Clinical Application of Diffusion MRI
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2.Vasogenicedemasyndrome

Vasogenic edema® FZ UYeE e AZELposterior reversible leukoencphalopathy, venous
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3.Intracranialmass/Tumorlnfection
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(Iymphoma, medulloblastoma, germinoma, PNET, high grade astrocytom)‘“ HZzAI v 23 AY v
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4 Infection

1)PyogenicAbscess/empyema

Abscess® EA A 02 abscess cavity’t ¥& ADC value (0.36-046)F zt7] wj&d EAFow I
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2)Herpesencephalitis
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3)Creuzfeldt-Jakobdisease
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5.Trauma
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6.Hemorrhage
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hyperacute, acute, early suabcute Al7]e] B HxZ RBHo 2P & zZom, ol olvt: intact
RBC W EXxe] 34 72 3 od Aoz Z=AHFHA} olF RBC 1y51s 7} dARHE 1ate
subacute stage 8 ADC #o] 5715 7] A]33taL, chronic staged] =8+ A|HHE ADC#o] %
A Hz:A K1) golzrd #igzxgde AFFEE intracellular deoxyhemoglobin, methemoglobm,
hemosiderine paramagnetic T2 shortening effect®2 <34 ol 22 AIFEE Kol
oxyhemoglobin® %<& ADCE® A& 7}5EE, extracellular methemoglobin®} WE}+E late subacute
stageol A= Alztel A3 Hol we} AT A AANIZ Wssit o, £ A3 ADC @2
paramagnetic effectZ <& A ZA3}7] A Ho}.

7.Demyelinating disease

Acute demyelinationg Z@}3l= Wernicke encephalopathy, Marchiafava-Bignami, central pontine
myelinolysisi= Z7] Al7]e] ADC #49 1AEE JeEhdg,

Multiple sclerosis ¢t ADEM2 094% ADCE 4Yeti=d, diAe ¥ ADCe F7H8 Yede
dl, ADEM9] 95 @2 ADCE 2Y F Ut
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Status epilepticus?l Al %7] @A 9cortex ¥ medial temporal lobe®| cytotoxc edema’} Zeg <+
Rom Ajzto] A3} W vasogenic edemaZ W 3lste HEFS Holw FF AdHissue injury’t
2 4 9lt}. Epilepsy Aol A 7+ YElYE splenial lesion®low ADCE YERE 4+

Vasculitist® ©43% ADC &< JEbd = 3 oba B " gAY Neurobehcet o 73 $-&
vasogenic edemaE FZ yYeh, SLE &AM ischemic injury® <3| cytotoxic edema’} Al
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