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[ Abstract)

manifestations of secondary brain injury. It is generally believed that the formation of PHE is due to the

The perihematomal edema (PHE) after intracerebral hemorrhage (ICH) is one of the

destruction of blood-brain barrier (BBB) after ICH, which in turn leads to the formation of vasogenic edema.
At present, the methods for quantitatively evaluating the permeability of BBB include imaging evaluation
and biological marker evaluation, both of which can be used as an important way to study the relationship
between BBB and PHE. The ultimate goal of studying the relationship between BBB destruction and PHE

is to find treatments that can prevent BBB destruction and reduce PHE after ICH.

[Key words] Cerebral hemorrhage; Blood-brain barrier;

Edema; Review
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Figure 1 A 36-year-old woman was admitted for progressive headache with ataxia for one month.
Imaging examination revealed obstructive hydrocephalus caused by a space-occupying lesion in the
right cerebellum.  Then an exploratory craniotomy was performed. Postoperative histological
examination indicated dysplastic cerebellar gangliocytoma. Axial CT showed a heterogeneously
hypodense lesion in the right cerebellum (arrow indicates, Panel la). Axial T/WI revealed hypo-to-
isointense right cerebellar lesion with clear boundary. There were thin iso - intense parallel linear striations across tumor with
hypointense streaks between them (arrow indicates, Panel 1b). Axial T,WI showed hyperintense lesion with areas of parallel linear
hypointense strips running throughout lesion which was called "tiger striping" (arrow indicates, Panel 1c). Axial DWI revealed relatively
hyperintense signal in right cerebellum (arrow indicates, Panel 1d). Enhanced axial T/WI showed no obvious enhancement of the lesion.
There existed several moderate enhancements of linear signals within the lesion (arrow indicates, Panel le).
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