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The Etiology and Treatments of Alzheimer’s
Disease

Yu-Zhe Yang, Cheng-Chou Sun

Department of Pharmacy, Kang-Ning General Hospital

Abstract

Alzheimer's disease is the most common form of dementia among older adults. The
disease involves parts of the brain that control thoughts, memory, and language.

Studies indicate that genetic factors are estimated to play an important role in
Alzheimer's disease. The inheritance of Alzheimer's disease exhibits a dichotomous pattern.
On one hand, rare mutations of genes in APP, PSEN1, and PSEN2 are fully penetrating
for early-onset (< 60 years) familial Alzheimer's disease, On the other hand, common
gene polymorphisms, such as the genes of APOE €2 and APOE €4 for common late-onset
Alzheimer's disease.

Alzheimer's disease is a irreversible, progressive, neurodegenerative disease where
the brain develops abnormal plaques and neurofibrillary tangles. Plaques are dense, mostly
insoluble deposits of -amyloid peptide. Tangles are aggregates of microtubule-associated

protein tau which has become hyperphosphorylated and accumulated inside the cells.

72 THE JOURNAL OF TAIWAN PHARMACY Vol.30 No.3 Sep. 30 2014



The new diagnostic guidelines for Alzheimer's disease developed by expert panels

convened by the National Institute on Aging (NIA) and Alzheimer's Association in 2011. The

new guidelines focus on three stages of Alzheimer's disease: preclinical Alzheimer's, mild

cognitive impairment (MCI) due to Alzheimer's, and dementia due to Alzheimer's.

Cholinesterase inhibitors are prescribed for mild to moderate Alzheimer's disease. These
drugs may help delay or prevent symptoms from becoming worse for limited times and
may help control behavioral symptoms. The medications include Razadyne (galantamine),

Exelon (rivastigmine), Aricept (donepezil), and Cognex (tacrine). Namenda (memantine),

an N-methyl D-aspartate (NMDA) antagonist, is prescribed to treat moderate to severe

Alzheimer's disease. The main effect is to delay progression of the symptoms of Alzheimer's.

A new diagnostic and treatment paradigm is emerging from the more understanding
of the disease cascade. In the future, it is likely that individuals reaching older than 50s or
beyond will be offered a specific risk-assessment profile to determine their likelihood of
developing Alzheimer's disease.
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