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AxEZ(adult-onset leukoencephalopathy with axonal spheroids and pig-
mented glia, ALSP)9] 2|8 274& HeIth? ALSPE Fehd-tRNATA A 4(al-
anyl-tRNA synthetase)Z %35 5Hencoding)st= AARS2G-AA O] QA E 2hAY
Stk AARS2H8A = 0¥ XA 9] ek (6p21.1)0ll YRI5k AARS2THE -2 A
Al(mitochondria)ollA tRNAC] ohv|ieAt Fepd-S F2A7 = G- Fdoto] Al
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Sl Aol CSFIRFAAL wolqh &91H 73-9-+= CSFIRATHALFFOo = 7%
Sh= Zo] g Zoltt.

CSFIRGF A EZ 0] oA Hus 9= 23] At o]s>>¢ EAZ] 1
AFEHSEY(computed tomography, CT) 478 HojA| X173} 9JAHE9] Zth
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Figure. Serial neuroimaging changes of the patient (A-L). Initial MRI (A-D) shows scattered hyperintense lesions in both frontal and parietal
periventricular white matter on DWI (A-C), and thinning of the corpus callosum on FLAIR (D). The MRI performed 5 years after the onset of
symptoms (E, F) demonstrates the disappearance of hyperintense lesions on DWI (E) and worsening callosal atrophy along with increased
white matter hyperintensities (WMH) in both frontal and parietal lobes on FLAIR (F). The CT conducted 5 years after the onset of symptoms
(G, H) shows small bilateral calcifications in the frontal white matter adjacent to the anterior horns of the lateral ventricles (arrows) and ven-
triculomegaly. The MRI performed 8 years after the onset of symptoms (I, J) shows no hyperintense lesions on DWI (I) and more advanced
callosal atrophy, ventriculomegaly, and WMH in both frontal and parietal lobes on FLAIR (J). The CT carried out 8 years after the onset of
symptoms (K, L) still shows remaining calcifications (arrow) in the frontal white matter. MRI; magnetic resonance imaging, DWI; diffusion
weighted image, FLAIR; fluid-attenuated inversion recovery, CT; computed tomography.
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CSFIRAUMALES SXA 20= HHUFHHSES 22

A= 34 2AE Btk SR Hes sl 7HHQl HA
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