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[Abstract] Objective: To investigate the imaging features of cerebral cortical laminar necrosis (CLN),to improve the
knowledge of this disease. Methods: The imaging materials of 32 CLN patients diagnosed in our hospital ranged from July
2003 to June 2012 were retrospectively analyzed. The pathogenic mechanism and imaging characteristics were studied. The
causes of disease included severe cranio-cerebral trauma (15 cases) , cerebrovascular accident (13 cases), HIE (2 cases),
moyamoya disease and post-operative brain tumor for 1 case each. 2 cases only had MR, and 17 cases only had CT examina-
tion, 13 cases had both CT and MRI. The longest period of follow-up was 2 years. Results: CLN was detected from 9 to 98d
since the patients were admitted, with an average as 21. 8d. Gyral shape high attenuation on cerebral cortex with the average
CT value as 55. 3HU were assessed on plain CT. The shortest time of disappearance of lesion was 10d during follow-up and
the longest period of existence wan 23m. On MRI, the gyral shape lesion showed high intensity on T} WI and FLAIR, hetero-
geneous intensity on T, WI. 11 patients (73. 3%) manifested as high intensity on DWI. Conclusion ; Typical imaging features
could be revealed in CLN, which is gyral shape high attenuation on plain CT and high intensity on MRI T, WI. Accurate
diagnosis could be obtained with imaging examination in combination with clinical history.
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