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A comparative study between primary and secondary CNS lymphoma of MRI manifestations
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Abstract : Objective
ma. Methods

lesions location, number, shape, signal intensity, enhancement pattern, peritumor edema and mass effect. Results

To investigate the differences of MR imaging manifestations between primary and secondary CNS lympho-
To analyze MR imaging manifestations of 21 cases of PCNSL and 8 cases of SCNSL retrospectively, and compare the
21 cases
(100 % )PCNSL all located in the brain,11(52% ) cases were multiplicity, the number of all lesions was 51, the shapes of them were
mass(n=22)(43%) and nodular(n=20) (39%) mainly, most lesions were slight hypointense T1 signal intensity(n=239) (76%)
and slight hyperintense T2 signal intensity(n=27)(53%), a few(n=9)(18%) were cystic or necrotic, the lesions were markedly
homogenous enhancement mainly(n=45) (88%), peritumor edema was sight(n=20) (39 %) mostly and secondly was massive(n=
19)(37%) » most lesions were slight mass effect(n=24) (47%) and some were no mass effect secondly(n=20) (39%). 6 cases
(75%)SCNSL were leptomeningeal spread and 6 cases(75%) were multiplicity, the number of all lesions was 27, most lesions
were isointense T1 signal intensity(n=18) (67 %) and isointense T2 signal intensity (n=14) (52%), all(n=27) (100%) were
markedly homogenous enhancement, most lesions(z=23) (85%) showed no peritumor edema and mass effect. Conclusion PCNSL
and parenchymal lesions of SCNSL had similar MRI manifestations, which routine MRI was difficult to differeniate,and were differ-
ent from SCNSL with leptomeningeal spread and metastases.
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