
CLINICAL CASE

https://doi.org/10.1007/s00062-022-01142-5
Clin Neuroradiol (2022) 32:313–319

Freiburg Neuropathology Case Conference

An 89-year-old Patient with a History of Domestic Falls, Dysarthria and a slowly Progressive
Cerebellar Mass Lesion

S. Rau1,4 · M. Frosch2,4 · M. J. Shah3,4 · M. Prinz2,4 · H. Urbach1,4 · D. Erny2,4 · C. A. Taschner1,4

Accepted: 18 January 2022 / Published online: 23 February 2022
© The Author(s) 2022

Keywords Hemangioblastoma · Solitary fibrous tumor of the dura · Meningioma · Brain metastases ·
Radiologic-pathologic correlation

Case Report

An 89-year-old patient was admitted through our Accident
and Emergency department after a domestic fall. Upon neu-
rological examination, the patient appeared somnolent and
had a dysarthric speech. A cranial computer tomography
(CT, Fig. 1a), as well as subsequent magnetic resonance
imaging (MRI, Figs. 2 and 3) of the head revealed a right
cerebellar mass. A cranial CT also performed in relation
with a domestic fall 3.5 years earlier already showed a small
hypodense lesion in the same location (Fig. 1b). Due to
the increase in size and the increasing mass effect of the
lesion, with compromised cerebrospinal fluid (CSF) out-
flow, surgery was recommended. The operation was per-
formed with the patient under general anesthesia and in
a prone position. After suboccipital craniotomy, access to
the tumor was gained. The tumor was found to be hard and
very bloody and was removed circumferentially. Despite its
proximity to the tentorium, the tumor was located strictly
intra-axially.
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The patient was extubated on the first postoperative day
without any new focal neurological deficit; however, mo-
bilisation was difficult and the patient was only discharged
from the intensive care unit on the seventh postoperative
day. The patient unexpectedly succumbed 3 days later, most
likely due to a pulmonary embolism.

Imaging

The cranial CT upon admission (Fig. 1a) revealed a well-
circumscribed right cerebellar mass. In retrospect, the lesion
had already been apparent on a previous cranial CT per-
formed 3.5 years earlier. At that time the lesion appeared to
be much smaller (Fig. 1b). On T2 weighted images from the
current MRI (Fig. 2a) the lesion had a multicystic lobulated
matrix and presented with a space-occupying effect and sur-
rounding hyperintense signal alterations in fluid attenuated
inversion recovery images (FLAIR, not shown) extending to
the contralateral side. The local mass effect included a dis-
placement of the fourth ventricle and consecutive signs of
an obstructive hydrocephalus with enlargement of the lat-
eral ventricles and the third ventricle and a periventricular
oozing (not shown). On native T1 weighted images (Fig. 2b)
the lesion was hypointense. On T1 weighted images after
administration of gadolinium the walls of the cystic com-
ponents as well as the nodular parts of the lesion showed
homogeneous and intense contrast enhancement (Fig. 2c).
The lesion had a broad-based contact to the inconspicuously
configured tentorium cerebelli (Fig. 2d). The nodular parts
of the mass showed signs of high perfusion and hypervascu-
larisation in the MRI-perfusion relative cerebral blood vol-
ume (rCBV) map compared to normal brain tissue (Fig. 3a).
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Fig. 1 Axial cranial CT images at admission (a) in soft tissue window
showed a well-circumscribed mass lesion located in the right cerebellar
hemisphere (arrowhead). The patient had another cranial CT 3.5 years
prior to admission (b). In retrospect, the lesion was already detectable
(arrowhead) but appeared much smaller

Fig. 2 Axial T2 weighted im-
ages (a) showed a space-oc-
cupying lesion (arrowhead)
composed of cystic as well as
solid components, surrounded
by a perifocal oedema. On axial
native T1 weighted images (b)
the lesion (arrowhead) appeared
hypointense when compared to
the cerebellar tissue. On axial (c)
and sagittal (d) T1 weighted im-
ages after administration of
gadolinium the solid portions
of the lesion show marked and
homogeneous contrast enhance-
ment(c, arrowhead). The lesion
displayed extended contact to
the tentorium without any lin-
ear meningeal thickening or
adjacent enhancement (d, ar-
rowhead)

On diffusion weighted images (b-value=1000, Fig. 3b), the
lesion did not show any signs of restricted diffusion.

Differential Diagnosis

Hemangioblastoma

Hemangioblastomas are benign (WHO grade I), slow grow-
ing, vascular and relatively rare (7%) neoplasms of the pos-
terior fossa. Second to metastasis, they are the most com-
mon posterior fossa tumor in adults [1]. Even though large
case series reported an age peak for hemangioblastomas
between 30 and 65 years old, the prevalence for heman-
gioblastomas in patients >65 years old has been reported
with up to 13.6% [2]. Hemangioblastomas occur in both
sporadic and multiple forms, whereas the multiple form is
associated with von Hippel-Lindau (VHL) disease [3]. In
VHL hemangioblastomas are usually located in the poste-
rior fossa (60–76%) and four different morphological types
of hemangioblastomas have been described: solid (48%),
cystic (26%), cystic with mural nodules (21%), and both
cystic and solid (5%) [1]. The clinical presentation largely
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Fig. 3 Corresponding relative cerebral blood volume (rCBV) maps (a)
show increased perfusion (arrowhead) of the nodular portions of the
lesion compared to normal brain tissue. On diffusion weighted images
with a b-value=1000 (b), the lesion did not show any signs of restricted
diffusion (arrowhead)

depends on the degree of mass effect with a long history
(6–10 months) of minor symptoms followed by a sudden
exacerbation due to high intracranial pressure (50% of pre-
sentations), most often related to cerebrospinal fluid (CSF)
obstruction [1, 4]. Radiological features include a well-
circumscribed hypointense to isointense T1-weighted and
hyperintense T2-weighted mass, with intense contrast en-
hancement of the nodular parts as well as vascular flow
voids in the surrounding tissue. The cysts contain fluid
slightly hyperintense to CSF fluid in T1-weighted images
without a contrast-enhancing wall [5, pp. 606–609].

In the present case, we considered hemangioblastoma to
be a valid differential diagnosis. The radiological features
of the cerebellar mass matched with many of the described
patterns especially the hypervascularisation and the cystic
components of the lesion. Furthermore, the slow size pro-
gression in the past 3.5 years was in line with the diagnosis
of a nonmalignant tumor.

Solitary Fibrous Tumor of the Dura

The solitary fibrous tumor of the dura replaces the tumor
entity previously referred to as hemangiopericytoma since
the 5th edition of the WHO classification of CNS tumors
from 2021 [6]. With only about 0.4% of all CNS tumors it
is very rare and mainly occurs around the age of 40 years
(20–65 years). Depending on the subtype and the tumor
size the symptoms can vary; most commonly headaches fol-
lowed by seizures, visual dysfunction and motor weakness
have been reported [7]. Solitary fibrous tumors of the dura
are thought to originate from mesenchymal spindle cells
and are located mostly along the occipital dura, originating
from the falx or tentorium cerebelli with or without a du-
ral tail sign. They often show signs of hypervascularisation
including prominent flow voids [5, p. 605]. In a case series
by Zhou et al. 39 patients with anaplastic hemangioperi-

cytomas (former WHO grade III) were analysed by their
MRI appearance. The image findings included lobulations/
cross-leaf growth, necrosis and cystic changes, a rare dural
tail sign, bleedings, more significant oedema and damage
of the nearby skull as well as extracranial metastases [8].

In our patient some of the imaging features of solitary
fibrous tumors of the dura, more precisely of the former
subtype anaplastic hemangiopericytoma were present. Nev-
ertheless, the lesion showed no sign of osseous infiltration
or metastases and had a slow growth progression. This dif-
ferential diagnosis had to be considered, yet it seemed less
likely due to the lack of dural involvement and the advanced
age of the patient.

Meningioma

Meningiomas account for about 20% of all intracranial tu-
mors with a peak incidence at 45–55 years old [9]. They
are most commonly located supratentorially but are also
found in approximately 9–15% of patients in the poste-
rior fossa [10]. Usually, they demonstrate as an extra-ax-
ial, well-circumscribed, contrast enhancing (in about 90%)
mass with broad-based dural attachement and CSF cleft. In
nonenhanced cranial CT they are mostly hyperdense (70%)
to isodense (30%) and in 25% with homogeneous, sand-
like or sprinkled calcifications. Additionally, hyperostotic
or permeative sclerotic bone changes are possible. In non-
enhanced MRI they have an isointense to minimally hyper-
intense signal in T1w and variable signal in T2w images and
are often surrounded by a perifocal oedema (60%). Within
highly vascular meningiomas T2-flow voids are seen. The
typical dural tail sign can be found but is not specific.
Furthermore, cysts (2–4%), necrosis and hemorrhage are
also possible but uncommon features [11]. Atypical (WHO
grade II) and anaplastic/malignant (WHO grade III) menin-
giomas tend to be more aggressive and account for about
10% of meningiomas. Unlike WHO grade I meningiomas,
they are indistinct from or infiltrate the brain parenchyma.
Image morphological differentiation of the meningioma-
types is hardly possible, but a large perifocal oedema and
a low apparent diffusion coefficient (ADC) indicates high-
grade variants [11].

In our patient, the mass showed a small contact zone
with the tentorium but neither a dural tail nor osseous in-
volvement was present. Furthermore, the lesion seemed to
be located intra-axially, which, together with the perifo-
cal oedema, would point in the direction of an atypical
or anaplastic meningioma (WHO grade II/III). Considering
the clinical course and the morphology of the underlying
lesion, the diagnosis of a meningioma seemed possible but
not very likely.
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Brain Metastases

Brain metastases occur in 20–40% of systemic tumor dis-
eases with a peak prevalence at 65 years and older. They
are less commonly located in the cerebellum (15%) and
the brainstem but still account for the most common ma-
lignancies of the posterior fossa (around 75%) in adults
[12, 13]. Most commonly, the primary malignancies in
infratentorial metastases are lung and breast cancers. In
melanomas, posterior fossa metastases are very rare [14,
15]. Brain metastases can be asymptomatic or lead to a va-
riety of neurological symptoms especially seizures and local
mass effect-induced symptoms [16]. The imaging features
of brain metastasis are quite variable. Most commonly, they
present as oval nodular or ring-enhancing lesions with a per-
ilesional oedema. They can also contain central necrotic/
cystic portions [5, p. 755]. In perfusion imaging, they of-
ten present with elevated rCBV compared to normal brain
tissue. Even though several entities such as renal cell car-
cinoma or melanoma show hypervascular metastases, pro-
nounced flow voids are uncommon in brain metastasis [17].
The slow growth progression of the cerebellar lesion over
the course of 3.5 years made this diagnosis highly unlikely
in our patient.

Histology and Immunohistochemistry

In the hematoxylin and eosin (H&E) stained sections of
the formaldehyde-fixed and paraffin-embedded biopsy ma-
terial, fragments of a highly vascular tumor were found
(Fig. 4). The vascular cells within the tumor are more abun-
dant than the neoplastic stromal cells. The immunohisto-

Fig. 4 Hematoxylin and eosin (H&E) stain showed a tumor with two
major components. The neoplastic stromal cells were partially vacuo-
lated. The vascular cells appeared more abundant. Asterisks indicate
vascular lumen, arrows the neoplastic stromal component. Scale bar:
50µm

chemical reaction against CD34 marks the endothelial layer
of these vessels but not the stromal cells (Fig. 5). Most ves-
sels are small in diameter and are best termed “capillary”.
In addition, larger vessels appear within the tumor too. The
stromal tumor cells lying between the capillaries often ex-
hibit a roundish nucleus of moderate chromatin density.
Only a few tumor cells show a hyperchromatic, atypical
nucleus. Mitotic figures are scarce within the tumor cells,
in line with a low proliferative activity of less than 1%, as
shown in the immunohistochemical staining against Ki-67
(Fig. 6).

Moreover, many tumor cells exhibit medium to large cell
bodies with multiple vacuoles (Fig. 7). A smaller portion
of the tumor cells has a slightly epithelioid appearance-
and grows in a more solid pattern. Many smaller and fresh

Fig. 5 CD34 immunoreactivity was only present in the endothelium of
the numerous vessels but not in the stromal cells. Asterisk indicates vas-
cular lumen. The arrow points to the CD34-positive endothelial layer.
Scale bar: 50µm

Fig. 6 Staining against the proliferation marker Ki-67 showed only
isolated positive cells. Scale bar: 50µm
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Fig. 7 Many tumor cells exhibited a characteristic multi-vacuolated
cytoplasm. Scale bar: 50µm

Fig. 8 Neoplastic stroma cells were strongly stained in the immuno-
histochemical reaction for inhibin alpha. Scale bar: 50µm

Fig. 9 Immunohistochemical reactions against EMA (a) and STAT6 (b)
remained negative. Scale bar: 50µm

hemorrhages can be multifocally observed. Hemosiderin
deposits as a sign of older bleedings are not seen. Most tu-
mor cells show a strong signal in the immunohistochemical
reaction for inhibin alpha (Fig. 8). Immunohistochemical
reactions against the epithelial membrane antigen (EMA,
Fig. 9a) and STAT6 remain negative (Fig. 9b). Furthermore,
gliotic altered cerebellar brain tissue is found in the border
regions of the biopsy. This brain tissue appears sharply de-
marcated from the adjacent tumor tissue. In summary, the
histopathological finding of a tumor with two major compo-
nents, namely neoplastic stromal cells that appear partially
vacuolated and abundant vascular cellularity, leads to the
diagnosis of a hemangioblastoma, CNS WHO grade I.

Diagnosis

Hemangioblastoma (WHOGrade I)

Hemangioblastomas are rare benign neoplasms that account
for less than 2% of all intracranial tumors. They typi-
cally occur in the cerebellum (up to 76%; like in the out-
lined case) and are less frequent in the brainstem or along
the spinal cord [1, 18]. Most hemangioblastoma cases oc-
cur sporadically or less commonly associated with VHL
syndrome [19]; however, about 70–80% of VHL patients
exhibit hemangioblastomas of the central nervous system
(CNS). VHL-associated hemangioblastomas tend to appear
at a younger age than sporadic forms (30–40 years vs.
50–70 years), but both are primarily seen in adults [20].
In the described case, VHL was not known, and the pa-
tient’s age was 89 years which is older than the age-related
peak incidence but still not uncommon for sporadic cases
[19].

The differential diagnosis for highly vascular tumors
with a low proliferation rate includes a solitary fibrous tu-
mor (SFT; formerly known as hemangiopericytoma), CNS
WHO grade 1, as well as an angiomatous meningioma, CNS
WHO grade I [6]. The SFTs are also rare tumors within the
CNS that make up less than 1% of all CNS tumors. They
are usually found supratentorial, superficial, and closely re-
lated to the meninges [21]; however, there are rare cases
reported with a cerebellopontine localization of SFTs [22].
Peak incidence occurs between 50 and 70 years [23, 24].
On the histopathological level, SFTs are characterized by
prominent, branching, and staghorn-shaped blood vessels
and randomly arranged spindled-ovoid monomorphic cells
between these vessels. Molecularly, SFTs show a genomic
inversion at the 12q13 locus leading to a NAB2:STAT6 fu-
sion. This fusion conditions a solid nuclear expression of
STAT6, which can be detected and seen as an immunohis-
tochemical hallmark of SFTs [25]. In the above-explained
case, the missing nuclear STAT6 expression and the cere-
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bellar localization of the tumor make the diagnosis of an
SFT unlikely.

Angiomatous meningiomas are a meningioma variant
graded as CNS WHO grade 1. Meningiomas per se are
a frequent entity of brain tumors (37.6% of all CNS tumors)
occurring most likely in older patients. The risk increases
with age [26]. In the angiomatous variant, numerous blood
vessels often represent a greater portion than the menin-
gioma cells themselves [6]. The blood vessels are often
thick-walled and hyalinized. The tumor cells exhibit a pos-
itive signal in the immunohistochemical reaction for EMA.
EMA immunohistochemistry can help identify the occa-
sionally sparse tumor cells between the blood vessels and
exclude differential diagnoses, such as hemangioblastoma,
where tumor cells are negative for EMA.

In the current case, clinicians also thought about the clin-
ical presentation of a brain metastasis. Indeed, histologi-
cally, hemangioblastomas can present hypercellular, and the
vacuolation of the tumor cells can impress as a clear cell
component that resembles metastatic renal clear cell carci-
noma [6]. In such cases, immunohistochemistry for renal
clear cell carcinoma markers such as renal cell carcinoma
marker (RCCm) or CD10 may help differentiate these enti-
ties. In addition, the fact that patients with VHL syndrome
tend to develop renal cell carcinomas can make it neces-
sary to exclude a cerebral metastasis with the mentioned
immunohistochemistry [27].

Funding Open Access funding enabled and organized by Projekt
DEAL.

Declarations

Conflict of interest S. Rau, M. Frosch, M.J. Shah, M. Prinz, H. Ur-
bach, D. Erny and C.A. Taschner declare that they have no competing
interests.

Ethical standards All investigations described in this manuscript were
carried out with the approval of the responsible ethics committee and
in accordance with national law and the Helsinki Declaration of 1975
(in its current revised form). Informed consent was obtained from the
patient in this case if identifiable from the images or other information
within the manuscript.

Open Access This article is licensed under a Creative Commons At-
tribution 4.0 International License, which permits use, sharing, adapta-
tion, distribution and reproduction in any medium or format, as long as
you give appropriate credit to the original author(s) and the source, pro-
vide a link to the Creative Commons licence, and indicate if changes
were made. The images or other third party material in this article are
included in the article’s Creative Commons licence, unless indicated
otherwise in a credit line to the material. If material is not included
in the article’s Creative Commons licence and your intended use is not
permitted by statutory regulation or exceeds the permitted use, you will
need to obtain permission directly from the copyright holder. To view
a copy of this licence, visit http://creativecommons.org/licenses/by/4.
0/.

References

1. Kuharic M, Jankovic D, Splavski B, Boop FA, Arnautovic KI.
Hemangioblastomas of the Posterior Cranial Fossa in Adults:
Demographics, Clinical, Morphologic, Pathologic, Surgical Fea-
tures, and Outcomes. A Systematic Review. World Neurosurg.
2018;110:e1049–62.

2. Yoon JY, Gao A, Das S, Munoz DG. Epidemiology and clinical
characteristics of hemangioblastomas in the elderly: An update.
J Clin Neurosci. 2017;43:264–6.

3. Gläsker S, Klingler JH, Müller K, Würtenberger C, Hader C, Zent-
ner J, Neumann HP, Velthoven VV. Essentials and pitfalls in the
treatment of CNS hemangioblastomas and von Hippel-Lindau dis-
ease. Cent Eur Neurosurg. 2010;71:80–7.

4. Ho VB, Smirniotopoulos JG, Murphy FM, Rushing EJ. Radiologic-
pathologic correlation: hemangioblastoma. AJNR Am J Neurora-
diol. 1992;13:1343–52.

5. Osborn AG, Hedlund GL, Salzmann KL. Osborn’s Brain – 2nd Edi-
tion, 2. Aufl., Urban & Fischer Verlag/Elsevier GmbH. 2019.

6. Louis DN, Perry A, Wesseling P, Brat DJ, Cree IA, Figarella-
Branger D, Hawkins C, Ng HK, Pfister SM, Reifenberger G, Soffi-
etti R, von Deimling A, Ellison DW. The 2021 WHO Classification
of Tumors of the Central Nervous System: a summary. Neuro
Oncol. 2021;23:1231–51.

7. Smith AB, Horkanyne-Szakaly I, Schroeder JW, Rushing EJ. From
the radiologic pathology archives: mass lesions of the dura: be-
yond meningioma-radiologic-pathologic correlation. Radiograph-
ics. 2014;34:295–312.

8. Zhou JL, Liu JL, Zhang J, Zhang M. Thirty-nine cases of intracra-
nial hemangiopericytoma and anaplastic hemangiopericytoma:
a retrospective review of MRI features and pathological findings.
Eur J Radiol. 2012;81:3504–10.

9. Willis J, Smith C, Ironside JW, Erridge S, Whittle IR, Everington D.
The accuracy of meningioma grading: a 10-year retrospective audit.
Neuropathol Appl Neurobiol. 2005;31:141–9.

10. Kunimatsu A, Kunimatsu N, Kamiya K, Katsura M, Mori H,
Ohtomo K. Variants of meningiomas: a review of imaging findings
and clinical features. Jpn J Radiol. 2016;34:459–69.

11. Watts J, Box G, Galvin A, Brotchie P, Trost N, Sutherland T. Mag-
netic resonance imaging of meningiomas: a pictorial review. In-
sights Imaging. 2014;5:113–22.

12. Grossman R, Ram Z. Posterior Fossa Intra-Axial Tumors in Adults.
World Neurosurg. 2016;88:140–5.

13. Nayak L, Lee EQ,Wen PY. Epidemiology of brain metastases. Curr
Oncol Rep. 2012;14:48–54.

14. Dou Z, Wu J, Wu H, Yu Q, Yan F, Jiang B, Li B, Xu J, Xie Q, Li C,
Sun C, Chen G. The Infratentorial Localization of Brain Metastases
May Correlate with Specific Clinical Characteristics and Portend
Worse Outcomes Based on Voxel-Wise Mapping. Cancers (Basel).
2021;13:324.

15. Kalkanis SN, Kondziolka D, Gaspar LE, Burri SH, Asher AL,
Cobbs CS, Ammirati M, Robinson PD, Andrews DW, Loeffler JS,
McDermott M, Mehta MP, Mikkelsen T, Olson JJ, Paleologos NA,
Patchell RA, Ryken TC, Linskey ME. The role of surgical re-
section in the management of newly diagnosed brain metastases:
a systematic review and evidence-based clinical practice guideline.
J Neurooncol. 2010;96:33–43.

16. Weaver BD, Jensen RL.Metastasis to the posterior fossa. In: Could-
well W, editor. Skull base surgery of the posterior fossa. Cham:
Springer; 2018.

17. Fink KR, Fink JR. Imaging of brain metastases. Surg Neurol Int.
2013;4(Suppl 4):S209–19.

18. Bisceglia M, Muscarella LA, Galliani CA, Zidar N, Ben-Dor D,
Pasquinelli G, la Torre A, Sparaneo A, Fanburg-Smith JC, Lam-
ovec J, Michal M, Bacchi CE. Extraneuraxial Hemangioblastoma:

K

http://creativecommons.org/licenses/by/4.0/
http://creativecommons.org/licenses/by/4.0/


Freiburg Neuropathology Case Conference 319

Clinicopathologic Features and Review of the Literature. Adv Anat
Pathol. 2018;25:197–215.

19. Nguyen HS, Doan NB, Gelsomino M, Shabani S, Awad AJ,
Kaushal M, Mortazavi MM. Intracranial hemangioblastoma –
A SEER-based analysis 2004-2013. Oncotarget. 2018;9:28009–15.

20. Cheng J, Liu W, Hui X, Zhang S, Ju Y. Pediatric central nervous
system hemangioblastomas: different from adult forms? A retro-
spective series of 25 cases. Acta Neurochir (Wien). 2017;159:1603–11.

21. Mena H, Ribas JL, Pezeshkpour GH, Cowan DN, Parisi JE. Heman-
giopericytoma of the central nervous system: a review of 94 cases.
Hum Pathol. 1991;22:84–91.

22. Tashjian VS, Khanlou N, Vinters HV, Canalis RF, Becker DP. He-
mangiopericytoma of the cerebellopontine angle: a case report and
review of the literature. Surg Neurol. 2009;72:290–5.

23. Fritchie K, Jensch K, Moskalev EA, Caron A, Jenkins S, Link M,
Brown PD, Rodriguez FJ, Guajardo A, Brat D, Velázquez Vega JE,
Perry A,WuA, Raleigh DR, Santagata S, Louis DN, Brastianos PK,
Kaplan A, Alexander BM, Rossi S, Ferrarese F, Haller F, Gian-
nini C. The impact of histopathology and NAB2-STAT6 fusion sub-
type in classification and grading of meningeal solitary fibrous tu-
mor/hemangiopericytoma. Acta Neuropathol. 2019;137:307–19.

24. Macagno N, Vogels R, Appay R, Colin C, Mokhtari K, French
CNS SFT/HPC Consortium, Dutch CNS SFT/HPC Consortium,
Küsters B, Wesseling P, Figarella-Branger D, Flucke U, Bouvier C.
Grading of meningeal solitary fibrous tumors/hemangiopericytomas:
analysis of the prognostic value of the Marseille Grading System in
a cohort of 132 patients. Brain Pathol. 2019;29:18–27.

25. Koelsche C, Schweizer L, Renner M, Warth A, Jones DT, Sahm F,
Reuss DE, Capper D, Knösel T, Schulz B, Petersen I, Ulrich A,
Renker EK, Lehner B, Pfister SM, Schirmacher P, von Deimling A,
Mechtersheimer G. Nuclear relocation of STAT6 reliably predicts
NAB2-STAT6 fusion for the diagnosis of solitary fibrous tumour.
Histopathology. 2014;65:613–22.

26. Ostrom QT, Cioffi G, Gittleman H, Patil N, Waite K, Kruchko C,
Barnholtz-Sloan JS. CBTRUS Statistical Report: Primary Brain and
Other Central Nervous System Tumors Diagnosed in the United
States in 2012–2016. Neuro Oncol. 2019;21(Suppl 5):v1–100.

27. KimWY,KaelinWG. Role of VHL gene mutation in human cancer.
J Clin Oncol. 2004;22:4991–5004.

K


	Freiburg Neuropathology Case Conference
	Case Report
	Imaging
	Differential Diagnosis
	Hemangioblastoma
	Solitary Fibrous Tumor of the Dura
	Meningioma
	Brain Metastases

	Histology and Immunohistochemistry
	Diagnosis
	Hemangioblastoma (WHO Grade I)

	References


