referral rates after
acute kidney injury, J Am Soc Nephrol 2012;23(2):305-12.
https://doi.org/10.1681/ASN.2011030315 PMid:22158435
PMCid:PMC3269178

Fiorentino M, Grandaliano G, Gesualdo L, Castellano G.
Acute kidney injury to chronic kidney disease transition.
Contrib Nephrol 2018;193:45-54. https://doi.org/10.1159/
000484962 PMid:29393158

Sharma A, Mucino MJ, Ronco C. Renal functional reserve
and renal recovery after acute kidney injury. Nephron Clin
Pract  2014;127(1-4):94-100. https://doi.org/10.1159/
000363721 PMid:25343829


https://doi.org/10.1186/s12882-017-0446-4
https://doi.org/10.1016/j.kint.2016.07.018
https://doi.org/10.1111/nep.12751
https://doi.org/10.1111/nep.12221
https://doi.org/10.1097/01.mnh.0000441051.36783.f3
https://doi.org/10.1097/01.mnh.0000441051.36783.f3
https://doi.org/10.1159/000448081
https://doi.org/10.1159/000448081
https://doi.org/10.1016/j.semnephrol.2016.05.005
https://doi.org/10.1038/s41598-019-54227-6
https://doi.org/10.1186/s12882-017-0792-2
https://doi.org/10.1186/s12882-017-0792-2
https://doi.org/10.3109/0886022X.2014.917560
https://doi.org/10.3109/0886022X.2014.917560
https://doi.org/10.1186/s12882-019-1633-2
https://doi.org/10.1186/s12882-019-1633-2
https://doi.org/10.3109/0886022X.2014.917560
https://doi.org/10.3109/0886022X.2014.917560
https://doi.org/10.1016/j.cger.2009.04.001
https://doi.org/10.1097/00005768-200109000-00016
https://doi.org/10.3390/nu10050562
https://doi.org/10.1186/s13643-015-0135-y
https://doi.org/10.1186/s13643-015-0135-y
https://doi.org/10.5888/pcd11.140298
https://doi.org/10.1681/ASN.2009060636
https://doi.org/10.1016/j.kint.2018.11.030
https://doi.org/10.1016/j.kint.2018.11.030
https://doi.org/10.1681/ASN.2006030301
https://doi.org/10.1681/ASN.2011030315
https://doi.org/10.1159/000484962
https://doi.org/10.1159/000484962
https://doi.org/10.1159/000363721
https://doi.org/10.1159/000363721

	INTRODUCTION
	MATERIALS AND METHODS
	Study Design and Population Selection
	Definitions
	Data Collection
	Statistical Analysis

	RESULTS
	DISCUSSION
	CONCLUSION
	REFERENCES

