
Disclosures
April 3, 2017

The following planners and faculty had no financial relationships with commercial interests to disclose:

Presenters: Activity Planners/Moderator:

PeymanSamghabadi, MD Kristin Jensen, MD

Hannes Vogel, MD AnkurSangoi, MD

Greg Charville, MD, PhD

Megan Troxell, MD, PhD

Don Born, MD

Walden Browne, MD

BalaramPuligandla, MD

Sunny Kao, MD

Yung Kang, MD

Charles Zaloudek, MD

Emily Chan, MD

MahkhamTavallaee, MD

Dean Fong, DO



SB 6151 (scanned slide available)

Greg Charville/ Megan Troxell; Stanford
Elderlymanundergoesnephrectomy

for renal cellcarcinoma. Non-neoplastic
kidneysectionsubmitted.



















DIAGNOSIS?





Greg Charville and Megan Troxell

Stanford

Elderly man undergoes nephrectomy for renal cell carcinoma. A 

single section of non-neoplastic kidney is examined. 





Renal atheroembolic disease ïcauses

Scolari and Ravani 2010



Renal atheroembolic disease ïpresentation

Scolari and Ravani 2010



Renal atheroembolic disease ïdiagnosis

Scolari and Ravani 2010



Renal atheroembolic disease ïoutcomes

Scolari and Ravani 2010





Clear-cell change of renal tubular epithelium

Dickenmann et al. 2008

Osmotic tubulopathy

ÅIsometric cytoplasmic vacuoles, nuclei basally displaced

Nephrotic syndrome

ÅInterstitial clear cells, focal/basal vacuolization 

Ischemia

ÅVariably sized vacuoles, loss of brush border, 

regenerative changes, epithelial sloughing

Hyperglycemic tubulopathy

ÅOuter medulla, PAS+ diastase-sensitive (glycogen)

Calcineurin inhibitor

ÅFocal vacuolization, assoc. arteriolopathy





Osmotic tubulopathy: histologic features

Colvin and Chang Diagnostic Pathology: Kidney Diseases

ÅDiffuse or focal clear cell change with isometric 

vacuolization and luminal narrowing

ÅProximal > Distal

ÅVacuoles  are apically biased

ÅPreserved brush border; no epithelial necrosis or 

sloughing

ÅImmunofluorescence:  negative

ÅEM: Cytoplasmic vacuoles, intact brush border



Agents causing osmotic nephrosis

Dickenmann et al. 2008

ÅIntravenous immune globulin

ÅMannitol (decrease ICP)

ÅDextrans (decrease thrombosis, volume replacement)

ÅContrast agents



Osmotic tubulopathy: clinical features

Colvin and Chang Diagnostic Pathology: Kidney Diseases

ÅAcute deterioration in function with exposure

ÅRenal failure may come and go without clinical signs

ÅTypically oliguric

ÅBegins within days of infusion, reverses after cessation, 

usually within days to weeks

ÅPersistent impairment is rare

ÅDiagnosis by kidney biopsy



Take home points

ÅOsmotic tubulopathy and renal atheroemboli can both 

present secondary to intravascular imaging procedures

ÅOsmotic tubulopathy is diagnosed by biopsy, although 

rarely performed given typically self-limited course

ÅDifferential diagnosis of osmotic tubulopathy is broad

ÅRenal atheroembolic disease frequently requires 

dialysis, although function can be regained 



SB 6152 (scanned slide available) 

Megan Troxell; Stanford
Needle biopsy of donor kidney 
submitted for frozen section 

(permanents of FS submitted).

















DIAGNOSIS?





Actual FS
different case







Parenchymal necrosis (no nuclei)



Glomerular fibrin thrombi

Anecdotal: paired kidneys

ïBehaved like DIC 
kidneys at transplant

ïKidney w/o tubular 
necrosis doing well

ïKidney w/ tubular necrosis

Åtransplanted 1st, shorter 
cold ischemia time

ÅStagnant x 4 days, then 
doing better

ïLong term outcome???
FFPE



Åxx

Batraet al. (Mayo Scottsdale)

--Excluded >10% coagulative
necrosis of tubular epithelium
--2 GFT cases with early failure

--primary non-function; 
nephrectomy at 6 wk=
diffuse cortical necrosis

--renal vein thrombosis at
9 days

--Bxat 1 month, 50/52 with 
complete resolution of GFT

IF/TA mod-severe at 1 yr 24%                    30%               0.42                      

Focal-40
Diffuse-21



Q:  Could you share the local philosophy on 
transplantation ofdonor kidneys with 
GFT/microvascularthrombosis/donor DIC?

A: ...always a difficult decision

....kidneyscan and do recover, but ΧΦΦI suspect it 
[long term outcome] may be compromised 

Χvery long waiting time to transplantation in 
the Bay AreaΧΦΦtry to transplant the best organ 
possible for the individual patient 

ΧΦmore circumspect about transplanting kidneys 
with glomerular injury [fibrin thrombi]
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Peyman Samghabadi/Hannes Vogel/Donald Born; Stanford

A 46-year-old white male presented with flu-like symptoms, cutaneous lesions and bilateral 
axillary lymphadenopathy. During metastatic evaluation brain MRIrevealed an enhancing left 
caudate lesion. An axillary lymph node biopsy confirmed the diagnosis of melanoma. Repeat 

MRI showed new T2 hyperintensities with restricted diffusion in thecorpus callosum and 
left frontal lobeadjacent to the left caudate lesionand in the right parietal lobe (presumed 

infarctions). The patient started pembrolizumabfor treatment of metastatic melanoma. Two 
days later he presented with encephalopathy, paraparesis and bowel incontinence.Neuraxis 
MRI revealed enlargement of thecallosal/leftfrontalŀƴŘ ǊƛƎƘǘ ǇŀǊƛŜǘŀƭ άƛƴŦŀǊŎǘǎΣέ ŜƴƘŀƴŎƛƴƎ 

intramedullary cord lesions and enhancement of the spinal nerve roots and cauda 
equina.Submitted biopsieswere 1)left frontal targetand 2)left caudate target.



Lesion 1 Left Frontal



Lesion 1



Lesion 1 Left Frontal



Lesion 1 Left Frontal



Lesion 1 Left Frontal



Lesion 2 Left Caudate



Lesion 2 Left Caudate



Lesion 2 Left Caudate



Lesion 2 Left Caudate



DIAGNOSIS?





LFB/PAS Bielschowsky



HMB45


