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Introduction

Alzheimer's disease (AD) is a neurodegenerative

disease that affects millions of people worldwide. N

/

Clinical trials research restricted by those currently in

g Amyloid phase Il and Il and that have beta-amyloid as target.
S5 beta plaques

To date, there is no cure for AD and most of the drugs
approved for treatment (donepezil, rivastigmine,
galantamine and memantine) are intended to palliate its
symptoms.

tangle To explore current phase Il and Il clinical trials of
DMTs targeting A3

Consequently, new disease-modifying therapies (DMTS)
that modulate the progression of the disease have been
harvesting interest. DMTs target the two main
pathological hallmarks of AD, deposition of amyloid beta
(AB) plagues and neurofibrillary tangles of
hyperphosphorylated tau protein (Fig. 1).

5 To discuss the controversy generated surrounding
aducanumab’s approval
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Figure 1. The two main hallmarks of Alzheimer’s disease: extracellular amyloid plaques 3. To search applications of anti'AB DMTs to inherited

and intracellular neurofibrillary tangles (NFTs). Adapted from BioRender.com templates. forms of AD.

Disease-modifying therapies targeting A3
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Several trials targeting A3 have failed, probably due to inappropriate drug doses, testing at late stages of
the disease, wrong target engagement, and an incomplete understanding of the pathophysiology of AD*

Aducanumab's approval by the FDA has opened the door to novel trials of AD immunotherapies,
although its clinical benefits are yet to be confirmed.
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