The Clinical Spectrum |~ e
of AKl Syndrome

End-stage kadney disease
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The Five R’s

Risk

Identifying high-risk individuals for primary
prevention of AKI

* Use of risk scores to predict risk of AKI

* Identification of modifiable risk factors

Recognition

Prompt diagnosis

* Early and sequential sCr and UO assessment

* Availability of point of care tests and
diagnostics tools

Rehabilitation

Post-discharge care of AKI

* Follow-up of kidney function

* Educational campaigns on the
importance of long-term follow-up

Response

Interventions for incipient and established AKI

* Use of protocol-based management of
hemodynamic and fluid status

* Avoidance of nephrotoxic drugs

* Appropriate drug dose adjustment for kidney
function

Renal support

Renal replacement therapy in AKI

* Timely intervention with RRT

* Education and training of personnel
for peritoneal dialysis

prova M Adapted from Macedo E, Garcia-Garcia G, Mehta R, et al. Ann Nutr Metab. 2019;74(suppl 3):45-50.



Main Risk Factors for Developing AKI

Shock
Infectious diseases

 Cancer

Transplant
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Main Risk Factors for Developing AKI
L

Nonmodifiable Modifiable
* Comorbid medical conditions * Dehydration
— Chronic kidney disease * Hypotension
— Diabetes mellitus * Intravascular volume depletion
— Cancer * Anemia
— Chronic heart disease * Hypoxia
— Chronic lung disease * Use of nephrotoxic agents (antibiotics, iodinated
— Chronic gastrointestinal disease contrast, nonsteroidal anti-inflammatory drugs,
* Demographic factors anticancer drugs, antiretroviral, calcineurin
— Gender blockers)
— Age
provas'“ Adapted from Macedo E, Garcia-Garcia G, Mehta R, et al. Ann Nutr Metab. 2019;74(suppl 3):45-50.



Kidney Stress

* Supply and demand balance
* Kidneys demanding more supply than available
* Parallel to other organ systems
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Recently Discovered Biomarkers Include:

Functional biomarker Cystatin C, proenkephalin

Urinary low-molecular-weight protein? a,-microglobulin, B,-microglobulin, retinol-binding protein, adenosine
deaminase-binding protein, cystatin C

Cellular injury/stress-associated protein Neutrophil gelatinase-associated lipocalin, kidney injury molecule-1, liver-
type fatty-acid-binding protein, tissue inhibitor of metalloproteinase 2, and
insulin-like-growth-factor—binding protein 7

Urinary tubular enzyme Proximal renal tubular epithelial antigen, a-glutathione S-transferase,
piglutathione
S-transferase, y-glutamyltranspeptidase, alanine aminopeptidase, lactate
dehydrogenase, N-acetyl-beta-glucosaminidase, alkaline phosphatase

Inflammatory mediator® Interleukin-18

2Undergoes glomerular filtration and is reabsorbed without secretion.
bReleased by renal cells.
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Incorporating AKIl Biomarkers TIMP-2 and
IGFBP7 in Clinical Practice

Low risk Standard of care j
Clinical risk
stratification
~
Medium to Measure
high risk biomarkers
J

Preventive measures

Very high risk

Early nephrology

nsultation
N consultatio )

T
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“The biomarkers don't predict anything. The
biomarkers identified the damage that we previously
were not able to recognize.”
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NINJA:

Nephrotoxic Injury Negated by
Just-in-time Action
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