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Disease Group Protein Disease Type Form Phenotype
AD Tau, A3 AD SP/GEN DEM
PiD SP FTD
GGT SP FTD
Tauopathy CBD 5r MD/FTD
(F'i'LD}?"l'au} 9 Tau PSP sp MD/FTD
AGD SP DEM
NFT-dementia / PART SP DEM
FTDP-17T GEN FTD/MD
TDP-43 FTLD-TDP (tvpe A-D) SP/GEN FTD
roteinopath TDP-43 MND-TDP sSr/GEN MD
P pathy FTLD-MND-TDP SP/GEN FTD-MD
FUS aFTLD-U, NIFID, BIBD 5P FTD/MD
(FET)-proteinopathy
FTLD/MND-FUS FUS/FET MND-FUS GEN MD
(FET)
rD SP/GEN MD
o-Synucleinopathy o-Synuclein DLB S5P/GEN DEM /MD
MSA SP MD
sCJD, VPSPr, sFI SP DEM/MD
iCJD ACQ DEM /MDD
Prion disease PrP vCJD ACQ DEM/MD
Kuru ACQ DEM /MDD
gCID, GSS, FFI, PrP-CAA GEN DEM /MD
Huntingtin HI» GEN MD
Ataxin1,2,3,7.
TRD * CACNALA, TEP SCA1,2,3,6,7,17 GEN MD
FMRP EXTAS GEN MD
ARP SBMA GEN MD
Atrophin-1 DRPLA GEMN MD
Ferritin Hereditary ferritinopathy GEN DEM /MD
Neuroserpin MNeuroserpinopathy GEN DEM
Other forms ABri, ADan, gelsolin, Hereditary .
cystatin, transthyretin, AP amyloidoses/CAA GEN DEM
Only UPS FTLD-UPS GEN FID
Not determined FTLD-ni 5P FTD
Tau, e-Synuclein MNBLA GEN DEM/MD
Various genetic and sporadic
Tau, a-Synuclein, TDP-43 diseases (“secondary”™ SP/GEN DEM /MDD

proteinopathy forms)
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GG Kovacs - 2016
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Alzheimer disease: tau Alzheimer disease: amyloid-f

C90rf72, TARDBP

FUS, EWSR1, TAF15

J Brettschneider - 2015 Tau C90rf72 HNRNPA1, HNRNPA2B1 Genetic
PGRN TARDBP SOD1, ATXN2, OPTN, UBQLN2 oiat
CHMP28 SIGMAR1, UBQLN2  ANG, DAO, SQSTM1, VCP utations
TMEM1068 VALOSIN, DYNACTIN PFN1, ALS2, VAPB

Clinical
Manifestations

Neuropathology

FTLD-tau 2
Diagnoses

FTLD-TDP FTLD-FUS ALS-TDP § ALS-FUS

S Lee - 2017
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Impaired bioenergetics PROTEIN AGGREGATION/TOXICITY
Impaired calcium Handling ‘ AB

Oxidative damage ‘ Tau

Impaired autophagy TDP-43

Inflammation ‘ a-Synuclein

" Synapse dysfunction

Impaired adaptive Synapse degeneration| =2 DEMENTIA
stress responses Neuronal death

Reduced neurotrophic
support
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