
num [1] and buttock [2], occurrence in
the plantar aspect of the forefoot is
extremely rare.

The term lipoblastoma was first used
by Jaffe in 1926. The term lipoblasto-
matosis was introduced in 1958 by
Vellios to diagnose an infiltrating tumor
composed of fetal fat. In 1973 Chung
and Enzinger recognized a circumscribed
form of the tumor that they designated
benign lipobastoma [3].

Lipoblastoma, in contrast to lipo-
blastmatosis, is usually encapsulated
and superficial and has a lower tendency
to recur when incompletely excised.
Despite its potential to invade locally
and a certain potential to grow rapidly
to a large size, both tumors have an
excellent prognosis. The recurrence rate
in both types is 14±25% and is usually
correlated to the diffuse-type lesions
(lipoblastomatosis) and to incomplete
excision. Metastases do not occur [2]. It
is conceivable that if a lipoblastoma is
followed long enough the tumor will
eventually be seen to differentiate into a
mature lipoma [3]. Plain radiographs
and MRI scans are the main modalities
for evaluating patients with soft tissue

masses like lipoblastoma [4]. We also use
ultrasonography to distinguish it from a
granuloma or a foreign body. The
histomorphological patterns in lipoblas-
toma and lipoblastomatosis are identi-
cal. These lesions differ from lipoma or
lipomatosis by their cellular immaturity.
They show close resemblance to low
grade liposarcoma, especially the mixoid
variant type. Lipoblastoma can be dif-
ferentiated by its more uniform growth
pattern and more striking lobulation.
The lipoblast, which may exist also in
lipoblastoma, shows no nuclear atypia
or pleomorphism in contrast to that seen
at least focally in liposarcoma. Some
authors describe the lack of microcystic
spaces, filled with mucin, as a hallmark
of lipoblastoma/lipoblastomatosis [2].
Lipobastoma may exhibit clonal karyo-
tipic changes [2]. These lesions have
rearrangements affecting chromosome
8q. A breakpoint in chromosome 8q
can differentiate lipoblastoma from li-
poma and mixoid liposarcoma, which
may have a breakpoint in chromosome
12 in different places [5].

We were able to find only one
previous case report of a similar involve-

ment. The case presented here is of a
recurrent lipoblastma in childhood after
excisional biopsy in infancy. Lipoblasto-
ma should be added to the differential
diagnosis of soft tissue tumors in infants'
feet, and consist also of plantar fibro-
matosis and foreign body granuloma.
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Acute renal failure due to diffuse bilat-

eral parenchymal infiltration is a rare

initial manifestation of lymphoma [1].

Paraneoplastic glomerulopathy is de-

scribed in the literature as a complica-

tion of malignancy, including lymphoma

[2]. Prompt recognition of lymphoma as

the cause of nephropathy is crucial since

it is potentially a treatable disease and
responds well to chemotherapy.

We describe here a rare case of acute
renal failure due to diffuse lymphoma-
tous infiltration of the kidneys asso-
ciated with glomerulopathy of mesangial
proliferative glomerulonephritis with
crescent formation in 3 of 13 glomeruli,

presenting as the first manifestation of
lymphoma. Chemotherapy resulted in
rapid improvement of renal function
and disappearance of the nephritic sedi-
ment. To the best of our knowledge this
is the first report in the literature of
simultaneous occurrence of interstitial
and glomerular renal involvement in
lymphoma.
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Patient Description

A 55 year old man was admitted to the
internal medicine department because of
general weakness, weight loss (10 kg over
a 6 month period), macroscopic hema-
turia, nasal bleeding and progressive
renal failure. Serum creatinine was 1.1
mg/dl (97.24 mmol/L) and 1.5 mg/dl
(132.6 mmol/L) 4 years and 8 months
respectively, prior to his current admis-
sion. The patient reported that he had
suffered several episodes of macroscopic
hematuria and renal colic 4 years pre-
viously. At that time, ultrasound exam-
ination raised the suspicion of a small
stone in the left kidney, which was not
present on repeated ultrasound a few
days after the renal colic resolved.

On physical examination the patient
did not appear to be in any distress.
Blood pressure was 130/80, heart rate 82
beats/minute, the lungs were clear and
the neck veins flat. The liver was of
normal size and the tip of the spleen was
palpable. Several axillary lymph nodes, 1
cm in size, were palpated bilaterally.
Complete blood count showed leukocy-
tosis 17.0 x 109/L, lymphocytes 43%,
normocytic normochromic anemia with
hemoglobin 9.4 g/dl, mild thrombocyto-
penia 1196109/L and rouleaux forma-
tion. Urinalysis showed macroscopic
hematuria with many dysmorphic red
blood cells, red blood cell casts, granular
casts and 2+ positive dipstick for
protein. Urinary protein excretion was
1.66 g/24 hours and the test for urinary
Bence-Jones protein was negative. Initial
serum biochemistry results were: urea
254 mg/dl (90.7 mmol/L), creatinine
10.16 mg/dl (898.1 mol/L), calcium 7.4
mg/dl (1.85 mmol/L), phosphorus 8.1
mg/dl (2.6 mmol/L), albumin 38 g/L,
and globulin 55 g/L. Serum protein
electrophoresis revealed polyclonal hy-
pergammaglobulinemia 32.6% (normal
range 10±19%). Serology for C3, C4,
rheumatoid factor, antinuclear antibo-
dies and ANCA was normal. Serology
for hepatitis B and C was negative. Chest
X-ray was normal. Renal ultrasound
revealed normal sized kidneys without
signs of hydronephrosis. Computed to-
mography of the abdomen and chest

(not shown), performed without contrast
dye, showed evidence of bilateral axillary
lymphadenopathy, mild mediastinal
lymphadenopathy, small left para-aortal
lymph nodes, splenomegaly and two
kidneys of normal size and position.
Bone marrow biopsy demonstrated pre-
dominantly B cell lymphocytosis and
was consistent with involvement by a
small lymphocytic lymphoma. A kidney
biopsy demonstrated severe focal inter-
stitial infiltration with small atypical
lymphocytes positive for CD20-B cells.
Most glomeruli showed proliferation of
mesangial cells and expansion of mesan-
gial matrix [Figure]. Of 13 glomeruli 3
had a crescent formation and 1 had foci
of fibrinoid necrosis. Two glomeruli
showed lobulation, synechia, thickening
of membranes, expansion of mesangial
matrix and proliferation of mesangial
cells. Immunofluorescence microscopy
revealed weak IgG staining in mesangial
and paramesangial areas, and granular
C3 staining in mesangial areas. On
electron microscopy two glomeruli
showed expansion of mesangial matrix
with accumulation of electron-dense
material and proliferation of mesangial
cells.

The diagnosis of small cell lympho-
cytic lymphoma grade 4 was confirmed
by axillary lymph node biopsy. The
patient was started on CHOP che-
motherapy (cytoxan, adriamycin, vin-
cristine, predini-
sone). Six months
later urea had de-
creased to 54.3 mg/
dl (20.35 mmol/L)
and creatinine to
1.69 mg/dl (149.4
mmol/L).

Comment

In this report we
describe a patient
wi th lymphoma
presenting as acute
renal failure with
nephritic sediment.
The presence of ne-
phritic urinary sedi-
ment in the context

of acute renal failure suggests acute or
rapidly progressive glomerulonephritis.
However, weight loss, splenomegaly,
lymphadenopathy, peripheral lymphocy-
tosis and roleaux formation, as well as
polyclonal hypergammaglobulinemia
suggested hematological malignancy
subsequently confirmed to be small cell
lymphocytic lymphoma.

Acute renal failure is rare in malig-
nant lymphomas, with an incidence
reported to be as low as 0.5% [3], and
appears even more rarely as the first
clinical manifestation of the lymphoma
[1]. LIK is the most common extra-nodal
site for metastatic lymphoma and has
been observed in 34% of 696 autopsies
[3]. However, in only 14% of 142
patients was LIK diagnosed prior to
death [3] and in only 2.7±10% by
radiological studies [4], reflecting the
generally silent course and late occur-
rence of LIK manifestations. Gross
hematuria was detected in only 18% of
cases of renal failure due to LIK [5] and
was believed to be the result of hemor-
rhagic necrosis of the kidney [1]. In our
patient the hematuria was feasibly of
glomerular origin because of the pre-
sence of dysmorphic red blood cells and
red blood cell casts, and the glomerular
lesion found on kidney biopsy that was
consistent with mesangioproliferative
glomerulonephritis with few crescents.
Paraneoplastic glomerulonephritis asso-

Glomerulus with cellular crescent (head of arrow), expansion of

mesangial matrix with mild mesangial proliferation (open arrow),

and severe focal renal interstitial infiltration by small atypical

lymphocytes (black arrow).
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ciated with lymphoma is a well-known
clinical entity [2]. The most frequent
glomerulopathies associated with non-
Hodgkin lymphoma are membranopro-
liferative and crescentic glomerulone-
phr i t i s [2 ] . In our pat ient the
glomerular lesion consisted of a unique
combination of mesangioproliferative
glomerulonephritis with local crescent
formation. Our impression was that the
macroscopic hematuria a few years
before was due to stone disease. Our
belief that glomerular lesion in this
patient was probably of paraneoplastic
nature is supported by the fact that his
dysmorphic macroscopic hematuria ra-
pidly disappeared after introduction of
anti-tumor therapy. The presentation of

severe acute renal failure in this patient
was probably the result of the unusual
combination of glomerular and tubulo-
interstitial involvement.

In conclusion, we present an unusual
combination of glomerulonephritis and
lymphomatous infiltration of the kid-
neys induced by lymphoma presenting as
acute renal failure with nephritic urinary
sediment.
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The solitary genital leiomyomata group
is uncommon [1] and has received little
attention. Determining suitable criteria
of malignancy in smooth muscle tumors
is difficult. The recognition of a pleo-
morphic variant of scrotal leiomyoma is
important for the differential diagnosis
with leiomyosarcoma. We present a case
of pleomorphic leiomyoma of the scro-
tum.

Patient Description

A 58 year old man presented with a non-
tender mass measuring 2.5 cm in dia-
meter on the right side of the scrotum; it
had been evident for several years with
no significant change in size. Clinical
findings included hypertension for which

A. Large pleomorphic nuclei of smooth muscle cells with intranuclear inclusions

(lower left) (hematoxylin and eosin. x 400).
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