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ABSTRACT
Objectives: Subarachnoid hemorrhage (SAH) is a serious pathology with a high death and morbidity rate. There can be a relationship 
between hydromyelia and hydrocephalus following SAH; however, this subject has not been well investigated.

Materials and Methods: Twenty‑four rabbits (3 ± 0.4 years old; 4.4 ± 0.5 kg) were used in this study. Five of them were used as the control, 
and five of them as the SHAM group. The remaining animals (n = 14) had been used as the study group. The central canal volume values at the 
C1‑C2 levels, ependymal cells, numbers of central canal surfaces, and Evans index values of the lateral ventricles were assessed and compared.

Results: Choroid plexus edema and increased water vesicles were observed in animals with central canal dilatation. The Evans index of the 
brain ventricles was 0.33 ± 0.05, the mean volume of the central canal was 1.431 ± 0.043 mm3, and ependymal cells density was 5.420 ± 879/mm2 
in the control group animals (n = 5); 0.35 ± 0.17, 1.190 ± 0.114 mm3, and 4.135 ± 612/mm2 in the SHAM group animals (n = 5); and 0.44 ± 0.68, 
1.814 ± 0.139 mm3, and 2.512 ± 11/mm2 in the study group (n = 14). The relationship between the Evans index values, the central canal volumes, 
and degenerated ependymal cell densities was statistically significant (P < 0.05).

Conclusions: This study showed that hydromyelia occurs following SAH‑induced experimental hydrocephalus. Desquamation of ependymal 
cells and increased cerebrospinal fluid secretion may be responsible factors in the development of hydromyelia.
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INTRODUCTION

Blood vessels in the subarachnoid space tear as a result of 
different pathophysiological factors and lead to subarachnoid 
hemorrhage  (SAH).[1] In humans, strokes are caused by 
SAH in between 5% and 10% of cases;[2] nevertheless, it has 
disastrous consequences. Intraventricular hemorrhage and 
hydrocephalus can occur with SAH; hence, SAH is a complex 
illness, and a large portion of its pathophysiology is yet 
unknown. Currently, there are reports that COVID‑19 infection 
may be a predisposing factor for SAH.[3] There is a correlation 
between SAH and hydrocephalus.[4] The central canal of the 
spinal cord is the continuation of the cerebral ventricles 
in the spinal cord. Blood in the ventricular system induces 
hydrocephalus.[5,6] Stripped ependymal cells and ruptured 
subependymal basement membrane fragments can cause 
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an occluded aqueduct[7] and lead to hydrocephalus following 
SAH.[7] There have been used many terms for hydromyelia, 
such as “central canal syrinx,” “syringohydromyelia,” and 
“idiopathic localized hydromyelia.” Those lesions are cavities 
within the spinal cord.[8] These cavities can be divided into 
communicating and noncommunicating forms. Meanwhile, 
a focal dilatation of the central canal is called hydromyelia.[9] 
Some hydrocephalus can be associated with hydromyelia.

Technological breakthroughs have been observed in the 
current medical practice.[10] In intracranial SAH, blood reaches 
the spinal central canal and spinal subarachnoid distance due 
to cerebrospinal fluid (CSF) circulation, and despite advances 
in medical technology,[11] the pathogenesis of hydromyelia 
associated with hydrocephalus following SAH is still not 
clear. Investigating the relationship between hydrocephalus 
and hydromyelia following experimental SAH was the aim 
of this study.

MATERIALS AND METHODS

The study was approved by the local Ethical Committee. 
Twenty‑four rabbits (3 ± 0.4 years old; 4.4 ± 0.5 kg) were 
used in this study. Five of them were used as control and five 
of them were SHAM groups. The remaining animals (n = 14) 
were injected with autologous blood into their lateral 
ventricles and had been decapitated after 4  weeks of 
follow‑up. Then, the brains of all animals were examined 
histopathologically.

Experiment protocol
Before performing surgery, 0.2  mL/kg of the anesthetic 
mixture  (ketamine hcl, 150  mg/1.5  mL; xylazine hcl, 
30 mg/1.5 mL; and distilled water, 1 mL) was subcutaneously 
injected. Anesthesia was produced with isoflurane 
administered using a face mask. Animals in the study group 
had autologous blood (1 mL) drawn from the auricular arteries 
and injected using a 22‑Gauge needle over a minute into the 
lateral ventricles through the occipital horns. In the SHAM 
group, 1 mL of serum saline was injected into the lateral 
ventricles. After being followed for 21  days, the animals 
were sacrificed as in the study by Celiker et al.[12] The brains 
and cervical spinal cords of all animals were removed and 
examined histopathologically.

Histopathological procedures
Because stereological techniques are helpful for extrapolating 
three‑dimensional structural volumes from planar 
measurements on two‑dimensional slice pictures, they were 
applied in this investigation.[13] It was evaluated according to 
the previously published study.[14] All brains were sectioned 
coronally at the levels of the biparietalconus to calculate the 

Evans index, the ependymal cell density of the ventricular 
surfaces of the aqueducts, and the aqueduct volumes. To 
estimate the Evans index, the figures of animals were taken 
on the prepared forms of glass lamellae, and bifrontal 
cornual indexes were calculated using mini‑squared papers. 
The brain ventricles in a rabbit of the control group and the 
Evans index estimation method are shown in Figure 1a‑A. 
The changes in an animal of the SHAM group in Figure 1b‑B 
and the study group in Figure 1a‑C are seen. Figure 1a‑D 
shows the left brain ventricles of an animal of the control 
group. For the central canal volume and ependymal cell 
estimation calculation, longitudinal sections were done at 
the C1‑2 levels. Then, these sections were embedded in 
paraffin blocks. They were stained with the hematoxylin and 
eosin method and glial fibrillary acidic protein method and 
sectioned of 5 mm consecutively in the numbers of 20–50. 
The cylinder method was used to evaluate the volumes 
of the central canal. Tissue samples were cut into several 
parallel pieces from one side of the aqueduct to the other, 
and volumes were determined using the cylinder method 
according to the formula, V = hπ [(x + y + z)/3]2 [Figure 1b], 
as in the study by Yolas et al.[7]

Statistical analysis
The differences in the values in the control, SHAM, and SAH 
groups were statistically compared using SPSS® Statistical 
Software Package version 21 (IBM Corporation, Somers, NY, 
USA). All data were reported as the mean standard deviation. 
The Mann–Whitney U‑test was used for data analysis, and 

Figure 1: (a) shows the brain ventricles in a rabbit of the control group and 
the Evans index estimation method (ligth microscopy (LM), H and E, ×2/A), 
SHAM (LM, H and E, ×2/B) study animals (LM, H and E, ×2/C). (D) The left 
brain ventricles of an animal of the control group (LM, H and E, ×4/D). (b) 
Histopathological appearances of the spinal cord and central canal (LM, H 
and E, ×4/A), radius (r = (x + y + z)/3/B) of the central canal, central canal 
surface/volume estimation formula (LM, H and E, ×20/C) in an animal of 
the control group. CC: Central canal, EC: Ependymal cell, Vcc: Central canal 
volume. H and E: Hematoxylin and eosin
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nonnormal distribution was detected. At P = 0.05, differences 
were deemed significant.

RESULTS

In the histopathological evaluation of the spinal cord and 
central canal, there was no central canal enlargement in 
normal animals, while minimal central canal dilatation 
was observed in the SHAM group and advanced central 
canal dilatation in the study group  [Figure  2a]. Although 
minimal central canal enlargement in the SHAM group 
animals has occurred, ependymal cell desquamation 
and subependymal basal membrane rupture were not 
observed [Figure 2b]. In the animals in the study group, the 
findings of advanced central duct dilation, ependymal cell 
desquamation, and subependymal basal membrane rupture 
were noted [Figure 3].

Numerical results
In this study, the Evans index of the brain ventricles values, 
central canal volumes, and degenerated ependymal cell 
densities were evaluated. The Evans index of the brain 
ventricles was 0.33  ±  0.05, mean volumes of the central 
canal was 1.190 ± 0.114 mm3, and ependymal cells density 
was 5.420 ± 879/mm2 in the control group animals (n = 5); 
0.35 ± 0.17, 1.431 ± 0.043 mm3, and 4.135 ± 612/mm2 
in the SHAM group animals  (n  =  5); and 0.44  ±  0.68, 
1.814  ±  0.139 mm3, and 2.512  ±  11/mm2 in the study 
group (n = 14) [Table 1]. The statistically significant difference 
observed between the control and SHAM groups was 
P < 0.005 and between the SHAM and study groups was 
P < 0.0005, control/study: P <0.00001. Ventriculomegaly was 

defined as radiographic evidence of progressive ventricular 
dilatation. The Evans index, the relationship between central 
canal volumes, and degenerated ependymal cell densities 
were found to be significant between the SHAM and study 
groups.

DISCUSSION

Key results
This study indicates that hydromyelia can occur following 
SAH‑induced experimental hydrocephalus. The upper cervical 
central canal dilatation, desquamation of ependymal cells, 
destruction of the subependymal basement membrane, and 
accumulation of blood cells in the subependymal basement 
membrane were observed in animals with hydrocephalus 
secondary to ventricular hemorrhage.

Central canal and ependymal cells changes following 
hydrocephalus secondary to subarachnoid hemorrhage
It is assumed that hydrocephalus following SAH occurs by 
three main pathways: (1) anatomic obstruction or block of 

Table 1: The Evans index of the brain ventricles values, central 
canal volumes, and degenerated ependymal cell densities in the 
control, SHAM, and study groups

Evans index 
of the brain 
ventricles

Mean volumes 
of the central 
canal  (mm3)

Ependymal 
cells density 

(/mm2)
Control group 0.33±0.05 1.190±0.114 5.420±879
SHAM group 0.35±0.17 1.431±0.043 4.135±612
Study group 0.44±0.68 1.814±0.139 2.512±11
Statistical results were shown. The difference was significant between Control and 
SHAM: (P<0.005), SHAMand study (P<0.0005), Control and study (P<0.00001)

Figure 3: Histopathological appearances of the spinal cord and dilated central 
channel (LM, H and E, ×4/A), degenerated‑desquamated ependymal cells (DEC), 
and ruptured subependymal basal membrane (RSBM) of the central canal (LM, 
H and E, ×20/B) in the spinal cord in an animal with SAH. H and E: Hematoxylin 
and eosin. DEC: Degenerated‑desquamated ependymal cells, RSBM: Ruptured 
subependymal basal membrane. CC: central canal

Figure 2: (a) The central canals of the three groups are seen in an animal of 
the control group, (A) partially dilated in the SHAM, (B) and dilated in the 
study group (C) (LM, glial fibrillary acidic protein, ×4). (b) Histopathological 
appearances of the spinal cord and central canal  (LM, H and E, ×4/A), 
EC (LM, H and E, ×20/B) in a SHAM animal. H and E: Hematoxylin and eosin. 
CC: Central canal, EC: Ependymal cell
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the path of CSF‑like aqueduct by hemorrhage, (2) reduced 
absorption from impaired arachnoid granulations,[15,16] and (3) 
increased secretion of CSF.[5] All of these events may occur 
following ventricular hemorrhage. Ventricular hemorrhage 
may occur after SAH. In ventricular hemorrhage, the 
blood may obstruct the aqueduct, and hydrocephalus may 
occur. According to reports, subarachnoid blood can cause 
arachnoiditis and arachnoid scarring; both of which can 
result in hydrocephalus. Intracranial hematoma volume is a 
factor that impacts postoperative results and the prognosis 
of patients.[17] Intraventricular blood following SAH causes 
dangerous changes in the choroid plexus  (CP).[5,6,18] The 
CP has numerous important functions.[18] The CPs are the 
main source of CSF[19] and are highly vulnerable to damage 
in SAH.[18] SAH may lead to choroidal artery vasospasm.[18] 
The consequence of these changes is the obstruction of 
the aqueduct and hydrocephalus.[7] Ischemic damage of the 
ependymal occurs following SAH.[7] In Figure 3, the central 
canals in an animal of the control group (A), partially dilated 
in the SHAM (B) and dilated in the study group, are seen. It is 
well‑known that a dilated central canal or hydromyelia may 
result in spinal cord atrophy.

Spinal subarachnoid hemorrhage and central canal 
dilatation
The anatomy of the human spinal column is intricate.[20] 
SAH may impair the flow of blood to the spine,[21] and cause 
bloody CSF, and the bloody or highly proteinous CSF may 
lead to neural degeneration,[22] spinal arachnoiditis,[23] and 
spinal cord ischemia.[24] Neuronal loss and glial cell reactivity 
may be occurred by spinal cord ischemia.[25] These ischemic 
changes may be responsible for developing changes in 
the spinal cord. The neuronal injury occurs by the blood 
in the subarachnoid space and hemoglobin degradation 
products[26] because disruption in neural signal processing 
and transmission may occur after SAH.[27] Maintaining 
normal spinal cord activity and tissue integrity requires 
constant oxygen delivery and CO2 clearance.[25] The balance 
between cell death and cell growth is essential for all tissues, 
particularly for the nervous system,[28] spinal cord, and 
nerves.[25] Spinal cord movement and cord systolic expansion 
also produce significant local CSF flow, which can be 
disturbed in a patient with syringomyelia or hydromyelia. In 
Chiari malformation, altered CSF circulation at the foramen 
magnum leads to instantaneous pressure disequilibration 
between the intracranial and spinal subarachnoid space. 
This situation may be responsible for the initiation of 
syringomyelia formation.[29] Many patients with Chiari 
malformation develop syringomyelia; however, central canal 
dilation or hydromyelia may also occur. It was previously 
suggested that there is a huge plastic potential in the human 
nervous system.[30] There are some cases with syringomyelia 

caused by arachnoiditis secondary to SAH in the literature.[31] 
Central canal dilatation may be associated with intracranial 
hydrocephalus. This study shows that central canal dilatation 
may occur by disruptions in the ependymal cell in animals 
with hydrocephalus secondary to SAH. Following SAH, the 
developing hydrocephalus and syringomyelia require an 
understanding of the physiology and anatomy of the CSF 
and water pathways between the brain and spinal cord. 
Figure  3 shows the histopathological appearances of the 
spinal cord and dilated central channel (LM, H and E, ×4/A), 
degenerated‑desquamated ependymal cells, and ruptured 
subependymal basal membrane of the central canal  (LM, 
H and E. ×20/B) in the spinal cord in an animal with SAH. 
The present study has importance because currently, the 
epidemic of COVID‑2019 (SARS‑CoV‑2) is a big problem in 
the world. SAH may also occur after COVID‑19 infection.[32]

Limitations
It is not possible to detect the cellular and histopathological 
changes following SAH in the human spinal cord; the 
experimental animal studies show the cellular[33] and 
histopathological changes; however, the experimental 
studies may not accurately represent the human diseases.[34] 
In this study, the radiologic and clinical evaluation of animals 
was not performed. Intracranial pressure and cerebral 
perfusion pressure values in the animals were not evaluated. 
Statistically significant differences were observed between 
the control and SHAM groups (P < 0.005); we think that saline 
injection in the SHAM group can, sometimes, be harmful.[35] 
Figure 2b shows a minimal central canal enlargement in the 
SHAM group animals. The sample number is limited in this 
study. A statistician needs more cases to conduct statistical 
analysis.[36] The animals of each group are not equal in this 
study. Equal sample sizes can give a greater power to detect 
differences.[37] Given the limited access to the vital human 
spinal cord cells,[38] we think that the findings of the animal 
study such as present are valuable.

CONCLUSIONS

Knowledge of the condition and its implications is essential 
for successfully managing the patient with SAH. Scientific 
concepts serve as a framework for our clinical practice.[39] 
The treatment of patients with hydromyelia requires an 
understanding of CSF pathways between the brain and spinal 
cord. The finding of this study is interesting, and little is known 
about spinal consequences after ventricular hemorrhage. 
Our study provides indirect evidence that increased CSF 
flow occurs from an intracranial area into the central canal, 
following hydrocephalus with SAH. This increased CSF flow 
may be the impetus for the expansion of the central canal to 
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produce hydromyelia. The main pathological findings may be 
disruption of the ependymal layer. The enlarged central canal 
may be related to the increased flow of CSF from the cerebral 
subarachnoid space into the central canal. If we consider the 
nervous system as a great orchestra,[40] the impairment of 
cerebral autoregulation or orchestral situations may occur 
in SAH. Our study suggests that ependymal cell disruption 
following hydrocephalus‑induced SAH may have a role in the 
pathogenesis of central canal dilation. Its dilatation likely 
due to increased intraspinal pressure was observed. The 
mechanism we found in our study based on the desquamation 
of ependymal cells and subependymal membrane rupture has 
not been published in the literature. The brain and spinal 
cord are inseparable parts of the central nervous system 
that should be considered together in SAH. In hydromyelia 
development secondary to hydrocephalus following SAH, 
desquamation of ependymal cells, subependymal basement 
membrane destruction, and blood cell accumulation in the 
subependymal basement membrane seem to have a role. 
More studies are required.

Financial support and sponsorship
Nil.

Conflicts of interest
There are no conflicts of interest.

REFERENCES

1.	 Kanat A, Aydin MD, Bayram E, Kazdal H, Aydin N, Omeroglu M, et al. 
A new determinant of poor outcome after spontaneous subarachnoid 
hemorrhage: Blood pH and the disruption of glossopharyngeal nerve‑carotid 
body network: First experimental study. World Neurosurg 2017;104:330‑8.

2.	 Ozdemir B, Kanat A, Ozdemir V, Batcik OE, Yazar U, Guvercin AR. 
The effect of neuroscientists on the studies of autonomic nervous 
system dysfunction following experimental subarachnoid hemorrhage. 
J Craniofac Surg 2019;30:2184‑8.

3.	 Batcik OE, Kanat A, Cankay TU, Ozturk G, Kazancıoglu L, Kazdal H, 
et al. COVID‑19 infection produces subarachnoid hemorrhage; acting 
now to understand its cause: A  short communication. Clin Neurol 
Neurosurg 2021;202:106495.

4.	 Kanat A. Pathophysiology of acute hydrocephalus after subarachnoid 
hemorrhage. World Neurosurg 2014;82:e386‑7.

5.	 Kanat A, Turkmenoglu O, Aydin MD, Yolas C, Aydin N, Gursan N, et al. 
Toward changing of the pathophysiologic basis of acute hydrocephalus 
after subarachnoid hemorrhage: A preliminary experimental study. World 
Neurosurg 2013;80:390‑5.

6.	 Aydin  MD, Kanat A, Turkmenoglu  ON, Yolas  C, Gundogdu  C, 
Aydın N. Changes in number of water‑filled vesicles of choroid plexus 
in early and late phase of experimental rabbit subarachnoid hemorrhage 
model: The role of petrous ganglion of glossopharyngeal nerve. Acta 
Neurochir (Wien) 2014;156:1311‑7.

7.	 Yolas C, Ozdemir NG, Kanat A, Aydin MD, Keles  P, Kepoglu U, 
et al. Uncovering a new cause of obstructive hydrocephalus following 
subarachnoid hemorrhage: Choroidal artery vasospasm‑related 
ependymal cell degeneration and aqueductal stenosis‑first experimental 
study. World Neurosurg 2016;90:484‑91.

8.	 Yolas C, Kanat A. Recrudescence of the syringomyelia after surgery 
of Chiari malformation type  1 with duraplasty. Br J Neurosurg 
2020;34:697‑700.

9.	 Abdallah  A. Correlation of hydromyelia with subarachnoid 
hemorrhage‑related hydrocephalus: An experimental study. Neurosurg 
Rev 2021;44:1437‑45.

10.	 Kanat A, Tsianaka E, Gasenzer ER, Drosos E. Some interesting points 
of competition of x‑ray using during the greco‑ottoman war in 1897 
and development of neurosurgical radiology: A  reminiscence. Turk 
Neurosurg 2022;32:877‑81.

11.	 Kanat A, Ozdemir AV, Ozdemir B, Gasenzer ER. Hippocratic Oath and 
the contemporary neurosurgical practice. Rize Tip Derg 2023;1:1‑3.

12.	 Celiker M, Kanat A, Aydin MD, Ozdemir D, Aydin N, Yolas C, et al. 
First emerging objective experimental evidence of hearing impairment 
following subarachnoid haemorrhage; Felix culpa, phonophobia, 
and elucidation of the role of trigeminal ganglion. Int J Neurosci 
2019;129:794‑800.

13.	 Aydin MD, Kanat A, Yilmaz A, Cakir M, Emet M, Cakir Z, et al. The 
role of ischemic neurodegeneration of the nodose ganglia on cardiac 
arrest after subarachnoid hemorrhage: An experimental study. Exp 
Neurol 2011;230:90‑5.

14.	 Yolas C, Kanat A, Aydin MD, Turkmenoglu ON, Gundogdu C. Important 
casual association of carotid body and glossopharyngeal nerve and lung 
following experimental subarachnoid hemorrhage in rabbits. First report. 
J Neurol Sci 2014;336:220‑6.

15.	 Kanat A. Letter to the editor regarding “predictors of shunt‑dependent 
hydrocephalus after aneurysmal subarachnoid hemorrhage? A systematic 
review and meta‑analysis”. World Neurosurg 2017;108:963.

16.	 Kanat A. Letter to the editor. Shunt dependency following aSAH. 
J Neurosurg 2018;18:1‑2.

17.	 Yilmaz A, Musluman AM, Kanat A, Cavusoglu H, Terzi Y, Aydin Y. 
The correlation between hematoma volume and outcome in ruptured 
posterior fossa arteriovenous malformations indicates the importance 
of surgical evacuation of hematomas. Turk Neurosurg 2011;21:152‑9.

18.	 Yilmaz A, Aydin MD, Kanat A, Musluman AM, Altas S, Aydin Y, et al. 
The effect of choroidal artery vasospasm on choroid plexus injury 
in subarachnoid hemorrhage: Experimental study. Turk Neurosurg 
2011;21:477‑82.

19.	 Aydin MD, Kanat A, Karaavci NC, Sahin H, Ozmen S. Water‑filled 
vesicles of choroid plexus tumors. J Craniofac Surg 2019;30:2171‑3.

20.	 Guvercin AR, Arslan E, Hacifazlioglu C, Kanat A, Arslan EA, Yazar U. 
Age‑  and gender‑related radiological changes of the cervical spine: 
A  study with largest magnetic resonance imaging database of 5672 
consecutive patients. J Craniovertebr Junction Spine 2023;14:84‑92.

21.	 Kazdal H, Kanat A, Aydin MD, Yazar U, Guvercin AR, Calik M, et al. 
Sudden death and cervical spine: A new contribution to pathogenesis 
for sudden death in critical care unit from subarachnoid hemorrhage; 
first report – An experimental study. J Craniovertebr Junction Spine 
2017;8:33‑8.

22.	 Aydin MD, Kanat A, Yolas C, Soyalp C, Onen MR, Yilmaz I, et al. Spinal 
subarachnoid hemorrhage induced intractable miotic pupil. A reminder 
of ciliospinal sympathetic center ischemia based miosis: An experimental 
study. Turk Neurosurg 2019;29:434‑9.

23.	 Önder A, Serarslan Y, Aydin MD, Kanat A, Gürsan N, Yolaş C. Spinal 
arachnoiditis and the axonal degeneration of the spinal nerve roots due 
to ischemia induced by vasospasm: An experimental study. J Neurol 
Sci. 2009;26:416‑23.

24.	 Kanat A, Yilmaz A, Aydin MD, Musluman M, Altas S, Gursan N. Role 
of degenerated neuron density of dorsal root ganglion on anterior spinal 
artery vasospasm in subarachnoid hemorrhage: Experimental study. Acta 
Neurochir (Wien) 2010;152:2167‑72.

25.	 Kilic M, Aydin MD, Demirci E, Kilic B, Yilmaz I, Tanriverdi O, et al. 
Unpublished neuropathologic mechanism behind the muscle weakness/
paralysis and gait disturbances induced by sciatic nerve degeneration 



Yardim, et al.: Hydromyelia and subarachnoid hemorrhage

258 Journal of Craniovertebral Junction and Spine / Volume 14 / Issue 3 / July‑September 2023

after spinal subarachnoid hemorrhage: An experimental study. World 
Neurosurg 2018;119:e1029‑34.

26.	 Kanat A, Aydin Y. Selection of cerebral aneurysms for treatment using 
Guglielmi detachable coils: The preliminary university of Illinois at 
Chicago experience. Neurosurgery 1999;45:670‑4.

27.	 Ozturk C, Kanat A, Aydin MD, Yolas C, Kabalar ME, Gundogdu B, 
et  al. The impact of L5 dorsal root ganglion degeneration and 
Adamkiewicz artery vasospasm on descending colon dilatation following 
spinal subarachnoid hemorrhage: An experimental study; first report. 
J Craniovertebr Junction Spine 2015;6:69‑75.

28.	 Yolas  C, Kanat A, Aydin  MD, Altas  E, Kanat  IF, Kazdal  H, et  al. 
Unraveling of the effect of nodose ganglion degeneration on the coronary 
artery vasospasm after subarachnoid hemorrhage: An experimental study. 
World Neurosurg 2016;86:79‑87.

29.	 Yilmaz A, Kanat A, Musluman AM, Colak  I, Terzi Y, Kayacı S, 
et al. When is duraplasty required in the surgical treatment of chiari 
malformation type I based on tonsillar descending grading scale? World 
Neurosurg 2011;75:307‑13.

30.	 Gasenzer  ER, Kanat A, Nakamura M. The influence of music on 
neurosurgical cases: A neglected knowledge. J Neurol Surg A Cent Eur 
Neurosurg 2021;82:544‑51.

31.	 Abel  TJ, Howard MA 3rd, Menezes A. Syringomyelia and spinal 
arachnoiditis resulting from aneurysmal subarachnoid hemorrhage: 
Report of two cases and review of the literature. J Craniovertebr Junction 
Spine 2014;5:47‑51.

32.	 Kanat A, Turgut M, de Divitiis O. Letter to the editor regarding “kissing 
aneurysms: Radiological and surgical difficulties in 30 operated cases 
and a proposed classification”. World Neurosurg 2022;160:120‑1.

33.	 Ozdemir  B, Kanat  A, Kazdal  H. Deneysel beyin yaralanma 
modelleri experimental cerebral injury models. Turk Norosirurji Derg 
2020;30:308‑11.

34.	 Kepoglu U, Kanat A, Dumlu Aydin M, Akca N, Kazdal H, Zeynal M, 
et al. New histopathologic evidence for the parasympathetic innervation 
of the kidney and the mechanism of hypertension following subarachnoid 
hemorrhage. J Craniofac Surg 2020;31:865‑70.

35.	 Bostan  H, Cabalar  M, Altinay  S, Kalkan Y, Tumkaya  L, Kanat A, 
et al. Sciatic nerve injury following analgesic drug injection in rats: 
A histopathological examination. North Clin Istanb 2018;5:176‑85.

36.	 Kanat A. Science in neurosurgery: The importance of the scientific 
method. Neurosurgery 1998;43:1497.

37.	 Caglar  O, Firinci  B, Aydin  ME, Arslan  R, Kanat A, Demirci  T, 
et  al. First emerging evidence of the relationship between Onuf’s 
nucleus degeneration and reduced sperm number following spinal 
subarachnoid haemorrhage: Experimental study. Andrologia 
2021;53:e14030.

38.	 Caglar O, Aydin  MD, Aydin  N, Ahiskalioglu A, Kanat A, Aslan R, 
et al. Important interaction between urethral taste bud‑like structures 
and Onuf’s nucleus following spinal subarachnoid hemorrhage: 
A  hypothesis for the mechanism of dysorgasmia. Rev Int Androl 
2022;20:1‑10.

39.	 Kanat A, Turgut M, de Divitiis O. Our final response concerning 
the article entitled “aneurysm clip compression technique in the 
surgery of aneurysms with hard/calcified neck”. World Neurosurg 
2019;128:639‑40.

40.	 Gasenzer ER, Kanat A, Neugebauer E. Neurosurgery and music; effect 
of Wolfgang Amadeus Mozart. World Neurosurg 2017;102:313‑9.


