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LPS of Bacteria
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IZHTLR3, 7,8, 903 L £,

AMIEPRIZ IR T ATLRIZE & U CHIE O 43 2 385% L £ 9725, endosome D
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TLR4 LPS of Bacteria, Mannan of Fungi LPS 100ng/ml Salmonella
minnesota from invitrogen

TLR1/TLR2 Peptidoglican, Lipoproteins of Bacteria Pam3Cys
TLR2/TLR6 Lipoproteins of S. aureus MALP2 10ng/ml
TLR3 dsRNA of Virus Poly(1:C) 100ug/ml
TLR5 Flagellin of Bacteria

TLR7/TLR8 ssRNA of Virus R-848 100nM

TLR9 CpG DNA of Bacteria, Viruses, and Protozoa CpG DNA 1uM
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TLR2, TLR4 and CD44
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TLR2 and TLR4

NLRP3, CD36 and RAGE
NLRP3 and CD36
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Normal host prion protein
necessary for scrapie-induced
neurotoxicity
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Fischer, Andreas Sailer, + et al.
Nature 379, 339-343 Fig.1
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The B-amyloid-inducing activity is partly soluble.

A Tg extract Sx; Tg extract .
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Soluble AB seeds are potent inducers of cerebral B-amyloid deposition.
Langer F, Eisele YS, Fritschi SK, Staufenbiel M, Walker LC, Jucker M.
J Neurosci. 2011 Oct 12;31(41):14488-95. Fig.2
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Pyroglutamylated (pE) AB

FRH...VIA
Rpwe ABseer2  FpH. VIA

|
NH
HaoN 0 Glutaminyl Cyclase (QC) H

> N 0

Glu pGlu

1 | AR 42
DAEFRHDSGYEVHHQKLVFFAEDVGSNKGAIIGLMVGGVVIA

AB111pE)40
AB11pE42

ABapEr40
ABapElaz

Supplementary Figure 1 | Comparison of pE-AP versus conventional AP peptides. Amino

acid sequences of the four major pE-AP species, and conventional AP; 40 and APj4; are shown.
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Pathogenic protein seeding in Alzheimer disease and other neurodegenerative disorders.

Jucker M, Walker LC.

Ann Neurol. 2011 Oct;70(4):532-40. Fig.1
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Research in motion: the enigma of Parkinson's disease pathology spread
Patrik Brundin, Jia-Yi Li, Janice L. Holton, Olle Lindvall & Tamas Revesz
Nature Reviews Neuroscience 9, 741-745 (October 2008)
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