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Introduction

Anaplastic meningiomas (WHO grade 3)
are rare, highly aggressive tumours.
Extracranial or scalp presentation is
exceptional and often init ially mistaken
for primary skin or metastatic
carcinoma. We describe a case with
atypical cl inical presentation and
delayed molecular characterization
revealing a heterozygous CDKN2A
deletion.

Case

A 58-year-old man was referred in 2012
after a biopsy for a rapidly enlarging
scalp lesion. Pathology revealed a large
cell undifferentiated anaplastic
malignancy. Subsequent neuroimaging
showed a right frontoparietal extra-axial
mass invading the calvarium and
subcutaneous tissue, compatible with a
meningioma. En bloc resection including
dura and bone was performed, followed
by adjuvant radiotherapy 56Gy.
Histopathology confirmed an anaplastic
meningioma (WHO grade 3) with marked
atypia and high mitotic index. The
postoperative course was complicated by
a severe left sided sensory and motoric
hemiplegia and CSF fistula which
required revision surgery. Postoperative
hemiparesis improved after
multidisciplinary rehabil i tation, with a
residual weakness in the left sided
plantar flexors and extensors (KPS 80-
90). Next-generation sequencing (2024)
of archival t issue identif ied a
heterozygous CDKN2A deletion. At last
fol low-up (164 months) the patient
remains free of recurrence, but cl inically
deteriorated in the last 2 years with
predominantly paresis of the left lower
limb and associated ataxia (KPS 60-70).
This has been attributed to the late term
effect of the EBRT.

This case i l lustrates a rare scalp presentat ion of an anaplast ic meningioma

with transosseous extension and long-term disease control af ter surgery and

radiotherapy. The presence of a heterozygous CDKN2A delet ion, whi le not

diagnost ic for grade 3 meningioma, may indicate increased biological

aggressiveness. Late molecular prof i l ing can provide valuable insights into

tumour biology and help ref ine prognost ic assessment and fol low-up strategies.
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Conclusion

Anaplastic meningioma presenting as a 

scalp mass with heterozygous CDKN2A 

deletion: a 13-year recurrence-free 

survival

Fig 1. Initial presenting MRI scan revealing a large extra-axial lesion in the right frontal 

region. There is evident trans-osseous invasion into subcutaneous tissue and overlying 

skin. 

Fig 2. Follow-up MRI 13 years after initial resection. 


