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Research Progress on the Molecular Mechanisms of Cellular Senescence in Alzheimer Disease
and Intervention Strategies of Traditional Chinese Medicine

LIU Xiaoge',HAN Guanxian'*",GUO Zhengli'
1. Henan University of Chinese Medicine, Zhengzhou 450046, China; 2. Luoyang Branch of Dongzhimen Hospital
Affiliated to Beijing University of Chinese Medicine , Luoyang 471000, China

[Abstract] Alzheimer disease (AD) is a prevalent neurodegenerative disorder characterized by a complex
pathogenesis, and it remains incurable with currently available treatments. In recent years, cellular senescence, a
stable state of cell cycle arrest, has been shown to play a critical role in the aging of the central nervous system and the
pathological progression of AD. Senescent cells accumulate extensively in the brains of AD patients and exacerbate
neuroinflammation, A deposition, hyperphosphorylation of Tau protein, and neuronal dysfunction through the
secretion of the senescence — associated secretory phenotype (SASP) , thereby promoting disease progression.
Traditional Chinese medicine (TCM ), with its multi — component and multi — target characteristics, can improve AD by
regulating cellular senescence. This study aims to summarize the core molecular mechanisms of cellular senescence in
AD and its interactions with key AD pathologies. Tt also highlights the neuroprotective mechanisms of TCM through
regulating autophagy, alleviating oxidative stress, and inhibiting neuroinflammation. Furthermore, targeting the clearance
of senescent cells or intervening in related pathways may alleviate AD pathology and improve cognitive function.

[Key words] Alzheimer disease; Cellular senescence; Senescence — associated secretory phenotype; Molecular

mechanism; Intervention of traditional Chinese medicine
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Investigation on the Mechanisms of Action of Traditional Chinese Medicine in Intervening in
Premature Ovarian Insufficiency via Gut Microbiota Modulation from Perspective of the Gut —
Ovary Axis

ZHONG Weiping, CHEN Si, CHEN Yue, LU Yan, WANG Peijuan, WANG JingN
Affiliated Hospital of Integrated Traditional Chinese and Western Medicine, Nanjing University of Chinese Medicine,
Nanjing 210028, China

[Abstract] Premature ovarian insufficiency (POI) is primarily characterized by the decline of ovarian function in
women before the age of 40, posing a significant threat to female reproductive health. Recent studies indicate that gut
microbiota plays a pivotal role in the pathogenesis and progression of POI through the Gut — Ovary Axis. Traditional
Chinese medicine (TCM), with its multi — targeted regulatory advantages, can ameliorate ovarian function by modulating
the gut microecology. By reviewing the relevant literature, this study systematically elucidates the theoretical foundation
of the Gut — Ovary Axis and the core mechanisms by which TCM intervenes in POI through gut microbiota regulation. It
is found that TCM intervenes in POI through multiple pathways, including reshaping the microbial community structure,
repairing the intestinal barrier, regulating microbial metabolism, and inhibiting local ovarian inflammation.

[Key words] Premature ovarian insufficiency; Gut — Ovary Axis; Gut microbiota; Traditional Chinese medicine



