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Abstract: Atherosclerosis (AS) is a common vascular disease characterized by lipid accumulation and plaque
formation in arteries, with high incidence and mortality rates that severely affect global human health. Mitochondria,
serving as the energy center and regulator of cells, participate in various metabolic processes within cells and exert
significant influence on the occurrence and development of atherosclerosis. Mitochondrial autophagy, which
describes the selective autophagy process of mitochondria, is a key mechanism for maintaining cellular
mitochondrial health and plays important roles in both physiological and pathological conditions. Among these, the
PINK 1/Parkin-mediated pathway is the most characteristic signaling pathway and plays a crucial role in AS. Its
regulation is similar to the characteristics of Yin and Yang balance, including opposition, mutual restriction, mutual
dependence, and the properties of "Yang" which is driving, warming, and defending, and "Yin" which is static, cold,
and inward, according to traditional Chinese medicine theory. This article, based on the theory of Yin and Yang,
explores the mechanism of action of the mitochondrial autophagy PINKI1/Parkin signaling pathway in AS and

provides new ideas for the prevention and treatment of AS through traditional Chinese medicine and compound

interventions.
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JEl 2l Jok o5 A B Ak 1) K 2B 7E Bl IO R T Ak 1Y g 2R
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2ok AR A wiE A b R A5 S A, T LU R 2
SR AEITE RO Z | R R IE . IMM Y 1%
i# 5% (electron transport chain, ETC ) #t & 5 #2 A9 ATP
FEu A ROS A4 it Z 251k — RIIA R AR, i
LR T RE 2% A, BB IR 200 L PN BRI A - 4 L 2ok
P b A Y B ROS 23 5 20 miDNA 28 78 I B IR 48
LA A AN A BT b IR B IR A (low density
lipoprotein, LDL) 48 ft 24 %A fk ¥ (% % & 5 &£ B
(oxidized low—density lipoprotein, OX-LDL) 34 Jin ROS
K, ROS 1Y 7K -3 1o 8 PINK1/Parkin 4 5 ) £ K
A F e T ARG, DA PR 4 1M A 9 B2 20 JfL ™. PINK1/
Parkin /3 915 5 08 B 7E A KN KI5 B 20 E %
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U . PTEN 3 5o 410 ) 2R 4 F e ok ik i B 200 i
8 T Ak FE A i RO 9 ERZ R 4R YT 2a
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512 KEFm BEA AN U TE R, B
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HOe2 (O JULZH 0 11 e F 235 4, DT 4000 0 JUL 200 JHE 14
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LR I B4 36 7 TR, o Y RE A AR Ik O
UEF Al i & A, 3 32 T LAY We 4 BE g, OO
0 LR I f 32 e 1t e S0 R A B A5 . B EE
i 3 P8 4% PINK1/Parkin 3 4% , i 4% . 3 [ AR R 1
PO Mg A8 2 000 JULASE O A 25 0, A LT 94 76 [
T fif§ (creatine kinase—MB isoenzyme, CK-MB) . % fig
i & (lactate dehydrogenase, LDH ) M K 4% %4 IR %
o, TifF (aspartate aminotransferase, AST) [ 7K 3, A %k
A JULZE LR O T AR R LRI AR R fE
AT X6 e I A S JUE S 2 43896 97 A T 7 3 bk ok
FERE AL 1 TE Wt A2 v, B8 5T 0 BR A 2 fok N B 328 ¥
T L BE R, T BBl ok R G JRE R T A S bk
AR B 2E 30 FiOp 8 R 3 2E 2 B 1008 U 1) o
JE AT 51 & O LR o, T RS R A ) i 4
PINK1/Parkin i 12 K 9 /b 9 4iE 5~ B2 B, 3 % 2l
Jok R AR BE AL B BT IR SR AL T R S

52 WHEH
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BT R4 A YT R X
B FERF T MIAD S L2 IR,
ol i B kR I A2 S I WA ER A R 2 AL S . B
AR B 22 1 LA BN SN T LRI AR 3 1 $L
I, ORI S 22 7 LA FRA SR T ATP K
1% & N (1) PINK1/Parkin {5 538 % , {2 #F T 2 R4k B
Wit , DATIT AT 500 5 1 ok 1 i i ) 2 2, ORI 1
2ok A A W i B T T P TR R S I A 4
FVZR B T2 F0 ROS K F- i 3 5B, =35 02 3h Bk
ok R B AL Y & AR R TR R S HE S I R Gl i R 4
X B[R, A BT IR R 9T Bl Koo A A Al B2 At
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N2y )y, HAE Hrp & T — S B AT 2
B3N Dk o8 A B8 A6 A Y Ak 27 i or , B an Sz g | 46
Az VU TR B = O BRORRE R B T R R AR F
Wi o PINKL . Parkin, 2% K7 & Sb i 5% {7 B 20
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