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Acute kidney injury in a patient
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Acute kidney injury (AKI) often occurs in patients with cirrhosis. AKI remains a leading
complication and a major cause of death in cirrhotic patients. The common causes of AKl in these
patients are prerenal azotemia, acute tubular necrosis (ATN) and hepatorenal syndrome (HRS). Patients
with decompensated cirrhosis are susceptible to developing AKI due to the progressive vasodilation
leading to relative hypovolemia and decrease in renal blood flow. The AKl is frequently precipitated by
events which increase the decline of kidney function or effective circulatory volume such as
gastrointestinal hemorrhage, nephrotoxic agents and septicemia. In conclusion, patients with cirrhotic
conditions who experience acute onset of azothemia and oliguria, the diagnosis of AKI from ATN or HRS
should be considered even though the differentiation of HRS from ATN remains difficult. The prognosis

for cirrhotic patient with AKI, therefore, depends an accurate and immediate diagnosis and treatment.

Acute kidney injury, Cirrhosis, Acute tubular necrosis
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MT9ATNNEUINTY gaunniF19n1e 36.5°C,
AMNARlaiR 150/70 mmHg, drowsiness, mildly pale
conjunctiva, icteric sclera, marked ascites, pitting edema 1+
both legs m@mmm@mqﬁmﬂﬁﬂﬁmﬂﬁmm‘”\'if': CBC:
hematocrit 27%, hemoglobin 9.2 g%, white blood cell (whbc)
count 2,000/UL, polymorphonuclear leukocytes 80%,
lymphocyte 20%, platelet count 56,000/lLL, normochromic
and normocyticosis of red blood cell (rbc), blood urea
nitrogen 72.2 mg/dL, serum creatinine 9.43 mg/dL, serum
sodium 138 mEg/L, serum potassium 3.72 mEqg/L, serum
chloride 105 mEg/L, serum bicarbonate 12.2 mEg/L, serum
osmolarity 270 mOsm/Kg, serum albumin 2.37 g/dL,
urinalysis: specific gravity 1.010, pH 5, glucose negative,
albumin negative, wbc 2-3 cell/HPF, rbc 0-1 cell/HPF,
bacteria few, no cellular cast, urine sodium 91 mEg/L, urine
creatinine 140.09 mg/dL, fractional excretion of Sodium
(FENa) 4.43%, ascites profile: white blood cell (WBC) count
1 510/},LL polymorphonuclear Ieukocytes 90% Nan1g
(N1 e} L“]j’afmn asictes LAY L@@mWUL‘ﬁ@ Klebsiella pneumoniae
(ESBL producing strain), ultrasonography whole abdomen
WL coarsened echogenic texture of liver, large amount of
ascites, splenomegaly, normal sized and parenchyma of both
kidneys and no evidence of obstruction.
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1. Acute kidney injury (AKI)

2. Spontaneous bacterial peritonitis with septicemia
from Klebsiella pneumoniae (ESBL producing train)

3. Underlying alcoholic cirrhosis with portal

hypertension with hypersplenism
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1.2 {U3u10ure9 effective circulatory volume AAAY
Wu Walaane, Tsalmgiia nephrotic syndrome,
nsRaauuATiGelunsTuaiAen

1.3 Hepatorenal syndrome (HRS)

1.4 ANZUAERA anaphylaxis
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2. aunganlsala (intrinsic causes)

2.1 Acute tubular necrosis (ATN) Tngianalflunann
anBnaudenldidedlnanas sitannslésy
anvieansidRmseln 19U carbon tetrachloride,
ethyleneglycol, heme pigments (rhabdomyolysis),
myeloma light chain

2.2 nMeeniauaealaTila interstitial nephritis
3. vinlmamAu (postrenal causes)

3.1 vialadauuugABU (upper urinary tract obstruc-
tion)

3.2 Mialadaua19gABY (lower urinary tract obstruc-
tion) 114 bladder-outlet obstruction
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