Cf StoF =2 st 3| X| May 2024

Korean Journal of Community Pharmacy Vol. 10, No. 1, pp. 38-45 T
= A
(<] =2

X|of oS et SFLstu el 2ET|M H =1t
CHet &
ZAMIE, H#EH%*_*

(2024'A 42 262 4 - 2024 42 30 & - 20244 5 72 £91)

Review of the Mechanisms of action and Effects of Antidiabetic Agents in
the Prevention of Dementia

Sejin Kim and Tae Eun Park™*
'College of Pharmacy, Woosuk University
(Received April 26, 2024 - Revised April 30, 2024 - Accepted May 7, 2024)

ABSTRACT

Keywords: Micro-learning is an easy-to-consume, bite-size content that is short within 5-7

type 2 diabetes
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Alzheimer’s disease
vascular dementia

hypoglycemic agents

minutes and has the characteristic that feedback from learning is instantaneous.
Micro-learning is attracting attention as an untact education suitable for our society
starting from COVID-19. This study investigated the trends in micro-learning
education in our society by using 288,239 social data for 10 years from 2011 to
2021, which serves as a proxy indicator for identifying trends in our society.
Micro-learning, Bite-sized learning, and microcontents were used as topic
keywords for micro-learning. As a result of micro-learning trend analysis, interest
in micro-learning began to show a significant amount of buzz after 2015, and from
the time COVID-19 landed in Korea in February 2020, the amount of buzz increased
sharply to 4.9 times in online cafes, 2.3 times in news, and 2.8 times in blogs
compared to before COVID-19, and the buzzword also showed different patterns by
period. In this study, we analyzed the micro-learning trends of our society by
analyzing keywords through morphological analysis with a Natural Language
Analysis (NLP) technique.
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