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CKD (ESRD)























AKI
• Sudden and often reversible loss of renal function, which develops over days 

or weeks.
• Defined as an increase in serum creatinine by 0.3ml/dl or by 1.5 fold over 

baseline within 48 hrs or by oliguria (> 0.5ml/kg/hr ) for at least 6 hrs.
• AKI can be either non-oliguria ,oligouria (<400ml/d) or anuria(<100ml/d).
• Elderly patients are at higher risk of developing AKI and have a worse outcome
• Cause:
1- Pre-renal 70% : when perfusion to the kidney is reduced, (If the insult is not 
corrected, this may lead to ‘renal’ injury: namely, acute tubular necrosis (ATN)).
2- Intrinsic renal 20%: ATN (most common cause of acute kidney injury), Acute
interstitial nephritis ( Drug induced hypersensitivity), Renal papillary
necrosis.
3- Post-renal: when there is obstruction to urine flow at any point from the 
tubule to the urethra (external compression of urinary tract or intraluminal/ 
intratubular). 











Acute interstitial nephritis
• Drug induced hypersensitivity that involves the interstitial and 

tubules, Which results in pre-renal AKI.

• Causes includes: NSAIDS, Antibiotics (Penicillin/ Cloxacilin), 
diuretics, and anti-epileptic drug ( phenytoin ).

• Presents as: oliguria, fever, rash weeks after the starts of therapy 
which may be associated with esonophile in the urine (WBCS Cast), 
and eosinophilia in CBC. 

• Resolves with cessation of drug, then re-assess the Scr if it continues 
to increase give steroid. 

• May progress to renal papillary necrosis. 
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ABG’S, UTI, Secondary HTN 
(Renal causes)











































































UTI









Secondary HTN (CONN’S)



























Others









Thank You


	RS-MiniOSCE
	RS-MiniOSCE

