Anderson-Fabry Syndrome
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Heart with Dilated

Normal Heart Cardiomyopathy

Chambers relax and fill, Muscle fibers have stretched.
then contract and pump. Heart chambers enlarge.

gyl (6l ysiaw jo (Swgy Ol ks

el Ll ogls palls g 5l dilate po p0 Wil ge a8 Sl 050 G5 5 SzsS sladnl b wlogil,S 25T Jols Sl pallss
S sSihe g b Al Ky ey By po b eset] ks ald ol ALES g oS ol 36 B o, (s,
s b sy Glem wile oDl gyl (68 o0 4 dis Gliles (nl 2 ogdle (el (gl (628 (5 Lo 42 02
D39S 4 Olsiee Gylom (nl ) (et @Dl I 0g b oo Laplil L5ses 99,0 e ymie P jsboas aS wias e (LA,

5,5 0L 55 g,lg e ol aile AlS alad &gty 4 Bgye Y] el oy i3

Qg Nl 6B gy o (Sl Ol el p e

(P55 3335 55 Sk A sl il 4y ke S 53k Sy, S aplal 13 Siism b olyen 9,5 ( Slis s o oK

Bl oo Ggm sl (58 ey @le S0 Sl el 5 (ploond JolS pae 59 Gl 0 SISl gses Sl amS



kol

MNavt IL-6R TPVA1 TrkA

Middle Inner

Ossicular

TR Organ of balance

Auricle

|

EarNoiseEIIminator

Cochlea hairs with
meaning




O gyl (6 9 oy 4 Mo ol jlows 0 (bl (G195 (130 55 939 IS I Seilouds (gled



—

Og 30l (6 2 oy 4 e o slows 50 A2 Lol yod (B o 1 (Sl d Silods los
Og ol (1 oy (58ler il

e go (ol 85 00l (5> B8 50 LSS e 2l GLA (5 )0 iz & ez sl LA Sl eSS 5l 058
S5 G S gyl 62 slem slml sl GLA ()5 50 Lz 0sdee o slacdl caslio o Shae o Pl 4
Sl ol dolo U5 cnlnbe el olpon 9S50 U5 50 (3 Cnl ol 3585 b oS 0iS oo (S50 wolie X 4 atls
03 ol a5 GLA 05 53 ez @lls ploye og aaalys GugSajerie gyl 1 Slom & S Comer S5
Solont 5 099 N iged ez S5 A I Gom il 62 (5 leny a4 S ilon ST 2l po (LELBL ol I sl s

ols sialgs 590 1) g il (5 08



Fabry disease (Gb3 accumulation)
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