2024 4510 A 10 H 4510 4] ¥ E 4 #® 539%  BAH31T M
No. 10 10 October 2024 ACTA CHINESE MEDICINE Vol. 39 No. 317

ETEAFBAESATHRITREZS BT aRM % KEE RIS "

R AR, B R A R

L ZMPEARY, =i B 6505005 2. = HIEEEBE, Z/H W 650021 ;
3. R R R — M E R B, = BRI 650021

WEANEAERE —MEFEERIE, ER BN AR, — s BE L BH A RENREREE, U F A BT K
AFHAMNT , N AEHE NS A AR SR EH EEER, F 8 ] SOk R B8R 4 M R IRIE A
WMER, AR L E R, ARSI EMET NRRAME D R E IR 0 D R i AR %R
FW AR E, - E R R NAER . 4R I6 7 8 3 57 & b (R B 38 3% % 4% 3% 3L (mitochondrial permeability transition
pore, MPTP) % v & ki fk B vt 5 B i 2, &R 8 4 5 B v 2 1 69 47, s & bR o sk, AT 18] 388 9 8 T B2 K
PRIPRTAL R, H 25 E 07 f B 0 45 oK B A B - # 69 Drpl \BCL -2 (AIF \EndoG 415 5B B 67 St e 22 o, P 25 88
gk AT A SR ENATER TR E , REWE

SRR - G o P P A P SRR B R ORI T AR R

DOI:10. 16368/j. issn. 1674 —8999. 2024. 10. 334

HESFESR255.2 XEEREE:A  XEHS:1674 -8999(2024) 10 —2046 — 06

Mechanism of TCM Treatment of Ischemic Stroke Based on
Mitophagy and Apoptosis

ZHOU Li'*,CHEN Yizhou',LI Song' ,ZHU Tao',JIANG Yanchun',SHI Jing*"

1. Yunnan University of Chinese Medicine ,Kunming Yunnan China 650500; 2. Yunnan Provincial Hospital of Traditional
Chinese Medicine , Kunming Yunnan China 650021 ; 3. The First Affiliated Hospital to Yunnan University of
Chinese Medicine , Kunming Yunnan China 650021

Abstract: Mitophagy is a specific elimination mechanism, those mitochondria with dysfunctional mitochondria control the quality and
quantity of mitochondria to a certain extent,in order to prevent the production of excessive reactive oxygen species from leading to cell
death,which plays an important role in regulating the processes of cellular homeostasis , proliferation, differentiation and death,and also
enhances the adaptation of cells to environmental stress by controlling mitochondrial quality. After ischemic stroke , mitophagy can occur
in different nerve cells such as neurons, microglia, oligodendrocytes, astrocytes, and vascular endothelial cells, and produce different
effects. Acupuncture affects the mitophagy and apoptosis pathways by modulating mitochondrial membrane permeability transition pores
(MTPT) ,regulates the balance between mitochondrial autophagy and apoptosis,and improves mitochondrial function ,thereby indirectly
reducing the level of oxidative stress and protecting brain tissue. Traditional Chinese medicine compound can target and regulate the sig-
naling pathways of Drpl ,BCL -2, AIF,and EndoG in mitophagy and apoptosis in the treatment of ischemic stroke. Traditional Chinese
medicine monomers have a multi — target regulatory effect on mitophagy and apoptosis, which can protect cranial nerves and improve
neurological function.
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