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REILELZDDEZEZONTWD, RERECIBEHEOREIC X Y EREENE L
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b, EYIVDREBIZELEICEOTFHTEZDOTCRAEVLEVIERODH L. BHE
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EPEELCED, EETEOEPERL TV IO LHEEENS. ZDLHIT
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v, EIREREENHOT S C L6, FLE VIR A hEEREL BT LI
BRTH2. mFEGITIR, HEHERICEAZROTY, FROFEICE, LU
BhERRUIEEME L. INLOERIEEEBE CRET 2, Z0BERE?
BNEL, KEEEIRRSC R VEEEPET. CheBEX - B MS relaps-
ing-remitting MS &\, HAAMS D70~80%% 5o 5, BH - ERELE MS Of
BO%ET, PELERRIAONZ(ED, BRAKEESETL T EE0H 3.
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BEWTEFEICEL IS, Larl, BEOERPEREBEEI—-A—AERD, B
ZEDIF & A LR, F1%D o BEERR L, BEIGETL T CEM (—RET
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EPFEINT0 B, HRBFROBEICE VA VRAERWEINT, VA VAZNE
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trophy & bFEN S . BRH 77 2L 70 ¥ —+F galactocerebrosidase @ Ki8 Ic
£o7T, ZDEETHBY A 2> psychosine W EELEBT2ONERLEEL &
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REOFETE, FWRIELDOTEHETH S, ZOEHR L bhoTRL,
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