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Table 1, MR characteristics of primary CNS
lymphoma

Number of lesions (n=17)

Location
Central gray matter/

corpus callosum 12
White matter/cortex 4
Posterior fossa 1

Size (cm)
=1 5
1< <2 3
=2 9

Signal intensity
T,-weighted

Hyperintense 1
Slightly hyperintense 13
Isointense 3
T,-weighted
Slightly hypointense 10
Isointense 7
Homogeneous
Yes 14
No 3
Edema
Mild (< lcm) 10
Moderate (1—2cm) 1
Marked (> 2cm) 6
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Fig.1. On T,-weighted image, the lesion in right frontal lobe (curved arrows)
appears slightly hyperintense rélative to gray matter with marked edema. Addi-
tionally, another small slightly hyperintense lesion (arrows) is also recognized in
left splenium (A). Contrast enhanced image demonstrates two dense homogeneous
lesions clearly (arrows) (B).

Fig.2. Sagittal contrast enhnaced image shows small

four lesions in corpus callosum (arrows), providing
better delineation of the topography of the lesions.
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Fig.3. T,-weighted image (A), T.-
weighted image (B) and contrast enhan-
ced image (C). Periventricular spread
of the lesion is well demonstrated.
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Fig.4. Contrast enhanced image shows slight and inhomogeneous enhanced lesion

in left thalamus (arrows), indicating fine infiltration of the tumor. Small lesions

ingenu (arrowheads) and right basal ganglia (curved arrow) are also seen (A).

On T,-weighted image, peritumorous edema (arrows) is mild (B).
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MR Imaging of Primary Central Nervous System Lymphoma
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We evaluated MR images of histologically proved primary central nervous system lymphoma

(Non-Hodgkin lymphoma) on MR imaging of seven patients (17 lesions).

The number and the size of the lesions were evaluated on Gd-DTPA enhanced images.
Peritumorous edema was assessed on T,-weighted images.

The tumors showed slightly hypointensity or isointensity relative to gray matter on T,-
weighted images and slightly hyperintensity or isointensity on T,-weighted images.

Ten lesions (59%) had mild edema (less-than 10 mm) and six lesions (35%) represented
marked edema (more than 20mm) in accordance with the tumor size. The area of edema in
lymphoma seemed to be smaller than that in metastatic tumor.

With regard to internal texture of Gd-DTPA enhanced lesions, many of them (82%) showed
intense and homogeneous enhancement, whereas three lesions (18%) demonstrated poor and
heterogeneous enhancement with mild edema independent of their size, which seemed to indicate
the fine infiltration of the tumor.

The lesions were predominantly found in central gray matter and corpus callosum (71%).
Especially in corpus callosum, at least one lesion was seen in six of the seven cases. Sagittal
images provided better delineation of the topography of the corpus callosum. Gd-DTPA enhan-
ced images were very useful in the detection of the small lesions (less than 10mm) that otherwise
might be overlooked because of their faint contrast to adjacent normal brain parenchyma.

In conclusion, our data indicate that the typical lesion of primary CNS lymphoma has the
following MR manifestations : predominantly in corpus callosum, iso- or slightly hyperintense
relative to gray matter on T,-weighted images, intense and homogeneous enhancement after
intravenous injection of Gd-DTPA, mild (less than 10mm) edema. These findings on MRI will
contribute to the correct diagnosis and proper treatment of primary CNS lymphoma.
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