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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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B N F-1a(PGC-1a) A 1%, PGC-1a f2& fig = AR it
B =E B R S
1.5 2R AR I H A0 X 40 i R S ) e R AR g
HL AL (AWm) B 5 =R R 06 2005 M AH OC 1) S Ak A i
Ak A JHE AR R AEAE I TR DB X, B ATP &
fiti 1 7= 4= ATP. 4l il b AWm il ATP 19 7K F- £/ 1
FEXT RS E A K 2 Bh IR T RE R AR Ik s A B,
W7 I H AR B B (H X 2 A4S B E )RR AL AR b AT
B2 A Y . AWm i i B8 B M I Bk D) B 2 1 1 4%
LR AELORR AR S T R OGS o AR i fe i 1Y)
WEFE KB, APm AL DL T ATP & 1, 1 Ho AL &
g BRI TE T R S 5 THBR R BB LRI Y i
P o A — g i Ak & W i sh et 2ok IR TR
HEREET L APm IE A EE BRI LY
BT AL B T B B AR T, HXF T 4 9 4ok 1A 1Y 52
S I N S Y (ST R R DA DR =N
PRI ) 30 35 M K 2B T AR T Sk R A0 S Y L
iz —

2R R AR (1) L Ath [) B2 A A% 0 T RE A 2k kA
fire A3 I NAD A2 AR 52 22 UL A9 — 5643, A 240 it
P AL 5 A A AR A B AR . A G M IR
EWRERRLR, BUFHX M LR, HZHTHR
WFoE . LRRRTRERE AT L R BRI, LR E
) e, SR AR T fig R 1R 912 DA R 2 AL SURT A HL

R B IR 3l 2R 7E 5 2 0 B8 b dE R Lonn R i A=
Yy & A= 1l J1 BN Sk SR BHL Lk 5 2 A G B e 2 R 1 G
TS T B S RS TR N RS B 7 e vk |
5 T B, SRR AR 1 32 B U 2%, 4 S 4 0 TR P
A AR BRI LB P R A DNA B BUER (i
OXPHOS (i £ 55 , i — 20 Il 5 2 R L o
2 HEARXZXTETERHAR
2.1 e R 2 RS MR TN 2R R ) fig
YA 2 S rp 2 FE B o O A AR Rl
JEE A O # L  FH  s0 AR o o 2 0 i B 2k 5 el
/> ROS N [ (MDA) |, 38 Jin 48 b H K 404k 4 il
(GSH-Px) , Ft o 2 A A 5 i Ao, o5 35 O B 440 Jif 28
NN A S S 0 N W I ) =R
037 ] i i 3 ASKI/MKK7/INK 4 5 1 #2890
2R RL A SN M A% U T ok R Y 4 A A R 2 o B
(OVX) K BUF e il #2806 5 5 2 H 5% 1) 8 1ok 245
AT NS E R R i AMPK 38 48
PR B g AT B L 5 B RS AR R iR (HGIPA) 5
S N A0 (HAEC) 3 52 12k ki 1A 75 7 48
(MtROS) = AE17 R 1 PRoxt 52 L LA bt & 1E
FH AR R AL 30 560 A=K 40 M 0 T 9 & A AT
R S ALY AR AR T2 R R s R AR Y T
T P OGBS R DT ERAE T 32 14 6(DR6) . B 41 it itk 12
i -2 (Bel-2) A & X & 1 (Bax) . it X & H i -3
(Caspase-3) Fl Cyt C [y ik 2 MY 7,

rh 2 i B S T R AR ARG L B AR A
B B A L A e el S 2R A 1 Ty BE E 2% 40
J . B B S K S B A R b A AL e
S WEIMHE AR 1 (COX 1 )HEH KL K Bel-2 5
Bax Y b 4l Cyt C By B nT BE & — & B A ol 3
WK R TR HLE T R, (2 B RE 8
P87 SIRTL A AMPK (i M A ST 2 EH . 11
2P K T BRI, SIRTL /] L 25 2 Mk Ak 3 340
AMPK 1Y | I 3 i 3 B B1(LKBL) , M\ iy 2 &
AMPK 75 M . AMPK I 34 fiE 12t 53 ARG 35, 38 4
it NAD* 7K -, i — 25 34 in SIRTL 3G #E7 . [ #E
st ] 8 S AT 5 2 JURE 20 R IR BE 40 B SIRT 1 1Y
Fak , 48 i UKL 40 A b EOR B PR R 4R TR -2 (el F-2)
AHSCFE R g 23k, H 0T R I mTOR | 4 i #2511 IH [
T 2 A O JE TR A 63810, 1 P I B 1 5 Drrp/
Parkin/PINKL {55 53 % nl G & HyR I 5w E M e
O I 38 I A E (Vs ZE AL o Mk 33l 2 SIRT3 A
S 1Y SOD2 1) K68 5k ik 2. ik 1k ok Uk /> ROS, Uik 21> 2
JHOL 8 T R R W X O RE A A T A A R
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B AR AH OG5 M '* 3@ o % SIRT1/PINK1/Parkin 4¢
S LRI 3 Wik 22 fifk B0 4G DR 8 AR B (UUO) AR
UK BUE /NS R AN (RTEC) i £F 41k,

TN 02 08 Al AR 5 A A DG i M 2 R
A7 M Bk AL 2 f KA A i e ) L 2 — | 4%
7 A T 16 AH GBI 93 7 1 28 3R A5 P 9 T 1) K 3% K
SIS L) W i g T Ve R 2 | I RS oE = A
PF PN BT 9 (ER ) =2 8] £ 422 fih | A Bl T 38 i e b AR 45
(Ca™ ) i1 Ca* {4 #1198 I8 &0 g 3% 17 |, [) Bl 2
A T i 1 38 ik B T B 28 T R A3 B 58 4
ER Ca? B il i JJLEE 1,4, 5- = B2 32 /K (IP3Rs) 1Y
TEPERY . KN ROS By 3 ok I 2 — S 2Rk R
5 S 145 9 45 B B 0 BH AT DL 2 ek 2 7= AR ROS 1Y
2 AR AA Sk OR3P K A AR i JE ARG L B TR B T 4
Jit 4 Az 2 9F () tE (Bl alP) i T i 4l i i - il & |
AT X BT T 3 AH G A 4 28 R G e . B T AT
SOk A g h B W PR AE Y B bR
FIHE 75V B p e A 4 306 4 | o] 30 3o 412 0 ok 1Ak A
Wit , 8 /b 32 0 2k R A Y R BB RO AR I P A
Az ST AR R I S5 AN ) T

AN Z B Ry 7 — T 78 IR 97 5 & A0 P
PR i3 35 245 %), R, 3 2o 34 il PINK L A1 Parkin (1) # 15 &
R AIK PGC-1a Y 7K - i 54 iE R A B ™ . A
Z W AT Ry, 8 o # f  2 K RUBE AL 1Y Sca-1+ HSC/
HPC 4 Jit] Hr iy 2 A 44 38 26 A 5 109 48 i 00 o R T
Sirt3/SOD2 i [ K & ¥ LB, KL TFT
i B4 T 2 2R AR T kA R HEAE L D S AR
o A S B /S BB 4 L (MC3T3-E1) 4 R 4
Cyt C Ay B il , DT 38 im0 94 T = e 468 2 Jd &L g 2
(IDH2) .Sirt3 f1 Bel-2 1) 3% ik, If K& {1k Bax . Cyt C Fll
Caspase-3 () &35 . HiAC £ B 1 98 3% ROS Ay 7=
A AWM Bel-2 K B A ARG 5 M DR AN AR
M b R A0 52 H,0,18 S A PR T2 o 1l 2 AR 254 B
WYy R CHE A S ) PR 8 2R W 45 1S N PGC-1a Sirt-1,
0 g P -1 (NRF-1) F 4k R0 1K 5% 5 B+ A
(TFAM) [ 38, R I Ine = =4, 41 Kk
30 S A0 M b TR A miR-22, I AR Sirtl ik,
A A 48 0 AR TR e R ZRORE AR A W e A R S A
¥ 7 4035 PGC-1.NRF-1, TFAM, A T 3 %% 2% %
50PD 4t i 1% 2 hr K Dy g B4, JF o th 15 2 e
FALR RS A 3 T K Bk ROS SR AR 4 2k
PRI RE AT % H,0,15 F R4 i g -,

TiAN B — K R AR IR A E AL
B 5T & B AT LA By 1k 2R A Ty BB A A1 I 40 01
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12N S N S/ R RS R L NI E N AT & A N2 TR N R
e, Ak eE A B 2 e R R AR E RN
T AW Z (& R VRS M as S
WA FE LR T ET7 BRI 24 B 1
Py I R R R T e B 4 A 5 o VR AL I 2% 1.

22 W HRXTLRAKRINGE LA E LN Lk
I7 IR — PP R AR i, 3 A A RN L AR A
228800 A5 A 0 A i B A B e A, B T LR Ak
FRIAT 2040 T 8 R 7 A2 0l

221 LRXMERAKD T F R SRR 4
i P 48 AL B TR A RN B 1 ATP 4 32 3 BT, Bifi %6 4F %
A 1 A, 2R AR 1 SRk i R Ak T BB UL 5S  FR O T A
ATP Az BE /D, 5|36 2 15 20 M A= BR A= Ak 76 ) BT 75 i
BN AR, A SEAL HE RN ER, R~
HENLIA A o SE 7 BT R 2% i SR (AD ) B8 K F
T H b 28 00 A 7 VR FH AT B R 2 9 R4 Bl
D15 (AR 5 RlA B A ) R ek T 2ok
PR 3 >k 52 B0, % AD R BRCR B & 23 R A
SR AT T EIRYT R H 1R, IR 15 min,
7dR AR S 2T R T R R R 1 d B

5 F 8 AD K BUE T # 45 JT Opal 7K P, F 3 Fisl
(4 K17 R AR Bl T 2 5 b XU A 05 1 25
I B A BRI DDA OG . ORI B 2 RT L) i
T 2R R B B B S TN T R R i 6 AR A
RerpUE W2 TT IR AT N TR T i M XU B
RITHA

222 HRMEGRAEMR WD W —RRIGA
(TCA) & G i v 338 3= W Jot OB g 197 Al 2
J ) A AR R AR B Ak 32 AR L AR A
2 PR EL A R R sl 265 1 1 R S U R R R
Z NP2 R BB R VE AL . HA S 452
HRMEH % EIL/N IS min, B H % 6d, 38 HH
D5 1%, i F R0 1) AR 20 2% H R WF 58 3 & % AD /) B
il o A A R e, 85 R R B S T i T = AD B
RN RN R R - B R PR R E SRR,
N AIGIT AT LAk 3t AD /N RBER I I EEL. T
A SE VORI AL 2 o b T B 8 3L A O Tt 7Ok
JERRE TR 1R 2 2 L(APPIPSL) /N R = &
PR 418 AR 15 7= 9 19 52 ), 38 3 20 min-d*, 6 d/JE] |, 3t
8 JE| T M i A B0 3L & mT 4 =5 APP/PSL /N BRUR W Hh A
BER L o-F I TR GESA R R BRI R R
. HEZE52 A THNMR 2307 6 80 A 2 k18 1
4Pk H & (CAG) BRI B2 m , F Wiy ik ¥h
B H 30 min, 7 FE 2 JA, I SCHESC R R = L TR
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F1 HHEEHF BRAGREFEEDRT KA R AT ENERNS
Table 1 Mechanism of Chinese medicine compound,single drug and active substance on mitochondrial function and cell senescence

T2y 5 5 BR 2 B

o R B Sk
o B 2R SR/ -F VN Fh o LR I F AT [74]
JHE G 4 H iy OVX KB i ASKL/MKK7/INK 15558 % [75]
GIN=RETY AR 45 28 bz A JH T % th DR6 . Bax . Caspase-3.Cyt C # ik [77]
AZ-ZL- ISR HG/IPAE S E 41 (HAEC) P AMPK il [76]
e
18 15 B4 L BTV Je I 440 2 Uil 2 7 A oL A [86]
B TR TR I /IN BB A 4 i (MC3T3-E1) U > Cyt C RSB 3G IDH2  Sirt3 Al Bel-2 45 , &4k Bax .Cyt C Al [90]
Caspase-3 %3k
N ZE SR I e A R UL AR B (C2C12) 4N PGC-1a . Sirt-1 NRF-1 fl TFAM # ik [92]
WR¥EFR
HEMERGRE #E HfncoxX 1 ik .Bcl-2 f Bax (1 L i, M il Cyt C [78]
58 T
P2 AR HE98 SIRTL elF-23K35 , T I mTORAH 5 AL R £ 3k [80]
D-F: LM T = 2 41 L (H9c2) H5 Drp1/Parkin/PINK1 {5 5 i [81]
Mk e R LY BE A i i Sirt3 4 19 SOD2 Y K68 5k 4 2. it 1k [82]
UUO B R R BTG SIRTL/PINKL/Parkin i [83]
PN oft 2 B 41987 A0 B (SH-SY5Y) HIn Ca® i Ca®* I Y P R I UG M O T IPBRs T [84]
T BV I I 440 7 RS TRUNE N AT R E ey DAL [87]
A B AR Rh, PIRE Z A S M 7L EJC 400 380 PINKL A Parkin 23k | F& ik PGC-1a /K [88]
(MCF-10A)
AZ B4 Ry, D-f LM B KR % SIRT3/SOD2 i % [89]
Mkl 2 4 NN % ROS 7/ . AWm Bel-2 1% i B AL g 1 [91]
A KA 50PD 4l fifs MK miR-22,Sirtl %3k, #l PGC-1 .NRF-1.TFAM £ ik [93]
R0 3 H,0, % 5 i RT4-D6P2T Schwann4ijfi Bk ROS [94]

B ORIT R B RIT R L 2 S Ak A
KA = o I HL Al 3 e 3R T Al il AL ZUL
B AP E TR YR B IR R A R KO A AR
R TG B R 7 7K A5 2 T

223 RILRAR AWER W SR 0]
M) 2 A7 A 1 I R 9 3 DR ) 3 3 D A L1 o S A SR
P2 B AE R o HAO %51 58 i X K B = HL X
(ST36) %} H 3 % 20 min, 42 15 d i 5L 56, K 3L
Z ] b A WA OC 5L (ATG3, ATG5, ATG12,
Beclin-1) Fll 22 2 2 /75 24 R 7 1 8 il A C 47 51 4 3
fif 1(ULK1 mRNAs) X U8 #H ¢ 8 1 358 4% 11 (LC3
10 ) 26 P R #2351 5 200 J 1 s, DT i 2 2% XL
T (RA) R B I T8 20 28012 35 7K i B2 4R i 4t
Bi o TRV L1250 5ok 0 g 58 38 (CHIF) #5780 K B
ili 6y 7C (BL13) Ly Y 78 (BL15) i 47 3L %, A H &
% 20 min, K2k 3 A, K B R T LUAR B0 ) R
LAY T B, B2 7 mTOR 335 I 1 35 [ A G 3L A

(Vps34 Atg3 . Atg5 Atg7 .Atgl12 fil Atgl3) £k .
2.2.4 RN SRR L A I SE L e 4200
AP EHR BB KRBT ) “H &7 B a7 R Loy
2~3 cm b A B H 1, B A 710 min,5d
Ly, I8 NP R R vk T, R SR HAA
PN RER L EETIVES o TR N LSS A T A R b
8T DA A2E 2% i 2 Ak VR .
T3 A, SR AE LR A At A DG B BT RN R A
RE 1% J 15 4E 9% A0 5 2 0O AR T o A BLAE DO R R 2k
A R 5% K UG IE /T 40 d, B K 20 min (19T 17 B,
RIS v e &G ALAR NK & B “SIRTL | |
W SO 3k e 567 O WF A4 3a( FoxO3a) | i & 4k 1y il
1A 184 5 W) 85T 3% 1K a(PPAR) B 5 538 1%, 51 &k —
ROV R B HEMA BT w2 Y. £
YR A 2] RC AL BE ) 52 B BB o3 R R 2
KM 4R A& DNA 51403 il 52 e g B fi . BB
JOT 4 A A 5 R R 2 R G R T Ty R R
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HEAEM ., LR THRE®AE — & FRE LMg e
/N B IR SE S AE AR R 2 R Gk AR b, b
28 9 E ] LA B ARG /N B K il 2 4% 60 240 B PSS v o7 A
i Y . Tk JIEL 9 52 A 1 e 3 O ok 1R B 2 ) ok
ST I ZHANG S5V TR A7 E A I A AR A
(DSS) 55 1 15t 77 M 25 Iy R A AL (1BD ) /) BRI 2 =
H 7 (ST36) 1 e/ (CV4A) b k17 B 4F f 3 & &%
T 70 15 min, BE$2 = /I BRI T 44 v 2R 1A Py RO &
4k $5 2 71 mitofilin A1 B 2 4 R 1 25 11 (GFAP) 1Y

R2 NRMEHEINERMBMRLZHERNS

Fak, DA B VA 9T I E R E AR o Ik Ah L HA
500003 g Xt R 2 1k /I B (SAMRL) /) B & 6ot
A = BT 8 Ji , & 8 5K, &k 10 min Y 55 55 TiE
W, 3E 4 AT AE B 5T R R DR KT T UE A A A
T (APP) R & 42 th APP I T 22 45 BE A= 1l A 56
#H M 1(BACE1) & miR-29 F1 miR-101 Y # ik , 1% nf
RESZ VAT BT IR 2R U R 1 TS 7 4 A

SE G X 2R AR Ty e M A I 5 22 A PIL A O
32,

Table 2 Mechanism of moxibustion on mitochondrial function and cell senescence

B Vi1 8l MLl ik
RSN R AD K -4 Opal, T i Fisl [97]
ERFN- 1) FAR IR 0l o IS e (37 e, i 2 4 2 T U 1 [104]
il i O T CHF K i $27% mTOR 323k 31175 Vps34 | Atg3 . Atg5 . Atg7 . Atgl2 fil Atgl3 & ik [103]
JE = R CAG K VAR ZNUBE PRI IR BEIEENG IR AR KT | SUR I I R KT [101]
= T IBD /MR 75 mitofilin . GFAP ik [108]
YR I SAMRL/MER i APP 1 BACE1 Jz miR-29 .miR-101 % ik [109]
p i} RA KRR 3 A 52 3L R Atg3 Atg5 . Atg12 . Beclin-1 fl ULK1 mRNAs LC3 11 & %3k [102]
ot AD /I TH s PR A o -BR R TR SRR R SR K [99]
ot AD /M P2 R IR o B R TR R B IR SRR Y [100]
KIt AR Z AR % SIRTL, i FoxO3a.PPARa {5 5 i i [105]

3 BREERE

28 BL R ) BE R AR B T2 O SR AL SURTA HLIA
T IR Bl B T R A DG I 2Ok R ) g B AR
A0 M e AR R AR B R M OGRS A
O 2R AR Ty RE PR AR 2 A5 2 B M R, A
EARE R B VSR TR NI Nt R T AP U
14 4R A Ty B i A — i i IR 4, JLOR e kA
WO G &4 W B — B BT . LRk T Ag
W X O ML A5 52 5 L i 2 2R AT 5 i A E A5 1
A= EE B S ) X ZORL AR T il B R AH OG5 1R
I7 H R A AT LA R 4 AR AR T BE AR AT B IR
IT A SR A R 22 Y

AR SC [ BT 2R A By i X 40 i R A R L K
IR L8R A4 T 8 T 52 ) 40 i 5 2 rp o 3 A G o i 3R
 mTOR . AMPK . Sirtuins %5 41 s {5 5 Fl il % , — 2
C 8 UE BH B A Bt & AR 0 0 b 2 55 24 B 43 K
3G X S B IR A B AVE R . SCRAE R —Fh
AR IR T T Bonl s om gk R 3h g2 AR L A
Wt 565 A= 49 2ok R 1 SRR 1 D) g L DT g L A4 3 B
PEAL LB RE I . AN 7R SR AE RIMLE 5 T, 20
FE I 2 RN JE T i = AT Ak IR AR W 24 48 bR 4

- 262 -

7 DR JZ ORI A HTPL D, a7 3 3 K i I 3%
B K T3 T A AR AR o A i I A Y R 2 R
WEEA L, N BARAE iy Bk U HOR o T AR
Oy G E A A s e R AL
B dloy R Aoy A A A A I B8 AT ik
B PO AR S 4, B R v B2 2 e R P o
ZAEHIALE (M i AR B AR 5 Tl 45 ) L AR ko
B2 24 2 W RGUFE W TR P R B . R 7E X &
f A A BIL B S T B9 2806 AR R S D W S
AT H e 55 3 e B TR T2 A AL A 166 5 1F 9, X %
HH BRI R B ) A R R E R S

PR A A 48 /R R AR AR G P BT ik A o
BL A 7 T A7 AR R A N ¥ T, R 5 AR A A L A
B N A PRGSO
R AR 1 A2 e T s o — ORI, A B 1] A58
22 1T 0 e VR B A QAR AR T A e A 4
FH X 2 0 Y AR 1 24 i afi ok A7 A R E
Iy M ARSI R S I B AR R A N o T L K
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