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ABSTRACT: Neurodegenerative diseases (ND) are characterized by the aberrant accumulation of misfolded and aggregated proteins
inside or outside the cells which would lead to the neurotoxicity. It is proved that the bimolecular fluorescence complementation assay
(BiFC) might be an excellent method of exploring the aberrant protein-protein interactions (PPI) that involved in ND. BiFC could provide
detailed information for the subcellular localization of the PPI and can be carried out in a physiological environment which is different
from other techniques. This review focused on the application and progression of BiFC in the field of ND by analyzing the formation of

the characteristic oligomeric species, advantages and disadvantages and inclusion bodies in order to make some references for the

treatment of ND.
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