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CAaUSES OF AACUTE REMSL FAILURE
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ACUTE KIDNEY INJURY
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Table 1. RIFLE Classification System
Stage Glomerular Filtration Rate (GFR) Urinary Output

1: Risk SCr Increased to 1.5-2 times baseline, or <0.5 mL/kgh in <6 h
GFR decreased to <25%

2 Injury SCr increased to 2-3 times baseline, or <05 mL/kgh in =12 h
GFR decreased to <50%

3: Failure® SCr increased by =3 times baseline, or <03 mLkgh over 24 h, or
GFR decreased by 75%, or anuria lasting >12 h
SCr =4 mgsdL; acute rise =05 mgfdL

“ Reguires remal replocensent therapy:

RIFLE: Risk, Fejury, Faifure, Lo, and Frd-stage kiduey disease; SCr: sevens ercatinive,
Sewrce: References 1011,
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Four phases of AKI

This chart describes the features and durations of the four phases of acute kidney

Injury (AKI).
Phase

Onset phase

Oliguric (anuric)
phase

Diuretic phase

Recovery phase

Features Duration

Commeon triggering events: Hours to days
significant blood loss, bumns, fluid
loss, diabetes Insipidus

» Renal blood flow 25% of normal

Tissue oxygenation 25% of normal

#» Urine output below 0.5 mL/kg/hour

Urine output below 400 mL/day, 8 to 14 days or longer,
possibly as low as 100 mL/day depending on nature of
Increases In bloed urea nitrogen  AKI and dialysis Initiation
(BUN) and creatinine levels

Electrolyte disturbances, acidosls,

and fluid overload (from kidney's

Inability to excrete water)

Occurs when cause of AKl Is 7 to 14 days
corrected

* Renal tubule scarring and edema
» Increased glomerular filtration

rate (GFR)

# Dally urine output above 400 mL

Possible electrolyte depletion from
excretion of more water and osmotic
effects of high BUN

Decreased edema Several months to 1 year
Normalization of fluld and

electrolyte balance

Return of GFR to 70% or 80%

of normal
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Alcohol Aldehyde LD_H, or glycolic
dehydrogenase dehydrogenase acid oxidase

Calcium oxalate crystals
precipitate in the bloodstream,
clogging the renal microcirculation
and causing acute tubular necrosis
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|LDI-], or aldehyde oxidase I

[Oxalate crystals in the urine

Alpha-hydroxy-ketoadipate |
The METABOLITES: (Alpha-hydroxy pos Y
Oxalic Acid is the one responsible for
most of the nephrotoxicity, as it forms
dihydrate or monohydrate oxalate crystals X
in the urne. it slse choiates the calaum in | (Bydroxy-alpha-ketoglutarate ]
the bloodstream, forming calcium oxalate Beta-hydroxybutarate levels can be used to differentiate ethylene glycol l

IThiamine pyrophosphate, magnesium ions I

crystals toxicity from alcoholic ketoacidosis, which also has this wide anion gap
Formic jﬁcid is toxic to the retina, and EFormic acid'-‘g-
causes blindness
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Alcohol
dehydrogenase FOMEPIZOLE:

competitive antagonist;
costs $4000 per course
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A Szabolcs Szatmar Bereg Megyei Jésa Andras Oktatokorhaz

Surgissegi Betegellatd Centrum 5 éve alatt a fagyallomeérgezeés

miatt kezelt betegek adatainak retrospektiv feldolgozasat
vegeztik el.

2011. januar és 2015. december kdz6tt osztalyunkon 6sszesen
- 187552 betegek lattunk ekozuluk 74 beteg felvetelere
e aqvallomerqezes miatt kerult sor. 53 férfi es Bﬂ)ete et
" Kezeltiink, az atlagéletkor 44 ev va

Suicid szandek;
91%
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