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Abstract: Objective To analyze the MRI features of posterior reversible encephalopathy syndromes(PRES) in children and to
explore its possible pathologic mechanism. Methods The clinical and imaging data of 10 patients with PRES were analyzed retro-
spectively. All cases had underlying diseases including 5 cases of nephrotic syndrome, 2 cases of acute nephritis, 1 case of severe
pneumonia complicated with high renin hypertension,1 case of lymphoma chemotherapy and 1 case of hemophagocytic lymphohisti-
ocytosis. Of 10 cases,7 cases had hypertension. MR scanning was performed in all cases,in which 2 cases underwent enhanced MR
imaging and 2 cases underwent MR angiography (MRA). Results MRI showed the lower signals on multiple TIW1 and the high
signals on T2W1 in the cortical and subcortical regions of the bilateral occipital and parietal lobe(10 cases) , bilateral frontal lobe(2
cases) ,temporal lobe(2 cases) , basal ganglial area(1 case) and bilateral cerebellar hemispheres(1 case). The lesions presented as
low signal on T1WI and high signal on T2WI and T2 FLAIR images. 4 cases showed the high signal on DWI and 2 cases showed
mild enhancement after administration of gadalinium. MRA in 1 case was manifested as stenosis of the distal end of the basilar ar-
tery and the left vertebral artery. The follow-up MRI demonstrated that the lesions were significantly diminished or disappeared.
Conclusion The MRI image features of PRES are manifested by the white matter edema in the occipital lobe and patietal cortex and
subcortex. Its pathogenesis is complex. The present theories can not entirely explain all the MRI findings. Children with serious un-

derlying disease should be vigilant in PRES and the MRI examination should be early conducted.
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