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[Abstract] Since ancient times, delaying aging, health, and longevity have been the universal wish of
people. Nowadays, China gives top strategic priority to the development of people's health. How to maintain a
healthy life and slow down the aging of the human body is a problem worthy of our attention. Human aging can
be shown as cell senescence from the microscopic level. Cell senescence is a process in which cell proliferation
and differentiation and physiological function gradually decline. It is a normal physiological function responsible

for the removal of damaged cells and is the regeneration and recovery of tissues after injury or acute stress. Aging
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is an irresistible natural law. Although it is inevitable, it is possible to delay aging. Energy metabolism is an
important basis of cell function, in which cells use nutrients such as sugar and fat to produce adenosine
triphosphate (ATP). Mitochondria serve as the cell's power stations, where sugars, fats, and amino acids are
eventually oxidized to release energy. Mitochondrial function decreases with age. Changes in mitochondrial
dynamics, reactive oxygen species content, autophagy, and metabolites can cause dysfunction of electron
transport chain and oxidative phosphorylation, and induce mitochondrial dysfunction. Mitochondrial dysfunction
is one of the internal causes of many aging-related diseases, such as neurodegenerative diseases, Alzheimer’s
disease, and atherosclerosis. Chinese medicine with few side effects and rich ingredients and health care
moxibustion with safety and efficacy have been widely applied to the field of anti-aging. This study reviewed the
effect of mitochondrial function on cell senescence, and retrieved, analyzed, and summarized research papers

on the mechanism of traditional Chinese medicine (TCM) and moxibustion in delaying aging by affecting

mitochondrial function, which is expected to provide new insights for further research in this field.
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POE T -1a(PGC-1a) IR 4% , PGC-1a 52 BE AR 1}
1) 3 LD R B P
1.5 S U I H or X 20 i 5 & A 52 ok A
HL O (AYm) 5 = R TR A8 28 15 E AH OC 1Y 480 1k ik Jt
Ak A JHE AR R AEAE R TR DB X, B ATP &
fit) 1 7= 4= ATP. 4 il AWm Al ATP 19 7K F- £ £
FEX AR, S I 2 Fl R R T g R AR B U B A RR L I
e 7 I H R AR G B (H X 2 A4S PR E B RRAL AR b AT
REAE A 0 . AWm il o 28 5 PR I B ) BE 2k o i £
RLAR TERRARTR S h R 3 OCHVE T . MRl A i 1Y
WF5E & B, AWm A AL LA T ATP & %, i B AR 2
g LR TE PE R IR R, S 50 B R Be 4k AR 1 5k
o R —Fhiz il AL G W R B ), R AR T
N EGHEZT AVm BIE A 3 BT N
ML AL b v B A R T, X 2 R o (4 1 52
VT RE R AR AT A A O B R
DAL £ 3 37 PR AR T B S R A e 1 AL
il Zz—.

R R (1) I Ath [R) A B B A A% 0 T RE A 2ROk AR
B A I NAD A2 AR 52 22 UL A9 — 5643, R 240
P I AR I S RO R AR A B TRIAS o A G MO
HIREFR LR, EUEW R OCR , T L7505
e . SRR T R B 1 R 2w 2 i RN )2 o
1 JE AL R T RE R 65 92 I R S A 8URNA L

TR 9K Bl P2, 70 5 % il B v 2 R R AR 1 2
Yy K HE e 1 BN O 2 B Lk R 2 R O 98 o 0 R 11 G
SRR T AN M Y ORI Y A Y R a2 B
5 T T B, SO AR Y 32 B U R, 4 R 4 N TR
AR ARIR BT L BT A% E DNA B B & B F
OXPHOS [y 1 P 45 , it — 25 Jn il o 220k 0
2 HEHRERTEFRAR
2.1 Ay R 2 RO P W) R SRR T ik
A 5 s P 2 E B O T B A AR R
JEL ) I 34, g FH g s A& o 24 52 ) B ek 3 ot D
/> ROS (N [ (MDA ), 34 i 48 e H K 404k 4 il
(GSH-Px) , FI a5 2 A 1A J5E e A7, 240 35 O B 41 if 28
I N A S RS 0 N W I ) R
T 37 ] i 30 ASK1/MKK7/INK 4 5 1 #2890
28 RL A 540 M A% U8 T ok R Y 4 AN AR 2 ol B
(OVX) K BT e il #2800 5 % 2 40 56 1 18 1o 45 44
AR NS E R R i AMPK 35 48
PR AR g AT B Lk o B RS R R R (HG/PA) 5
SIS 9 R 40 M (HAEC) % 3 Fl2R kL4 3% 1 4R
(mtROS) =B R 5 2ot 52 L LA bt 2 1E
FH A PP 2 30w A RS 40 98 1 09 & A AT
A3 S R A R T B, 32 B R g i s R R T
T P OGBS R DT ERAE T 32 1A 6(DR6) B 41 A ik 2
i -2 (Bel-2) A ¢ X & A (Bax) Bt K & H B -3
(Caspase-3) Fll Cyt C B AL BLAY T,

rh 2 v B S T R AR A A L B R A
B B A L R o el 5 2R A 1Y Ty BE 4E 2% 40
il . B IR S K R B AR b A L e
S HWEIMBEEGE 1 (COX 1 )HEHFKIL K Bel-2 5
Bax [ Lt H0 il Cyt C B REH T g2 3 KA ko
WK WA TR HLE Y TR, (2 B RE 8
#8797 SIRT1 fl AMPK i ¥ A S 2 /EH . 1
2P K T BRI, SIRT /] L 25 2 Mk Ak 3 347
AMPK /Y I Ui % B IF 3% 8§ B1(LKB1) , M ifij $2 /&
AMPK 9 7F M . AMPK H 34 e 12t 43 i £G4
fil NAD 7K -, i — 25 34 fin SIRT1 3 #7222
i T 84 5 S AT % 24 i R 20 i R B 40 it STRT 1 Ay
Fab B v UKL 20 L o B B PR IR P -2 (eIF-2)
AH I R ) 2635, IR T R 8 mTOR | 2 i #E  A1H ]
T 2 A O JE TR A 23R, 1 2 2 I B 1 9 Drp 1/
Parkin/PINK 1 {5 5 i [# o] f8 2 HIG 97 5 5 Z 4 L
O I 38 I A E U ZE AL o Bk e 3658 2 STRT3 4
51 SOD2 K K68 5% 5L 2 it Ak 5K i /> ROS, Ui /b 4
LR T A S R 2 O R 20 R A A 25 T 2k
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B AH OG5 38 5 BT SIRT 1/PINK 1/Parkin 4
S LR AR 1T W R 22 fifk L0 PR A AR BH (UUO)
UK BUE /NS IR A (RTEC) B £F 4161

5N E 2 % Ak E R A0 55 45 % AH O 1Y M 4808
1M 90 Ry BAR A 25 B K R A e ) B 22— , 2k
7 A T 8 AH DG B 9 78 4 22 3B A5 R 905 T [l K 32 XK
SIS S0 il TE NGRS B | N v & A
PP ST (ER ) 2Z 11 2 fish , A3 Bl ~F 38 i 7 4 45
(Ca*) Fl Ca™ R At 1 P ) 12 38 ity 4% 2, [) IS 42
A T i 1 8 i B T b 28 T R A3 B 58 il 4R v
ER Ca® B HOH 18 WAL 1,4, 5- = B2 52 14 (IP3Rs) 1
TWPESY N ROS Y 35 Ok R 2z — S LR R
8 5 14 B £ B4 i UE B T LA 2o 08 20 7= 4= ROS 1Y)
2 45 2R A Sk B4 i AR Ak SRR R L AL T i 5 40
5 3 R (a) B8 (BLalP) i F A A ML T~ Al 2
WX 3T 8 2 A 06 1 4 2 RGBT B A
SOk ARG h B H R BU AT AE Y BB R
FHE 75 V8 B p 26 A 40 36 4 |, ] 30 3o 418 0 ok 1Ak A
Wit , U /b 32 A 4R A 1 B B RN ROk IR T M R
Az 3T AR R e S5 4N )

AN Z AT Rhy J& — R 78 (1936 I7 3 2 A0 C P00
PR 3% 35 245 %), R, 3l 1o 34 il PINK 1 A1 Parkin (1) % 15 &
FEAIK PGC-1a 1Y /K- i 354 iE SR B ™ 0 A
Z B AT Rg, o 9 il %2 2% KRB Y Sca-17 HSC/
HPC 4 Jfl v (4 4 hE A 58 5% A 5 1 240 J 0 T2 oS
Sirt3/SOD2 i [ ok K AL L TR ™ . 22T
2 U4 3 2 2R AR T A S HEAE L e D SR AR
N 5 T 0 /0N BB B A0 B (MC3T3-E 1) £ ki i
Cyt C 19 B i, DT 38 im0 8 1 55 A A6 T i L ity 2
(IDH2) . Sirt3 fl Bel-2 B 3R 3k , IF Bk Bax . Cyt C I
Caspase-3 {9 35" . MIAC £ 0 i 98 9% ROS Ay 7=
Az AWm Bel-2 K& B A A I T P RN SR
A I Bz 40 i 452 HLO0, 5 A PR 121 I 25 AR 25 2 e
Yy JHE A S W PR 28 2R W A5 HE N PGC-1a, Sirt-1
¥ 0F I -1 (NRF-1) R R ORL iR 5 5 B F A
(TFAM) [ FE 3k R e & /=4, 40 Kk
109 5 S 20 M b T S A miR-22, I BRI Sirtl 33k,
SRR N B TR UN T | Es ¥ TR LN/ b Ra N P 52 L
2 K F 43 45 PGC-1 .NRF-1.TFAM, M ifij i¥ %% % %
50PD 4fi il i Z s 7R D) g B4, JF o th 15 2 e i
FALR R A 3 T K BR ROS SR AR 4 2k
PRI RE R % H,0,15 S A A i 1=

TiAN I — K R I AR IR A E AL
B 5T & B AT LA 7 1k 2R 44 Ty B 1 AT I 40 51
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T AW Z (a3 R RS Mas S
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Wy X R A T R B 200 i 2 AR I PIL A L3R 1
2.2 W RXMLRIKINEE R EE LN Lk
I7 I — FP R AT i, A A RN L A AN
RN S R A MR A I AR B TR ek
A 25 T ke A2 00D

221 RILRARZ Ty 2R AR 2 4
L PN 48 AL W 12 Ak R i ATP 1 5 237 B, BE 25 4F 1
A 1, 2R A 1 SRk i R Ak T B UL SS BB O T A
ATP A= B0k 2, 51 ke 4 357 20 ff A= B A Ak 3% 3 Jr 75 e
HABEY AR A FEAL T IIREN R, 2
HENLAR AR o SE 7R X BT JR 2% 1 3R (AD ) B 2 K FL
T T b 28 00 A 25 VR FH AT 8 2 2 9 Y Ok A Bl
T4 (AR 5 RlA B A ) ek T S 2ok
PR A5 o S B, 6 AD R RROR U AT m 2L A
SURCB AT T ERIRYT R H LR, IR 1S min,
TdR IR I 2 TR TR EAR R 1 d g
% F R AD K RUIRE I 4 22 0T Opal 9K, F I Fisl
(R K17 SR AR Bl T 2 5 b XU A 05 1 25 R
9o B A BRI DDA OG . ZRORL IR B 2 ET L i
T R A B BRI 25 N T R R 5 i i R AR AN
AerpUE M2 TT IR A RN TR T i M rh XU B
RITHARY

222 W RILERARM I =R R
(TCA) & ZRL i v 3 R 8 35 9 Jot OB i 197 2
J ) A AR R B Ak 3 AR AR AR AR i A
2 PR H EL A R R sl 265 2 1 R S U R i R
Z NP2 R BB R VE AL . HA % 452
HRMEH % FEIC/N 15 min, B H R 6 d, 8 HH
D7 1%, da F R0 1) AR 20 2% R R 58 3L & % AD /B
Al o A A 5, 25 R R B3 S T i Tt = AD AR
RU/IN RN ER R L o-BA 8 R IR R L E SRR,
R FRIT AT LAk % AD /DR BERAC I ZETL . T
A S OOR AR AL 2 o B T B 8% 3L Ak O T 7Ok
JERSRE TR /2 2 1(APP/PST) /N RIR I =&
PR 418 AR5 7= 9 9 52 ), 38 3 20 min-d”, 6 d/JE] , 3t
8 JE T M i % B 3C & P4 =5 APP/PST /N U W H A
B T R AR TR BRI R R
. HE %52 A IHNMR 2387 68 80 AT 2 6k 18 1
Z4 M E R (CAG) BRI KRR, Tk h
B H 30 min, J7 R 2 JA, R O SCHESC R R — LTI
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Table 1 Mechanism of Chinese medicine compound, single drug and active substance on mitochondrial function and cell senescence

T2y 5 BR 2 B

Vet R HL Sk
o 2k SR E VN PiREE T IRN LR DA [74]
P 7 4 i OVX KR il ASK1/MKK7/INK 553 [75]
GINERETY HRE 5 L A4 9 T3 4 Hh DR6 \Bax . Caspase-3 .Cyt C K ik [77]
AZ-=L- IS4 HG/PA VS E4E(HAEC) 4% AMPK i % [76]
e
18 15 B4 L BTV I I 440 0 7 Vil 2 2 A5 L A [86]
RLTHATREY)  NEUKE I (MC3T3-EL) > Cyt C BRI H4 I IDH2 , Sirt3 Fl Bel-2 &3k, & ik Bax .Cyt CHl - [90]
Caspase-3 ik
W2 AR 2R U X R USUL A i (C2C12) N PGC-la,Sirt-1 NRF-1# TFAM £ ik [92]
JREEZ
MBI G RY #E i CcoxX T ik Bel-2 Fl Bax (1 L i, M il Cyt C [78]
5 B
P2 AR K498 SIRT1 elF-2 K35, T I mTOR A 5 K& 8 £ 3k [80]
D-PFL B 5 5 2 4 L (H9¢2) 1458 Drp1/Parkin/PINK 1 {7 5 18 [81]
Mk e R B ARSI ) i Sirt3 /519 SOD2 [y K68 4% 3 2 itk [82]
UUO B A B 4% SIRT1/PINK 1/Parkin j# % [83]
PN 25 B 41987 40 B (SH-SYSY) B Ca® I Ca® A P R R 0 UG O T TP3Rs 1 [84]
T ELIV I I 440 0 7 RS TRUNE N AT RV E ey DAL [87]
ANZ A Rh, P ZFE SR LA B PINK Ml Parkin 35 | F& ik PGC-1a K [88]
(MCF-10A)
ANZ B Rg, EER YA S E YN % SIRT3/SOD2 il [89]
Mkl 2 4 IR AR L g 4 i V% ROS 7/ . AWm Bel-2 K% i B AL RS 1 [91]
LI R AT 50PD 41 iy F#AK miR-22 . Sirtl 3k, 3% 1 PGC-1 ,NRF-1 , TFAM % ik [93]
WA R H,0, /% S/ RT4-D6P2T Schwann 4 jfi Bk ROS [94]

ZIT/ORIT A EIRIT R R T 2 SR U A
KA = o I HL Al 3 3R T vl il 4L 48U
B PP TR UK BRSBTS R KT R 4 2
O e B T 7K A5 218 7

2.2.3 W RILHRAR AR W SR W]
M) 24 R (A 1 Wk A G 35 BRI ) 2 38 a5 AL 1R 2 2 A G
P2 B RE R o HAO 2658 3 b KRR = BT
(ST36) %} H 3 % 20 min, FF 42 15 d L5, KL
A L A WA G % N (ATG3 . ATGS . ATG12,
Beclin-1) Fl 22 & 1R /75 2 1R &8 11 g E BE A7 51 FE 3%
fif 1(ULK1 mRNAs) X8 HHOCH 1 3 48k 11 (LC3
1) B i ik, 1G9 40 i [ W, DT 9 4 28 XU 1
TS (RA) R B I T8 20 28012 350 7K i B 4R i 4t
Bi o TRV IF L1400 3ok 8 0 g 55 38 (CHF ) #5 8 K B
Jili iy 7C (BL13) AL T 78 (BL1S) 47 3 %, A H &
% 20 min, 2% 3 Ji , & IR W] DL AP0 J) e K
LAY DO fiE , B2 70 mTOR 235 I 1895 [ WA G 3L A

(Vps34 Atg3 Atg5 Atg7 . Atgl2 Fil Atgl3) 3Rk .
2.2.4  SCR LR B O S kL HE 2
X AR KRR (17 A A&7 e b
2~3 em Ab B A, B H LK, BER RESX 10 min, 5 d 24
Ly AR, S 8 ANy B 5 1 T, ke 3 S B ol
R BRI E b 28 0 AR AR I A6 B B k2D Bl 48 0T
8 T AT A 2% i Ak 1 VR o
T3 A, 3G A LA A L Ath A O B 1 B R R TR
B A% & A 22 A0 i Z AR . A BUAED RN R
FI AR 2 KRBT 7040 d, 5K 20 min (9T 7%,
R G A B S PO MUK N K A7 BE P “SIRT1 | |
W OB Sk e 56+ O .Y 3a( FoxO3a) | i %A 1k ¥ it
A 158 5 W) 347G 24K o (PPAR) B9 15 538 4, 51 & —
ROV PR SN M A BIEZ E 2 By, 75
LA YRR 2% 2] FC AL B8 T &2 40 R 4 e R 2
Rl 2L /K DNA 45 4 FLE 52 e 0 Bk B . RIE I
JOT 4 A A 5 v R R 22 R G R T T R R
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HEEH . LR THREAE - CBE LB Ee
/N B 3K BB  AE AR R 2 R ek B e, b
2 RAE T LA R /N B i R 1A R 41 I v o7 SR
RN SR R NS PRSI 2 R TR NG IR R | §7 7
S T M ZHANG S5V AR A7 e B IE R R A
(DSS) i 5 1Y 15t 95 1k 45 I 4 #5578 (IBD ) /I B A2 =
L (ST36) & I0 /7 (CV4) b EAT B4 il & 4%
T 15 min, BEHE = /0N BRI T 44 v 2R A g RO &
4k 15 2 M1 mitofilin A1 5 £ 2 R 1 25 11 (GFAP) 1Y

R2 URMEHENERMAMRZHERNE

Fak , AT B IA 9T i R E R VE T o b Ah L HA
G003 g Xt R 2 Ak /N B (SAMRT) 7 R & 560
AR = BT8R S U, B IR 10 min 9 52 50 HF
BH 3 5 n] 7 2R 1 J5RT L R KO 98 T U R A A
1 (APP) R 5 75 iy APP G B 52 AR B AE W AH 6
% 1 1(BACE1) K miR-29 Fll miR-101 ) ik , 3x AJ
RS IR YT BT IR 8 BRI 14 Vs E HE A

I G % 4 AR Ty 8 K 40 A 5 S 1) 1 L PIL L R
W% 2,

Table 2 Mechanism of moxibustion on mitochondrial function and cell senescence

LRI e BLI SCHR
JERN =i AD KR i Opal, i Fis1 [97]
ERSN: ) FAR IR 0l LR A IS e (37 s, s 2 2 T U 1 [104]
il i O AT CHF K i #2725 mTOR 23k JF 195 Vps34 . Atg3 . Atg5 Atg7 Atgl2 Fl Atgl3 £ ik [103]
JaEie | CAG KR TR ST AL GUNUBE A7 B IR R B IS BT IS R K T B A U I A KT [101]
R=H ST IBD /)i 2 15 mitofilin , GFAP ik [108]
R=H 6T SAMRI1 /MR 15 APP Fl BACE1 & miR-29 .miR-101 %3k [109]
JE=H RA KR A A SR L ] Atg3  Atg5 Atgl2 Beclin-1 fil ULK1 mRNAs LC3 Il & %3k [102]
ST AD /IR T 55 RPN T o - R SRR R S KT [99]
STV AD /MR P8 PR AT BE R oo - I R HE )R IR BRERR R & [100]
PSS FIARE LR WIE SIRTL, 1194 FoxO3a . PPAR« {5 53 [105]

3 RESRE

SRR R T RE BE AR 4 )12 A O e A LR HLAR
MK BN R R 5 R A AH O Y 2R R ) BE B 1
AN LR KRR R M B . =2
O LR AR Ty RE BE A 2 A5 2 S BUM M, A i
Z IR g RERART RE R Ve R
1 4R AK ) i B B — Rl i i L 4, HOR I e R R
S N 1D S A i ) A (UK 7 8% 5 A N s
W e Xt o AL A 2 A 2R AR AT T e R A A 3 P
A L S R B X R A T Rl R i AH SCBE IR
7 R A AT DA TE AR LR AR D g AR AT B G
ST AR OGRS A R T 25 3 e

AR SC TR BT 4 R A Ty B X A0 i S B R L &
LA AR Ty R T 52 e 240 Bf 5 S vh R S A O 4 WA 3R
%l .mTOR ,AMPK . Sirtuins %5 2 Jifd {5 5 F1 18 %, — 2t
L B UE B B Bt o A 00 1 v 24 5 24 B0 K
G XoF 3 S B AN B AR . SCRAE S — Fb
A RCWIR YT T BRI 52 SR AR 3l ) 2 AR L H
Wit 25 A5 Ao A R Y ORI 9 T BE L DA Sk L A4 T 2
fe it E Ry e . A TE S RAE LS 5 1, 2 6
% M A RN 2 1, = 0] AR i IR AR Y 2 HR AR 4R
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