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Spontaneous Resolution of Arteriovenous Malformation Without Hemorrhage

Hook and Johansen [1] reported the first case of spontaneous
resolution of an angiographically followed arteriovenous malformation
(AVM). Since then other cases of partial or complete resolution have
been reported [2-9].

Case Report

The patient was a 25-year-old, right-handed man who had been
hyperactive and nervous as a child. A grand mal seizure disorder had
developed when he was 15. A brain scan and CT scan at that time
showed a small, calcified, left posterior temporal lesion. The patient
was told that it was inoperable because of its location, and anticon-
vulsants were prescribed. In May 1984, poor seizure control led to
repeat CT and angiography (Figs. 1A and 1B), which showed a small,
calcified, left posterior temporal AVM with a diameter of 1.5 to 2.0
cm that was fed by the left posterior temporal branch of the middle
cerebral artery. Again he was told that the lesion was inoperable.
After 2 years of continued seizures, the patient was referred to our
institution. He had had no previous episodes of headache, nausea,
vomiting, or meningismus associated with his seizures. Repeat an-
giography (Fig. 1C) showed no evidence of arteriovenous malforma-
tion, early draining, or other abnormal vascular changes. Dense
calcification was noted in the left temporal area on plain skull fims,
and this was even more obvious on CT scans (Fig. 1D).

Discussion

Few cases of complete, spontaneous regression of angiographi-
cally proved AVMs have been reported [1-7, 9]. Only two cases
without previous intracerebral hemorrhage have been described [3,
7]. One patient was a 4-year-old child with intractable seizures. CT
and angiography revealed an avascular, minimally enhancing mass,
and at surgery a thrombosed AVM was found. The second patient
had an associated glioma within the AVM. Seizures in these cases
could represent numerous small hemorrhages, but no definite evi-
dence was cited for clinical subarachnoid hemorrhage. Our case
represents angiographically and CT-documented resolution of an
AVM with dense calcification and no previous evidence of hemor-
rhage.

It has been speculated that spontaneous resolution of AVMs could
be caused by thrombosis associated with hemorrhage; decreased
flow associated with elongation of abnormal vessels, turbulence, or
emboli; or intrinsic changes in the vessel wall leading to hyperco-
agulability [1, 4, 7, 8]. Omojola et al. [7] pointed out that moderate
to large AVMs with a single arterial feeder and solitary venous
drainage were the most common in the previously reported cases.

The malformation in our case was fed by a single middle cerebral
artery branch and drained into the vein of Labbé.

The natural history of AVMs studied via serial angiography has
been reported by three separate groups [1, 4, 10]. Fifty-one percent
of the malformations enlarged, 37% remained unchanged, 6% be-
came smaller, and 6% spontaneously disappeared after 4-7 years.
Of the three patients whose AVMs resolved, two had numerous
hemorrhages, and one was also treated with radiation therapy
[1, 4]. The literature suggests that occasionally AVMs do regress
spontaneously, but not without significant morbidity from repeated
hemorrhages. Despite the rarity of spontaneous resolution, it is
probably unwise to subject patients with long-standing diagnoses of
AVM to surgical procedures without current radiographic studies
confirming persistent patency.
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Fig. 1.—A-D, Radiologic evaluation in May 1984 (A and B) and August 1986 (C and D) of a man with an arteriovenous malformation (AVM).
A, Unenhanced CT scan shows calcific, enhancing posterior temporal lesion, which showed minimal enhancement after injection of contrast medium.
B, Lateral projection of left carotid angiogram shows AVM irrigated by posterior temporal branch of middle cerebral artery and draining into vein of

Labbe.

C, Unenhanced CT scan shows that left posterior temporal lesion is densely calcified. No enhancement was seen after injection of contrast medium.

D, Lateral projection of left carotid angiogram shows resolution of AVM.



