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Renal oncocytoma
and papillary
microcarcinoma
coexistint with cystic
disease acquired
before dialysis
Nefrología 2008; 28 (3) 356-357

To the editor: We report the case of a

76-year old female patient with acqui-

red cystic disease (ACD) who under-

went nephrectomy due to the occurren-

ce of images suggesting malignancy le-

ading to a diagnosis of associated

oncocytoma and papillary microcarci-

noma.

She had been diagnosed in 1982 of

HBP without renal involvement, and

experienced a cerebrovascular episode

leaving no sequelae. In 1999 the patient

showed clinical signs of nephrosis, and

a biopsy revealed membranous glome-

rulonephritis (GM) resistant to steroids

and azathioprine. She had glomerular

filtration rates of approximately 50

mL/min and nephrotic proteinuria. Tre-

atment was started in 2002 with my-

cophenolate mofetil with an excellent

response. Proteinuria decreased from

12.9 g to 1.03 g in 6 months, and even-

tually disappeared in 3 years, with Cr

levels of 1.6 mg/dL.

In December 2005, she was admitted

for anuria, oedema, and infraabdominal

pain, showing acute impairment in cre-

atinine (3.5 mg/dL), proteinuria of 4.2

g/24 h, and haematuria of 100 cells per

high-power field. Early haemodialysis

was required. A new biopsy was repor-

ted as sclerosis in 50% of glomeruli. A

majority of the other glomeruli showed

extracapillary GN with epithelial cres-

cents associated to GM, with moderate

interstitial fibrosis. Imaging studies

found images suggesting ACD, particu-

larly a 2.5-cm solid nodule in the upper

pole of the right kidney, suspected to be

malignant and for which nephrectomy

was performed.

The specimen showed multiple

cysts, and the 3-cm nodule was gre-

yish green in colour. Microscopically,

renal parenchyma was highly destruc-

tured, with sclerosis, crescents, and

severe tubulointerstitial involvement,

showing papillary and tubulopapillary

adenomas, eventually forming a papi-

llary microcarcinoma, and with abun-

dant oncocytic changes, forming in-

terstitial nodular aggregates. The

biggest nodule was a conventional on-

cocytoma.

Coexistence of GM and extracapi-

llary GN occurs in 3%-5% of biopsies

with a main diagnosis of GM, either at

the time of diagnosis or as transforma-

tion of a primary GM in cases of lymp-

hoproliferative disease, vasculitis, co-

llagen diseases…1,2 In this case, tumour

degeneration of an ACD provides the

additional mechanism of an extracapi-

llary GN related to neoplasm.

ACD has been considered virtually

exclusive of patients on dialysis, but

age, grade of CKD, and particularly

time since disease onset are also impor-

Figure 1. Epithelial crescents with significant proliferative activity close to oncoytic nodule
(MIB 1).
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tant, in our patient even with a kidney

function only slightly impaired.3-5

ACD is in turn determinant in the oc-

currence of renal cancer, appearing

most commonly as a papillary micro-

carcinoma, unlike in the general popu-

lation, in which clear cell carcinoma

predominates.5,6 We have found 5 cases

of oncocytoma reported as occurring in

association with ACD, 4 of them in pa-

tients on dialysis and one in the native

kidney of a transplanted patient. Our

case is the first reported occurring wit-

hout prior replacement therapy.7-9

Association of extracapillary GN to

renal neoplasms is well known,6,10 and

its relationship to oncocytoma,11 a rare

tumour that is usually associated to

other tumour cell lines, is doubtful.

Here, it would more probably be related

to the papillary microcarcinoma.

As a practical suggestion, we re-

commend that in patients with chronic

glomerular disease on immunosup-

pressants, screening for renal tumours

should be the same as in transplanted

patients.
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Acute renal failure 
after venography
Nefrología 2008; 28 (3) 357-358

To the editor: Venography is a pro-

cedure intended to ascertain the loca-

tion of veins in the arm in order to se-

lect the most adequate for performing

the arteriovenous fistula required for

haemodialysis. The case of a 73-year

old female patient with a history of

diabetes mellitus and high blood pres-

sure, both starting 20 years before,

atrial fibrillation, mitral and aortic ste-

nosis, chronic anaemia, and chronic

kidney disease diagnosed five years

before and monitored at our depart-

ment of nephrology, with creatinine le-

vels of 3 mg/dL and a creatinine clea-

rance of 15 mL/min, is reported here.

She was being treated with insulin,

acenocoumarol, furosemide, oral iron,

doxazosin, atenolol, isosorbide dini-

trate patches, folic acid, and omepra-

zole. The patient attended the hospital

reporting oligoanuria (150 mL/24 h)

for the past 24 hours after a veno-

graphy. There was no other potential

triggering factor of oligoanuria. Physi-

cal examination found no fever and

blood pressure values of 130/60

mmHg. CA: Rhythmic heart sounds.

PA: Preserved vesicular murmur.

Lower limbs: No oedema or signs of

DVT. Laboratory tests showed a nor-

mal WBC differential, haemoglobin

8.9, platelet count 159,000. Urea 104,

creatinine 7.2, sodium 128, potassium

4.6, LDH 564, elemental urine analy-

sis: pH 5, specific gravity 1005, positi-

ve protein (+++), sodium 13 mEq/L,

and potassium 53 mEq/L. The ECG

showed atrial fibrillation with contro-

lled ventricular response at approxi-

mately 80 bpm. Chest and abdominal

X-rays revealed no radiographic chan-

ges. During admission, patient recei-

ved intravenous fluid therapy, diure-

tics, and N-acetyl cysteine, showing

basal creatinine levels of 4 mg/dL at

three days of admission. 

Renal failure triggered by intrave-

nous contrast after a venography is very

uncommon, but has been reported as

one of its complications.1,2 Acute renal

failure caused by a contrast agent is de-

fined in absolute form as a 0.5 mg/dL

increase and in relative form as a 25%

increase in creatinine levels 48-72 h

after administration.3

Contrast-induced renal failure is

more common in patients who pre-

viously have some grade of renal in-

sufficiency, those with a prediabetic

state, those with diabetes mellitus star-

ting some years before,4-6 or patients

with hyperuricemia7 (values higher

than 7 mg/dL in males and 5.9 mg/dL

in females). The most common clini-

cal sign is oligoanuria from renal func-

tion impairment, occurring as a conse-

quence of renal vasoconstriction and

medullary hypoperfusion.8 There is no

defined treatment for contrast toxicity,

and there are different theories about

the most adequate treatment. Effective

treatment with fluid therapy and N-

acetyl cysteine has been reported in

the literature,9 but there are also arti-

cles reporting no benefits from use of

these treatments.10
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