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“Use of fluorescent protein markers and cell-models
for studying amyloids in neurodegenerative diseases*

Misfolding of proteins into amyloid aggregates is a crucial factor in the
pathology of most neurodegenerate diseases, such as Parkinson (PD) or
Alzheimer (AD). A current trend in amyloid research is to understand
amyloid polymorphism and its relation to disease and cellular cytotoxicity.
Adding to the structural complexity of amyloids, the cellular environment in
which the amyloid protein tends to form aggregates, is also known to
influence its molecular conformation. Fluorescent probes can be designed to
be specific to certain different amyloid protein types, as well as discriminate
between polymorphs of the same protein amyloid type [1-4]. It will be given
a short review and an update on the current development of our research
around these topics. It will be focused on recent in-vitro cell-models to
understand the conformation-specific amyloid pathology in cellular milieu.
Here, we present the preliminary results of the hyperspectral imaging and
FLIM of amyloid Transthyretin (ATTR) filaments in Human Embryonic Kidney
(HEK)293. It will also be shown in seeding experiments how fragments of the
Cov-SAR-2 virus’ spike protein can initiate amyloidosis in HEK293 cells
transfected to express excess of human a-synuclein and its A53T modified
variant.

1. S. Nystrom, et al., ACS Chemical Biology (2013), 8 (6), 1128-1133.
2. J.Zhang, et al., Chem. Eur. J. (2018), 24(28) 7210-7216.

3. K.Yuzu, et al., RCS Advances (2020), 10(62), 37721-37727.

4. L.Bjork, et al., Chem. ChemBioChem (2023), 24, e202300044.

HE . TSXVER, BKECAHEIZY ~
&L PO —R EHF (ext.9609)



