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	Alzheimer's disease is associated with a liberal decline in intellectual function. The disease is considerably increased among individuals ranging from 65 years and above.AD is considered by a deterioration in learning, language, memory, and thinking capacity. The major difference between Alzheimer's disease and standard age-related deterioration in reasoning tasks is that the normal one is associated with a less slow process and less capacity. The initial stage and is accompanied by mild symptoms, which later develop into severe brain damage.
	The pathophysiology process of AD is related to the injury and death of neurons. Such results trigger the hippocampus brain region, which deals with learning and memory; later, the deterioration affects the whole brain. Amyloid-beta, a petite peptide, results from the irregular proteolytic offshoot of the protein APP, whose function is thought to be neuronal development. Aβ monomers contain regions of beta-sheet of high concentration; thus, they undergo conformational change resulting in amyloid fibrils' formation. The fibrils deposit outside the neurons to form a neuritic plague leading to amyloid angiopathy. In AD, there is an observation of the tau protein's aggression associated with the stabilization of microtubules. Patients with this disease accumulate helical filaments hyperphosphorylated tau protein that results in neurofibrillary tangles linked with amyloid plagues (Kumar et al., 2015).
	The changes that occur at the tissue or cellular level that contribute to the disease process include the typical brain shrinking.AD damages the vast neurons and stops functioning. The neurons lose connection with each other and end up in neuron death. The disease destroys important processes to neurons and their net, including repair, communication, and metabolism. In the initial stage, the disease destroys neurons' connection to the brain associated with memory: the hippocampus and entorhinal cortex. Later the disease damages the cerebral cortex linked with social behaviors, reasoning, and language.
	The body adaptation to Alzheimer's disease includes the attachment of complement protein to dead tissue and the activation of cells linked with the immune system. The signs and symptoms of AD disease are associated in several ways; difficulty remembering newly learned information is linked with how the disease starts in the part of the brain affecting learning. Other symptoms include poor judgment, difficulty handling difficult tasks, and impaired reasoning associated with neurofibrillary tangles (Lloret et al., 2016). 
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