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Table 1. Clinical Data and CT and Angiographic Findings
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Sturge-Weber ZF-2-& ¥ Az} A1749] ohl #x) odele|
LEFA Wi 9 B2 o vl gRES S0 s
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tH(cephalic end)el] 7] 30| AAH 22 HY3}x] o
3 &3kt 7)dske Ao A= 9loH(9), B5A
Halshy 2702 ghy Rul 3 i dgrute] P 9)
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Case No. Age/Sex Clinical Findings

CT Findings

Angiographic Findings

gyriform CE, Rt. hemisphere
t cp, Rt.
gyriform CE, Lt. P-T-O

t cp, Lt

1 3mo/F facial nevus, seizure
eyeball deviation
2 4mo/F facial nevus, seizure
3 6mo/M facial nevus, seizure
4 IOy/F facial nevus, seizure
5 10y/M facial nevus, exophalmos, Lt.
hemiparesis, Rt
6 14y/M facial nevus, seizure, Lt.
upper extremity weakness, Rt.
7 14y/F facial nevus, hemiparesis, Lt.
14y/M facial nevus, seizure, Rt.
facial palsy, hemiparesis, Lt.
9 16y/F facial nevus, seizure
10 32y/M facial nevus, seizure

gyriform CE, Lt T-O

t Cp, Lt.

gyriform CE, calc, Lt P-O

1 CP, Lt. thick calvarium, Lt.

gyriform CE, Rt. F-P-T
t cp, Rt.

gyriform CE, calc, Lt. T-O

| cortical v. Lt O-T

t medullary v. orbital stain
| cortical v. Lt P-O

t medullary and deep v.

| cortical v. 1 deep v. Rt F-P-T
transdural v. drainage at frontal

calvarium

i deep v. (subtle)

CE = contrast enhancement
= prominent or enlarged

calc = calcification
T = temporal v = vein

CP = choroid plexus
{ =decreased

F=frontal O =occipital P = parietal

Fig. 1. Case 2.

A. Axial proton density-weighted
MR image shows enlarged choroid
plexus on the left (arrow). Venous
system abnormality cannot be
clearly seen.

B. Contrast-enhanced coronal MR
image shows diffuse, thick lepto-
meningeal enhancement and pro-
minent, enhancing choroid plexus
on the left. Involved hemisphere is
atrophied.
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Fig. 2. Case 5.

A. Contrast-enhanced CT
scan shows enlarged, en-
hancing choroid plexus
on the left as well as
marked gyral enhance-
ment over the left tem-
porooccipital area.

B. Axial proton density-
weighted MR  image
shows paucity of cortical
veins on the affected
side, compared with tho-
se on the right (arrows).
C. Contrast-enhanced MR
more clearly shows prominent, well enhancing choroid plexus and diffuse, thick leptomeningeal enhancement on the
left. The overlying diploic space is thickened(arrows) and left hemisphere is atrophied.

D. Cerebral angiography, left lateral view, mid-venous phase, shows prominent brain stain in temporooccipital area,
probably representing delayed venous drainage. Orbital staining (arrow) and paucity of cortical veins are also seen.

E. Late venous phase reveals prominent medullary and deep venous system in temporooccipital area.

Table 2. MR Findings.

C ; Decrease in Enlarged Choroid plexus Leptomeningeal Diploic space
ase Involved site ) i
cortical v. deep v. enlargement enhancement widening
1 Rt hemisphere + = =t moderate —
2 LtP—T—0 I — s thick —
3 Rt hemisphere + + not enhanced not enhanced =
4 Lt hemisphere =+ + + moderate =z
5 Lt T—O + mild* + thick +
6 Lt P—O =+ =+ + mild -+
7 Rt hemisphere <+ o = mild +
8 Rt F—P—T + + oy moderate +*
9 Lt hemisphere =tz + + mild 3
10 Lt T—0 — — = mild +*

F=frontal O =occipital P =parietal T =temporal v.=vein x=angiomatous change
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Fig. 3. Case 6.

A. Pre-contrast CT scan shows
gyriform calcification over left
parietooccipital area and atrophy
of left hemisphere.

B. Axial proton density-weighted
MR image reveals prominent di-
ploic space, seen as high signal
area with multiple foci of tubular
signal voids which may represent
prominent diploic vessels (white
arrows). Also noted are some
curvilinear dark signals in left
parietooccipital area indicating
calcifications (black arrows).

C. At lower level, abnormally
enlarged deep vein is visible as a
tubular signal void structure(ar-
row).

D. Post-contrast Tl-weighted MR
image shows enlarged choroid
plexus and mild leptomeningeal
enhancement in left temporo-
occipital area.
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MR Findings of Sturge-Weber Syndrome :
Emphasis on Vascular Abnormality'

Ho Kil Baek, M.D., Tae Yon No, M.D., Jong Bu Won, M.D., Seung Kuk Baik, M.D.
Mi Jeong Shin, M.D., Bong Ki Kim, M.D., Han Yong Choi, M.D.

IDepartment of Diagnostic Radiology, Wallace Memorial Baptist Hospital

Purpose:To observe MR findings of vascular abnormality in Sturge-Weber syndrome and to de-
termine the value of MRI in diagnosis.

Materials and Methods:Ten patients with Sturge-Weber syndrome (age:3 months —32 years)
were evaluated by MR imaging ; in six and four cases, respectively, the results were correlated with
those of CT and angiography. We retrospectively analysed changes in the cortical vein and deep
venous system, including the medullary and subependymal vein, as well as enlargement of the cho-
roid plexus, leptomeningeal enhancement, and changes in diploic space. ’

Results:In all cases except one, in which non-contrast enhanced study had been performed,
varying degrees of leptomeningeal enhancement were seen. In nine cases the cortical vein became
smaller ; enlargement of the choroid plexus was seen in eight cases, change in the diploic space in
seven (including three in which there was angiomatous involvement), and enlargement of the deep
venous system in seven. In younger patients, collateral pathways were less developed and
leptomeningeal angiomatous changes were more pronounced than in those who were older.

Conclusion: MRI is a useful modality for the evaluationn of vascular changes in Sturge-Weber
syndrome. These changes vary according to a patient’s age and the duration of the disease.

Index Words : Brain, abnormalities
Brain, MR
Sturge-Weber syndrome
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