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Case Report

Spontaneous Thrombosis of a Traumatic Posterior
Cerebral Artery Aneurysm in a Child
Fanny Morón, Goetz Benndorf, Sergin Akpek, Robert Dempsy, and Charles Milton Strother
high risk of rupture, occlusion of the parent artery by using
endovascular techniques was recommended. Because of concern about the risks of treatment, the parents requested a
second opinion. After these consultants agreed with the original recommendation, the parents wished to proceed with treatment. Before readmission (15 days after initial evaluation), the
child developed a significant increase in his headache. He also
had nausea and vomiting, but no focal neurologic deficit. A CT
scan showed a marked increase in the attenuation of the aneurysm. This was interpreted as indicating significant thrombosis (Fig 2). Angiography done the next day showed total
occlusion of the aneurysm with preservation of the parent
artery and its branches (not shown).
Serial CT and MR imaging scans done over the ensuing 5
years showed a gradual shrinking and calcification of the
thrombosed aneurysm (Fig 3A and B). The child remained
neurologically normal.

Summary: Traumatic posterior circulation aneurysms are
rare, especially in children. They are typically associated
with severe trauma and are thought to result from either
direct osseous injury or stretching or compression of an
artery against the tentorium. They may grow, rupture, or
both. Although spontaneous thrombosis may occur, it
rarely results in complete occlusion. We report the spontaneous and complete thrombosis of a large posterior cerebral artery aneurysm in a child who presented after
minor head trauma. Five-year follow-up documents the
complete occlusion of the aneurysm.

Traumatic aneurysms comprise ⬍1% of all intracranial aneurysms and are usually found in the anterior circulation (1, 2). They most commonly occur in
the distal middle cerebral or anterior cerebral artery
or in the petrous or cavernous portion of the internal
carotid artery, with posterior circulation aneurysms
accounting for only 7–10% of these lesions (3). They
usually occur as a consequence of severe head
trauma. In closed injuries, one of the possible causes
is arterial injury because of a sudden stretching or
compression against a rigid dural structure such as
the falx or the tentorium. These aneurysms often
bleed, with intracranial hemorrhage reported in as
many as 60% of patients with such aneurysms (3).
Associated mortality is as high as 31% (4). Some
degree of spontaneous thrombosis may occur (5).

Discussion
Intracranial aneurysms in children are uncommon,
accounting for 0.5– 4.6% of all aneurysms (6). Among
them, traumatic aneurysms account for as many as
39%. Of 500 cases of traumatic intracranial aneurysms reported in the literature, ⬎60 occurred in
children younger than 10 years old (3). Intracranial
aneurysms most frequently involve the distal anterior
cerebral artery (38%), the internal carotid artery
(29%) at the level of the skull base, usually the supraclinoid segment, or the distal middle cerebral artery (25%). Only a few cases (8%) involving the
posterior circulation have been reported (3, 7). Intracranial traumatic aneurysms usually develop as a consequence of direct vessel injury associated with fractures, penetrating wounds, or acceleration-induced
shear forces. Closed head injuries leading to traumatic aneurysms are relatively common in children,
accounting for 68 –72% of cases (3). Minor head
trauma, without fractures or significant initial impairment of consciousness, may also cause vessel injury.
The underlying mechanism in these instances is either
a direct compression or a sudden stretching of the
vessel wall against stationary structures. Aneurysms
arising from such an injury occur most commonly in
arteries that are closely related to the falx cerebri
(anterior cerebral artery), the tentorium (PCA, superior cerebellar artery), or the falx cerebelli (posterior
inferior cerebellar artery).
Casey and Moore (8) reported the case of a 24year-old man with a traumatic giant PCA aneurysm
mimicking a tentorial edge meningioma. Kaplan and
Hahn (9) described nonruptured PCA aneurysms in
two children, both 4 years old. Kaplan and Hahn’s
review of the literature contains 21 published cases of

Case Report
A 6-year-old boy was seen in the emergency room after a fall
from a swing. He had a mild headache and a slight contusion
over his forehead. He had not lost consciousness, and his
physical and neurologic examinations were normal. A CT scan
demonstrated a hyperattenuated, round lesion in the left ambient cistern (Fig 1A).
Angiography 2 days later revealed a 20-mm aneurysm arising from the P2 segment of the left posterior cerebral artery
(PCA; Fig 1B). Cortical branches of the PCA arose from the
aneurysm. The images were interpreted as representing a posttraumatic aneurysm with cortical branches filling from the
aneurysm. It was not thought to be possible to occlude the
aneurysm without sacrificing the parent artery. Because of the
Received February 27, 2004; accepted after revision April 16.
From the Department of Radiology (F.M., G.B., S.A., C.M.S.),
Baylor College of Medicine, Methodist Hospital, Houston, TX;
and the Department of Neurosurgery (R.D.), University of Wisconsin, Madison, WI.
Address correspondence to C. M. Strother, MD, Department of
Radiology, Baylor College of Medicine, Methodist Hospital, One
Baylor Plaza, Houston, TX 77030.

© American Society of Neuroradiology
58

AJNR: 26, January 2005

POSTERIOR CEREBRAL ARTERY ANEURYSM

59

FIG 1. A, Initial CT scan. Axial CT scan
shows hyperattenuated round lesion (arrows) adjacent to the left ambient cistern
with slight compression of the brain stem.
B, Initial arteriogram. Left vertebral arteriogram, anteroposterior view, shows a contrast medium “jet” filling (arrow) of a large
aneurysm arising from the left P2 segment.

FIG 2. Follow-up CT scan. Axial CT scan shows increased
hyperattenuation of the lesion (arrows), indicating acute thrombosis.

PCA aneurysms under the age of 20, seven younger
than 10 years of age, and 10 presenting without subarachnoid hemorrhage. Although the angiographic
appearance in one of his cases (case 1) is somewhat
similar to ours, closed head injury or minor head
trauma was not noted as a possible cause. De Sousa et
al (10), who described a ruptured nontraumatic giant
PCA aneurysm, found only 10 previously published
cases in children 5 years of age or younger.
Burton et al (11) reported that so far, the only case
of a PCA aneurysm in a child of traumatic origin. A
14-year-old boy developed an aneurysm of the right
temporooccipital branch following an automobile accident. Although he was asymptomatic until the time
of his minor trauma, it cannot be excluded that the
aneurysm was present before this event and that it
may not have been of a traumatic origin.
As stated by Stehbens (12) most aneurysms ⬎10
mm in diameter contain thrombus. The incidence of
some degree of spontaneous thrombosis of all aneurysms varies depending on location, size, and origin,
but it is higher in giant aneurysms (13). Ohta (14)
analyzed 30 cases of distal superior cerebellar artery

aneurysms from the literature. Seven cases (23%)
showed partial intraaneurysmal thrombosis, and one
was completely thrombosed.
In general, complete aneurysm thrombosis is more
unusual (5, 14 –19) and is particularly rare in a short
period of time (1 month) (17, 18). It may, however,
occur even within a few days (20).
To the best of our knowledge, only one instance of
spontaneous thrombosis of a traumatic aneurysm in a
child has been reported (5). Loevner et al (5) described the case of a 7-year-old boy with a traumatic
basilar artery aneurysm that showed complete thrombosis confirmed by a follow-up arteriogram after 13
years. Various factors influence the spontaneous
thrombosis of an aneurysm, the most important of
which is likely the relationship between volume and
neck size (13, 21). In a now classic study in a canine
aneurysm model, Black and German (21) demonstrated that the volume-to-orifice ratio of the aneurysm appear to be the major contributing factor to the
balance between thrombogenesis and thrombolysis.
In this study of 21 aneurysms none of those with a
volume-to-area quotient of less than 23 thrombosed
(n ⫽ 8), whereas all of those with a volume-to-area
quotient of 28 or greater thrombosed completely (n ⫽
11). The larger the volume with respect to the neck,
the more sluggish flow inside the aneurysm. A volume-to-area quotient ⬎25 seemed to provoke spontaneous thrombosis. Our patient’s aneurysm was
large (18 mm). It filled and emptied very slowly,
which indicates very sluggish intraaneurysmal flow.
Another factor that has been related to spontaneous aneurysm thrombosis is the contrast medium
used for angiography. Recently, Krapf et al (15) reported the complete disappearance of a giant posterior communicating artery aneurysm in a 9-monthyear-old infant following diagnostic angiography.
Warschewske et al (18) reported the complete thrombosis of a giant anterior communicating artery aneurysm 4 weeks after diagnostic angiography. Although
the underlying mechanisms are not completely understood, nonionic contrast media may interact with clotting (endothelium, platelets, and red blood cells) so as
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FIG 3. A, Follow-up axial CT scan, obtained 5 years later, demonstrating the
shrinkage of the lesion associated with
some calcifications. B, Follow-up MR angiogram obtained 5 years later. MR angiogram documents no recanalization of the
aneurysm and partial filling of distal PCA
branches.

to cause activation of coagulation or thrombosis (22,
23). Particularly under low-flow conditions as was
present in our patient; they may induce red blood cell
aggregation and thus may also promote thrombosis by
this mechanism (23, 24). Because we do not have
definitive proof that this aneurysm was not present
before the trauma, we cannot exclude the possibility
that, in some manner, the injury initiated events that
led to its thrombosis. Because one cannot predict
whether a particular aneurysm will thrombose, and
because the incidence of rupture of traumatic aneurysms is high, it is not appropriate to manage these
patients in a conservative manner in the hope that
spontaneous thrombosis will occur.

Conclusion
We report the rapid, spontaneous, and complete
thrombosis of a nonruptured, large posttraumatic aneurysm of the PCA in a child. MR imaging and CT
examinations over a 5-year period confirmed the permanent obliteration of the aneurysm.
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