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Fig. 1. Case 2.
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C

Axial T2-weighted(4000/110) MR image(A) shows multiple areas of high signal intensity in the pons and middle cer-
ebellar peduncle. Right thalamus was also involved(not shown). Post-contrast axial T1-weighted(500/15) MR image(B)
shows slightly low intesity of the lesions but no contrast enhancement. On MR image obtained after steroid therapy of

2 weeks later(C), the lesions decreased with residual foci.

A

Fig. 2. Case 4.

Axial T2—weighted(4000/110) MR image(A) shows patchy areas of high signal intensity in the midbrain. Post-contrast
axial Tl-weighted(SOO/lS) MR image(B) shows isointensity of the lesion with no enhancement. On follow-up MR image
obtained 30 weeks later(C), the lesions disappeared and the midbrain shows atrophy without enhancement.
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Fig. 3. Case 6.

Axial T2-weighted(3000/80) MR im-
age(A) shows multiple areas of high
signal intensity in the midbrain and
left temporal lobe. Post-contrast
axial Tl-weighted(500/25) MR im-
age(B) shows patchy enhancement
in the right cerebral peduncle and
left temporal lobe. On axial T2-
weighted(4000/110) and TI-weigh-
ted(500/15) MR images obtained af-
ter steroid therapy of 8 weeks later
(C and D), the lesions are decreased
in extent and contrast enhance-
ment, but still shows swelling of
the left cerebral peduncle and re-
sidual lesion in the midbrain.
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Table 1. Summary of the Cases.
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Case  Sex Clinical

) Interval Lesion Enhance Pattern Follow up change
No. /Age Menifestation
1 F/41 Oral, Genital 4 weeks Midbrain, Tegmentum Not enhanced After 7 weeks, extent
Pleocystosis
2 F/60 Oral, Pleocytosis 3 weeks Thalamus, Pons, Not enhanced After 2 weeks, extent |
Erythema nodosum Middle cerebellar peduncle
3 M/17 Oral, Pleocystosis 2 weeks MO, Dentate nucleus Focal patchy After 4 weeks, extent |
Superior middle cerebellar  enhance Enhance loss
peduncle
4 F/4l Oral, Genital 3 weeks Midbrain, Tegmentum, Not enhanced After 30 weeks, extent |
Pleocytosis Pons, MO, Thalamus Midbrain atrophy
Erythema nodosum Internal capsule )
5 M/31 Oral, Genital 3 weeks Midbrain, Pons, Thalamus, Not enhanced After 16 months, disappeared
Internal capsule Midbrain atrophy
6 M/34 Oral, Genital 5 days Midbrain, Temporal lobe, ~ Multifocal patchy  After 8 weeks, extent |
Pleocytosis Pons, MO, Thalamus, BG,  enhance Enhance |
Interna capsule, Tegmentum Atrophy of midbrain & temporal lobe
7  F32 Oral, Genital 4 weeks Midbrain Not performed Not done

Interval : interval between neurologic symptom onset and MRI check
MO : medulla oblongata,

Genital : genital ulcer | :decreased
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Neuro-Behcet’s Disease : Initial and Follow-up
MR Imaging Findings'

Chan-Sung Kim, M.D., Sun-Seob Choi, M.D., Ha-Jong Lee, M.D.,
Dong-Ho Ha, M.D., Yong-1l Lee, M.D.

IDepartment of Diagnostic Radiology, College of Medicine, Dong-A University

Purpose:The purpose of this study was to evaluate initial and follow-up MR imaging(MRI)
findings of neuro-Behcet's disease.

Materials and Methods: MRI of seven clinically diagnosed cases of neuro-Behcet's disease were
retrospectively analysed in terms of involved site, pattern, signal intensity, contrast enhancement
pattern and changes seen on follow-up. Using a 0.35T or 1.0T unit T2- and T1-weighted spin-echo
contrast-enhanced images were obtained in six patients. Follow-up MRI after steroid therapy lastion
between two weeks and 16 months was performed in six patients.

Results: Lesions involved the midbrain(6/7), pons(5/7), thalamus(4/7), medulla oblongata(3/7), teg-
mentum(3/7), internal capsule(3/7), middle cerebellar peduncle(2/7), dentate nucleus(1/7), basal
ganglia(1/7) and temporal lobe(1/7). They were 1-3cm in size, and their shape was ill-defined and
patchy. Inhomogeneous high and low signal-intensity was seen on T2-weighted and T1-weighted
images, respectively. In two of six cases there was focal mild patchy enhancement.

Euring follow-up lasting for between two weeks and 16 months after steroid therapy, the lesions
decreased in extent(n=5) or disappeared(n=1), and in the brainstem, focal brain atrophy occurred
in three cases.

Conclusion: Although MRI findings of neuro-Behcet’s disease are nonspecific, common involve-
ment of the brainstem, tegmentum and internal capsule, as well as improvement on follow-up MRI,
may be helpful diagnostic indicators of this condition.

Index words: Brain, MR
Behcet's disease
Magnetic resonance (MR), contrast enhancement
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