— 368 — BERERKFZR 2026 £5 51 &5 3 #5 (Journal of Chongging Medical University 2026.Vol.51 No.3 )

IR 5 B2 R 0
v 2l A OB VK 2 <7 B i Bl 218 9 T K8 1 0F 5 0L Jeé
FA&&,R ML XHR RIEF ,EBTF L AKAA KRR, B0

(LRI VP B 2 K2 il B2 24 e v B S b B UE 2, AR EE. 1500405 2. BN 22 B AL Bl 2= 24 g, BN 516007
3y VT rp PR 2 R R VT AR R S A P PE RIS T ST S A M RTE 150040)

DOI:10.13406/j.cnki.cyxb.003959

(#  Z BRI BG (Alzheimer” s disease, AD)J& DAIEAT MDA 0 T B BT AT A 458 5 0 RRAE 1Y HPAK bR 28 R GRaR AT PR 22
LR A R RS FNRA Y A B AIEA B MR/ N AR B R “ BORLR Bl )27 X — i RS A L IR 2 Al T RE R
ZRAE AN R FERE I AD i B e o ARK , RS TE ADYARYT RN A 230, ELYE AR RR ORI B ) 22 e 2 T 1 e R
L Horh b 25 Bk K b 2552 07 AT VR T T ARLR RS 3 1 S bRl 5 2 1 DA 2o (AR ) 2848 AT 2 i 7, fd
LML AT RRE (08 G s 1 B i, D i D il 22 e B s A o 2 L0 T RS R i AR SRR AR, X AD B BAR R
FUAT, T 25 4R A 3 0 2B 16 AD (9 EERE SEB IS T — & B (M B2 R Gt 4, BOAR SRR RS 1700 5 4F AR DG STk,
WA AD Bl RIS TR BE IR 2%

(SRR | 25 s ZORLAR SN )27 s ] 7R R R

[hESZS]R749.13 [cEriRER]A

Progress on Chinese medicine modulating mitochondrial dynamics in

the prevention and treatment of Alzheimer’s disease
Zhou Yuhan',Song Lin®, Wu Weidong',Zhao Tengyu',Pan Pengyu',Zou Mingyue',Zhang Xinyue',
Zhou Yanyan’

(1.Department of Basic Theory of Traditional Chinese Medicine ,School of Basic Medical Sciences , Heilongjiang Uni-
versity of Chinese Medicine ; 2.School of Life Sciences , Huizhou University ; 3. Laboratory of Basic Theory of Chinese
Medicine Research ,Key Laboratory of Heilongjiang Province , Heilongjiang University of Chinese Medicine )
[Abstract] Alzheimer’ s disease (AD) is a degenerative disease of the central nervous system characterized by progressive cognitive
dysfunction and behavioral impairment. Mitochondrial dynamics refers to the physiological process by which mitochondria undergo fis-
sion and fusion to alter their shape ,number, and size, which can affect the pathological development of AD by regulating synaptic func-
tion, neuroinflammation, and oxidative stress. In recent years, the increasing application of traditional Chinese medicine in the treat-
ment of AD has shown notable advantages in maintaining the homeostasis of mitochondrial dynamics. A variety of monomers and combi-
nations of traditional Chinese medicine act on mitochondrial fission and fusion proteins to balance the fission and fusion processes to
achieve a stable status in the ultrastructure and number of mitochondria, thereby playing a protective role against AD through mitigat-
ing neuronal damage, inhibiting cell apoptosis, and regulating energy metabolism. Achievements have been made in basic experiments
on using traditional Chinese medicine to regulate mitochondrial dynamics to prevent and control AD, but systematic summaries are
lacking. This review of relevant literature in recent five years aims to provide a theoretical reference for the clinical treatment of AD in

the future.
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