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Only 12 (9.6%) of the mothers had consumed folic 
acid within 28 days of conception and none before 
conception. In patients who have a family history 
of an NTD, folic acid taken orally on a daily basis 
is shown to lower the occurrence and recurrence of 
NTDs in their own offspring and in their relatives. The 
Medical Research Council (Group MRCVSR 1991)[11] 
was the first to prove conclusively that when women 
who had had a previous child affected by an NTD 
took 4.0 mg of folic acid daily, beginning 3 months 
before conception, there was a 70% reduction in the 
recurrence in subsequent offspring.
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Neuroimaging and clinical presentation of stroke 
developing concurrently with herpes zoster
Sir,
A 48‑year‑old woman admitted to our center with 
complaints of right‑sided facial weakness, lisping, and 
apathetic mood changes which started abruptly 2 days 
ago. Her complaints had not progressed and because of 
her social problems she had not applied to another health 
center earlier. On her medical history, it was learned that 

she was on follow‑up due to the type 2 diabetes mellitus 
for 2 years, and she had been suffering from reoccurring 
oral shingles (approximately bimonthly) which had 
occurred this time concurrently to her neurological 
symptoms on her left anguli oris. Physical examination 
was normal except left oral vesicular lesions compatible 
with herpes zoster (HZ) [Figure 1]. Neurological 
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examination revealed right‑sided central facial paralysis, 
and she was disregarding her complaints that were 
evaluated as apathetic. Cranial magnetic resonance 
imaging (MRI) showed diffusion restriction in left corona 
radiata and basal ganglia in the territory of lenticulostriate 
arteries. MRI did not yield any other chronic lesion 
[Figure 2]. With the diagnosis of stroke, intravenous 
heparin, and oral aspirin therapy were started. Cranial 
computed tomography angiography, performed the same 
day, revealed normal left M1 (middle cerebral artery first 
segment). Further investigations for etiological evaluation 
were unremarkable (Hemogram, Biochemistry, B12, folate, 
lipid profile, Coagulation Mutation Panel [Factor2,5,7,8, 
MTHFR, prothrombin G20210A mutation, Factor V 
Leiden], echocardiography, 24 h Holter monitoring). 
Hence, she was discharged with aspirin 300 mg therapy 
and the suggestions of dermatology outpatient control. 
In the follow‑up, her neurological condition improved 

moderately; MRI 1 year after did not show any lesion other 
than sequel region in stroke site and neuropsychological 
assessment revealed normal cognitive functions.

HZ is an infection occurring due to reactivation of varicella 
zoster virus (VZV) from its latent state in sensory ganglia, 
including trigeminal ganglion.[1] Over the past decades, 
various reports of vascular disease associated with VZV 
reactivation have been published. On the other hand, 
although its role in vasculopathy has been elucidated 
significantly in pediatric population, the clinical 
manifestations and incidence of VZV vasculopathy in 
adults has still need to be clarified.[2] Breuer et al. suggested 
HZ as an independent risk factor for vascular disease in 
the result of their retrospective cohort study.[1] Based on 
the previous reports, they argued a possible cranial artery 
pathology developing due to VZV infection arising via 
afferent branches of the trigeminal nerve.[1,2] They also 
argued inflammatory response associated with VZV 
infection as another mechanism that can be responsible 
preferentially from transiently (in the short term period) 
increased risk of stroke following HZ.[1,3] In this report, I 
present a rare case at whom concurrent HZ was found 
to be the most probable risk factor for stroke. Botulinum 
toxin A resulted as normal including left M1, however, a 
possible arterial pathology in lenticulostriate arteries may 
be overlooked. At this point, I would like to emphasize 
that not any additional lesion was seen on MRI at the 
time of incidence as well as in the 1st year follow‑up MRI, 
which may suggest a transient and local vascular flow 
problem as the responsible pathomechanism of stroke. 
In my opinion, a local thrombotic process associated with 
the VZV inflammation may be the most likely etiological 
factor rather than an extensive pathology of vasculopathy Figure 1: Erythematous vesicular lesions in left oral mucosa (arrows)

Figure 2: (a) Diffusion-weighted imaging and apparent diffusion coefficient sequences showing restricted diffusion in the corona radiata and 
basal ganglia corresponding to the territories of the left lenticulostriate arteries. (b) Fluid attenuation inversion recovery sequences showing 
hyperintensity in the same regions. (c) Brain tomography angiography showing intact left M1 segment
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as hypothesized by Minassian et al.[3] The association 
between HZ and stroke has been clearly revealed in recent 
large case studies, however underlying pathogenesis has 
not been clarified yet.[2,4] Gathering these knowledges, 
this report constitutes a considerably rare, detailed 
clinical‑neuroimaging illustration of this co‑occurrence. 
Thus, this case may probably give important points 
regarding the pathogenesis of stroke in association with 
acute HZ. However, future prospective studies including 
results of conventional angiography and pathological 
investigations need to be conducted to clarify this issue. 
Finally, through this demonstrative case, I would again 
point out the importance of HZ among etiological factors 
of stroke and remark keeping in mind HZ during the 
routine evaluation process of stroke patients.
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Sir,
Spinal extradural arachnoid cysts are a rare cause 
of progressive compressive myelopathy. These can 
be congenital or acquired as a result of trauma or 
inflammation. We report a rare case of a large lumbosacral 
extradural arachnoid cyst compressing the cauda equina 
resulting into the secondary neurogenic bladder.

A 45‑year‑old female patient presented in the OPD 
with the complaints of recurrent attacks of burning 
micturition and low back pain. The pain was mild, 
dull aching in nature, and was radiating to the right 
lower limb. Although the pain was present for the last 

Spinal extradural arachnoid cyst: A rare cause of 
neurogenic bladder

10–12 years, it had gradually increased in severity for the 
last 1–2 years. History of lumbar puncture anesthesia for 
cesarean section 15 years back was present. Neurological 
examination revealed mild right lower limb weakness. 
No evidence of gait abnormality or abnormal sensory 
levels. No bowel related symptoms were present.

Ultrasound showed bilateral mild to moderate 
hydronephrosis  [Figures  1 and 2] with dilated both 
ureters up to the lower end. The left kidney was 
small in size with scarring at the lower pole. Urinary 
bladder showed thickened and trabeculated wall 
with a small outpouching in the right lateral wall, 
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