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Patho-physiology of the radiation necrosis in the brain

R OBEEE (Fns0) - BEMERMAESS %3 2 UT4F O @Ak B U AR IR O IXE O IRE R O
M EICHE L TWA A, SEGEMEM A SRS K& RBE & 72 o> T Dy AHFZE TITEFRE MM
R SE &\ 5 Wi T necrotomy & 1T 72 AR MFAE A O FRAT & 18 U T, AHEEDOREFF DOfif
Mz BRE Lz, MRS ITE S O HE Yeta O, Sz {To70, HRIZ X
D VFIE DRI METS 70 A BT & RIEDIRREICIES G LTV D Z E R &z,

WFZER R OB (:3) : Radiation necrosis in the brain became a serious problem after
high-dose irradiation for malignant brain tumors. We analyzed the surgically removed
specimen of symptomatic radiation necrosis of the human patients, by H & E staining and
immunohistochemistry. From the analysis, it is revealed that fragile and leaky
angiogenesis and inflammation were the major cause of peri-lesional edema in the

radiation necrosis.
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Anti-HIF-1a IHC in typical radiation necrosis
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