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[ Abstract] Background and purpose: Epithelioid glioblastoma (EGBM) is a rare subtype of glioblastoma. This study aimed
to learn more about the clinical, radiological and pathological features of EGBM. Methods: This study retrospectively analyzed 10
cases of EGBM verified by surgery at Huashan Hospital North from 2014 to 2019, including clinical manifestations, histological and
radiological features and relevant literatures. Results: The mean age of patients with EGBM was 42.2 years, and the mean symptom
duration was 60.3 days. Headache, dizziness and focal neurological dysfunction were the most common symptoms and signs.
Supratentorial locations, heterogeneous enhancement and peritumoral brain edema were the common features of EGBM detected
by magnetic resonance imaging (MRI), and concurrent with cystic change in about 40.0% patients. Histologically, all of EGBM had
epithelioid components, and some of them also had rhabdoid components. Most of glioma biomarkers, such as glial fibrillary acidic
protein (GFAP), S100 and P53, were positive in EGBM. Some of epithelioid biomarkers, such as epithelial membrane antigen (EMA),
were also positive, while isocitrate dehydrogenase-1 (IDH-1) was negative. Eight cases were followed up, though they had different
prognosis, EGBM in some patients recurred and metastasized quickly, while others had long overall survival (OS). Median OS and
progression-free survival (PFS) were 17.0 and 14.0 months, respectively. Conclusion: EGBM is a rare type of glioblastoma with

some distinct clinical and radiological features, however, its diagnosis depends on pathological and immunohistochemical findings.
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Surgery and postoperative chemoradiotherapy are nowadays still the main treatment methods of EGBM. The different prognosis of

EGBM may be due to the different molecular biological subtypes. The molecular biological feature, such as BRAF V600E mutation,

may influence the diagnosis and treatment of EGBM in the future, which needs further study.
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Tab. 1 Clinical characteristics of ten cases of EGBM

C?Efmber Agelyear Gender Sgﬁﬁg g’gg Symptom and sign T;lrlf(liosri;gcatlon Treatment Pathology Outcome
1 58 Female 1 week Weakness of right ~ Left parietal lobe, Total resection, EGBM Recurred 14 months
upper limb 3 cm chemoradiotherapy after operation,
died 17 months
after operation
2 41 Female 5 months Headache Left temporal lobe, Total resect.mn, EGBM Recurred 30 months
Scm chemoradiotherapy after operation,
suffered second
operation and
chemoradiotherapy,
now alive 68 months
after first operation
3 47 Male 2 months Headache Left To}tlal resezt'lorlll, EGBM Recurred 45 months
frontotemporal chemoradiotherapy i after operation,
region, 4 cm xanthomatou suffered second
changes operation and
chemoradiotherapy,
then suffered third
operation after
9 months, died
59 months after
first operation
4 36 Male 3 weeks Headache and Left parietal lobe, Total resection, Epithelioid/  Alive 57 months
dizziness 5Scm chemoradiotherapy rhabdoid after operation
GBM
5 30 Female 20 days Headache Right frontal lobe, Total resection Epithelioid/ Recurred 5 months
S5cm rhabdoid after operation,
GBM died 8 months
after operation
6 46 Male 1 month Weakness of Right frontal lobe, Total resection, Epithelioid/ Lung metastasis
left limb 4cm chemoradiotherapy ~ tahdoid occurred 7 months
GBM after operation,
then suffered lung
tumor resection,
and liver metastasis
occurred again,
died 12 months
after operation
7 67 Male 2 months No symptom Right temporal Total resection, Epithelioid/ Recurred 6 months
during a routine lobe, 4 cm radiotherapy rhabdoid after operation,
examination GBM died 9 months
after operation
8 38 Male 1 day Numbness of right ~ Right basal Total resection EGBM Alive 17 months
upper limb and ganglion, after operation
speech dysfluency 4 cm
9 37 Male 2 weeks Headache and Right frontal lobe, Total resection EGBM Lost to follow-up
dizziness Scm
10 22 Female 8 months Headache and Right Total resection Epithelioid/ Lost to follow-up
dizziness parieto-occipital, rhabdoid
lobe 6 cm GBM
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E 1 EGBMHIEEIMRIFIL
Fig. 1 The representative MRI presentation of EGBM

A: The left parietal tumor with iso- or hypo-signal on T1-weighted image; B: The tumor with a little hyper-signal on T2-weighted image, cystic
change and moderate peritumoral edema; C: The tumor with obviously heterogeneous signals after contrast administration; D: Total tumor resection

shown in MRI enhancement 3 months after operation
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Fig.2 The histological and immunohistochemical presentation of EGBM

A: The tumor was composed of epithelioid cells (H-E staining, x400); B: The tumor was composed of rhabdoid cells (H-E staining, x400); C: Tumor
cells are immunopositive for GFAP (x400); D: Tumor cells are immunopositive for EMA (x400)



118

AR, & RRRERRE 3 4BRREE OPIR &S H S )

1.0

0.8

0.6

oS

0.44

0.24

0.04

0.00 20.00 40.00 60.00
t/month

1.0

0.8

0.6

PFS

0.44

0.24

0.04

0.00 10,00 20,00 3000 4000 50.00 60.00

t/month

3 XABIRE T HEGBMIEHI{E A Kaplan-Meierik 4 H lIOSHPFS gh £: E
Fig. 3 The Kaplan-Meier curves of OS and PFS in our group

A: The median and mean OS of EGBM were 17.0 months and 37.5 months by Kaplan-Meier method; B: The median and mean PFS were 14.0 months

and 26.0 months
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