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thickened arachnoid. Cord was anteriorly adherent at 
D4 level. There was kinking and lateral rotation of the 
cord. Cord herniation through the small dural defect 
was identiÞ ed and reduction was done by microsurgery 
and the defect was closed with teß on graft. Patient had 
good recovery and was able to ambulate with support. 
Postoperative MRI revealed good reduction of the 
herniation and restoration of normal anatomy [Figure 2].

Idiopathic anterior spinal cord herniation (SCH) is a 
rare cause of thoracic myelopathy.[1,3-5] SigniÞ cant delay 
between the onset of symptoms and surgery is probably 
due to two factors: Rarity of the lesion and the entity 
often being misdiagnosed initially as posterior intradural 
arachnoid cyst. [2] The mechanisms for the dural defect is 
still uncertain. The proposed mechanisms include: Minor 
trauma, duplication of the dura, rupture from prolapsed 
disc, congenital dural defect, and pressure erosion 
from the physiologically closely applied midthoracic 
cord to anterior dura.[2-4] Regardless of the mechanism, 
progressive herniation of the cord occurs as a result of of 
cerebrospinal ß uid pulsations as well as negative epidural 
pressure.[2,3] This results in progressive neurological 
symptoms. In addition tethering of the cord restricts the 
normal movements of spinal cord associated with ß exion 
of the spine.[6] The resultant traction of the cord may also 
be a contributory factor for the progressive neurological 
deÞ cits. Other factors that may contribute to progressive 
myelopathy include distortion of the cord and cord 
ischemia. Though spontaneous spinal cord herniation is a 
very rare entity, early recognition and timely intervention 
can lead to good neurological recovery.
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Recurrent atypical 
meningioma seeding to 
surgical scar

Sir,
Meningiomas are common intracranial extra-axial 
tumors and are benign in character. Surgery is considered 
curative and the recurrence rate for Simpson�s Grade 1 
resection is less than 10%. In 0.1% of the cases, 
meningiomas may show extra-cranial metastasis, 
occurring mostly in the lungs, liver, and lymph nodes. [1] 

We report a rare case of atypical meningioma seeding to 
a surgical scar from a previous craniotomy.

Figure 2: T2-weighted MRI spine axial view after surgical reduction 
showing well-reduced and straightened cord with no kink

Figure 3: T2W sagittal MRI after surgery showing straightened cord 
with no kink
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A 48-year-old lady presented with a 2-month history 
of left side body weakness and headaches. On 
examination, she had left hemiparesis and papilloedema. 
Magnetic resonance imaging (MRI) showed a right 
temporoparietal lesion having a thin dural tail and 
homogenous enhancement with gadolinium [Figure 1]. 
The patient underwent a right temporoparietal 
craniotomy and Simpson�s Grade I excision of the 
lesion. Post-operative scans showed no residual tumor 
[Figure 2]. Histopathology revealed atypical meningioma 
(World Health Organization [WHO] Grade II). The 
patient returned to us after 1 year with recurrent left 
hemiparesis. Repeat MRI scans showed tumor recurrence.
A re-exploration craniotomy was carried out and a 
Simpson Grade I resection was again completed. She 
made an uneventful recovery and histopathology 
again showed features of atypical meningioma (WHO 
Grade II).

A follow-up examination 6 months after the second 
surgery showed no local recurrence. However, there 
was a lump overlying the scar in an area unrelated 
to underlying burr holes or tumor resection margin 

[Figure 3]. A repeat computed tomography (CT) scan 
showed no evidence of intracranial recurrence but a small 
soft tissue extra cranial lump was obvious [Figure 4]. 
The lump was excised and sent for histopathology, 
which confirmed it to be metastasis from atypical 
meningioma [Figure 5]. Follow-up visits for 2 years were 
unremarkable.

Figure 1: Pre-operative MRI scan (T1WI) saggital images with gadolinium 
enhancement showing left parietal convexity meningioma

Figure 2: Post-operative MRI scan (T1WI) showing no residual tumor

Figure 3: Visible subcutaneous lump

Figure 4: CT scan at third presentation showing no residual tumor, but a 
small soft tissue lump over the craniotomy site (marked with black dot)

Figure 5: Intra-operative picture showing excision of lump
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Meningioma is a tumor that rarely metastasizes. 
Metastasis can occur through CSF, blood, or lymphatic 
spread. However, in our case, iatrogenic spread of the 
tumor cells during surgery resulted in skin seeding 
just under the scar of the previous incision and had no 
relation with the original lesion. To our knowledge, only 
5 cases of iatrogenic seeding of meningioma have been 
reported. Of these, for 3 cases the site was the scalp and 
for the remaining two, it was the temporalis muscle and 
the graft donor site in the abdomen.[2�6] Ludeman, et al., 
reported a case of meningioma in an 11-year-old boy of 
the right frontal region involving the frontal bone.[3] Six 
months after surgery, subcutaneous metastasis developed 
over the scalp. Akai, et al., reported a case of a 70-year-
old woman with meningioma of the falx extending to 
the frontal bone that recurred in ethmoid sinus 2 years 
after the resection and was removed through a transfacial 
approach.[2] Six months later, the patient presented with 
scalp metastasis under skin incision. Ozer, et al., report a 
case of a 45-year-old female with peritorcular meningioma 
who underwent a resection.[6] Two years later, she 
developed a subcutaneous lump over pin site, which on 
exploration, proved to be metastases. All 3 cases were 
of atypical meningioma on histopathology and received 
radiotherapy. Our patient did not receive radiotherapy at 
any stage of treatment. It is difÞ cult to suggest possible 
reasons for such seeding but cell dissemination during 
surgery seems to be the most plausible explanation.

In conclusion, atypical meningiomas carry a risk of 
dissemination during surgery. Neurosurgeons should 
be aware of the possibility of iatrogenic seeding of the 
tumor, which may present as scalp swelling.
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Topiramate and 
rhegmatogenous retinal 
detachment
Sir,
We read with interest the letter by Dey et al., about 
Topiramate and Rhegmatogenous Retinal Detachment 
(RRD).[1] It is a good observation. However, we disagree 
with the basic presumption that topiramate caused the 
RRD which these two patients have suffered. Flashes of 
light and ß oaters are signs of acute posterior vitreous 
detachment (PVD) and that is associated with RRD. [2,3] 
The two patients had these symptoms. The second 
patient had lattice degeneration which itself is a risk 
factor for RRD.[4]

The mention that RRD was just barraged with laser
in the Þ rst patient in both eyes also needs explanation. 
The argument that topiramate causes ciliochoroidal 
effusion and subsequent angle closure is a known 
side-effect.[5-8] But RRD occurs due to a different 
pathomechanism involving PVD, occurrence of a retinal 
hole and subretinal ß uid.[9] Not all patients of RRD need 
to be having preexisting retinal tears.

We conclude that trying to associate use of topiramate 
and RRD is far fetched and may unduly influence 
physicians not to use the drug in myopes.
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