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minor injured brain in Group I was shown in Figure 3. 
In Group II  (n = 15), the minor injured brains’ number 
was found as 2  (13.33%). On the other hand, the 
number of moderately injured brains’ parenchyma 
in Group  I cow brain was estimated as 5  (33.33%). 
Despite that, the number of moderately injured brains 
in Group  II was found as 9  (60%). The number of 
severe injury was found as 4  (26.67%) in Group  II. 
The severe injury of Group  II cow brain was shown 
in Figure  4. The number of same injury was found as 
1 (6.67%) in Group I.

In conclusion, easily performing the biopsy procedure 
and protecting of the brain tissue with use of open biopsy 
separator are feasible as shown in this experimental 
study.
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Afebrile Seizures as Initial Symptom of Hypocalcemia Secondary to 
Hypoparathyroidism

Although the presentation of hypocalcemia due to DGS 
is mainly seen during neonatal period, presentation later 
in life has been reported usually precipitated by extreme 
stress.[4] Nearly 90% of the affected individuals have a 
deletion at the long arm of chromosome 22 and 80%–90% 
of those deletions are de novo mutations.[2,3] Genetic testing 
for that deletion is considered an important hallmark in 
the workup for DGS. Regrettably, it was not done in the 
case in question. I presume that if that genetic testing was 
accomplished and it revealed that chromosomal deletion, 
the case in question would be dually advantageous. On 
one hand, it could be considered a novel case report in 
Greece, since afebrile seizures presenting as an early 
manifestation of hypoparathyroidism in DGS patient has 
not been reported in the pediatric literature so far. On the 
other hand, it would support the notion that in a child 
with hypocalcemia, considering the hypothesis of DGS, 
even if there are no other manifestations, is important both 
for clinical diagnosis and management and for genetic 
counseling.[5]

Sir,
I have two comments on the interesting case report 
by Gkampeta et  al. on 7.5‑year‑old female child 
presented with afebrile seizures as an initial symptom of 
hypocalcemia secondary to hypoparathyroidism.[1]

First, the authors mentioned that the absence of 
cardiac defects, absence of distinct facial features, 
and unremarkable medical history during neonatal 
period helped them exclude the diagnosis of DiGeorge 
syndrome (DGS).[1] Nevertheless, I presume that DGS still 
represents an important differential diagnosis in the case in 
question necessitating appropriate workup. My assumption 
is based on the following point. It is obvious that DGS often 
presents with hypocalcemia during the neonatal period and 
it is associated with other characteristic features, including 
developmental delay, congenital heart anomalies, primary 
hypoparathyroidism, aplasia or hypoplasia of the thymus, 
and a dysmorphic face.[2] Truly, the clinical features of 
DGS are highly variable between individuals; some have 
subtle findings, whereas others are severely affected.[3] 
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Second, it would be also appropriate to seek out other 
causes for the studied patient, including mitochondrial 
disorders (several of these associated with parathyroid 
dysfunction) or mutations in the calcium‑sensing receptor.
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Headache, Facial Palsy, and Diplopia: An Unusual Presentation of 
Ruptured Distal Anterior Cerebral Artery Aneurysm

vascular pathology, she was referred to our center. 
At presentation, she was conscious, alert without any 
focal motor power deficit. However, she had right 
sixth nerve and lower motor neuron type seventh nerve 
palsy (House and Brackmann grade IV) [Figure 1d]. On 
CT angiography, there was a saccular aneurysm at the 
junction of pericallosal and callosomarginal artery on the 
left side [Figure 1c]. She underwent bifrontal craniotomy 
with clipping of the aneurysm. The perioperative period 
was uneventful. The right seventh nerve palsy improved 
completely at 3‑month follow‑up with partial recovery 
of the sixth nerve [Figure 1e].

Cranial nerve involvement in cases of subarachnoid 
hemorrhage is commonly due to the mechanical 
pressure by the aneurysm. Unilateral oculomotor nerve 
palsy due to mechanical compression by posterior 
communicating‑internal carotid artery aneurysm has been 
described in literature.[2] The oculomotor nerve palsy has 
variable outcome with clipping and coiling and at times, 
the recovery may not be complete.[2,3] Lower motor neuron 

Sir,
Intracerebral aneurysms may present with cranial 
nerve paresis in more than 20% cases. Nerve fibers 
may be compressed mechanically by the aneurysm 
sac or by the bleed from the ruptured aneurysm.[1] 
However, the involvement of cranial nerves far away 
from the ruptured aneurysm is unusual. Here, we are 
discussing a case with unilateral sixth and seventh 
nerve palsy following ruptured distal anterior cerebral 
artery aneurysm who clinically improved after 
surgery.

A 30‑year‑old lady presented with a history of sudden 
onset headache and right side facial weakness. Initially, 
she was treated by a local physician with the diagnosis 
of stroke. There was no other comorbid illness. The day 
after the event, she had developed diplopia on looking 
toward the right side. Initial computed tomography (CT) 
scan showed intraventricular hemorrhage, anterior 
interhemispheric bleed with perimesencephalic 
hemorrhage  [Figure  1a and b]. In suspicion of some 
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