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Research progress of effective components of traditional Chinese
medicine in anti-aging and anti-tumor mechanism
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Abstract: Increasing research have found a high correlation between senescence and tumor. Cellular senescence
can inhibit tumorigenesis while the cellular microenvironment altered by senescent cells can promote the proliferation
and metastasis of tumor cells. Some cellular signaling pathways are commonly involved in aging process and carci-
nogenesis. The deregulation and imbalance of these pathways results into senescence and tumor development.
Thus, agents that balance these pathways may effective for anti-aging and anti-tumor. Traditional Chinese medicine
(TCM) has been used for the activation of multiple signaling pathways and molecular targets both associated with
aging and tumor, with few side effects. Therefore, the article reviewed the cellular signalings that cross between the
aging and tumors, and on this basis, summarized the current effective components of TCM with anti-aging and anti-
cancer properties, as well as the potential mechanisms of these components in the cross signalings, to provide new
research strategies and perspectives for effective components of TCM to treat aging and tumors.
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2 i A R A T e R ) Bk 2 R AR A R
UG TER . (RECRIER 2 (I TR I, K TN RS
Jie 988 1 R A= I TE) 2 A7 BT 4B 3R, HiF B 3 32 A M AN a2
7 SR A I 06 RBY. FE A M /K b, 3852 40 I )RR AR
4 A M AR RGN -t FU B Bl s M T e A R
KPR AR AT 32 32 AH 28 70 WA 3R B (senescence-associated
secretory phenotype, SASPs) ] = A5, A7 (1) &, 7E
Jie 96 441 P Rt W R B T b IR PO TS R S AN )
FEST, H 5 2 40 i 43 6 1 40 B TR AL IR R R
iy 55 AN [\ 25 2 1¥) SASPs A {12 i3k Ji 41 A 1) & AR R R
JET X UIE HE 2R B S RN MR AR EL R S T RE R
SEIE I

W56 5 XT3 22 41 FRLFA e 8 440 B RS BT A, E T
R Z PR ~F A R AS Sl K [ i 2 5 7 322 M s
F kR, Gn i 2L 3h W 0 = 2 7 B AR (mammalian
target of rapamycin, mTOR) . i T Ff. % JR i3 7% 1K i 2
H ¥ /% [adenosine 5'-monophosphate (AMP)-activated
protein kinase, AMPK] F14H 2 (1 % £ Bk AL § sirtuins.
MNER BN R, 3K LR 5 1) 40 LA 5 8 B 5 7 i A g
R B EAE R,

I A0 mTOR I8 B, 75 A 25 2 FDSUIT K 254 v]
i 28 H R A /)N BR ) 77 A ZE K, 1T IB0E mTOR 18 6 2%
S A4t PR 38 5 I 5 5 5 2 R R R AR, A R A
(caloric restriction, CR) f 87 A\ & 8 Wl = sirtuins A1
AMPK IH %, 5 2 b A S8 A0 ) B A 3 TE 0TS 5248 y
F A 0% R 7 o (proliferator-activated receptor gamma
co-activator alpha, PGCla) — iz 4 il 12 il 28 %5 44 4 )
A R RS PR 20 L D 4, 3T R AR i s 2O i
TR R B AR OUNTUR A& BR il AT LA
R IR RN A0 M AS A K 0k R 4T 1 e
ARBFBEAT B AE, Il b IEH A 20 R, KRG
WIHUARB I . XREAYA R T LR BEA
Z R IT 25025 5] B EZ PR (deoxyribo-
nucleic acid, DNA) & [ i1 5 4> 141403, Bl tAS 27
AR PTEN . BRI AR F T O S 20 A 5 08 I
2] REAE JE 5% 5 22 AN R Ty Th 3 R K HEAE

JLH4EK, 2 T 58 &4 &K B 245 (traditional
Chinese medicine, TCM) [1] 3% 14 B 43 1T FRARALTT BT
MR RIT I EEYE, TCM IR R YR TT 2 Fh 3 22 A0 S5
B4 KT R e s A R LU A S (Bl R 2 v
FSC 53 A T 0 3 5 ek 9 A /ER MR A . TR 2 R
2 HH AV 2 o IR, HZGEHLH A B,
PRI A SRR R 25 T H AT EA U3 E A0 b8 e 12 1Y
W RN, BRI L R A R 20 LA S 08
PITEAENLE, B 1E v 250 RO o 16 I7 35 52 A i e 4

BT (IR 7 5w FOALET
1 RESHEPHENERESFER: PHNE
IS

VR 2 50 A 5388 I 1 B 1 )30 3 D 4% ) £
I T 2 H5 MR Z AR, B CH X R Z
R R R SR 1 AT B A S T R gk T B K F HLR
A PURE L TR ) 25 0T RESE BT H 2 4R NI b
GRReNy: o AP
1.1 TEHEXDHWRE (SASPs)

DNA $ 145 A1 41 i 35 22 35 ) i S 4l j B ik A= K IR
T AR 7 g A PR 7 S A R SASPs!, 4 i [
T2 ) SASPs i Ik 18 i i LET 24 400 A o016 Sk A1 i 5
1 A0, Ak DR 7 R0 41 B R 7 25 B 1Y) SASPs A 3@ ik
IR 2 R, T MR T 4 B SR 5 T R B % A R
R S Mk 4 it TR T R B 4 TR 7 28 2 FY) SASPs ] 5
4 G 3% 4 M 5 M AL AAS G IR AS Y.l ik 55 43 Wb B
P43 17 20, SASPs 5 5 R 8RN 4 5 0, TE AL S %
R, FFELY B S 4e g g™, f
2R DL Bk 3 22/ BRAAR N I 2 Al S, 32 /R
PN SASPs 2 % %, /B AF w24, H L MR R R b
OIS, g s g 2 B3R 0 SASPs 7F 52 F R & AE
v B A £, JE T SASPs [T EE AL 7T KA
S LT A 5 AR Z T NI T AR

K #F 4r SASPs %2 DNA i 1% M ¥ i@ 2 (DNA
damage response, DDR) i 5", — & SASPs tH 1]
sk [N 7 #% K7 «B (nuclear factor kappa-B, NF-xB) #{
752U, [ DDR G % A1 NF-xB #% 5 9 SASPs [ “ - 82
W4 R 77, %F DDR i@ % .NF-«B fil SASPs f# 1] 1 %
] A8 B A HE 25 3 S R4 ) iR (R0 E b
1.2 mTOREK

mTOR BHEH A E AR E AY: mTORE 541
(mTORC1) Al mTOR & &4 2 (mTORC2)™, iX 5 4™ i
FSZ 1 HE kUL 3 3% (phosphatidylinositol-3 kinases,
PI3K) 4% . mTOR & — Mg, w4 & 40 g A 4ME
T EFE, AR E T VE SR RTRE R ), 15540
FBUAA A RIE SSE, DASFA67 23 A R & AR
T mTOR 52 2 1 % #0018 % (41 PI3BK/MAPK i )
VAT, R mTOR 5 538 i 55 28 8% BRI AL 3l 55
ANE AW 2 R R R VA 9% . mTOR (1) 5% 1
ST NEERE B R (1 R AP, #H mTORC1 % [H
AJFE KN B A A, mTORC A S6K 1 1) ik 2k th 7]
JE K LB 1) 5 el

H AT 5T L R0, PAER 08 2O R3R A mTOR
NIz T R R YT, T4 HER-2/neu 2[R 1Y
Py 5y N BRI A5 AT I R 2 ) — TG PR IR 6
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B 55Xt AR L, B A& R AL T i AR P
ITREAIPY . IX e SAG 25 LR B R 18 mTOR 38 3% 7] LA
BRI FFANE IR
1.3 AMPKI@ZE

A P 38 1 iR B % R (adenosine 5'-monophos-
phate, AMP) fJ ¥i% AMPK, 317 15 AE B A0 . & W)
AMPK # 5 T A2 2 BLBE PRI (1 8 550, B o5 B 9 1) 3
J&, AMPK ] i 988 4100 at1) F1 A 5 i 9 3 52 (1) A FH 38 38
j:%a:l:ﬁoﬁl]c

AMPK G B4 & 305 it B e i AL R g
SEPRIEAH O, FEIX EE P T, AMPK I8 B8 i 1 1 RE
RN 1) 4 348 B 2 TG 00 o) e g AR P2 AR /N B
Fx AMPK 1) i %5 ¥ 22 5 B8 - 75 2 R I W B (serine-
threonine liver kinase B1, LKB1) <= 34 Ji Jif J8 i & 4=
2P, AMPK 7£ 4 £ G 2 V1 7 1 2 A = ZAEH [
R IR Y = % FR IR 1 (adenosine-triphosphate, ATP)
BEBE AMPK], #0% AMPK A A 23 HE K 3% HURn SR e 2
TR ZN YD 75 it o W S0 R, AE /)N RN 2 H v A A
AMPK (#7305 771 i 235 AMPK ) 4 4k S0 3 25 7 v m]
13X L AR AR B ) 1 2 i JE PO, X e A 4 R AR
AMPK & 75 A3 i MG 7 i 98 )78 7E R A
1.4 Sirtuins B

Sirtuins i A& — P 0 B IR R IS —AZ IR (nicotin-
amide adenine dinucleotide, NAD) & ¥t i) it 2. Wt I, 5
HEAMEHEOSFEZMEORERNS S, M FED
JRHI PSR Y, 25 2 P i FECY. BT R
(1) C AL PT  715 22 Fh R 5T D g, DRI sirtuins 25
FEYH MBS 5E L2 U T CDNA & S 40 i R A N
WO N o B 3 TP, Sirtuins KEEH 7 AR
(SIRT1~7), $J AT 4E-K A1y X RESN I fRg e 4% SIRT2
() [E) 540D AT A K 2 H SR e /)N B S5 A5E 2 B ) 1) 75 i
FE TR A 68 AH O I g N o 78 28 5 URE 7L R e A
4 H R e S5 T, SIRT 1 3 0A AT T i 49, 70
2 15 I 988 AN L IR TR, SIRT2 [ 3 15 £ K154, SIRT2
TR B /0N BR 2 R R R T 9 AN FU g7, IK BB IR HR 3R A
sirtuins [11E FH A0 R80T 20 i A1 fRg 28 284, (R T7) sirtuins 76
wE MM R E S RER . 2 — D5 sirtuins
EEBIEHVLES A BT 725 M 2 18 ) 56
Z, IR B PUE MBI 259
2 EEmMEEMRMEINNA P AR S

VR 22 LA A ST AN PR F0 80 7E SN 408 R i K
it R AN/ BYCAE 22 5 22 B o IR 2454, v 245 DR G R Y
322 MR AH S ) 22 Bl 5 18 R A1 40 7 B0 bR i A R
PO EAEA R RN A T i 258
AN AR TR . A S B B e I

R R B PR 2 PR RE 1 (1 R 2 R gy, LA FR
A2 25 R an 1 s

2.1 AT SASPs B9 ZH K &

211 WERZE MY (quercetin) A& — MRS A
P Wi R e kR B R IE SN
LT YA R /3 WA SASPS™, Hi Rz 25T LAIE Kl RFANZL
[0 BRI I FU R B, Mt R 2 T E e 5 5 4
JE HAE R 8 W, T e ) A R, A R AR ET
T ] NF-xB 7 (SASPs f“ E B 4% K1)
SR BT Je 20 B 1A 35 8 AT AL ISR I SR
I, 1KV JE (dasatinib) R B 2R 1946 AT E B 3E 2 41
PR AR/ B P 3 2 15 O, PR 2 A A 41 21 SASPs
7K, FRRE K T 3 E A AL fE /N R (10 45 a2, 72 B
R RV I A7 AR A 22 B R S IR VD e R R 3R
I EIRTT, TR 2 O 2 A R s B R 0. i
B R 50T W A 0 P, oSO A R 3 5 R LA
2R IS T T K SR (I AT AR

212 EF|ZE 3 & (curcumin) A& Z ¥ 1) E T AL
g%, e — P EAPUE AN G T 2 M A E I &
AW . 2T EIE IR T R WS AL B (0 HDACs Al
p300*7) 3B 1 9 4 2 HUAN L e AR AL S AR N F R AL
B, ZIRICT] 5 T NF-«B 456 A 817 SASPs,
F55 20 f R BA B R, ) L e 42 M o AR it s
0 ) 448 B N A AT SR 32 3K R TR = A
AR, TE A 9 2E PR FH LI, R T 22 3 K I 45
A E5 i RIS A 5 A A 4 SR AH S BI04 K 34 i, A
Fo X} 232 8 R AR E W B- W AT T OE, M H
A Faoe H AT BUMR VS M /KB (chalcone) 4514
(1223 R AR,

213 ABEHEFI ASERELNTH. ASRH
BEZMUEMERIEFAREZMER, A2
(ginsenoside F1) &L i) —Fl a7 . 75N B TR B4
Mo, N2 28 FLadad # ] p38MAPK 1K #i 1) NF-«B
T, BP0 D-2f- FURE AR 1Z 40 P P 577 42 SASPs,
N2 S F1IE GEH 1) i Jof BESE B e 07 DRk,
N B4 F1AE 32 M 0 M & 5509 h A I 7E 1R 7
.

2.2 AIAT mTORMIH AR S

221 AZEHRbLIFIRgI AZ L RblZEASH
F—REAEREER S . NS 21RO A[FERTEE /N
FUDHH mTOR & (A (B R AL KT, IX K B A 2 2 1F Rb1
(470 38 05 PR TT BE 5 mTOR i B% (4 A 5B, — 15
KEEARIIE ARG AR, NS 21 Rg3 RILIT 45
G HIHATTEA R T K RN 1 i (nonsmall-cell
lung cancer, NSCLC) & & A AE A I 6 i 7t 4]
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Figure 1 Chemical structures of traditional Chinese medicine components with anti-aging and anti-tumor effects. EGCG: Epigallocatechin-

3-gallate

FAFIH AN Z: 24 Rb1 R AF ISR K 5T, 4 H A ik
BT 259 2 2 R Al SR A B R % Ok
BN 2 52 Rb1 9K F0RL, I UKL B 497 25 1) Pk
11 B Ji R 4 i, ZET LA GIRIUR R AR/ BRI FL
e 240 P, o — b S PR G R B I B T R,

222 6-EMEy A PRI 6- % i B (6-
gingerol) ;e —FhZME AV MAAS)Y)ELIE IR 6-2
Y B PR B0 AN B I T B I A O i AR A
A TN 622 R My A B K BRI 1 LA B B, mT e i
{1 32 241 i JE) H 5= S /) mTOR 238 T ¥ 3 PRI i 4
Ji0 Py 3 22 R BE IO, 1% 45 SR 3R B 6- 22 il gy ml e a4 o]
mTOR I B M A ZZ A = 22 . 2T Tk i — 2 R
6~ JH 153 T 38 3 41071 mTOR B & 4, B I P70S6K K 1A
Sk AN N & 390 HeLa 28 M 1) AF < 575 5 98 40 i 1) J
WA AN E T,

223 REBFIERREFERE RESTILER
BB TR (epigallocatechin-3-gallate, EGCG) & M %k
KPR Z MR, %2 EGRENPE b
FEENE, AT S IR e A 4 G . EGCG R iE
a4 i 8 A R AR KR (vascular endothelial growth
factor, VEGF) J FL 32 AR Th et iy sl i 87 28 ik, thnid

LIS 48 25 FIE (matrix metalloproteinase, MMP)
it M A ) L A S, 38 BT R 1 A TS, TR MMIP IE
& SASPs [f]—Fh . EGCG i v] 3@ it i) NF-xB (135 M,
75 3 40 B g T2 A W 5T I8 R I EGCG T i 17 )
mTOR/HIF 1a (hypoxia inducible factor 1) & 15 SR 1 ]
T 5 PR SRR AR B B R AR K, IX R B EGCG
AT B NS N FVE 7, R, EGCG R /E A SASPs.
NF-«B 1 mTOR 4 il 77, & 50 MR i1 H . 4R,
EGCG f#& e M 2, HLk NI s i A 9 R 22,
BRI N I 3 B R, 6 Hdk AT A S B M R AT AR
SE PEARAL 2 ARSI AL T 1)

2.3 AIAT AMPK B9 255 &

2.3.1 NBEWE ¥ IE (Rhizoma Coptidis, RC) % I 1F
1B V5 AR bR A1 g 52 8 AT, /NBERR, (berberine) A&
T R — R S R AE R . N BRI & B T
7% AMPK, i 7[5 i 15 ROS AlmTOR/pS6 i 421, 7£
/I8 B C LA B SF JUL 200 A R 9 40, /N B ] s
AMPK i B0, T AMPK (1 3075 BT 3@ 1 3 hn 5 W f
NAD-+E T R4 AL RS 5 I 4l i 2 20 /N BER,
(R SR i Pt gl ) AR, T DA 1) LR 1 e R
FF 96 R 0 40 B A K R R RN I AR BT AR,
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BB o] LA b 52 18] 5 % AL (epithelial mesenchymal
transition, EMT) it #2, 1] EMT J2& 8 R B 1 5 1) J&
RI7ST, 3 AW ek A IR, /INBE R e e i 1 1 o A
VA3 TE W) 34035 52K y (peroxisome proliferator-activated
receptor y, PPARY)- ¢ it AMPK 1 B2 1k, 33 1 ok %2 Hb 7€
KA 51 B A I A S IR, ek 2D /0 BRI I HE
FRAAR U 25 AL, IIE B /N BER AR A7 V8 T 2 A PR AR R
38 7300,

232 HEZHE HIEZ P (astragalus polysaccharide,
APS) & M B R S F E sy . H AT 2K I APS
A Z P2 BRAE F, Gn 38 oo b e s 14 LA PR
Fo B VR T AP HEAE T, APS IE 5 AMPK 3
EE, BAPUEEERTY. APS 7] DUEK TSN BRAT 2%
B RETF " AE D-FRANES K =L /N H, APS
AT N P A A RE 1B TR R b, APS BT 5467 7
— R A, SR MR R PR R R BRI A R R
MU, R PR LA AT, APSTERE MR R R AT 2
(RIS 7T

233 RFRE KRIKE (gastrodin) & KR ) 32 24k
G, R EIGIR EARE AR P sE . ki, R
JBR 25 7E AR A RIAA P 7K1 32 B B80S AMPK @ 2%, Il dE
TPA I 177 8 K BRS80S BBORH 28 S 7K P21 7 R
IR U BRI /N BRBE Y ) R JRR 3% BRI R A5E 0 ) 1 A2
5 FEMA & AR/ BB A o R R R I R A
SR ek A2 5 9 R PRI o I IR 2RI 0 o) A A R BRI
K g AR, HEE R, X R RBRE T RE 2
P 2 NPT R T E A 7

2.4 T[S sirtuins R ZH AL 5

241 BEAEE NI (resveratrol) R #7H 7
IEHWIZ 206 A2 %58 9 SIRT LR35 AL,
J AR T A &) A A SR ™, 3 ] DLl
T WS R % BRI ) 0N R U 1T STRT L, a3k 1 o 715 A4
(125 A i o HfR0E, 2 Il I B4 R SIRT2
()37 PR A T BE () 75 i B T 70%°) . 7E B 5 2k
T SRR PR s A L, 2 I R A AT DLRE G A 8
Far, B B PR SRR EAN, AR P AL ) o 41
RO HEADEIER . B 2P R I 2R R A F I TR
il A8 ) BRI A7) i A A R T, — T PR TR A,
P A2 7 I A 3 3k R Y A G £ 2K P4S0 SR RS I ek IR L &
YO YERN] R PR A 55 B0 0 5 A, 2 T A g )
242 YA KW (butein) S T ARG S AR
Y ) E BRI R A E Y, B PV PR PR A
PR TR0, BT B, T I RE RO N IR B
10 pmol- L™ F 48 8 A I, 17 7% £ 1) SIRT 1 44 #8005 €
HAFmEKL31% . f£EE/F (interleukin, IL)-10 %

ARl 5t 2R P i 98 /08 BRUBSE 2RS4k P, 58 400 AT e Je i 0 o) TL-6.
IL-18FH3 y F1MMPO (¥ 1%, B 1% /) BB T (¥ 58 i
I3 BB 50%P . SR R T DA S5 4 a0 1, )
4 M AR K AN #%, AN T K B 5 B Y e T R R
JE>%, A, AT IRE T AR /N B, R
P 7N BR AR EE IS A IR D7 SRR, XA a8 1A a2 0
i % NF-xB 4] B0 R 5 3R A5 5 DA R o 35 7 7 A
i £ 117 A AR FH 4 SR PRk i PR b ek
) (glycation end products, AGEs) F1 &% # i J5 B, M 1M
Tt 75 4% JR 9 I A HE o AT Ik, 5800 PR A B0 2 A e
ST MAA B RN R R
243 EFEE FEEET (cariin) BEFEEPHE
BOEYEAE Y, AT Z M BRI SAEH, Wi
AN <R L= R BTN R U e e o oS S I Db u ]
SIRT6 il 2 % /1N B S e /K0T, 2 32 3 17l od ik
75 AR AL 40 A (i S e A e A0 ) A 4
JH6 0 A R T T E A BRI S A, SR
FEH Al S PIBK/AKT d i, % A\ b 57 44t o 6 3 e
A AT B R SR RO, %40 S A T SIRT6A
S5 B NF-xB 3 2% 315 17 2038 Y0 m] e 3% /)N SRS A ) i
I 40 L T e, 75 B 8 1R) 70 0T 48 B 2 461, T
TR PRk 532 BRI, Kk, EFEET
YE NP Z AR By, B BRI R R 7.
3 REMRE

FE 5 MR P T AR 2 SRS 5 i ] 52 2% 1)
. BEE TR ANFIER I K&, B2 FATRI T 3%
[Fi] 18 4% %E 22 AR ) mTOR - AMPK A sirtuins %5 % Ji,
A5 5 IE i, ¥ 5 2 A IR T o Hp B B R . X
LG I K 5 — R A0 B B R0 i IR RE O I A
T3 S5 AW AH SR A RN, 2 A 4 3 2 AR L R AR
SNIEIS AR SASPs 55 SAE S M AR IR i R AT
XK 5 NI /) BRI S IE S HiE 2% % 22 AT gl /D i g 11
RAFB, TR, 15 R IEZ I H “senolytics” i T,
AR, LR TG M M T R 5 52 20 - 1 4% SASPs,
A] DA AE 28 568 32 AN 458 5 22 AH 0 s, IO AR 2> 7F 2 47
i 988 Y BF 77 TH A AE RN O, I e iE 5 1 3R B T
55 Jirb g 1 S () e S bR W] RE 2% 36 2, TS iR R
AR A R T R A . HL, e B FE i EZ M
Ji IR A FH B TR 24 B A AR LRI

H Hie B A P 2 A Mg /8 AL & i it T
EC S — R A9, = H XU 8 A 2 2 B )
VCARFN L- B . (HIX B 254 i T 25 MEATAS R R
T A A RS2 B T BRI Hr 2 SRR S )Tz, B
7 A AN A B SR X O A T T, TR T
FORRR (M ER 2 W AR YT R, Ik 2 & P
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ﬁ?ﬁﬂﬁﬂ%ﬂﬁ‘]ﬁ%)\ﬁﬁﬁ Hh T 25 = ok ki 5 Sk
ORI E R NEZE, D H AT TS AR HE LAAS 2 11
ﬂWL%J, BRI, 6F T 2459 1 Ry R B A G LA JE
HH PR P CE AL AR RO ER AN RTS IAT O BE A B 5C E2E . {ELH T
R 251t FE ik = — BRI R, JCH B =
B RPEAR B R K, T PR 1 op 2545 FIAL B8 7T
ARSCEGE T T LRI R B Y P 2 U 2 AN
Figed VB R AT 7C (B 2), AT PR D 5 5 Ui ik mh 24 L —
JR I AEGUIE L PR HAF AR o (H TG 2EE
IS, e PR A A 245 p 20 A i 2 R ) RO R
O EIVE L, TR AR AR AR K L 3 B K B K
i , RZ 2
Iﬁﬁﬁ’]hﬁ%%ﬂ?ﬂﬂlﬂrf’ﬁﬂﬂ Ji4k, LS B AN
HOE T2 55 T7 1 AR B D4 2 B 2 24 B 22100, oy
FE R SR FE o 245 05 E AN R 17 17, e BT s R
TR 22 IR 43 2 v 245 R R SR S5 B P
B 259 5 AR RTRE R G, 000 LA 5 3 g A AR
FILH, FEHEAT vh 24 3 1 B AR A0 & - HE A — T B 7T 4L
e, 2o ¥ $h 2 K0 W B 250 1 B SR 881 0, 9 dit
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Figure 2 The role of some effective components of traditional

Chinese medicine in common signaling pathways of aging and

tumors
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