
Pathology of Selected 

TubulointerstitalDiseases

Agnes B. Fogo

Vanderbilt University, Nashville, TN



Mechanisms of Renal Disease

ÅTubules:

-immune

-ischemia

-inflammation

-infection

-toxin

-other
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Acute Interstitial Nephritis

ÅCommonly due to drug hypersensitivity 
reaction

ÅNo immune complexes with drug reaction

ÅRule out other etiologies

ÅPresents with AKI
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Drug-Induced Interstitial Nephritis

Å+/-Granulomas, localized, non-

necrotizing

ÅEosinophils (+/-)

ÅStains for organisms (-)



Drug Mechanism Key clinical/pathologic 

features

ɓ-lactam antibiotics Idiosyncratic AIN, CD4+ T-cells, eosinophils, 

non-necrotizing granulomas

Fever, rash, eos, pyuria

Rifampin Idiopathic, dose-

dependent

AIN, CD4+ T-cells, eos, non-

necrotizing granulomas, rare 

vasculitis

ARF, hemolytic anemia, low 

platelets, hepatitis, fever, rash, 

eos

NSAIDs

selective COX-2 

inhibitors

Ischemic ATN, and/or 

hypersensitivity

Hypersensitivity: AIN, variable 

eos, non-necrotizing 

granulomas, may also have 

MCD, membranous (can be 

PLA2R+).

Ischemic: ATN, rarely papillary 

necrosis, PG-related

Proton pump 

inhibitors

Hypersensitivity, 

unknown mechanism

Rare triad  hypersensitivity 

symptoms, AIN, eos

Major risk factor for  CKD
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