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Feriozzi S, Rozenfeld P. Clin Exp Nephrol. 2021;25:925-934.

Fig. 1 WENBANINNITLNA Fabry nephropathy

Fig. 2

20 pm

Yokoyama T, et al. Kidney Int. 2021;99:1246.
M. Sugarman, et al. Mol. Genet. Metab. Rep. 2018;15:43-45.

Domsuwne




gUiANsniwalsAnILUEWY 1:40,000 B9 1:117,000
Iaeludialsnln Tepvinla wazlsanannfenanasazny
atfin1snigeliu Inawugiimsnidszannfanas 1 luglay
hypertrophic cardiomyopathy Fasay 0.2 1u;§ﬂw1mw
szazgavnalasunisnants (hemodialysis) uaviotay 0.1 1w
Athelsanaanidananes (stroke) Hiaelsaniustain classic
TuwatnawudnFasas 50 azwun1svinausedlnialng
(azothemia) lutasane 30-50 T uazFasaz 90 luftlhaaig
annnan 60 T FrlastlalldFunsinmeinnanislaauiiu end
stage renal disease WuUANANLRAEDIEMRETINAR 41 )

winwudngtlaalsaniusdiiaanismnglanaslien
angiotensin-converting enzyme inhibitors Ve angiotensin
receptor blockers Lﬁ@‘ﬁ'm@m proteinuria ﬁﬂﬁg\‘imﬁﬁﬁ?’u
nsinenmazanudulaings wagvinniswenlavnniderdd
@aunTlin enzyme replacement therapy (ERT) tfun1s5nen
lnnzzasiitismzaemninuaedlaiminflaeannyedta

WInlesy ERT neunazieinisuaninialn

Case study

P a = [% .

@ﬂfmumﬂw&mq 60 1 unmae asymptomatic
persistent proteinuria l3Alszanfane AMNAUlalings atral
fibrillation, dyslipidemia wazfiszdRwAenili cerebrovascular
attack (CVA) NANNTATIATNNNLRY ] Unk WAZNIIATIAUREA

= = dy YV a 1 . .

NNTLANILBIRUNAUNR WiNaATIAtlaa1IZ WL proteinuria
3+ UWNNERANTUNFIATIA kidney biopsy AaNNHA electron
microscopy WLNITAEANUEN inclusion bodies Twoas podocyte
(myelin bodies/zebra bodies) Auandly Fig. 3

NANITAIATIA alpha-galactosidase A enzyme WAy

LysoGL3 wumagluinawiing wailasangueedumwandgs

Fig. 3 uAnIEATuLIa lAsi1u electron microscope (§NATUAANI
zebra body)

BeuiFealag: uA. W ANeINa Anagmu

MATTNHNIITANART ADEWANEANARTLINNENLNATNNBLR JmAnenAeniing

UNNEARANTNEIATINTY GLA Fawunianansiug known
pathogenic variant rﬁﬂfmmﬂﬁﬁﬂﬁivumﬁﬂﬁﬂdﬂL'ﬂu Fabry
disease

anunuiasauaial Fig. 4 aandnluaseuniail
tamaiiulsaviiusdaaslaiunisdinsaatiu GLA wisuma
msnansiugnalsamiaurasilon waglunsauniainud
gnanewasihaddunasiugaaetunu lnanfudoumeme
AUAABNMITUIIININNI AN Faiu gnansaesdilasnas
IFFunasannInsaaaInssaneedlsarhiustuariunsinem
Tmﬂﬁﬂ%ﬁmmLmﬁlumfaumﬁﬁiﬁﬁ?ﬂLfau”lfnﬁwml,mu (enzyme

replacement therapy, ERT) Gaiilunnadnenaninig

e
GOy

Fig. 4 unupiasauasivasdilalsanuss

nanalaaasd wangUsansaany proteinuria,
albuminuria ialnany Inglainsuaundanan uwwndaos
1intla Fabry nephropathy u@ﬂmmﬁmmmqmqﬁmﬂﬁiﬁmi
T8un mamsaailasnas waznsatuiieln lnawuaafingng
pnfinananndrsduiufatesaiuayulfasdelsaviusd
dounmamnsaaialaos alpha-galactosidase A FANNAUNIZIANZAY
fulsausfivsslonflunisidasaianiglumas o
fravis wingeenstiudunnsafadelsaniustvian ANTLNULAY

WATIEATATIAMINIINANERUFILEU GLA Aatiane

1aN@198194

1. Feriozzi S, Rozenfeld P. Pathology and pathogenic pathways in fabry
nephropathy. Clin Exp Nephrol. 2021 Sep;25(9):925-934.

2. Silva CAB, Moura-Neto JA, Dos Reis MA, Vieira Neto OM, Barreto FC. Renal
Manifestations of Fabry Disease: A Narrative Review. Can J Kidney Health
Dis. 2021 Jan 19;8:2054358120985627 .

3. Yokoyama T, Manabe S, Horita S, Kataoka H, Mochizuki T, Nitta K. The origin
of urinary mulberry cells in Fabry disease. Kidney Int. 2021 May;99(5):1246.

4. Sugarman M, Choudhury J, Jovanovic A. An atypical p.N215S variant of
Fabry disease with end-stage renal failure. Mol Genet Metab Rep. 2018 Feb
6;15:43-45.

5. Shimohata H, Miyake Y, Yoshida Y, Usui J, Mori T, Sohara E, Uchida S,
Hirayama K, Kobayashi M. LMX1B-associated nephropathy that showed
myelin figures on electron microscopy. CEN Case Rep. 2021 Nov;10(4):588-
591.

6. Doheny D, Srinivasan R, Pagant S, Chen B, Yasuda M, Desnick RJ. Fabry
Disease: prevalence of affected males and heterozygotes with pathogenic
GLA mutations identified by screening renal, cardiac and stroke clinics,
1995-2017. J Med Genet. 2018 Apr;55(4):261-268.

<

VV-MEDMAT-70001 : July 2022 4 i 3



