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Yue Research advances in the mechanism of acupuncture in regulating

mitochondrial injury
He,Cheng Kexin,Li Yangiu,Cheng Li,Yi Jie,Zhou Siyuan
(School of Acupuncture and Massage , Chengdu University of Traditional Chinese Medicine )

[ Abstract] Mitochondria are central organelles in cellular energy metabolism, and the functional impairment of mitochondria is closely

associated with the development and progression of various diseases. Recent studies have shown that as a holistic regulatory therapy,

acupuncture may modulate mitochondrial function through multiple targets and pathways. With the in—depth research on modern tradi-

tional Chinese medicine, the connection between traditional acupuncture therapy and mitochondrial biology has attracted increasing at-

tention. This article systematically reviews the recent research advances in the role of acupuncture in regulating mitochondrial function

from multiple dimensions, including mitochondrial oxidative stress, mitochondrial dynamics, mitophagy, apoptosis, and mitochondrial

biogenesis, as well as related molecular mechanisms in various disease models, in order to provide a reference for the research on acu-

puncture targeting mitochondrial pathways.
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chondrial membrane, OMM) | N il (inner mitochondrial mem-
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FUTT ALY 5% , (DA SR SR AR M o 1 S Aok i sy g =
AN R 25 25 07 TR A 45 T SR T J5 PN 0 5 ol AR
P (mtDNA) , 51 57 G i I W B 52 5 W 21 25 5 D RE T i 2
FPOCHEE A, FEIER N LT , GORLIAR 32 2050 o v 1% 32k Bk
(electron transport chain, ETC) 5 A b BE R 1k 2R 48 5 B 15
W A% — B2 (adenosine triphosphate, ATP) , k21 g $2 {1t iy
i BRI RE R BRI Z AN, SRR e 2 555 S AL B
A B JE IR R TR AE T L T A A S S5 g A

NS R T REATRAS , MR AL 52 2% 2o (R B
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AL A N e AL R S P AL RGN 4
ALY AL (superoxide dismutase , SOD) (2Bt H K &AL
fiff (glutathione peroxidase, GSH-Px)]Z 8] {) 3l 2 - £ 9% B
W, I m R A AR SR, 5 B M 4 (reactive oxygen spe-
cies, ROS) i f A AL AP BIR A o 110 ROS Y F2 24k
PRI, ZoRn PR AL B 8T 2 57 A2 (1 ROS 23 B0t 3 1 B 19 B
JT BE L TURA mtDNA |, {E AR5 P40 4 D S8R ) K A3 BB 2
H e P BARLR D) RERE RS AR, S AL N A AT AR
28 k7 A i B, 437 (mitochondrial membrane potential, MMP) , 5
LR J RS B TR R X AT EATP &
JEFRERG 5 ETC HL Tl 2, i St — P2 2 ROS 9L,
TE B ERER BT R, S RIHRT S A R B 2405
T, 1 Q] ROS 47 £ s S0 e S8 A B e HAR A 53 8% LA
TR ROS; B2 9 ROS Beti Y4 11 BT IR BB mtDN A,

A= BK - (1) NADPH 4L 2(NADPH oxidase 2, NOX2)
22 HE AR EE S R E BT, i i NADPH ¥
— AL TR 0 T AE I ROS 3R N ) AT,
HSFEPWFFRAR WoR IR BT 2 ] RRiE R I NOX2 Rk i/
ROS 2B B, I FAR AR B AL 7 N — 1% (malondialdehyde,
MDA) & it , I3 TP 4 Ak il 8 41k 4 17 A6 B8 2 (superoxide
dismutase 2, SOD2) {if 14 , DA T 410 i) 4204 1z 38 B 11 40 i A 2%
-1 (interleukin—18, IL-1B8) FE AL o #% B F E2 #H A+ 2
(nuclear factor erythroid 2-related factor 2, Nrf2) VE Sl 40 i bt
AL N I DG BRI R, R M A2 AR s S Y .
oA SR T Pr4a Ak 2 b g6 (antioxidant response element,
ARE) 1 BE R % s AR IRHT AN M AR W . Cheng W S5
WFoE T, AT BB R XURE” 7S BE RS TG Nef2/1fi 21 3%
N4 il -1 (heme oxygenase—1, HO-1 V&5 %, DA vk A% 4
AR, A 280 AR O BRUASE AL 51X ROS 1Y 3 B2
A S S A e S I 2 S 8 A N

BB VOE UL BR AR 2 85 T 1 (sirtuin 1, Sirt1)/3 3k £ 5% 5%
K 01 (forkhead box protein O1,FoxO1 )IE bR A W
Jis F Sirt1 15 18 4% Kl 4% R (messenger ribonucleic acid,mRNA)
AR A ZRE, FETE FoxO 1, SE MG b S /B R 58, 15
L BT A AL B SOD Rl GSH-Px 1 £ , 5 i 14 14 ROS 75 % i
T3, A2 RRRAE S R AR A . B BT L
Tt A1, 005 T S e 18] 47 A R A AR T P S B 2 B
EY AR Tl I o R E S U T ISR PO R f 71N
B 5E W 550 A2 ARy FE S BT -1 (peroxisome proliferator—
activated receptor gamma coactivator 1-alpha, PGC—1a) %I
W A 1 (nuclear respiratory factor 1, NRF—-1) 17 {4 5% 5%
T A (mitochondrial transcription factor A, TFAM) Yl mRNA
KA Rk, — I s S HUE RSS2 7 SOD I 1 5 ik
JE AU B H RS B2 I H K (glutathione/oxidized glutathi-
one, GSH/GSSG ) LU, AR MDA 5 &, 55 —Jr i3 5 i 7%
EEEE AW LIVALV K ST ATP 3 2 MMP,
OGS AE AT 5 S P ) U A 47 , L [RGB T LI
i 5 . PV 3 P O B 2 R AP LR TE AT |
BRI A AT UE 52 9 ROS Tl B9 26 71 5T IR 5T 5 miDNA
g, 12 4 R YRR K TE B, WTHE AR I ROS K
S A A A RIS T Jun N 3 88 (Jun N-terminal
kinase , JNK) /-5 f9 /] 7= 38 A2 4H 5C K7 FoxO1.p53 e p53 I
VU T 98 45 B F (p53 upregulated modulator of apoptosis,
Puma) {735 , 18 5% O I P B, o5 R R PR DR S DI REAS 42 K
FLOH L IIRE

IHEA 2 ik Al PRATE 5T e T, < Ve i B B IR TR G
AP S SR R BRSO TG T MLET R 5 SRR YT, HL
WL LA TE AR MDA T i SOD 45 404k NS b 77 1o b 251
TR IR, S Bt e i 9 47 SR A N S A R S RE SR 3t 1 e
IRMCHE . RGEVPH B — 2D UESE B F T S 3 A S 4 A
T MDA 7K, $2 FF SOD . GSH-Px [ 3 % 4k & it (catalase,
CAT)TEPE, T UL, 7 5 7 L AL RE A8 GG PR M T 4 ik
il 2 G0 EARAR B A MK BRI 7R 2 28 B S 4D
AR RS
22 HLEEMH A F T

ARLRTF AR S A &% 2 i R S R e A
TR —A> 8 BE S AS I 4%, 3K — i el B ol kA Bl g 2%
53 L5 G WS- X T AR R LORLR B2 A D) BE R BT
ek 52 2 O T ] IR R O P A (I K S5 3
mtDNA) 5S4 5 5 AN, I TIBRAR F R0 | 445 R 1 Bt s O
i 5 HAB 20 M A% 8938 TR 3T B i Bl A G
1 1 (dynamin—related protein 1, Drpl) /5. 7E 2R ki & 4354
7 1 1 (mitochondrial fission 1 protein, Fisl ) ER AR S AR R
(mitochondrial fission factor, MFF) 5§ &Z Kk & F N FH 32 T,
Drp1 ML BTG A3 28 LRRLR AL , 5 20 266 U AR 2544 , 3 i =
W52 = 1 (guanosine triphosphate , GTP) /K f# $2 it g 1, WK 5h
LR AR BT 2L G 43 R T AN AR O A ST Y S R - ok A
OMM Fl & i 2k A il & 2 1 1 (mitofusin 1, Mfn1) FIIZR 744
fil A 8 M 2 (mitofusin 2, Mn2) 45, IMM Filt A i W0 R 25 25 45
A 1 (optic atrophy 1,0PAD) A5 AHARZ b AT 1 HE I
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¥ Mfn1 1 Mfn2 AH B AE T, 9K 3 OMM 5 o 1l IMM L #
OPA17E Mfn1  $i34 58 5 (4 1/2(prohibitin 1/2, PHB1/2) . 4 J&
KT 1 (overlapping with the m—AAA protease 1, OMA1) %5
THEE T, SRSl IMM fil& BB 25 R TR 1201

Z I UE S, B R 838 o 8 Y ki Bl ) 2 G iR
F, FEZ RS B B v R PR P P o A M o P T 4 47
REAI T Li CLAFP R BURLBE 1 27 RME” A 235 TR 2R
M Drpl 5 Fisl 323K, [W) I F 8 fl 4 4 1 Mfnl Mfn2 J
OPAT KT, NI i SR A - Ak | o3 066 445 v i ik 458
TAS 07 , PEE bl 22 TCAF IR S I D REMR A o Li ZF 55>k
— B TE R 3 ok BEL 28 O BB AR PP e ST, H T v R =
BT 1 OPAL i Drp 1 eIk il Lot i i B2 2448 |
P2 TC PR T, T S B DI RE N IR SR RO
SLLRLIRSEH 52 B o TR M 22 B AT B 4, Shao SM
SRR Y W] BUET R AR 4 T OE BEAR BRI
fist 3— 84 ifg (phosphatidylinositol 3-kinase, PI3K)/& A 4 B B
(protein kinase B, Akt) i [ , 9 OPA1 M2 ik If T #
Drpl K Fis1 335 , 7E4ERR LR )y 3 27147 1 W] I 3 5
Wk 5 1, BT I [ 5 B 70 R TS8R /0 Bl 9 27 T A2 A
Chen LM 457 , HLBH A5 i ke P K B 2T T 12 fE
T3 R AL AT BE 5 1 45 SIRT1/PGC—1o {5 5 14 3 2% R 1A il
B A o3 B R AR 2T A . IeAh, Shi J SER
WFFE R I, T T 100 AT 38 4 HO— 1/ A i 437 o5 AT 2
2 R 4t W3 60 (mitochondrial contact site and cristae organiz-
ing system subunit 60, MIC60) i@ 4% 58 LA AR B HL A7, IF 1
P HEL KA R G 5 E Y G R G 1, BET R N R
JITE ) S PRS0 T AR Sk 96 N PRAIE 5 40U, Gao 28 5527
it 3 AL~ 0 BT e B, SR (AR D RE R RS fi Sk 985 40 H
HEAE M, IR IESEAT R IR K P 5 AKT {5 5 18 B% 0 52 1EAH
0%, BRI B AT B 3 Je A AR 0l 3R G R K L T 2R A )
ARG IF40 ) AKT 3 B0 , AT A HERUR 1
23 AT LA BA

ZRRLIR W2 A0 A E R PR BR S e
RLRARBY SR, DAL IR R TR . H A, ZORLR A s
B3 Rz FZ S AR Z OB PR ZER 2 Z AR
PEIEFE %0 /& PTEN 153 19 3B 1 (PTEN induced putative
kinase 1, PINK1)—Parkin fi5 74l . 4 MMP ji 5t i, PINK1
Wi £ OMM b SBUF B |, ik 10 5542 0 08 E3 327 2 4 1y
Parkin, 2 fff OMM & 11 & A2 12 R AL B , T2 iz 2 4 nT
ER Gy T 76, 5% W F W Z AL 22 25 11 (optineurin,
OPTN) # 5% 11 52 (nuclear dot protein 52, NDP52 ) 1 p62 1
Ea™ BLAh %1 B b RO R 2 TANK &5 45 08 1
(TANK binding kinase 1, TBK1) #E 7 a1k , 1 i H 57 R
B AR SR ) O S L 5 B O f) DT 3 o 2o
AR AL Z T ARz R AR i A2 0] h 2R R 1
() — R 51 65 158 52 1A 8 1 5, W0 NITP3 FE 2 11 X (NTP3-like
protein X, NIX/BNIP3L) .FUN14 Z5 #4382 11 1 (FUN14 domain
containing 1, FUNDC1) . Bel-2 8 1 13 (Bel-2-like protein
13, Bel2-1.-13) } FK506 45 4 & 11 8 (FK506 binding protein
8, FKBP8)AF . X E37 PAit i H LC3 AH H AR HI X (LC3-inter-

acting region, LIR) FLHE 5 F Wi CHE AR FURCE HHOCHE 11 1 24
3(microtubule—associated protein 1 light chain 3,LC3 ST N
etz KA R, 72 B4 AN S A S e A LR A R
BUR SRR TE R

TEZ FAELOR AR 538 %, PINK1/Parkin {55 fil
SEEFRE ) A 0 . ZIUSE W B P AR Sl
SO B HEAT XA T BRI B, B AT RERE BRI 4
R 99 I R A L K B 45 1 A 21D Parkin . H WRAH G 195
(autophagy related 5, ATG5) K LC3- 1T 13635, #2278 HAT fig
it i % PINK1/Parkin 38 i 24 35 5 I 21 e R 3 Liu P
SR — 2L AE B AR R I, Sk B AT R AR X
PINK1 , Parkin K NIX 3K , 3 5 SRR B 040 ) 40 0
T, T HEAR 2 DI REMR 52 . Wang XJ 4557 2 RNA 7743
AT T IR ) S AR AR A S AR I o 224 A v e S TUS Y
e, KB 599 K BEIE i i RNA 5 4551 mRNA %
IR E MR IR SR I, AL BT AEIE 1 3 PINK1/Par-
kin {5 538 %, 2 M2 12 RAL , BRI SR FI I, B
U AL O JBE el 2 5T A0 M A 0 o (A TR R Y 2, A R
PINK1/Parkin i j# 9 14 15 B AT 0L P . W YH 269078 1fi 4
PR AT T e B B K BE A8 1 T 5 2 41 PINKL/
Parkin 55, 8042 B2 LORD IR A ik, B AR BE . I SEF
FEARH] TR RE WS AR AL AR 53 PINK 1/Parkin 38 ##3/E7 T4
WA dERFEOR R A RS A

MPEARZ FAK R AR T, Shao SM ZE2IFFE & TR, HL AT AL
AT B2 Ry B 7R R T B AR AL /N Bl T Beclinl U AR DG HE
1 %2 %% 3B (microtubule—associated protein 1 light chain 3B,
LC3B) Rk K B s 2250 H G M. SR B2,
TE AR ZHLHHEE H 22 549 1 (mechanistic target of rapamycin
complex 1,mTORC1)-UNC-51 FEILEE 1 (UNC-51 like kinase
1, ULK1)=FUNDC {5 53l B A 17 AE 12 ARk (&
A W R SEEE ] . Xiao Y Z57H Tian WQ 250543 BT EC>
JUL R a5l 100 P 9B 3 400 00 A 8D vp e B L R 34 R S e T
mTORCH{5 5, M ULK1 8 1k Sz JoX FUNDCT B3 , A
T AR LC3-TI/LC3-1 HUfEL, A 8 il i 2ok pk A e, A
PR AL AL 5 T B N [ fH X 8 A Y R ) e R T
mTORC1-ULK1-FUNDC 1 38 75 RN H 195 18 1, 2 W]
B A8 S 208 B RS R B T SR LA
2.4 FpH KEAREIRG t e =

LRI A TR AR (14 A0 L U T A I X PR LI 5 (4
AR DNAFL05 588 ) A2 DR PY . HoloGsE BRI
B FR AT SR 4R AR S 5 38 3% fk (mitochondrial outer mem-
brane permeabilization, MOMP) . MOMP ‘5 £ JI& [] Bt 7 i) 2
PR T E AR EM T . Hor, 418 2 C(cytochrome
C, Cyte) BB fe Ay S8 , & RE -5 OS5 v ) 08 1 2 7 i BT
A -F—1(apoptotic protease activating factor—1, Apaf—1) S 2
KAl -9 i 7 (pro—caspase—9) 23 il 44 A “ TR E &
w, i&ﬁﬁi)@ﬁ?ﬁ*%%gm—9(caspase—9) IR S TR
ST§-3/7 (caspase—3/7 ) W LI [ N7, e 28 M Al i A4 . [)
A, P T35 5 - (apoptosis—inducing factor, ATF) FI P UI# iR
fiti G (endonuclease G, EndoG )45 PRl o v] g B0k, LA caspase
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A AR 7 = HE A A0 A% , 1 DNA v Be Ak, i R O T i
ARz i AR 2 F] B A0 ik B 98 -2 (B—cell lymphoma-2,
Bel~2) 8 FI S A 5 1 4, b Ak 0 12800 4 11 [0 Bel -2
FH & X & H (Bel-2 associated X protein, Bax) \ Bcl-2 [) 5 5
P57 (Bel-2 homologous antagonist/killer, Bak ) | S5 H0 i 1= 2 H
[ 41 Bel-2 . B 40} bk B — #8 4 7 (B—cell lymphoma—extra
large, Bel-xL) 1 Z [8] () sh 25 - e 7 4w i , i g 7=
A9 BH3—only 7& 1[40 Bel-2 AH & A H A i (Bel-2 interacting
mediator of cell death, Bim) , Puma] W /F Sk S5 i) N 305 515
AR Bl X — i R, I, Bax 5 Bel-2 (9 LU (H B9 AR
SR E AT T T

WA WFFE R, B30 32 258 3 38 95 Bel-2 8 F KR
8 A0 ) 2R A 15238 35 Y 6 452 £L. (mitochondrial permeability
transition pore, mPTP) FF 55 I8 /0 P 1 DX st S 40 i cas-
pase ZIG N A5 22 B0 L, T LR A R AR A Al I T
BRI, Zhang Q S5 A& B, B THUAL B 5 437 Y 567
I = B DA A S AR R BUA R R4, AR BIL ] 540
il T 5 R 2 L AR mPTP T 53 4 s A 45 495 et 2 1
R TTI TR UIAOG . S AE R B, Bk ad K "
T ] S A S LA S P R A A T B A R A, B
F PN Bax ,Cyct, Apaf-1 . caspase—9 5 caspase—3 fY) mRNA 3
BRI, Al Bel-2 mRNA 3635 b Th, #2878 12 51 i 1 2
Bel=2/Bax -] , 4G 1 40 M 64 5 0 0, AT DR 2B 5 2
AE o ARAHESFEITE O SLAR SRR s S 3, Bk g K G " B
T2 RE A V8 2 ) S UKL 20 L 4 P9 /MR 0 T, D2 B3 A B
WG DY SR A D RE . ITTEMG BRI T e S R s X
W FURE S AR Sy o AN, TE R b Bl Dk P
TR v A 3fi AT 5 2o T R R A RE A B 11 L4T (mito-
chondrial ribosomal protein L41, MRPL41) , EinkR| pS3 ER=ail
e, HETAT_F R Bel-2 ik, F I Bax 15 A7 B B K A T -3
(cleaved caspase=3) K, AT R AE Bel-2 M4 , PR 4R
RLARPESERE M), Chen B IR T i — 20 W] ZE B 1M 1%
AT R BB e F B I b 3 I 1 LR AR 1 22 R o
WIS caspase—3 24, FEARAIM T- R EoC Bk

B A, — T ZR GV 48 I, BT R RE 5 1 3 B K Bax
mRNA &3k, #2 T} Bel-2 mRNA 7KF , 3E— 25 3 30E 1 # i
Bel-2/Bax FAE 09 98 95 48 FH , 8 B, 4 30 40 1 caspase—9 Fll
Cyte 7K P 88 25 KA, 2R W1 B0 P o 40 ) 20 A AR 4 1
P, D80 R A T HE S R R AR T L8R B
PR A TE B DG BN b % A B ORAP HL R B AL T S Y 43
THY ARG . EIRIFTE AN R A BEIESE , 1 o i 22 3 i
PR LR PR TR AR  AE AT G B R T RGP R A
B TAER .
25 REEFKRAEDE A

LR A A W e e e IO B R T SR S AR ML £ i
TZRL AR i AR B B 38 B R o AR O AE T R IR A A
PRI 5 LR TR DR 20 5, R HEZORE B 18 n 5 D RE 1
A, PGC—T o B 14 A S IS TR 7, 50k B BT
I 75 £k 85 H # B (adenosine monophosphate—activated protein
kinase , AMPK)/SIRT1,cAMP-PKA } %5/CaMK/p38 MAPK %

24 D5 S m K , 1 1T P [ VA 6 32 1K o (estrogen re-
lated receplor alpha, ERRa) 55 K 7, 3t [F] 340 9% 42 I 0% ) 7
NRF1 5 NRF2", Al EL R AR ZE ) & Az . NRF1HINRF2
T3 H C il SRR S5, BB S 2 EOR A S SR Y
BT 454, RET, NRF1 FI NRF2 /£ 8 PGC-1o/ERRa il 7
BN AF , T AR AR W A A DG FE R A R o TG IS £ ik
& TFAM (2 hr 5% 5 F B1(mitochondrial transcription fac-
tor B1, TFB1M) #1 B2 (mitochondrial transcription factor B2,
TFB2M ) Jk [H 45 42 4 15 ik PR (W 7% 55, TRAM i I 7 B 28 4 bt
MRIETT , K 8 mtDNA 5 il 55 WP 55 25 11 33k, DT (i 288 2k
AR A

WFIEF M, &I PGC—1a 1y 15 2 PR 22 £ 41 | £2300
B PMRI RN o 5N, FEA DR B b, BRI AR AR TRE /R
LR RE I 1B T STRT1/PGC— 1o 38 8, I AL Ak 1 350 5 2 bt
MRTIRE RS , 035 DR B K B B 27 2K, Yuan CX
SOV PRI S PR b 29 AR AR P SR B S PL R,
EfE 1R AR 3 22 7P SIRT1/PGC-1a Bl B 30K , HE— A2 ik
T NRF1 5 NRF2 S5 2 b i A= 1) G oG s R 1 3R 3k, I
TSR AR AR A 15 WRE T, St el R O 2 e b AR 25
F 5 RE A S8R o T A T SR AR e T 1
PGC-1a .NRF-1F1TFAM 7E mRNA 58 [7335 , MU A<k
AR B AR IR R L S PR R, i
P Rl AR AR BT Y, Guo KX 25595 #E— 25 A, %
AT 38 3 P AMPK/PGC— Lo il , 02 328 i P £ 67 14 £ W 5 1
L RE AR, AR AMPK 3X — SCHER S Al 28T T
Luo F %l it R Ge P 5 2546 40 01 , PPAG B 2 % 2 UM IR
9 Bl ASE IR e [ 5 3R A5 53 I B AR AMPK 3 % (14 52 1)
SRR B RN W IR RLIR AMPK 58 B AH DG F 1y 3R
K. —J7 1, AMPK 3807 fiE % 3% fin 48] %6 1 5% 32 1K 4 (glucose
transporter 4, GLUT4) /) I 55 37, DA T 18 42 71 44 0 5 Mg o £
W 53— 07, AMPK 3 3 8% B2 A6 T lE IR, U LR OE
PGC-1a, R HE LR A& B, 1T 203 2 OB PRTIR S T
WERR I A 58 o Ak, F g T3l 3 SIRT1 A Sy 2 Ak
) Tt A 148 B W) 34T 32 A y (peroxisome proliferator—activated
receptory, PPARYy) 2 Z L J2 PGC—1a - TFAM - UCP1 38 4%
P LR AE B 1, 43 B B AR e fk , X AT RS A
PR ML 2 —1, Hu GT &5k 3, 7826 v 5 H AR A
o, BB E A FR KRR R Z /K CBIR \NRF1 A TFAM (1315
PR UELRLARAE Y6 B, BOEEMARREAT R SNSRI RE . X kgl
AR TR GO AR L ) 6 BRI AZ Ol 1 DL PGC-1a
JoHX A, B4 b AMPK/SIRT 25 R H 5 W 305 5, 1 3
7% NRF1/2-TFAM i, R G0 0K sh&ebr i E 9 & 7

(S VEZ RS2 B HIEEE PGC—1a T BE BB DL -
PE AR AR B i 5 5 SRR R A S 5 ROS T %
TERRLIR B Jy 2 Tt PR Rl G B I AR ORL IR I 2% 58 K
V5 e A & A T W SE 3F NRF1/2-TFAM 4l 9K 3)) miDN A
SIS LR AOR E o SCUREL T A il A R — o T AR AL R A
ZE LRGP AR AL, A BT 0 A AR
BT IR mA R, WL,
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