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Abstract Malignant rhabdoid tumors (MRT) are charac-
terized by a typical light microscopic morphology with
uniformly round tumor cells, vacuolated cytoplasm with
occasional round, hyaline intracytoplasmic, periodic acid-
Schiff-positive inclusions, vesicular nuclei with promi-
nent nucleoli and positive immunoreactivity for vimentin.
The histogenesis of MRT is controversial. Five cases of
primary central nervous system (CNS) rhabdoid tumorsin
children are presented. Immunohistochemical, light and
electron microscopic features are compared with primary
CNS malignant rhabdoid tumors reported in the literature.
Expression of various neurofilaments in our cases of pri-
mary CNS rhabdoid tumors was prominent and we there-
fore favor a neural differentiation of extrarenal intracere-
bral rhabdoid tumors.
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Introduction

Malignant rhabdoid tumor (MRT) is a rare embryona
neoplasm originally described in the kidney as a rhab-

domyosarcomatoid subtype of Wilms' tumor [4]. It was
later identified as a tumor entity with characteristic ultra-
structural features distinct from Wilms' tumor [19]. The
term “rhabdoid” was chosen because the light microscopy
findings were strongly suggestive of myoblastic differen-
tiation; however, the immunohistochemical and ultra-
structural findings do no support a muscle cell origin. The
histogenesis of this tumor is yet unclear. On the one hand,
a mesenchymal origin of the tumor was suggested by
Biggs et a. [5] based on the variety of primary sites of oc-
currence and on the presence of aggregated vimentin fila-
ments in tumor cells. On the other hand, a neuroectoder-
mal cell origin of rhabdoid tumors is suspected due to
their association with embryonal brain tumors [6]. Rhab-
doid tumors are known to occur in the kidney without any
second tumors in other locations; they are also more
rarely found to be associated with additional primary neu-
roglial tumors in the midline posterior fossa [6]. MRT
may aso be primarily located in the central nervous sys-
tem (CNS). This report presents neuropathological and
immunohistochemical findings in five patients with pri-
mary malignant rhabdoid tumors in the CNS. Findings of
other immunohistochemical studies of primary CNS ma-
lignant rhabdoid tumors are compared with our results.
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Material and methods

Case reports

The pathological findings in five patients, and in one case an addi-
tional recurrent tumor, are reported. The diagnosis of MRT was es-
tablished by light and el ectron microscopy and immunohistochem-
istry following partial or total tumor resection.

Casel

At the time of diagnosis the patient, a 2-year 3-month-old girl, had
developed increased intracranial pressure caused by alarge fronto-
temporo-parietal brain tumor in the parenchyma of the left hemi-
sphere, attached to the tentorium. There was no evidence of an ex-
tracranial tumor. At surgery only incomplete resection was possi-
ble due to the close vicinity of the tumor to thalamic structures. Af-



ter afirst course of chemotherapy according to the German Society
of Pediatric Oncology (GPO)-protocol (HIT, procarbazine, ifos-
famide, VP16, methotrexate, cytosine-arabinoside, cisplatin), the
residual tumor was removed 3 months after the first operation. Af-
ter the second round of chemotherapy and additional craniospinal
irradiation (35 Gy and local boost 20 Gy) the patient showed no
neurological symptoms. There was also no radiological evidence
of residual tumor. At 1 month after completion of the chemother-
apy and radiotherapy the child again complained of headaches,
nausea and vomiting. A cerebral computed tomogram (CT)
showed a large parieto-temporal tumor of the left hemisphere. She
died 4 weeks later, 11 months following the initial diagnosis of the
tumor.

Case 2

This patient was a 5-year 3-month-old girl who developed
headaches, vomiting and signs of palsy of the left forth crania
nerve. One month after the onset of clinical signs magnetic reso-
nance (MR) and CT imaging showed a large tumor located intra-
parenchymatously in the right cerebellar hemisphere, infiltrating
the foramina Luschkae, with no signs of intracranial or extracra-
nial metastases. After incomplete surgical removal of the tumor,
cytostatic therapy was performed, similar to the treatment of pa-
tient 1. In addition the patient received craniospina radiotherapy
with a dosage of 24 Gy and a local tumor boost of 30 Gy. There
was no clinical or radiological evidence of residual tumor. After a
period of 8 months without symptoms, the tumor was found to
have spread along the subarachnoid space and the patient died
1 month later.

Case 3

This patient, an 8-month-old boy, developed vomiting, muscle hy-
potonia and loss of consciousness within only afew days. CT scan
revealed a large brain tumor located in the left temporo-parieta
hemisphere causing a midline shift to the right. There were no
signs of extracranial malignant tumor or metastases. The tumor
was resected without visible residue. After a 2-month period with
no clinical symptoms the patient developed signs of tumor relapse
which was confirmed by CT scan. A second operation was per-
formed leading to surgical resection of the tumor which was firmly
attached to the dura mater. The patient recovered from the second
operation without gross neurological anomalies. Two weeks later
intensive cytostatic therapy was begun according to the brain tu-
mor study protocol of the GPO, similar to the treatment for patient
1. The therapy was well tolerated. The patient received cran-
iospinal radiotherapy with a dosage of 35.2 Gy and alocal tumor
boost (20 Gy). Three months later neurological and radiological
examinations revealed a second tumor relapse at the original site.
The patient died at the age of 18 months, 10 months after the first
surgical tumor removal.

Case 4

This boy was 1 year 10 months old at the time of neurosurgical tu-
mor resection. Two months before surgery he had devel oped vom-
iting, weight loss and progressive deterioration, and later a com-
plete inability to walk. An intraspinal tumor located between
T11/12 and L 3/4 was found. There was no evidence of extracranial
or intracranial metastases or other tumors at that point of time. The
tumor was subtotally resected. The patient underwent chemother-
apy (similar to the treatment of patient 1) and radiation (CNS radi-
ation with 30 Gy, tumor boost with 20 Gy). One month after com-
pletion of the therapy the boy regained the ability to walk and
showed no neurological symptoms. Follow-up sonographies of the
spinal medulla and the internal organs, especially the kidneys, re-
vealed no recurrent tumor or metastases. About 1.5 years after the
spinal tumor resection he developed meningism and vomiting. A
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cranial CT revealed a brain stem tumor with brain stem compres-
sion and hydrocephalus internus. The entire spinal cord was free of
recurrent tumor or metastases. The brain tumor was interpreted as
a metastasis of the spinal malignant rhabdoid tumor. After rapid
clinical deterioration the child died 2 days later, shortly before
surgery and 1.5 years after the intraspinal rhabdoid tumor had been
diagnosed.

Case 5

This 4-month-old girl developed vomiting, gaze deviation to the
left and a dlight hyperreflexia of the left side for 2 days. CT and
MR imaging showed alarge intraparenchymatous tumor of the left
hemisphere causing a midline shift to the right. There were no
signs of extracrania malignant tumor or metastases, particularly
not of the kidneys. Three days after the onset of clinical signs the
tumor was partially removed. Postoperatively, the child developed
a strong opisthotonus, hyperreflexia, extrapyramidal signs, wide
pupils with slow reactivity, hyperactivity and hyperexcitability.
Cerebral CT controls 3 and 6 months after the neurosurgical oper-
ation revealed a massive progression of the left tumor with a mas-
sive hydrocephalus internus occlusus. The child showed progres-
sive deterioration of the neurological symptoms. In October 1995,
at the age of 13 months, she died at home, 9 months after the diag-
nosis and operation of the rhabdoid tumor.

Light microscopy and immunocytochemistry

For light microscopy fresh tumor tissue was fixed in 4% neutral
buffered formalin and processed routinely for paraffin embedding.
Sections of 34 um were stained with hematoxylin and eosin, elas-
tica van Gieson, Gomori reticulin and PAS. For immunohisto-
chemistry routinely fixed and processed paraffin-embedded tissue
was used. Tissue sections were deparaffinized, rinsed in phos-
phate-buffered saline (PBS and incubated for 1 h at room temper-
ature with primary antibodies to vimentin (monoclonal, 1:1, H.
Biermann GmbH), glial fibrillary acidic protein (GFAP; mono-
clonal, 1:1, H. Biermann GmbH), neurofilament protein (NF) 68
kDa, 160 kDa, and 200 kDa (monoclonal 1:400, Sigma), heuron-
specific enolase (NSE; monoclonal, 1:1, Amon), synaptophysin
(monoclonal, 1: 20, Dako), cytokeratin (KL1 monoclonal, 1:1, H.
Biermann GmbH), desmin (monoclonal, 1: 1, Dianova), anti-smooth
muscle actin (monoclonal, 1:1, Dianova) [39], epithelial mem-
brane antigen (EMA; monoclonal, 1:1, H. Biermann GmbH), S
100 protein (S100; monoclonal, 1:1, H. Biermann GmbH), and al-
pha-fetoprotein (AFP; polyclonal, 1:1, Dianova) in PBS contain-
ing 0.1% bovine serum albumin (BSA). After washing with PBS
the slides were incubated with secondary rabbit anti-mouse anti-
body in PBS and BSA for 1 h at room temperature, and with alka-
line phosphatase-anti-alkaline phosphatase (APAAP) for 1 h in
PBS and BSA at room temperature followed by a 30-min incuba-
tion in Neufuchsin, rinsing in water and mounting with gelatine.
Frozen material was available from two of our cases. Sections
of these tumors were stained with an antibody against neural cell
adhesion molecule (NCAM, CD56, Dianova, Hamburg, Ger-
many). The staining procedure was the same as described above.

Electron microscopy

For electron microscopy fresh tissue was fixed in 3% glutaralde-
hyde in PBS and post-fixed in 1% phosphate-buffered osmium
tetroxide. Following dehydration in graded alcohols and propylene
oxide, tissue blocks were embedded in Araldite and cut on an ul-
tramicrotome. Ultrathin sections were double-stained with uranyl
acetate and lead citrate and examined with a Zeiss EM 10 B elec-
tron microscope. All cases presented here were studied ultrastruc-
turally. Since the morphology was similar in al cases, the ultra-
structure of only one tumor is given as an example.
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Fig.1a, b Thetumor is com-
posed of uniformly round tu-
mor cells with vacuolated cyto-
plasm. a Case 5, b case 1,

a, b H&E; a x 100, b x 250

Fig.2 a Case 1: Occasiona
round, hyaline intracytoplas-
mic, PAS-positive inclusions
are found. b Case 2: Many tu-
mor cells are positive for vi-
mentin. ¢ Case 3: Single tumor
cells express GFAP. d Case 3:
Most tumor cells are positive
for actin. a—d x 250




Table 1 Immunohistochemical findings in five cases of primary
malignant rhabdoid tumors of the central nervous system. Vaues
indicate: 0, no tumor cells positive; X, less than 10% of tumor cells
positive; XX, 10-50% of tumor cells positive; XXX, more than
50% of tumor cells positive; n.a, no frozen material available
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(AFP a-fetoprotein, CK cytokeratin, EMA epithelial membrane
antigen, GFAP glial fibrillary acidic protein, NF 68, 160, 200 neu-
rofilament 68 kDa, 160 kDa, 200 kDa, NSE neuron-specific eno-
lase, SI00 S-100 protein, SYN synaptophysin, VIM vimentin,
NCAM neural cell adhesion molecule)

VIM NF68 NF160 NF200 NSE SYN GFAP Actin Desmin EMA CK S100 AFP NCAM

Casel

Primary XXX XX XXX XX XX 0 X X 0 X X XX 0 0

Recurrent XXX XX XXX XXX 0 0 X X 0 0 X 0 0 n.a
Case 2 XXX X XXX XX 0 0 XX 0 X X 0 n.a
Case 3 XXX X XX XX 0 0 X XXX 0 0 X 0 0 n.a
Case 4 XXX X XXX XX 0 0 0 X 0 0 0 XX 0 n.a
Case 5 XX XXX XX XXX XX 0 X X 0 X XXX XX X XX

Fig.3 aCase 2: The neurofila-
ment protein 160-kDa subtype
is expressed by numerous tu-
mor cells. b Case 5: Many
cells reveal positivity for the
neural cell adhesion molecule.
a, b x 250

Results
Light microscopy

Microscopicaly, MRT showed mainly diffuse cellular
sheets of undifferentiated cells. The round or polygonal
cells had sharply defined cell membranes. The nucle
were highly polymorphic, ranging from small hyperchro-
matic to larger irregular nuclei with nearly vesicular karyo-
plasm. The nuclei were often eccentric and contained a
prominent central nucleolus. The tumor cells varied sig-
nificantly in size. There were abundant small, round, un-
differentiated tumor cells, but also a population of larger
polygonal cells with abundant eosinophilic cytoplasm
(Fig.1a, b). The cytoplasm was abundant, eosinophilic
and contained hyaline, spherical, paranuclear intracyto-
plasmic inclusions which displaced and sometimes in-
dented the nucleus. The inclusions were PAS positive
(Fig.24a). Some fields of the tumors displayed more pleo-
morphic nuclei. There were fine strands of collagenous
tissue running through the tumor. Numerous mitotic fig-

ures and some multinucleated cells were also present.
Necrosis was present in all tumors. Vascular endothelial
proliferation was not seen.

I mmunohistochemistry

A variety of immunohistochemical stains were performed
on paraffin-embedded tissue from surgical specimens and
are summarized in Table 1.

Areas of vimentin immunoreactivity were the most
consistent finding: immunohistochemical stains of cases 1
alb, 2, 3, 4 and 5 showed cytoplasmic immunoreactivity in
most of the tumor cells particularly in the large polygonal
cells with hyaline intracytoplasmic inclusions (Fig. 2b).

All tumors also expressed different NF (68 kDa, 160
kDa, and 200 kDa) in various amounts (Fig.3a). NF were
expressed in many tumor cells with the most prominent
expression in the small cell population described above.
Of the examined cases 1a and 5, case 5 was moderately
positive for the NCAM (Fig.3b). Other neural markers
were only expressed in parts of some tumors; NSE was
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Fig.4 Case 4. Electron microscopy reveas intracytoplasmic fila-
mentous inclusions. x 14300

dlightly expressed in cases 1aand 5, and variable positiv-
ity for S100 was seen in cases 1a, 2, 4 and 5. Reactions
with antibodies against synaptophysin were negativein al
cases.

Immunohistochemical reaction for epithelial antigens
was not consistent and when present, only with mild in-
tensity. Cases 1a, 2 and 5 showed mild expression of
EMA. Except for case 4, immunohistochemical stains ex-
hibited variable immunopositivity with antibodies against
keratin. In these cases, keratin positivity was restricted to
the large tumor cells.

There was a differing reactivity for smooth muscle
actinin all tumors (Fig. 2d); this might be interpreted as a
sign of smooth muscle cell characterization, but it is much
more likely that actin-positive immunohistochemistry is
an unspecific sign of differentiation. However, actinis ex-
pressed by a number of tumors of various histogenesis
[33]. Desmin was not detectable in any of our cases.
Staining with antibodies against GFAP revealed dlight
expression in four tumors (Fig.2c). GFAP-positive cells
consisted of large, polygona cells with abundant cyto-
plasm. There were only few cells stained with antibodies
against AFP in case 5.

Electron microscopy

Electron microscopy revealed similar phenomena in all
cases studied. The tumor cells possessed intracytoplasmic
fibrillar whorls (Fig. 4). These masses were not connected
with membranes and consisted of bundles of approxi-
mately 10-nm filaments; they most likely corresponded to
the globular inclusions seen on light microscopy. Some of
the cell nuclei showed marked indentation by the cyto-

plasmic aggregates. Occasionally, cellular organelles such
as rough endoplasmic reticulum, mitochondria and
tubulovesicular structures were displaced by accumula-
tions of the filament bundles or were incorporated into the
whorls. There was no evidence of skeletal or smooth mus-
cle differentiation; no myofilaments, sarcomeres or base-
ment membranes were observed.

Discussion

Malignant rhabdoid tumor was originally described by
Beckwith and Palmer [4] as a variant of Wilms' tumor of
the kidney, “rhabdomyosarcomatoid neoplasm”, due to
the presence of abundant acidophilic cytoplasm in most
tumor cells, often resembling that of skeletal muscle my-
oblasts but lacking the cytoplasmic striations, ultrastruc-
tural features, and immunocytochemica markers of skele-
tal muscle cells. Haas et al. [19] characterized the tumor
as an entity distinct from Wilms' tumor, with typical light
microscopic, electron microscopic and immunohisto-
chemical properties. This view was supported by Beck-
with [3].

Weeks et al. [48] attempted to distinguish clearly be-
tween rhabdoid tumor of the infant kidney and extrarena
rhabdoid tumors, proposing that “childhood rhabdoid tu-
mors of the kidney represent a histogenetic and clinical
entity with considerable morphological diversity, and that
extrarenal rhabdoid tumors will eventually emerge as a
phenotypic concept encompassing a spectrum of histoge-
netic and clinical diversity”.

The association of rhabdoid tumors of the kidney with
different embryona primary tumors originating in the
CNS, as noted by Bonnin et a. [6], is quite remarkable.
These neuroepithelial tumors included three medulloblas-
tomas, one pineoblastoma, one primitive neuroepithelia
tumor, one malignant subependymal giant cell astrocy-
toma and one cerebellar medulloepithelioma. Bonnin et
a. [6] suggested that the coexistence of a rhabdoid tumor
of the kidney with a separate primary tumor of the CNS
could indicate a neural origin of rhabdoid tumors.

Some authors favor a mesenchymal origin of this tu-
mor due to its occurrence at so many different primary
sites [41]. Primary extrarenal rhabdoid tumors have been
described at several different sites such as the liver [30],
paravertebral region [2, 28], chest wall [18], limbs [25],
pelvis [14, 16], heart [40], thoracic spine [35, 43], skin
[13], tongue [32], uterus [11], vulva [34], prostate [15],
soft tissue [45], urinary bladder [8, 21], inguinal region
[46], prepubic region [44], spermatic cord [24] and orbit
[36]. Other investigators suggested that MRT of the brain
may originate in the leptomeninges. Tumor location with
subarachnoid invasion and diffuse meningeal spread of
some MRT raise the possibility of a meningothelia cell
origin[1, 5, 12, 22, 47].

To define more clearly the histogenesis of cerebral
MRT, we studied its immunocytochemical properties. The
diagnosis of MRT in the five case reports presented here
was based on three criteria: (1) typical light microscopic



morphology with uniformly round tumor cells, vacuolated
cytoplasm with occasional round, hyaline intracytoplas-
mic, PAS-positive inclusions, vesicular nuclel with promi-
nent nuclei; (2) ultrastructural findings of cytoplasmic
aggregates of filaments not bounded by membranes and
loosely intermingled with normal organelles; and (3) posi-
tive immunoreactivity for vimentin.

A skeletal muscle differentiation seems unlikely on the
basis of the ultrastructural features, the absence of Z-
bands or basal lamina, and negative immunohistochemi-
ca staining for myoglobin [9, 10]. Our findings also do
not favor a skeletal muscle origin since immunohisto-
chemical staining for desmin was negative. However, we
found a variable reaction with antibodies against smooth
muscle actin, which was also noted in the CNS-MRT of
Chi et al. [10] and in four of the examined five tumors of
Parham et al. [31]. An additional two cases of Chou and
Anderson [12] and one of Horn et al. [22] presented no
staining with antibodies against actin. Desmin was ex-
pressed in two of three stained tumors examined by
Parham et al. [31]. Other myogenous antigens such as
myosin and myoglobin were not found in the tumor sam-
ples reported in the literature.

A review of the literature shows that reactivity with vi-
mentin is the most consistent immunohistochemical find-
ing in MRT (20 of 20 examined cases were immunoposi-
tive). The aggregated vimentin filaments and rare primi-
tive cell junctions are seen ultrastructurally and immuno-
histochemically [5, 42]. Ghadially [17] emphasized that
vimentin is found in many different cells and may repre-
sent a marker of a poorly differentiated phenotype. Our
six tumorsaswell asal of the other cases described in the
literature displayed a moderate to marked immunopositiv-
ity for vimentin. However, one may speculate whether a
cerebral MRT with characteristic light microscopic and
ultrastructural features can be diagnosed in the absence of
vimentin positivity.

In the literature, 17 of the 19 primary MRT of the brain
stained with antibodies against EMA showed different
immunohistochemical reactions. The results for another
epithelial marker, cytokeratin, which was variably ex-
pressed in 12 of 17 examined tumors, were similar. Of our
6 investigated MRT 3 stained positive with EMA and 5 of
6 expressed cytokeratin (Table 1).

Expression of GFAPwas found in only 6 of 15 MRT in
the literature. Agranovich et al. [1], Hanna et a. [20] and
Weeks et al. [49] found a moderate immunopositivity for
GFAPR, Molenaar [29] found a strong expression. GFAP
was expressed mildly in 4 of our 6 tumors. |mmunoposi-
tivity for S100 was exhibited in 7 of 11 neoplasms (Table
2). Of our 6 examined tumors 4 expressed weak to mod-
erate S100 immunopositivity.

Only one of our tumors expressed AFP mildly, in con-
trast to the two MRT examined by Chou and Anderson
[12], which were immunonegative for AFP. The differen-
tial diagnosis of a germ cell tumor or an embryonal carci-
nomawas excluded by the differing histological morphol -
ogy and theimmunonegativity with antibodies against hu-
man choriongonadotropin and placenta-alkalic phosphatase
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in our tumors. In addition we would have to expect our
examined brain tumors to be metastases from primary
germ cell tumors or embryonal carcinomas, which, how-
ever, has been reliably excluded by various radiological
and serological examinations.

The neural antigen expression pattern has only occa
sionally been studied in the literature. Pan-NF expression
was investigated in only 6 MRT; al but 1 were negative
[5, 33, 47]. NF subtypes were not detected in one cerebral
rhabdoid tumor studied by Molenaar et a. [29]. We ex-
amined our cases with NF antibodies against the different
intermediate filaments of 68-, 160- and 200-kDa molecu-
lar mass and found them to be immunopositive. The
specifity of the immunoreaction was confirmed in other
neuronal tumors such as gangliogliomas, whereas glial tu-
mors such as ependymoma or glioblastoma were consis-
tently negative. NSE was expressed in 2 of our 6 tumors.
In the literature 9 positive immunohistochemical reactions
for NSE were described [20, 49]. Using antibodies against
synaptophysin Perilongo et a. [33] and Horn et a. [22]
failed to show a neural component of MRT. Our tumors
did not express synaptophysin. This constant or partial
immunonegativity for the neural markers synaptophysin
and NSE in our tumors does not exclude the hypothesis of
a neuroectodermal origin of extrarenal rhabdoid tumors.
Kleinert [27] investigated 35 different primitive neuro-
ectodermal tumors with various neuronal markers, of
which 17 were medulloblastomas, as an example for a
poorly differentiated neuronal tumor. He found that 6 of
17 tumors were negative for each of the neuronal markers
synaptophysin and NSE. Thus, a negative NSE or synap-
tophysin reactin does not seem to exclude a tumor of neural
origin. Synaptophysin is claimed to be a neuronal marker
for well-differentiated, mature neurons. Our tumors might
just be too poorly differentiated to reveal synaptophysin
reaction. Kleinert [26] also states that different neurofila-
ment markers, which may also reveal stages of the neuro-
ectodermal differentiation, are expressed in poorly differ-
entiated as well as in mature neurons. Also, sinceit is still
controversial which NF subtype is expressed at which
stage of differentiation, the different subtypes in our tu-
mors might indicate tumors of poorer differentiation than
synaptophysin, as a marker for mature neurons, is able to
stain.

Rorke et al. [37] recently collected 32 CNS tumors
designated as atypical teratoid/rhabdoid tumors of infancy
and childhood; the patients’ ages ranged from 1 month to
12 years. The different microscopical patterns and im-
munohistochemical profiles in these tumors were studied
(see Table 2). Rhabdoid cells were seen in all tumors and
two-thirds contained “primative neuroectodermal tumor-
like cells’. A mesenchymal and epithelial component could
be observed in only a few of the tumors. As described
above, different tumor cell populations were also seen in
our cases. Rorke et a. [37] found a striking immunoposi-
tivity for EMA in 93% as opposed to only 50% in our
cases. In comparison to our findings they showed similar
results as to the high expression for vimentin and smooth
muscle actin. However, only 24% of their atypical tera-
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toid/rhabdoid tumors examined revealed an immunoposi-
tivity for NF, in contrast to the striking expression of dif-
ferent neurofilaments in all of our cases. This would sup-
port the hypothesis of a close relationship to neura tu-
mors.

Weeks et al. [49] described a primitive cerebral tumor
in a 26 month-old boy exhibiting phenotypic rhabdoid
features suggestive of neuroglial derivation. The tumor
expressed S100, NSE and GFAP besides vimentin and
EMA. Immunohistochemistry with antibodies against NF
was not performed. The interpretation of their data was
that they had identified features of primitive neuroglia
differentiation not seen in renal MRT. This further sug-
gested that primary MRT of the brain likely represents a
distinctive type of neuroglial neoplasm more closely re-
lated to other primitive brain tumors than to MRT of the
kidney.

The expression of NF of 68, 160 and 200 kDa in our
cases of cerebral MRT was prominent and has to be con-
firmed in further studies since similar findings have not
been described in the literature. This remarkable positiv-
ity of neural differentiation in all of our casesis supported
by the finding that one of the MRT investigated expressed
NCAM, an early marker of neura differentiation. How-
ever, NCAM may be expressed in avariety of non-neural
tumors such as lymphomas or in non-neural cells such as
those of the thyroid. Therefore, NCAM positivity sug-
gests, but cannot prove, neural differentiation in these tu-
mors.
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