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Endovascular treatment for a symptomatic dissecting ophthalmic artery aneurysm 
occurring in the orbit: illustrative case
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BACKGROUND  Peripheral ophthalmic artery aneurysms (POAAs) arising from the main trunk or branches of the ophthalmic artery (OphA) are 
extremely rare. However, their epidemiology and optimal management remain poorly understood. The authors report a rare case of a symptomatic 
POAA caused by arterial dissection that was successfully treated using endovascular therapy, leading to favorable visual recovery.
OBSERVATIONS  A 77-year-old woman presented with sudden-onset visual impairment in the right eye. Ophthalmological examination revealed a 
defect in the right visual field. CT angiography revealed a fusiform aneurysm in the right intraorbital OphA. Digital subtraction angiography revealed 
a pearl and string sign, consistent with a dissecting aneurysm. A balloon test occlusion (BTO) of the OphA origin confirmed collateral circulation 
from the external carotid artery. Internal trapping of the OphA was performed under general anesthesia. Postoperatively, the patient’s visual function 
gradually improved, and complete recovery was achieved within 3 months.
LESSONS  Although POAAs are exceptionally rare, they may lead to significant visual dysfunction owing to optic nerve compression. When visual 
symptoms are present, prompt intervention may reverse the symptoms. Preoperative assessment of collateral circulation using BTO is essential for 
treatment planning. Internal trapping may be an effective strategy when sufficient collateral flow is confirmed.
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Peripheral ophthalmic artery aneurysms (POAAs) typically refer to 
aneurysms occurring at the junction of the internal carotid and oph-
thalmic arteries and account for approximately 5% of all intracranial 
aneurysms.1 Aneurysms arising from the main trunk or branches of 
the ophthalmic artery (OphA) are classified as POAAs,2 which are 
extremely rare and lack established epidemiological data and stan-
dardized treatment protocols. Herein, we present a case of a POAA 
secondary to arterial dissection that was successfully treated using 
endovascular intervention.

Illustrative Case
A 77-year-old woman presented to an ophthalmology clinic with 

sudden-onset visual loss in her right eye, without any precipitating 

factors. Her right eye exhibited only light perception, and perimetry 
revealed a visual field defect extending from the central to the supero-
nasal region despite a normal funduscopic examination. Contrast-
enhanced MRI revealed a nodular lesion in the right orbit (Fig. 1A), 
which was initially suspected to be an orbital tumor. She was referred to 
our institution approximately 4 months after symptom onset. CT angiog-
raphy of the head demonstrated a 5.0-mm fusiform dilation at the orbital 
apex of the right OphA (Fig. 1B and C), suggestive of an aneurysm rather 
than a tumor. Constructive interference in steady state MRI revealed 
that the right optic nerve was compressed and deformed inferolaterally 
by the aneurysm (Fig. 2), which was consistent with the patient’s visual 
symptoms. Digital subtraction angiography showed a pearl and string 
sign in the OphA on the right internal carotid artery angiogram (Fig. 1D), 
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confirming the diagnosis of a dissecting OphA aneurysm. A balloon 
test occlusion (BTO) at the internal carotid artery at the origin of the 
OphA demonstrated adequate collateral flow from the external carotid 
artery, with preserved retinal blush (Fig. 3A–C). No visual deterioration 
occurred during temporary occlusion. Based on these findings, internal 
trapping of the dissecting aneurysm was planned, and dual antiplatelet 
therapy (aspirin and clopidogrel) was initiated.

Two weeks after the initial angiography, the patient was admit-
ted for  treatment. At this time, she had developed new right-sided 
ptosis without ophthalmoplegia. Preoperative angiography revealed 
an enlarged aneurysm, likely compressing the oculomotor nerve 
and causing ptosis. Under general anesthesia, a microcatheter was 
advanced into the OphA, and coils were placed from the distal aneu-
rysm to the origin of the OphA, achieving internal trapping (Fig. 3D 
and  E). Postoperative angiography confirmed OphA occlusion with 
collateral retinal blush via external carotid circulation (Fig. 3F). Ptosis 
began to improve immediately after the procedure, and MRI performed 
the following day showed no ischemic or hemorrhagic complications. 
Antiplatelet therapy was discontinued on the day after the procedure. 
She was discharged on postoperative day 5, and by 1 month, pto-
sis had resolved completely. Although no early improvement in visual 
function was noted, gradual recovery began at 2 months, and full res-
toration was achieved 3 months after treatment.

Informed Consent
The necessary informed consent was obtained in this study.

Discussion
Observation

POAAs are extremely rare, with only 46 reported cases identi-
fied in our literature review.3–43 These aneurysms were classified into 

four types based on their anatomical location: intracranial, intracana-
licular, intraorbital, and terminal branch (Table 1).2 Among these, 12 
cases were intracranial,3–13 4 were intracanalicular,14–17 22 were intra-
orbital,9,18–37 and 7 were terminal branch types.38–43 Of the terminal 
branch type, 6 cases originated from the anterior ethmoidal branch39–43 
and 1 from the lacrimal branch.38 Morphologically, saccular aneurysms 
accounted for the majority of cases (39 cases, 84.8%). However, in the 
intracanalicular type, 3 of 4 cases (75%)14–16 were fusiform, suggesting 
a different pathophysiology.

The etiology of peripheral OphA aneurysms is multifactorial. 
Trauma-induced vascular injury resulting in a pseudoaneurysm or 
dissecting aneurysm,23,32 as well as hemodynamic stress due to 
feeder artery involvement in coexisting arteriovenous malforma-
tions,28 dural arteriovenous fistulas,9,16,22,31 or other high-flow lesions, 
has been reported. The frequent association with multiple intracranial 
aneurysms suggests the presence of underlying vascular fragility 
within the intracranial arteries, and a genetic predisposition is also 
considered. However, in approximately half of the reported cases, 
including the present case, no definitive etiology has been identi-
fied. Recent genome-wide association studies have demonstrated 
that single nucleotide polymorphisms in genes encoding proteins 
involved in endothelial function and angiogenesis, such as SOX17 and 
CDKN2A/2B, as well as posttranscriptional regulation of gene expres-
sion, are associated with the development of intracranial aneurysms.44 
Therefore, in cases without an identifiable cause, these genetic fac-
tors may contribute to aneurysm formation. Although the elucidation 
of genetic predisposition in intracranial aneurysm development holds 
promise for clinical applications such as identifying high-risk individu-
als and developing pharmacological therapies, its translation into rou-
tine clinical practice has yet to be achieved.44

The clinical presentation varies with the aneurysm location. 
Subarachnoid hemorrhage has been reported in the intracranial, intra-
canalicular, and terminal branch (particularly the anterior ethmoidal 
branch) types.10,17,43 In the terminal branch type, intraparenchymal 
hematomas in the frontal lobe base may also occur.43 In contrast, the 
intraorbital and intracanalicular types often present with intraorbital 
hemorrhage, visual dysfunction, ophthalmoplegia, and proptosis.31 
Notably, significant visual impairment is frequently observed even in 
unruptured aneurysms, especially at locations other than the terminal 
branch type. This is thought to be due to direct compression of the 
optic nerve by the aneurysm.14 In the intracanalicular type, where the 
OphA runs in close proximity to the optic nerve, all reported cases 
demonstrated severe visual dysfunction regardless of the rupture sta-
tus, supporting this hypothesis.

The patient in the present case exhibited a pearl and string sign 
and showed rapid growth over a short period, leading to the diagnosis 
of a dissecting aneurysm. Including the current case, only 4 cases 
of dissecting intraorbital OphA aneurysms have been reported18,21,35 
(Table 2), highlighting their extreme rarity. The patients presented with 
severe visual impairment despite unruptured aneurysm. Treatment 
was administered in 3 cases, with visual improvement achieved in 
2 cases, including the present case. In both cases, internal trapping 
was performed after preoperative BTO, which confirmed adequate 
collateral flow to the OphA. In contrast, visual improvement was not 
achieved in 1 case in which ligation of the ipsilateral common carotid 
artery was performed, likely because of the simultaneous loss of both 
aneurysmal flow and collateral circulation to the OphA. Direct surgical 
trapping may be considered as an alternative treatment, but it requires 
removal of the superior orbital wall or optic canal roof, posing a risk 
of iatrogenic optic nerve injury.15 In 2 previously reported cases of 

FIG. 1. A: Axial contrast-enhanced MR image showing a nodular lesion 
at the right orbital apex. B: Axial CT angiogram of the head showing 
fusiform dilation of the right OphA at the orbital apex. C: Three-
dimensional reconstruction of CT angiogram of the head showing a 
fusiform aneurysm in the OphA. D: Lateral view of digital subtraction 
angiogram showing a pearl and string sign in the OphA.
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intraorbital saccular aneurysms treated with direct trapping,24,27 aneu-
rysm obliteration and retinal blush via the external carotid collateral 
pathways were confirmed on postoperative digital subtraction angi-
ography; however, no visual recovery was achieved, suggesting the 
possibility of intraoperative nerve damage. In contrast, endovascular 
treatment avoids the direct manipulation of the optic nerve and is mini-
mally invasive.15 Furthermore, performing BTO at the internal carotid 
artery at the origin of the OphA allows for real-time evaluation of col-
lateral circulation. Despite these advantages, endovascular treatment 
is associated with a risk of thromboembolic complications, requiring 
appropriate perioperative and intraoperative antithrombotic manage-
ment. Additionally, catheter navigation to the lesion can be technically 
demanding depending on the anatomical variation of the OphA origin 
and the presence of atherosclerotic changes. Thus, meticulous pre-
operative planning and simulation are essential. Considering these 
factors, this strategy may be particularly advantageous in treatment 
planning aimed at preserving visual function.

Anatomically, the OphA is divided into three segments within the 
orbit: the first segment from the orbital apex to the medial turn, the 
second segment coursing laterally to medially over the optic nerve, 
and the more distal third segment.45 The junction of the first and sec-
ond segments of the OphA gives rise to crucial branches, including 
the central retinal artery, lateral posterior ciliary artery, and medial 
posterior ciliary artery.45 Occlusion of these branches during treatment 

can cause significant visual deficits. Therefore, during treatments that 
may result in occlusion of the OphA, it is essential to perform BTO 
preoperatively to confirm the presence of collateral circulation to these 
critical branches35 and to avoid embolization within this critical seg-
ment. In the present case, careful consideration of these anatomical 
and physiological factors enabled successful treatment, with favorable 
visual outcomes.

Conservative management is generally preferred in asymptomatic 
patients. However, prompt intervention is recommended in cases of 
visual deterioration.2 In the present case, treatment was performed 
approximately 5 months after the visual symptoms developed, later 
than in any previously reported case, but near-complete visual recov-
ery was achieved. In the present case, neither ischemic changes nor 
optic nerve atrophy was observed on fundoscopic examination, and 
MRI revealed no signs of optic nerve atrophy or abnormal signal inten-
sity. These findings may be useful in predicting the potential for visual 
function improvement following treatment.

Lessons
POAAs are exceedingly rare but clinically important because of 

the high risk of severe visual dysfunction. We report a rare case of 
an intraorbital dissecting POAA that was successfully treated with 
internal trapping of the lesion after confirming adequate collateral cir-
culation using BTO, leading to visual improvement. Early treatment 

FIG. 2. Constructive interference in steady state MR image showing compression and deformation of the right 
optic nerve from the inferolateral side by the aneurysm.
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and preoperative evaluation of collateral circulation using BTO are 
essential in patients presenting with visual decline. Internal trapping 
appears to be a promising treatment strategy when collateral circula-
tion is preserved.

References
	 1.	 Kunert P, Wójtowicz K, Żyłkowski J, et al. Flow-diverting devices in 

the treatment of unruptured ophthalmic segment aneurysms at a 
mean clinical follow-up of 5 years. Sci Rep. 2021;11(1):9206. 

FIG. 3. A–C: BTO at the origin of the OphA. The OphA is visualized in a retrograde fashion (arrow), and retinal blush is observed (arrowheads). 
D: Preembolization angiogram of the right internal carotid showing that the aneurysm is enlarged compared with the initial digital subtraction 
angiogram. E: Post–internal trapping. F: Immediately postoperative angiogram of the right common carotid showing the retinal blush via 
collateral circulation from the external carotid artery system.

TABLE 1. Reported cases of POAA

Type
No. of 
Cases

Median Age, 
yrs (IQR)

Sex, 
M/F

Ruptured 
Aneurysm, n (%)

Aneurysm Morphology, 
Saccular/Fusiform

Clinical 
Presentation, n (%)

Intracranial 12 43 (29.8–55.2) 7/5 1 (8.3) 12/0 Vision loss: 7 (58)
Intracanalicular 4 43 (33–45) 4/0 1 (25.0) 1/3 Vision loss: 4 (100)
Intraorbital 22 51.5 (44–60) 16/6 2 (9.1) 19/3 Vision loss: 19 (86), 

proptosis: 9 (41)
Terminal branch 8 56.5 (49.5–64.3) 4/4 6 (75) 7/1 Vision loss: 1 (12.5)

TABLE 2. Reported cases of dissecting intraorbital OphA aneurysms

Authors & Year
Age, 

yrs/Sex
Ruptured 
Aneurysm Clinical Presentation

Treatment of 
Aneurysm Visual Outcome

Mortada, 196118 50s/F No Vision loss, proptosis CCA ligation No improvement
Danziger & Bloch, 197421 30s/M No Vision loss Conservative treatment No improvement
Sattur et al., 201935 40s/M No Vision loss BTO, internal trapping Improved
Present case 70s/F No Vision loss, ptosis BTO, internal trapping Improved

CCA = common carotid artery.

Brought to you by Okayama-Daigaku | Unauthenticated | Downloaded 11/17/25 04:57 AM UTC



J Neurosurg Case Lessons  |  Vol 10  |  Issue 13  |  September 29, 2025  |  5

	 2.	 Qiao L, Wang H, Mao L, Chen S, Xie W, Wu Q. Peripheral oph-
thalmic artery aneurysm. Neurosurg Rev. 2011;34(1):29-38.

	 3.	 Kinley GJ, Leighninger DS. Aneurysm of anomalous ophthalmic 
artery presenting in the sphenoid sinus and simulating an aneu-
rysm of the internal carotid artery on routine arteriography. J Neu-
rosurg. 1952;9(5):544-547.

	 4.	 Parkinson D, Jain KK, Johnston JB. Saccular aneurysm of the oph-
thalmic artery: report of an unusual case. Can J Surg. 1961;4:​
229-232.

	 5.	 Alexander RL. Aneurysm of the ophthalmic artery. A case report. 
Can J Ophthalmol. 1970;5(3):248-251.

	 6.	 Jain KK. Saccular aneurysm of the ophthalmic artery. Am J Oph-
thalmol. 1970;69(6):997-998.

	 7.	 Cunningham RD, Sewell JJ. Aneurysm of the ophthalmic artery by 
drusen of the optic nerve head. Am J Ophthalmol. 1971;72(4):​
743-745.

	 8.	 Sato S, Suga S, Ohira T, Takayama H, Kawase T. Aneurysm of the 
ophthalmic artery trunk. Acta Neurochir (Wien). 1999;141(3):​
321-322.

	 9.	 Kawaguchi S, Sakaki T, Okuno S, Uchiyama Y, Nishioka T. Periph-
eral ophthalmic artery aneurysm: report of two cases. J Neurosurg. 
2001;94(5):822-825.

	10.	 Yanaka K, Matsumaru Y, Kamezaki T, Nose T. Ruptured aneurysm 
of the ophthalmic artery trunk demonstrated by three-dimensional 
rotational angiography: case report. Neurosurgery. 2002;51(4):​
1066-1069. 

	11.	 Andersson T, Kihlström L, Söderman M. Regression of a flow-
related ophthalmic artery aneurysm after treatment of a frontal 
DAVS. A case report. Interv Neuroradiol. 2004;10(3):265-268.

	12.	 Seo W, Hong D, Kim Y, Yeo H. Ruptured aneurysm of the ophthal-
mic artery. J Korean Neurosurg Soc. 2006;40:128-130.

	13.	 Kim YW, Woo SJ, Ahn J, Park KH, Kwon OK. Ophthalmic artery 
aneurysm: potential culprit of central retinal artery occlusion. 
Korean J Ophthalmol. 2013;27(6):470-473.

	14.	 Piché SL, Haw CS, Redekop GJ, Heran MK. Rare intracanalicular 
ophthalmic aneurysm: endovascular treatment and review of the 
literature. AJNR Am J Neuroradiol. 2005;26(8):1929-1931.

	15.	 Choi BK, Lee TH, Choi CH, Lee SW. Fusiform intracanalicular oph-
thalmic artery aneurysm; case report and review of literature. J 
Korean Neurosurg Soc. 2008;44(1):43-46. 

	16.	 Martínez-Pérez R, Tsimpas A, Ruiz Á, Montivero A, Mura J. Spon-
taneous regression of a true intracanalicular fusiform ophthalmic 
artery aneurysm after endovascular treatment of an associated 
dural arteriovenous fistula. World Neurosurg. 2018;119:362-365.

	17.	 Sirakov S, Sirakov A, Tsonev H, Hristov H. Ruptured intracanalicu-
lar ophthalmic artery aneurysm treated with low profile flow diverter 
device: case report. Clin Neuroradiol. 2020;30(1):177-180.

	18.	 Mortada A. Aneurysm of the orbital part of the ophthalmic artery. Br 
J Ophthalmol. 1961;45(8):550-554.

	19.	 Rubinstein MK, Wilson G, Levin DC. Intraorbital aneurysms of the 
ophthalmic artery. Report of a unique case and review of the litera-
ture. Arch Ophthalmol. 1968;80(1):42-44.

	20.	 Meyerson L, Lazar SJ. Intraorbital aneurysm of the ophthalmic 
artery. Br J Ophthalmol. 1971;55(3):199-204. 

	21.	 Danziger J, Bloch S. An intra-orbital aneurysm of the ophthalmic 
artery. S Afr Med J. 1974;48(61):2569-2570.

	22.	 Rengachary SS, Kishore PR. Intraorbital ophthalmic aneurysms 
and arteriovenous fistulae. Surg Neurol. 1978;9(1):35-41.

	23.	 Rahmat H, Abbassioun K, Amirjamshidi A. Pulsating unilateral 
exophthalmos due to traumatic aneurysm of the intraorbital oph-
thalmic artery. Case report. J Neurosurg. 1984;60(3):630-632. 

	24.	 Ogawa A, Tominaga T, Yoshimoto T, Kiyosawa M. Intraorbital oph-
thalmic artery aneurysm: case report. Neurosurgery. 1992;31(6):​
1102-1104.

	25.	 Kikuchi K, Kowada M. Case report: saccular aneurysm of the intra-
orbital ophthalmic artery. Br J Radiol. 1994;67(803):1134-1135.

	26.	 Dehdashti AR, Safran AB, Martin JB, Rüfenacht DA, de Tribolet N. 
Intraorbital ophthalmic artery aneurysm associated with basilar tip 
saccular aneurysm. Neuroradiology. 2002;44(7):600-603.

	27.	 Ernemann U, Freudenstein D, Pitz S, Naegele T. Intraorbital aneu-
rysm of the ophthalmic artery: a rare cause of apex orbitae com-
pression syndrome. Graefes Arch Clin Exp Ophthalmol. 2002;​
240(7):​575-577.

	28.	 Kleinschmidt A, Sullivan TJ, Mitchell K. Intraorbital ophthalmic 
artery aneurysms. Clin Exp Ophthalmol. 2004;32(1):112-114.

	29.	 Sabatino G, Albanese A, Di Muro L, Marchese E. Bilateral intra-
orbital ophthalmic artery aneurysms. Acta Neurochir (Wien). 2009;​
151(7):831-832.

	30.	 Pandey P, Rayes M, Guthikonda M, Xavier A. Peripheral ophthal-
mic artery aneurysm associated with multiple intracranial aneu-
rysms: a case report. J Neurointerv Surg. 2010;2(3):211-212.

	31.	 Kirsch M, Henkes H. A ruptured intraorbital ophthalmic artery aneu-
rysm, associated with a dural arteriovenous fistula: combined trans-
arterial and transvenous endovascular treatment. Minim Invasive 
Neurosurg. 2011;54(3):128-131.

	32.	 Li Y, Song WX, Zhang TM, Fu JD, Sun S, Zhao JZ. Intraorbital 
traumatic ophthalmic artery aneurysm: case report. Neurol India. 2012;​
60(6):657-660.

	33.	 Della Pepa GM, Sabatino G, La Rocca G, et al. Intraorbital and 
intracanalicular ophthalmic artery aneurysms. Literature review and 
report of a case. Br J Neurosurg. 2014;28(6):787-790.

	34.	 Hendryk S, Pilch-Kowalczyk J. A case of a giant intraorbital aneu-
rysm successfully treated surgically. Neurol Neurochir Pol. 2017;​
51(6):501-503.

	35.	 Sattur MG, Welz ME, Bendok BR, Miller JW. Balloon occlusion 
testing to assess retinal collateral and predict visual outcomes in 
the management of a fusiform intraorbital ophthalmic artery aneu-
rysm: technical note and literature review. Oper Neurosurg. 2019;​
16(2):60-66.

	36.	 Carey AR. Central retinal artery occlusion due to intraorbital oph-
thalmic artery aneurysm. J Neuroophthalmol. 2019;39(1):125-126. 

	37.	 Garala P, Virdee J, Qureshi M, Gillow T. Intraorbital aneurysm of 
the ophthalmic artery. BMJ Case Rep. 2019;12(4):e227044.

	38.	 Heimburger RF, Oberhill HR, McGarry HI, Bucy PC. Intraorbital 
aneurysm: a case of aneurysm of the lacrimal artery. Arch Ophthal. 
1949;42(1):1-13.

	39.	 Tasker RR. Ruptured berry aneurysm of the anterior ethmoidal 
artery associated with bilateral spontaneous internal carotid artery 
occlusion in the neck. Case report. J Neurosurg. 1983;59(4):​
687-691.

	40.	 Ranjan A , Joseph T. Giant aneurysm of anterior ethmoidal artery 
presenting with intracranial hemorrhage. Case report. J Neurosurg. 
1994;​81(6):934-936.

	41.	 Tachikawa T, Adachi J, Nishikawa R, Matsutani M. An anterior eth-
moidal artery aneurysm associated with an olfactory groove menin-
gioma. Case illustration. J Neurosurg. 2002;97(6):1479.

	42.	 da Costa LB, Valiante T, Terbrugge K, Tymianski M. Anterior eth-
moidal artery aneurysm and intracerebral hemorrhage. AJNR Am J 
Neuroradiol. 2006;27(8):1672-1674.

	43.	 Zervos TM, Mg TM, Zakaria H, et al. Surgical treatment of intracra-
nial anterior ethmoidal aneurysm: case report, literature review, 
and surgical video. World Neurosurg. 2020;136:1-5. 

	44.	 Laurent D, Small C, Lucke-Wold B, et al. Understanding the genetics 
of intracranial aneurysms: a primer. Clin Neurol Neurosurg. 2022;​
212:107060.

	45.	 Toma N. Anatomy of the ophthalmic artery: embryological consider-
ation. Neurol Med Chir (Tokyo). 2016;56(10):585-591.

Disclosures
Dr. Tanaka reported grants from Novocure Ltd. and Momotaro-Gene Inc. 
outside the submitted work.

Brought to you by Okayama-Daigaku | Unauthenticated | Downloaded 11/17/25 04:57 AM UTC



6  |  J Neurosurg Case Lessons  |  Vol 10  |  Issue 13  |  September 29, 2025

Author Contributions
Conception and design: Haruma, Izumihara, Sugiu, Kimura. Acquisition 
of data: Izumihara, Hirata, Kimura. Analysis and interpretation of data: 
Izumihara, Tanaka. Drafting the article: Izumihara. Critically revising the 
article: Haruma, Izumihara, Baba, Fujita, Hirata, Sotome, Kawakami, 
Kimura, Hiramatsu, Tanaka. Reviewed submitted version of manuscript: 
Haruma, Sugiu, Kimura, Hiramatsu, Tanaka. Approved the final version of 
the manuscript on behalf of all authors: Haruma. Administrative/technical/
material support: Sugiu. Study supervision: Haruma, Sugiu.

Supplemental Information
Previous Presentations
Previously presented at the 99th Chugoku-Shikoku Regional Meeting 
of the Japan Neurosurgical Society, Okayama, Japan, April 6, 2025 
(Izumihara K, Haruma J, Tanaka S, et al. A case of endovascular internal 
trapping for symptomatic dissecting ophthalmic artery aneurysm).

Correspondence
Jun Haruma: Okayama University Graduate School of Medicine, 
Dentistry and Pharmaceutical Sciences, Okayama, Japan. 
j.haruma619@okayama-u.ac.jp.

Brought to you by Okayama-Daigaku | Unauthenticated | Downloaded 11/17/25 04:57 AM UTC

mailto:j.haruma619@okayama-u.ac.jp

