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INTRODUCTION  

Intracranial aneurysms are classified according to their
shape into saccular and nonsaccular types. Fusiform ane-
urysms are nonsaccular dilatations involving the entire
vessel wall for a short distance2,4,9,25). They are termed
cylindrical if it involves a somewhat longer length34). This
type of aneurysm may be caused by dissection or athero-
sclerosis6), by disorders of collagen and elastin metabolism,
by infections and-very rarely-by neoplastic invasion of the
arterial wall34). Fusiform aneurysms have different under-
lying pathologies, hemodynamics, anatomical distributions,
natural histories and treatments than do the saccular variety6).
The patient often has symptoms and signs of occlusion,
arterial rupture, or a mass effect.

Intracranial fusiform aneurysms are rare, although the

number of cases has increased in recent years. They represent
about 3%-13% of all intracranial aneurysms2) and are
usually located in the vertebrobasilar system7-9). Fusiform
aneurysms in the anterior circulation remain rare and occur
mostly in the middle cerebral artery and internal carotid
artery6,13). There are some sporadic case reports about the
treatment of fusiform aneurysms2,4,13,34) and a few reports
on the clinical characteristics, pathogenesis and treatment
methods of these aneurysms in large series6-8,11).

We have reviewed 22 cases of fusiform aneurysms that have
been treated at our institute, and we describe the clinical
characteristics, treatment methods and outcomes after
management of patients with these lesions. We also discussed
the possible pathogenesis of these aneurysms and present
various examples of fusiform aneurysms caused by dissection,
atherosclerosis, collagen disease, or unknown factors.

MATERIALS AND METHODS

We have reviewed the medical records of 22 patients with
fusiform aneurysms among 2,458 patients treated for

Objective : The objective of this study is to investigate clinical characteristics, management methods and possible causes of intracranial
fusiform aneurysm. 
Methods : Out of a series of 2,458 intracranial aneurysms treated surgically or endovascularly, 22 patients were identified who had discrete
fusiform aneurysms. Clinical presentations, locations, treatment methods and possible causes of these aneurysms were analyzed.
Results : Ten patients of fusiform aneurysm were presented with hemorrhage, 5 patients with dizziness with/without headache, 4 with ischemic
neurologic deficit, and 1 with 6th nerve palsy from mass effect of aneurysm. Two aneurysms were discovered incidentally. Seventeen aneurysms
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in 20 out of 22 patients. The possible causes of fusiform aneurysms were regard as dissection in 16, atherosclerosis in 4 and collagen disease or
uncertain in 2 cases.
Conclusion : There is a subset of cerebral aneurysms with discrete fusiform morphology. Although the dissection or injury of internal elastic
lamina of the cerebral vessel is proposed as the underlying cause for most of fusiform aneurysm, more study about pathogenesis of these lesions
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aneurysms between September 1982 and June 2007. Diag-
noses were made from the findings of computed tomogr-
aphic angiography (CTA), magnetic resonance angiography
(MRA) and cerebral angiography. Typical dissecting
aneurysms of the vertebral artery were excluded, because of
their well known different mechanisms of development.
The medical records of these patients were reviewed to
determine their clinical characteristics, where the aneury-
sms originated, treatment methods and outcomes after
management. The clinical presentation here is based on the
symptoms of the patient at the time of diagnosis; an inciden-
tal case is defined as that discovered during surgery for
another symptomatic aneurysm or workup for other disease.
The sites within the middle cerebral artery (MCA) and
anterior cerebral artery (ACA) are defined as follows: M1,
the horizontal portion of the MCA proximal to the genu;
M2, the insular segment of the MCA lying within the
insular compartment of the Sylvian fissure; M3, the region
distal to M2; A1, the horizontal segment of the ACA
proximal to the anterior communicating artery (Acom);
A2, the region distal to Acom. Treatment is defined as
follows. Wrapping followed by clipping means that the
fusiform aneurysm was wrapped initially with pieces of
Bemsheets (Kawamoto Corporation, Osaka, Japan) or peri-
osteum, because the aneurysmal neck could not be clipped,
followed by securing the reinforced wrapping materials with
aneurysmal clips. Clipping followed by wrapping means
that the aneurysm was occluded incompletely, so the
remaining portion of the aneurysmal neck was reinforced
by wrapping with pieces of Bemsheets or periosteum.
Extracranial-intracranial (EC-IC) bypass was performed by
anastomosis of the superficial temporal artery (STA) to the
MCA branch in all cases. Conservative treatment means
medication with antiplatelet drugs in patients who presented
with ischemic symptoms. Outcome is defined as follows :
excellent-the patient was neurologically normal; good-
neurological abnormalities were detected on examination
but the patient returned to full activities of normal living;
fair-neurological abnormalities prevented the patient from
returning to normal life.

We also describe the possible developmental causes and
mechanisms of these aneurysms, based on the neuroimaging,
pathological, intraoperative findings and literature review.

RESULTS   

Clinical characteristics
The ages of the patients ranged from 15 months to 68

years (mean 45.1 years). More than half of the patients
were younger than 50 years (60%). Thirteen were men and

nine were women.
The clinical presentations are summarized in Table 1.

The presenting features were categorized as subarachnoid
hemorrhage (SAH), intracerebral hemorrhage (ICH),
neurological deficit from ischemia, neurological deficit
from the mass effect of the aneurysm, nonspecific symp-
toms such as dizziness with or without headache, and
incidental findings. Eight patients presented with SAH and
one of these developed it following an ischemic attack. Two
patients presented with ICH; four with ischemic neurolo-
gical deficits; one with abducens nerve palsy caused by
compression from the aneurysm and two with incidental
aneurysms.

The locations of aneurysms are summarized in Table 2.
Seventeen aneurysms were located in the anterior circula-
tion and five in the posterior circulation. Among the cases
involving the anterior circulation, 12 were located on the
MCA, three on the internal carotid artery (ICA) and two on
the ACA. Among the five cases of posterior circulation aneu-
rysms, two were located on the posterior inferior cerebellar
artery (PICA), two on the vertebral artery (VA), and one
on the posterior cerebral artery (PCA). The most frequent
site of fusiform aneurysm in this study was the MCA.
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Table 1. Clinical presentation in patients with fusiform aneurysm

Presentation No. of cases

Subarachnoid hemorrhage 8*

Intracerebral hemorrhage 2

Neurological deficit (ischemia) 4

Dizziness with/without headache 5

Cranial nerve deficit from mass effect 1

Incidental findings 2
*One case presented with a SAH followed an ischemic attack

Table 2. Location of fusiform aneurysm

Location No. of cases

Anterior circulation 17

ICA 3

MCA 12

M1 2

MCA bifurcation 3

M2 4

M3 3

ACA 2

A1 1

A2 1

Posterior circulation 5

PCA (P2) 1

VA 2

PICA 2

ICA: internal carotid artery, MCA: middle cerebral artery, ACA: anterior cerebral 
artery, PCA: posterior cerebral artery, VA: vertebral artery, PICA: posterior inferior
cerebral artery



Treatment methods and outcome after management
The treatment methods are summarized in Table 3. Several

treatment options were used in the treatment of intracranial
fusiform aneurysms. Three patients were treated with
wrapping of the aneurysm followed by clipping of the
wrapping materials; two with clipping of the aneurysm

followed by wrapping of the remaining portion; two with
clipping alone; six with resection; five by proximal occlusion
with a coil after EC-IC bypass or not, and one with EC-IC
bypass only. The other three aneurysms were treated cons-
ervatively.

The results of treatment and the final clinical outcomes
for patients are summarized in Table 4. Seventeen patients
recovered completely after treatment. Some neurological
deficits developed in three patients, but they returned to
full normal activities ultimately. Severe neurological deficit
occurred in one patient caused by vasospasm during treat-
ment of a ruptured aneurysm and another patient died
because of rebleeding from a rupture of the clipped aneur-
ysm. In particulr, five patients among the 22 patients, who
were treated with wrapping or clip with wrapping, needed
longer follow up for the results. Of these patients, one died,
one didn’t have follow up, one had follow up for 3 years,
one had 2 year follow up and one developed ICH on the
other side thalamus in 5 years, that indicates patients had
longer than two years of follow up.

Possible causes and mechanisms
The possible causes of fusiform aneurysms in this study are

summarized in Table 5. The causes of 16 cases were vessel
dissection, four were caused by atherosclerosis (Fig. 5A) and
two by a collagen disease or unknown factor (Fig. 5B). 

Day et al.6) proposed a sequence of the evolution of
spontaneous fusiform aneurysms caused by dissection.
Based on this, six stages of fusiform aneurysm were noted
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Fig. 1. Drawings show pathogenesis of fusiform aneurysm by dissection6). Arrows indicate direction of blood flow. A : Arterial dissection with
intramural hemorrhage between the intima and media producing focal narrowing of vessel. B : Arterial dissection with rupture producing extension of
blood into subarachnoid space or brain. C : Rupture of a dissection into the arterial lumen producing a distal embolization. D : Expansion of
intramural clot leading to vessel occlusion. E : Progress enlargement of dissection both laterally and longitudinally. F : Serpentine channel within
dissected thrombotic aneurysm. ( ) : number of case(s).

Table 3. Treatment methods of fusiform aneurysm
Treatment No. of cases

Wrapping followed by clipping 3

Clipping followed by wrapping 2

Clipping 2

Resection 6

Proximal occlusion with coil with (1)*/ 5

without (4)* EC-IC bypass

EC-IC bypass only 1

Conservative treatment 3
*Number of case(s). EC-IC : extracranial-intracranial

Table 4. Outcomes of patients with fusiform aneurysm
Outcomes No. of cases

Excellent 17

Good 3

Fair 1*

Dead 1�

*due to vasospasm, �due to rebleeding after clipping

Table 5. Possible causes of fusiform aneurysm
Causes No. of cases

Dissection 16

Atherosclerosis 4

Collagen disease or unknown 2

A

D

B

E

C

F

(N=4) (N=6) (N=2)

(N=1) (N=2) (N=1)



in the present study (Fig. 1). Arterial dissection with intram-
ural hemorrhage between the intima and media producing
focal narrowing of vessel was noted in 4 cases (Fig. 1A, 2A ,
B). Arterial dissection with rupture producing bleeding into
the brain or subarachnoid space was noted in 6 cases (Fig.
1B, 2C, D). Rupture of a dissection into the arterial lumen
producing a distal embolization was noted in 2 cases (Fig.
1C, 3A, B) and the further expansion of an intramural clot
leading to vessel occlusion was noted in 1 case (Fig. 1D, 3C,
D). Progress enlargement of dissection both laterally and
longitudinally was noted in 2 cases (Fig. 1E, 4A-C) and
serpentine channel within dissected thrombotic aneurysm
was noted in 1 case (Fig. 1F, 4D-G).

Histopathology of a specimen of resection showed focal
loss of the internal elastic lamina along part of the vessel
wall with or without marked thickening of intima (Fig.
2D, 3D, 4C).

DISCUSSION

Fusiform aneurysm is a morphological term with no
reference to the origin or clinical features of the lesion13). It
is defined as a circumferential arterial dilatation resulting
from pathological involvement of the entire artery2,4,9,28,34).
All aneurysms exhibit a spindle shape when viewed ext-
ernally6). Conceptually, there is still confusion as to the
etiological, clinical and radiological features of fusiform
aneurysms. Several investigators have applied the term
“atherosclerotic”as the cause of fusiform aneurysms7-9,23,25).
In fact, advanced atherosclerotic arteries have a slightly
fusiform appearance. However, the classic dissecting ane-
urysm also has a fusiform appearance23) and several authors
have recently reported the presence of fusiform aneurysms
caused by dissection2-6,9-11,13,16,17,21,23,24,26,34). Therefore, all
cases of fusiform aneurysms based on external view without
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A B C D

Fig. 2. Example of arterial dissection with intramural hemorrhage producing focal narrowing of vessel (A & B) and rupture producing bleeding into
brain (C & D). A : Intraoperative surgical microscopic picture of A2 in a 55 year-old male who received surgery for ruptured Acom aneurysm shows
arterial dissection with intramural hemorrhage (marked in asterisk) with narrowing of vessel. B : Schematic drawing for the photograph(A) showing
A2 with arterial dissection near partial resected gyrus rectus (arrowhead) and frontal lobe (arrow). C : Cerebral angiogram, lateral view, showing
fusiform aneurysm (arrow) at central branch of right middle cerebral artery in 27 year-old male who presented with intracerebral hematoma. D :
Histopathological findings of that aneurysm of resection showing focal loss of the internal elastic lamina (arrow) along part of the vessel wall (Elastic
stain, original magnification 100). 

A B C D

Fig. 3. Example of rupture into the true lumen with distal embolization(A & B) and expansion of intramural clot leading to vessel occlusion (C & D).
A : Brain magnetic resonance image, T2-weighted axial view, showing a round thrombosed aneurysm surrounding with perilesional edema in 53
year-old female who presented with speech disturbance. B : Cerebral angiogram, A-P view of arterial phase, showing filling of small part of
thrombosed aneurysm. This aneurysm was occluded with Guglielmi detachable coils by endovascular method. C : Cerebral angiogram, oblique view
of arterial phase, showing abrupt occlusion of middle cerebral artery branch (arrow) in 42 year-old female who presented with a subarachnoid
hemorrhage. D : Histopathologic findings of aneurysm of resection showing an organized thrombus, irregularly thickened intima (asterisk), and a
fragmented or degenerated internal elastic lamina (arrows) along the vessel wall. There was no evidence of atheromatous plaque (Elastic stain,
original magnification 40).



consideration of etiology were included in this study except
well known typical cases of dissecting aneurysm of the
vertebral artery.

The age and sex distribution of patients with fusiform
aneurysms differ from those with saccular aneurysms. The
mean age of patients in this study was 45.1 years and the

male/female ratio was 1.4:1. This contrasts with that of
patients with saccular aneurysms36). Our study confirms
previous reports that spontaneous fusiform aneurysms are
more often found in younger patients2,4,6,9,13,19,26,29,31,34,35) and
are more frequent in men6,13,28,35).

The clinical features of fusiform aneurysms are catego-
rized morphologically. They can progress from a small focal
dilatation or vessel narrowing, to a relatively thick-walled,
tortuous dilatation and elongation of the artery. They can
be incidental or asymptomatic, discovered during workup
for unrelated symptoms. They can present as a nonspecific
headache without hemorrhage or other neurological signs
or symptoms, as ischemia, transient ischemic attack, or
complete stroke, as mass effect with or without seizure, or
as hemorrhage, subarachnoid or intraparenchymal lesions.
Day et al.6) reported that patients with small, large and
giant aneurysms with focal dilatations of their lumen had
subarachnoid hemorrhage rates of 80%, 62% and 23%,
respectively, whereas ischemic symptoms such as transient
ischemic attack or complete stroke were the presenting
feature in 31% of their patients. They also mentioned that
hemorrhage was the most common presentation in patients
with small lesions with focal dilatation, whereas ischemic
symptoms were the most common presentation of patients

J Korean Neurosurg Soc 44｜September 2008

120

E F G

Fig. 4. Example of progress enlargement of dissection both laterally and longitudinally (A, B and C) and serpentine channel within dissected
thrombotic aneurysm (D, E, F, and G). A : Cerebral angiogram, anterior-posterior (A-P) view of arterial phase, showing fusiform dilated vessels at left
M3 in a 38 year-old male who presented with SAH. B : Postoperative angiogram, A-P view of arterial phase, showing disappearance of previous
fusiform aneurysm. C : Histopathologic findings of aneurysm showing disconnected internal elastic lamina (arrows) along the vessel wall. (Elastic
stain, original magnification 40). D : Axial view of enhanced brain computed tomography showing serpentine channel within thrombosed
aneurysm(arrow) at left sylvian fissure in 68 year-old male who presented with dizziness. E : Three dimensional cerebral angiogram showing
fusiform aneurysm at left M2. The aneurysm was resected followed by a superficial temporal artery-middle cerebral artery anastomosis. F & G :
Postoperative internal (F) and external carotid (G) angiogram, lateral views of arterial phase, showing disappearance of previous aneurysm and
filling of blood to distal M3 through superficial temporal artery. 

Fig. 5. Example of pathogenesis of fusiform aneurysm by
atherosclerosis (A) and by collagen disease or unknown cause (B). A :
Oblique view of right vertebral artery (VA) angiogram showing a fusiform
aneurysm of VA at proximal to posterior inferior cerebellar artery in 54
year-old male who presented with right abducens nerve palsy. This
aneurysm was treated with occlusion of right VA and the aneurysm with
Guglielmi detachable coils by endovascular method. B : Oblique view of
cerebral angiogram showing a fusiform aneurysm at bifurcation of right
middle cerebral artery in 37 year-old female who complained of
headache. This aneurysm was treated with clipping of aneurysm
followed by wrapping with periosteum.

A B C D

A B



with stenosis or occluded vessels. Sato et al.33) reported a case
of fusiform aneurysm of the vertebral artery presenting
hemifacial spasm by mass effect, which was treated by intra-
vascular embolization. In the present study, fusiform aneur-
ysms presented with hemorrhage in ten (45%) of the 22
patients, neurological deficit from ischemia in four, dizziness
with or without headache in five, cranial nerve deficit from
mass effect in one and incidental findings in two.

Fusiform aneurysms in this study were found in the
anterior circulation in 17 (77%) of the patients and in the
posterior circulation in 23%. Dissection has been proposed
as the main underlying cause of fusiform aneurysms and
most commonly involves the posterior circulation, espec-
ially vertebral and basilar arteries1,3,5-10,15,16,19,20,24-26,32,35)

However, typical cases of dissecting aneurysm in the
posterior circulation were excluded in this study. Dissecting
aneurysms can originate in any regions of the anterior
circulation, such as the ICA1,29), MCA2,4,6,10,13-16,22,26,30), the
ACA3,10,16-18,24,27,30,32,35) and rarely in the anterior choroidal
artery21). The MCA is the most common6). Day et al.6)

reviewed 102 cases of spontaneous fusiform middle cerebral
artery aneurysms. They found that 69% of the aneurysms
originated proximal to the MCA genu (M1 segment), 21%
were insular (M2 segment) and 10% were distal (M3 or
M4 branches). In the present study, the MCA was also the
most frequent site of origin, followed by the ICA and ACA.

Various etiological factors for fusiform aneurysms have
been proposed, including atherosclerosis, vessel dissection
and association with other diseases such as von Recklingh-
ausen’s disease, fibromuscular dysplasia, systemic lupus
erythematosus and various collagen-associated vascular
diseases4,6,30,34). Based on the radiological, operative and
histopathology findings in this study, vessel dissection was
the leading cause, followed by atherosclerosis and collagen
disease or unknown factors. The initial event in the for-
mation of atherosclerotic fusiform aneurysms is thought to
be lipid deposition in and beneath the intima. This disrupts
the internal elastic membrane and infiltrates the muscular
wall35). Intramural hemorrhage and rupture of the atheroma
leads to transmural extension of the thrombus and thickens
the intima to create the fusiform shape of the aneury-
sm23,35). Rupture of the vasa vasorum by shear forces or by
stress on the luminal wall then causes intimal tear and
fracture of the internal elastic membrane. This permits
bleeding into the arterial wall to form a hematoma1,6). If the
dissection occurs between the internal elastic lamina and
the media, the vessel lumen becomes narrow or occluded
with an intramural hematoma and the patients present
with ischemic symptoms1,3,6,13,23,35). If dissection occurs
between the media and adventitia, the aneurysm can

rupture and the patient will present with SAH or IC-
H1,3,6,13,23,35). An intramural thrombus that ruptures into the
lumen will cause a distal embolization and further expan-
sion of the intramural clot will lead to vessel occlusion6). After
occluding vessel by intramural clot, it can be recanalized and
enlarged the dissection both laterally and longitudinally.
Serpentine channel forms as disease extends longitudinally,
combined with varying degrees of intraluminal throm-
bosis. In this study, disconnection or injuries of the internal
elastic membrane were recognized in histopathology of the
surgical specimens (Fig. 2D,  3D, 4C).

Treatment of fusiform aneurysms should be based on the
presence and type of symptoms, the lesion size and location
and the risk of any accompanying intervention. Day et al.6)

have suggested guidelines for the treatment of patients with
dissecting aneurysms of the MCA. They recommend that
most small and some large focal dilatations, especially those
that are asymptomatic, should be treated conservatively
unless serial neuroimaging assessment indicates significant
enlargement over time. However, the appearance of symp-
toms requires aggressive intervention. Lanzino et al.17) and
Nikawa et al.26) also recommended conservative treatment
in patients with dissecting aneurysms without neurological
deterioration or recurrent SAH because of the possibility of
spontaneous evolution of a dissecting aneurysm. In general,
we agree with the recommendation of conservative treat-
ment for non symptomatic dissecting aneurysms. However,
we also recommend clipping using encircling clips for
focally dilated dissecting aneurysms if they are found
during surgery for another symptomatic aneurysm, and
aggressive surgical treatment for fusiform aneurysms which
are not caused by dissection because of the possibility they
will progress.

Day et al.6) and several other authors3,8,17,32,35) recommend
that patients with stenotic or occlusive lesions presenting
with acute ischemic symptoms should be treated conserva-
tively. However, Kurino et al.16) reported a patient with a
dissecting aneurysm in the MCA who presented with
ischemic symptoms and who showed a poor outcome after
conservative treatment. They recommend surgical revasc-
ularization distal to the compromised artery. We also agree
with the need for conservative treatment for patients with
stenotic or occlusive lesions and acute ischemic symptoms.
However, we experienced a case with a fusiform dilatation
dissecting aneurysm in the PICA with cerebellar ischemic
symptoms, which bled later after conservative treatment.
The aneurysm was treated successfully with endovascular
method. Therefore, we recommend consideration of agg-
ressive treatment with endovascular or surgical methods for
focal dilating fusiform aneurysms.
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Several authors6,26) have mentioned that direct “aneurysm
only”clip application was associated with a high rate of
regrowth of the lesion or rebleeding caused by preserving
flow in the normal half of the affected vessel, despite
excellent intraoperative aneurysm obliteration. Therefore,
they recommended a proximal occlusion or trapping with
or without resection combined with end-to-end anasto-
mosis or EC-IC bypass3,4,6,9-13,17,28,31,34,35). We also experi-
enced one patient who died from rebleeding after clipping
of a fusiform aneurysm at A1. However, we do not agree
that all fusiform aneurysms should be treated with
proximal occlusion or trapping combined with EC-IC
bypass. Some can be treated using encircled aneurysm clips,
such as the Sundt clip, by partial clipping followed by
wrapping if the aneurysm is not ruptured case, and by
occlusion of the aneurysm and parent vessel with packing
of the coils by an endovascular method. Other
authors5,12,19,20,33) have reported that fusiform or dissecting
aneurysms can be treated using endovascular methods.

CONCLUSION

We have reviewed twenty two cases of patients with
fusiform aneurysms who have been treated at our institute.
We investigated the clinical characteristics, treatment me-
thods and outcomes after treatment of these lesions. We
have discussed the possible causes of these aneurysms, such
as dissection, atherosclerosis, collagen disease, or unknown
factors. Based on the spectrum of clinical, neuroimaging
and pathological findings, there is clearly a distinct subset of
cerebral aneurysms with fusiform morphology. Although
dissection or injury of internal elastic lamina of the cerebral
vessel is the probable underlying cause for most fusiform
aneurysms, more studies on their pathogenesis are required.

References 
1. Adams HP Jr, Aschenbrener CA, Kassell NF, Ansbacher L, Cornell

SH : Intracranial hemorrhage produced by spontaneous dissecting
intracranial aneurysm. Arch Neurol 39 : 773-776, 1982

2. Al-Yamany M, Ross IB : Giant fusiform aneurysm of the middle
cerebral artery : successful Hunterian ligation without distal bypass.
Br J Neurosurg 12 : 572-575, 1998

3. Amagasaki K, Yagishita T, Yagi S, Kuroda K, Nishigaya K, Nukui
H : Serial angiography and endovascular treatment of dissecting
aneurysms of the anterior cerebral and vertebral arteries. J Neurosurg
91 : 682-686, 1999

4. Ceylan S, Karakus S, Duru S, Baykal S, Ilbay K : Reconstruction of
the middle cerebral artery after excision of a giant fusiform aneurysm.
Neurosurg Rev 21 : 189-193, 1998

5. Chiaradio JC, Guzman L, Padilla L, Chiaradio MP : Intravascular
graft stent treatment of a ruptured fusiform dissecting aneurysm of
the intracranial vertebral artery : Technical case report. Neurosurgery
50 : 213-217, 2002 

6. Day AL, Gaposchkin CG, Yu CJ, Rivet DJ, Dacey RG Jr : Sponta-
neous fusiform middle cerebral artery aneurysms : characteristics and

a proposed mechanism of formation. J Neurosurg 99 : 228-240, 2003
7. Drake CG, Peerless SJ : Giant fusiform intracranial aneurysms :

review of 120 patients treated surgically from 1965 to 1992. J
Neurosurg 87 : 141-162, 1997

8. Echiverri HC, Rubino FA, Gupta SR, Gujrati M : Fusiform aneurysm
of the vertebrobasilar arterial system. Stroke 20 : 1741-1747, 1989

9. Findlay JM, Hao C, Emery D : Non-atherosclerotic fusiform cerebral
aneurysms. Can J Neurol Sci 29 : 41-48, 2002

10. Hashimoto H, Iida J, Shin Y, Hironaka Y, Sakaki T : Subarachnoid
hemorrhage from intracranial dissecting aneurysms of the anterior
circulation. Two case reports. Neurol Med Chir (Tokyo) 39 : 442-
446, 1999

11. Heros RC : Fusiform middle cerebral artery aneurysms. J Neurosurg
99 : 215-217, 2003 

12. Hoh BL, Putman CM, Budzik RF, Carter BS, Ogilvy CS : Combi-
ned surgical and endovascular techniques of flow alteration to treat
fusiform and complex wide-necked intracranial aneurysms that are
unsuitable for clipping or coil embolization. J Neurosurg 95 : 24-
35, 2001

13. Horie N, Takahashi N, Furuichi S, Mori K, Onizuka M, Tsutsumi K,
et al : Giant fusiform aneurysms in the middle cerebral artery
presenting with hemorrhages of different origins. J Neurosurg 99 :
391-396, 2003

14. Isono M, Abe T, Goda M, Ishii K, Kobayashi H : Middle cerebral
artery dissecting aneurysm causing intracerebral hemorrhage 4 years
after the non-hemorrhagic onset : A case report. Surg Neurol 57 :
346-350, 2002

15. Iwamuro Y, Jito J, Shirahata M, Tokime T, Hosotani K, Tokuriki Y :
Transient ischemic attack due to dissection of the middle cerebral
artery. Case report. Neurol Med Chir (Tokyo) 41 : 399-401, 2001

16. Kurino M, Yoshioka S, Ushio Y : Spontaneous dissecting aneurysms
of anterior and middle cerebral artery associated with brain infarc-
tion. A case report and review of the literature. Surg Neurol 57 :
428-437, 2002

17. Lanzino G, Kaptain G, Kallmes DF, Dix JE, Kassell NF : Intracra-
nial dissecting aneurysm causing subarachnoid hemorrhage : The
role of computerized tomographic angiography and magnetic reson-
ance angiography. Surg Neurol 48 : 477-481, 1997

18. Lee YJ, Kim YG, Kim DH, Lee MS : Dissecting aneurysm of the
anterior cerebral artery with spontaneous subarachnoid hemorrhage.
J Korean Neurosurg Soc 41 : 123-126, 2007

19. Levy EI, Boulos AS, Bendok BR, Kim SH, Qureshi AI, Guterman
LR, et al : Brainstem infarction after delayed thrombosis of a stented
vertebral artery fusiform aneurysm: Case report. Neurosurgery 51 :
1280-1285, 2002

20. Lylyk P, Cohen JE, Ceratto R, Ferrario A, Miranda C : Combined
endovascular treatment of dissecting vertebral artery aneurysms by
using stents and coils. J Neurosurg 94 : 427-432, 2001

21. Matsuura H, Otawara Y, Suzuki M, Ogawa A : Dissecting aneurysm
of the anterior choroidal artery : Angiographical and MR imaging
findings. Surg Neurol 53 : 334-336, 2000

22. Mizutani T : Middle cerebral artery dissecting aneurysm with
persistent patent pseudolumen. J Neurosurg 84 : 267-268, 1996

23. Mizutani T, Miki Y, Kojima H, Suzuki H : Proposed classification
of nonatherosclerotic cerebral fusiform and dissecting aneurysms.
Neurosurgery 45 : 253-259, 1999

24. Mori K, Yamamoto T, Maeda M : Dissecting aneurysm confined to
the anterior cerebral artery. Br J Neurosurg 16 : 158-164, 2002

25. Nakayama Y, Tanaka A, Kumate S, Tomonaga M, Takebayashi S :
Giant fusiform aneurysm of the basilar artery. Consideration of its
pathogenesis. Surg Neurol 51 : 140-145, 1999

26. Nikawa S, Yamada J, Sumi Y, Yamakawa H : Dissecting aneurysm
of the middle cerebral artery manifesting as subarachnoid hemor-
rhage and hemorrhagic infarctions. Case report. Neurol Med Chir
(Tokyo) 42 : 62-66. 2002

27. Nomura M, Kida S, Kita D, Higashi R, Hasegawa M, Matsui O, et
al : Fusiform aneurysm of the proximal anterior cerebral artery (A1).
Acta Neurochir (Wien) 142 : 1163-1164, 2000

28. Nussbaum ES, Mendez A, Camarata P, Sebring L : Surgical mana-
gement of fusiform aneurysms of posteroinferior cerebellar artery.
Neurosurgery 53 : 831-835, 2003

J Korean Neurosurg Soc 44｜September 2008

122



29. Ohkuma H, Nakano T, Manabe H, Suzuki S : Subarachnoid hemor-
rhage caused by a dissecting aneurysm of the internal carotid artery. J
Neurosurg 97 : 576-583, 2002

30. Otawara Y, Suzuki M, Abe M, Tomizuka N, Ogawa A : Dissecting
aneurysms of the anterior cerebral artery and accessory middle
cerebral artery. Case report. Neurosurg Rev 20 : 145-148, 1997

31. Saito H, Ogasawara K, Kubo Y, Tomitsuka N, Ogawa K : Treatment
of ruptured fusiform aneurysm in the posterior cerebral artery with
posterior cerebral artery-superior cerebellar artery anastomosis
combined with parent artery occlusion : case report. Surg Neurol 65 :
621-624, 2006

32. Sakamoto S, Inagawa T, Ikawa F, Kawamoto H, Ohbayashi N :
Anterior cerebral artery dissections manifesting as cerebral hemor-
rhage and infarction, and presenting as dynamic angiographical

changes. Case report. Neurol Med Chir (Tokyo) 42 : 250-254, 2002
33. Sato K, Ezura M, Takahashi A, Yoshimoto T : Fusiform aneurysm

of the vertebral artery presenting hemifacial spasm treated by intra-
vascular embolization. Case report. Surg Neurol 56 : 52-55, 2001

34. Selviaridis P, Spiliotopoulos A, Antoniadis C, Kontopoulos V,
Foroglou G : Fusiform aneurysm of the posterior cerebral artery :
Report of two cases. Acta Neurochir (Wien) 144 : 295-299, 2002

35. Wakabayashi Y, Nakano T, Isono M, Shimomura T, Hori S : Disse-
cting aneurysm of the anterior cerebral artery requiring surgical
treatment. Case report. Neurol Med Chir (Tokyo) 40 : 624-627,
2000

36. Yim MB : Surgical experience of 1216 cerebral aneurysms. Keimyung
Med J 18 : 541-562, 1999

Intracranial Fusiform Aneurysm｜SH Park, et al.

123


