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Abstract

Alzheimer’s Disease: AD is the most common cause of dementia, a progressive neurodegenerative
disease for which there is currently no cure. The disease is strongly associated with increasing age and
presents with progressively worsening cognitive and memory impairments. Due to the early stages
of the disease difficultly in diagnosing, lead to worse symptoms in the majority of AD patients. Two
hallmark pathologies required for AD are amyloid plaques and neurofibrillary tangles. These peptides
contribute to neurotoxicity and play a central role in AD pathology. Melatonin is the hormone that
mainly secreted by pineal ¢gland in the brain. The reduced levels of melatonin are found in elderly
people and AD patients. Previous studies documented melatonin improves cognition deficit. Furthermore,
melatonin attenuates amyloid plaques and Neurofibrillary Tangles: NFT both in vivo and in vitro.

Therefore, these evidence from the previous studies suggests that melatonin may be the new choice

of treatment medicine in the future for AD.
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ROS: Reactive Oxygen Species Uag neuroinflammation
FanunsoneliiAnlsadalowesiiwusudduunaing
dozdsladldnaniesvazden

3. Lﬁamn@ﬁmmLﬂdwzwumiaﬂawaa
yurnaneniosaniinisdedudlefisuiuauinves

AUD9U0IAUUNG (AW 2)




Amyloid Beta _ - e Amyloid Beta

,\/‘q"f’ [ accumulation 7 ) B s Plaques
o O o o |
Healthy - Q

brain Neurodegeneration

Tau Protein T
Stabalizing Tau Pr Tangle -

® _ Neurofibrillary

) @ o
: )’\
y ©®
0
e Disintegrating
Microtubule

Alzheimer’s Brain

a1 ngulusAuddniinululsadalaed (AR and NFTs)

Note. From “Alzheimer’s Disease as a Major Public Health Concern: Role of Dietary Saponins in Mitigating
Neurodegenerative Disorders and Their Underlying Mechanisms,” by A. A. Abduljawad, M. A. Elawad,
M. E. M. Elkhalifa, A. Ahmed, A. A. E. Hamdoon, L. H. M. Salim, M. Ashraf, M. Ayaz, S. S. U. Hassan, and
S. Bungau, 2022, Molecules (Basel, Switzerland), 27(20), pp. 6804. Copyright by MDPI
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Note. From “Resting state fMRI and improved deep learning algorithm for earlier detection of
Alzheimer’s Disease,” by H. Guo and Y. Zhang, 2020. in IEEE Access, 8, 115383-115392. https://doi.
org/10.1109/ACCESS.2020.3003424. Copyright by IEEE
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Note. From “Timing is everything: Circadian rhythms and their role in the control of sleep,” by S. R.
Pandi-Perumal, D. P. Cardinali, N. F. W. Zaki, R. Karthikeyan, D. W. Spence, R. J. Reiter and G. M. Brown,

2022, Frontiers in neuroendocrinology, 66, 100978 Copyright by Elsevier
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