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Cross section of normal brain

In Alzheimer’s disease, 

neurons die causing the brain 

to shrink in a process called 

neurodegeneration.1-3  

Emerging evidence suggests 

the accumulation of 

amyloid beta (Aβ) protein 

into plaques outside neurons 

and tau proteins into tangles 

inside the brain may cause 

neurodegeneration by 

disrupting cell function.1,3 

Cross section of brain with Alzheimer’s

The Brain & 

Alzheimer’s Disease

A healthy human brain 

contains tens of billions of 

specialized nerve cells, 

called neurons, that process 

and transmit information. 

Neurons are critical for 

healthy brain function, as 

they are responsible for 

sending messages between 

different parts of the brain, 

and to muscles and organs.1
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Amyloid Aggregation Progression4

Aβ comes from a larger protein found in the fatty membrane surrounding nerve cells.3

It can form into small formations known as protofibrils and eventually into plaques. 

Evidence suggests that protofibrils are the most toxic Aβ species 4.

Abnormal chemical changes cause 

a protein called tau to destabilize 

and join together to form tangles 

inside neurons, blocking the 

neuron’s communication systems.1

Neurofibrillary 
(Tau) tangles
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As it accumulates, Aβ can aggregate 

and separate into larger and smaller 

species, including oligomers and 

protofibrils, as well as plaque, that 

contribute to neurodegeneration.1
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Visual Representation of Alzheimer’s Progression

Changes in the brain related to AD may begin to develop decades before any 

outward symptoms appears. As amyloid plaques build up throughout the brain, 

neurodegeneration and subsequent functional and cognitive impairment increases.3,5

Early 

Alzheimer’s

Changes may begin 

20 years or more 

before diagnosis3,6

Mild to Moderate 

Alzheimer’s

Generally lasts 

2-10 years3

Severe 

Alzheimer’s

May last from 

1-5 years3

Conclusion

Although many factors contribute to the development of AD, Aβ has shown to 

be an early pathophysiological alteration in the AD continuum. There is 

scientific rationale that supports exploring the Aβ pathway to understand the 

progression of AD.7
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