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Letters to Editor

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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Sudden death in a case of 
lateral medullary syndrome

Sir
We report a case of sudden death in a case of lateral 
medullary syndrome (LMS). Sudden unexpected death 
is an unusual event in LMS.[1�2] A 39-year-old male,
a chronic smoker, presented with vertigo, dysphagia, 
hoarseness of voice, and imbalance while walking of 
6 hours duration. On examination, his blood pressure was 
140/90 at admission and the neurological examination 
revealed sensory loss on the right side of the face and 
left half of the body with right-sided cerebellar signs, 
conforming to right LMS. A non contrast computed 
tomography (CT) scan showed an infarct in the right 
inferior cerebellum and a CT angiography showed non 
visualisation of the right vertebral with a thrombus 
extending into the proximal basilar artery [Figure 1]. The 
proximal right vertebral artery was well visualised in the 
CT angiography. Considering the risk of progression to 
complete basilar artery occlusion, the patient was taken in 
for an intra-arterial (IA) thrombolysis after full informed 
consent was obtained. A selective right vertebral artery 
catherisation was done. A 5 mg bolus of r-tPA was injected 
over a period of 1 min. This was followed by a slow infusion 
of 20 mg r-tPA. However, after an infusion of 4 mg of r-tPA 
after the bolus, the patient had a sudden cardiorespiratory 
arrest. He succumbed despite resuscitative measures.

A non contrast cranial CT scan was repeated, which did 
not show any hemorrhagic transformation.

Recent reports have described unexpected sudden 
cardiorespiratory arrest in lateral medullary infarction 
during convalescence after a stroke with minimal motor 
disability.[3�5] Various mechanisms have been postulated 
for the sudden cardiorespiratory arrest in LMS including 
cardiac arrhythmia[3] and ischemic penumbra affecting 
the cardiac and respiratory centers of the medulla.[4]

A recent neuropathological study of Þ ve patients disclosed 
ischemic lesions in the solitary tract nuclei of the medulla 
after subacute hypoperfusion of the brain during acute 
heart failure.[6] It was speculated that these medullary 

lesions caused autonomic instability, which precipitated 

death. In our case, a sudden unexpected cardiorespiratory 
arrest occurred during IA thrombolysis in an otherwise 
haemodynamically stable patient. The mechanism of the 
arrest could not be ascertained since monitoring could not 
be done during the procedure. Sudden death in the presence 
in LMS is often puzzling and mandates close monitoring of 
the cardiac and respiratory functions in patients with LMS.
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Parenchymal brain cysts 
in Schimmelpenning–
Feuerstein–Mims syndrome
Sir,
A 10-year-old girl presented with verrucous epidermal 

Figure 1: CT angiography [Volume rendered image, (inset-Maximum 
intensity projection image)] showing an occluded right vertebral artery 

with the thrombus extending into the proximal basilar artery (arrow)
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