R %

Chinese Traditional Patent Medicine

2026 4F2 A
Fa8 K HE2M

February 2026
Vol. 48 No. 2

PR E RN AR ZIERNGIFRER

HIEYH', Z=£#H', = ®&', * W', IAW', KHIH, £KH”
(1. WARPEHAFELH IO, LAR FH 250355, 2. WHAFTEHZAFFTEXR, UK FE 250355;
3. WARFEHAFFEHMFHARAK, LFE FFw 250355)
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O ML AET BRI 2 5 Mo JUE R I A AR, B
AL T ARG N, A T S A
TN FE T 26 5 M e g 2 — 1 A R
HPRE R AR 8, P AR i A R I 3 22 ] 1) o e
JE I — J2 PN B2 A LR P ER SRR SR 2 el A
B MO AR IS N AR AS | ZEHR IO . A9 A K
T ARRIE AR A A8 A iy T 4 E A
FA™) AR 2 40 M 26 7 7k AP 40 i ) S0 45
3t B, xR AR AR G AR A RN A A Ak Kk
(extracellular matrix, ECM) fH¥rd%, #OREKZ )
UEPEZRBH A8 PN R A0 50 2 O I R A
BLPHELELAY S0 & A RESS R A1) e 1 %Ak,
ANA B LE 2 LA 15 05 00 PN B A R Br B EE iR fie it
RN F M TE B, T B0 1048 PR AN 1Y K e
JRUT A P R 4N R O 0L R G Ak Y
A, PO I S A R R ke G T
PR, A< SCRE DAL A8 P B 40 A s S A T PIL R LA B
HhY 245 Ao AR DG I A8 P B AN s 2 1 - e
(o VS99 45 THT P R D S A T A, DA S
AT O B S A AR
1 MENEAREZERNE

2 M 5 S Bl S — 5 4 iR 3 BEL i A G

i EHE. 2025-06-09

XEHS. 1001-1528(2026)02-0527-07

1), BAERFRE, QMM T - HBTM) 2 0530
FEEM KM IR RS A Fad f,
kL B R SR, F MR A DNA 45140 55 155
R PR T LU0 55 2R 0 B A0 105 5k 58 A8
(ataxia telangiectasia mutated, ATM) FIFL3FJCHEE
i S P sk o8 AR gt Rad3 #H X ¥4 B ( ataxia
telangiectasia and Rad3-related, ATR) &1, B
ShAIE L H 53 (tumor protein 53, p53) FEak, it
TS R W15 2% p21 k™, p21 Al S
W £ 20 il %88 ( retinoblastoma, Rb) & [ # fi2 1k,
I 4 g JE 3 B A AR PE BB 2 (recombinant
cyclin dependent kinase 2, CDK2) &M, S3
WA R NIB R, g SR
K, AB, N R RO R A A, (2
ALY S GE R RN 28 b N TR N2 N e
FERE . AR AT LIS pl6 BE %k, ple
{f CDK4, CDK6 ik, et Rb HEEABRIL, Bk
Aoz 3, PEMiEaEE, SRR M N A A2
BEILARANE R B A ST WA R AY (senescence-associated
secretory phenotype, SASP) , FEUMRPL S, 1M
AN EDORR,, S I, RS ko ad
b, RSO AR &R, TR 1,
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WRLAE HAWAE DNABME HALRIEK

— 0 EEHLE
LU A

!

—%— T OQOO% REFEE

CDK2) CDK4/0) % oﬁ@jﬁiﬁ
s i B

™5 MR Mk RS
$Rahi

I
B1 mERNKMEMaEESFHLE

11 sexaggsa diohn f AL T G 00 0 R o I g 1
DNA A% H R 8 52 7 5 AV 1 B2 i, 7Ry 1k g 6
R, B RE . BRI AR R PR G (R
BeXf v & PR SR, AR 220 R4 25 A
33~ 120 AR, S B I% I A R AR R 2
MR RIS, Yumhi i 2 SRR, wies kA
TP R S 4 BE 5 1048 TN R A0 e o 2
DIRROG, BEA %8 N B A i An A4 A Ui, 40
i 1 A B 2 A P A R )
RERR 5 7T 5l S 2, JF 5 Bom 48 AR 45 ) B
M R RN EEA S mE EE AT
(telomeric repeat binding factor, TRF) 1, TRF2,
R 1 (protection of telomeres 1, POT1) |
TRF1-#HEAE A HE H 2 (TRF1-interacting nuclear
protein 2, TIN2) . TIN2-#H BEAEFH & 1 1 ( TIN2-
interacting protein, TPP1) . [FH % i& fb 8 A 1
(repressor and activator protein 1, RAP1), X} F4k
Frombi i BOCHE 2, Wi ML RAPT 217 S i 2
H RAP1-TRF2 25kt JF0 M T-«B
(nuclear factor kappa-B, NF-«B) ¥hfk, 520 %E
VA B2 241D 5 2 LA % 30 o e BEE A BRE B 1 T
SRR 1L/ P B A A T i) TRIF2 PR £ 386 i it s T g
BEAT, ki D BE B A 75 T S8 0E 1R 0l B A A AR
B, SEUNE N AR

vig B B i v k2 ¥ RNA  ( telomerase RNA
component, TERC) . iy g 100 5% St W (telomerase
reverse transcriptase, hTERT) | Vi b7 il AH o0 85 1 2
JIC, e WTERT b 908 75 S 47 [ 1 41 5 48 415 S
KgRELEE | WTERT 3K 5 Y 21 A 25 Jz 40
JL, PR LA P R A R TR 2 A R S RE B R
PR P 5 R ORI AR 1l 4 AR B, e Ah hTERT A)
WA F LB (Sirtuins, SIRT) 115538 Kk
NN R AS, W R A DGR AR, PR ]
528

hTERT %% QLA SC B A R 10 Y7 58 B H AL AF i AH ¢
PRI RO

1.2 AAbmis AAL ORI N ALY R IR S
SHEM R G Z AR AT — T BRI
e BN A N B0 2 Y OB R 2 11 Y
BUA & A AL B SR, 40 i 9 36 PE 40 (reactive
oxygen species, ROS) FlidE b KiEy =4, &
T DNA #e sy 284k | AR [ BUR S 516 =
WARERHIRT AR | dEME R, RS
IRE M E, RAFBCEANHE RERE ",
PRI TS A N7 TR Ay 22 i 8 90 B s 3 1 e AL
il AU P94 K 28 ROS Y Gebi (R I A T 7= Az
Fioh—/NER IS I S NR TR . M4 G . AL I
WERS — A% 17 R W% e A %A fE i ( NADPH oxidase,
NOX) &54rF 7k, 5L MU B T NOX 272k
ROS [ CHEfiZ —, NOX1, NOX2, NOX4, NOXS5
TESD PRI AEREAL | a7 i Hs S50 rh 3 20l 48 4 B 40
Mt fEAM K SRR E T, AT A
AIWORLIE 1 NOX A1 Y 22 28 576 A 3 UGS &
A PN B AR M s A AL PN B AR
ML ROS AKF-Th i, s sk 4 i, i — 20 {2
M5 P R A T L SR A S 1Y 4
ORI P A A 100 A8 PN e M s | il Ak
AR AR GO A8 & R BRI R 2R

1.3 A MR ORS00 B A R 1 R R
e, TGS N A e th R R AR . %
/NI P9 B2 40 v e e R IR A L
WERE H 1B ( recombinant myosin Ib, Myo Ib) 18
B E A B (leucine-rich repeat kinase 2,
LRRK2) ZH2E 4 ik 40 i PN A5 K 7 T, DT 4 3
FER SR ARG, e BUMLAE N B2 5
LM L™, Zhang %2 KB, CD44 Zi i [A]
B AL ol T S I G W R VLI 3 U O 4E I Sk 4
( phosphoinositide-3-kinase,
PIK3R4) | MR WLEE-3-% 8% 3 ( phosphoinositide-3-
kinase class 3, PIK3C3) ik, WINME S S ME:
S I F- 3 ((signal transducer and activator of
transcription 3, STAT3) 4K#i14: 2 5% Ptdins3K k&
T F I, CDA4 755 & 1 L5 N 5 20 ik %
IR AT5 S T R A F 148 PN B 40 o o R
1M CD44 F AR PTPR SIS N B ARG 7, D F K
SRR LA P B 40 L o e 2 O AR SR I

2 MEANRARREZESEBERPZGEEIE
2.1 SIRTf35i@%

regulatory subunit 4,
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2.1.1 SIRT{F5#ES50E N K MM L  SIRT
S FLAG R P M WEE N4 — A R AR A I3t 2 T it 1 2
1 ADP BB G E BN E A, EF
BT S MA ™ Hatg e 7 f
SIRT [, Ho SIRT1 75 ifiL 4 P Bz 41 i v s B 5k
ik, JFAE DNA MBS | 4 M 5 2 0 4t ) B0 0 4 i
e & EE A, SIRTI X ROS %S A L% N
S Ao AR ER, X S — A S
( endothelial nitric oxide synthase, eNOS) i%:T}
A RIS P9 R 4, SIRT1 Al i 3k
eNOS, NO j=4:, M5 S A0 N 055 5 1 41 i 2
£ WAk, SIRTI ] a5t & B3 12
HEHAERBEY (hect domain and RLD 2, HERC2)
() DOC Z5F93R, 78 1M 8 PN B2 20 i i % % h iz 24k
22 F W/ A BRI ¥ Bl (liver kinase BI,
LKB1), ZWfkhy LKB1 —J7 I A Wi 15 40 4% rh 1
FFHUMAE M K S 1L, Bk A P R A
&, Ty TR A ST Ve AL P 34 B R 2 A4
AR E A =4, L SIRTI i@ i HERC2 [
KAk LKB1 B 263k, 877 078 Y R 40 i A i
B A Z [ e, Bk Sk E R, dEREi
BRI RIP 5 P9 4l T SIRT3 (15
FEIR NP RS S0 LA N S A, ey
A SIRT3 Y M 75 44 AR W] B AR 2 36 1 pS3 &
ik, & SA-B-gal 4 M EL B0 A, 48R T
SIRT3/p53 {53 ik ] 2 fife 145 Pz Al 212
SIRT6 J2&— P A& e Fi PR 28 v bz A 4 €8 5 AH ¢ 2K
F, a4 m DNA &6 68 1 A 48 A mi g 71 ok f7
Pt Tt e SIRT6 78 H,0, i F 1l
B A 2 T R GAREAIS, i FR3A SIRT6 #43
WG T IX—id 8, P 356 SIRT6 1] B (k4 PR
R S K RERE AL BEBR AT A

2.1.2  WZGiEHE SIRT 15 5 38 B& 0L N K 41 i
Wi

2.1.2.1 HZEtERLsr  SEHESE R NSRS
IR R G, BAbUEA, iR, i
X PR OOIRETIRL, TR B, B XTI
SRS T 1 N JBE 0 Ik N R 20 o o B AR A
F, HHUHR AT BE S 30% SIRTI (5 Sl A 6, L4k
BITREIUE SIRTL {558, FEOLTEA ST
eNOS £ R iK T+, SA-B-gal 3 BH M 40 g i 2L,
T 36 2 15 5 A S0 SRR e 55 ) I A7 PR B 00 e
2, P, SHE45 1 8 i E SIRT1/eNOS 15 5
S5 5 1 I P R A0 B A 4 Y =R R

RICRIE T =L, X558 N R 4 A e s 24 .
LR RI ERRIRE S A MR PR PR (% 1G58
LA E S FIAR MY SOD W&k, IkAh, =L
1 R1 REFEMIE miRNA-34a, p53. p2l1. pl6 HHFE
ik, FhE SIRT1 FEEHRL, HALHATRE S = LR H
R1 i3 745 miRNA-34a/SIRT1/p53 15 53 %, it
2% 0,0, BRI N 24, B s
FIRME TR G, HA 2R 8E
Pk, AT IR0 P R A RN o, el
I SIRT 5 5 %, 3 SIRT1, SIRT3, 44k
YIEHASETEYIRG Z AR v FEE T 1o (peroxlsome
proliferator-activated receptor-y coactlvator-loe, PGC-
la) SHEAFBTHE, MBI hTERT 16 M:, 4E
ZIMAT N R AN R, A, B RS E R
SATHFE R HGE L ) B AN ki R T BE, SELR I
BN, $EREE K T LIRS N 2
M rEE, Bk sh bR e seded: gl R IL
RERAAT 2y G, IR LSS
b S, JF RPN . PUE SR,
AT DAREARRCo 100 457 URS: A0 IS P e . RILASER AT
DA SIRTL 58 B2 6, F0 IR A 2 4 i
7K, RILER SFHEERR LAY SIRT1, A 2502
EH . fALBER L E & MR RS S T KT
SR CBEIRGRIS T R B AR E S KAk, e
H eNOS ACETHE, M NO =24, S8Ul R,
Mz, FILZKE Z LIS SIRT1/eNOS/NO 15 5 i
B, SRR N R A AL, R E A Th AR,
DU — R M H 2 MAAT 1 5 rh B B ok 1
Y, wILLGE SIRT1 8% H,0, 75 5 1 B ik
MR, DR IR ] K H,0, S
(4 N bk PN 2 200 e R 2 3 B v miR-34a Rk, il
FHEREME SIRTT #1157 EX527 341 SIRT1 ik,
DU L~ Z B 1 % miR-34a 3k 19 28 Uk % T 4
1M miR-34a RJ DLk PUFER I — O 20 6 B ik
R AR 2 R, 25 R, DU R 20
AT DL 3E A #E [ miR-34a/SIRT1 55 % 4E 2%
M5 >
2.1.2.2 WEET BB RER L, S
AT NS B RSP G, B A0
M VER , 5 FH T Wi 8 700 o S5 5998 IR T o
WS B, Fili.Coid e 838 i 815 SIRT {5538 B ok
P IR IR BE I F (tumor necrosis factor-au, TNF-
o) RIS N AR, KD Kok g
TRVER ., RO i i 3 2 e F SIRT1 3R 63k, (el
529



2026 4F2 A
Fa8 K HE2M

R %

Chinese Traditional Patent Medicine

February 2026
Vol. 48 No. 2

SMCKHES H O1 (forkhead box protein 01, FoxOl1)
FikFHE, p53. p21 FIBFEAL, M HIH TNF-o
V5 I I PN R AN, PRI A 30 i 20 T 3 ok
J&35 SIRT1/FoxO-1/p53/p21 15 5 18 B% 2% % TNF-«
P LS N K AR 2, IOIRYT Sk ok A A
P55 A (R W 7R 2 0 I BT I PR
B, IR, RIER . S RESA
A, T3 miRNA-217/Sirtl/FoxO1 AH G5 %
1% 0B 2% 10 A5 DA 12 40 6 DTG 990 8l ks A i 4k
O M AEBIRT

2.2 PI3K/Akt 13 %@ %

2.2.1 PBK/Akt {55365 I N B 20 i 2

WS WE AL B 3-F4 B ( phosphatidylinositol 3-kinase,
PI3K) /BT B (protein kinase B, Akt) 2%
M HGE R P TS PR AR T RAE
HEWAMMBEHNEENGFSHESHFSEEKZ
— U0 PI3KY/ Akt {75 3 % T 4 (R 3 LA N B
YR eNOS A AL, fRf NO Fak T, Mo £
PirE e, SE3IKE o P8 ¥ PI3K/ Akt/eNOS
{55, /> hTERT ZhAr, 8wk A x4 5
Wk miDNA &), B 20 A S0 104 P B 4
e HA R ER Y

2.2.2  HZGYEER PI3K/ Akt {5 538 BT IMAS 9 Bz 40
MFER  EEARFETT R MR RS A F2 B 26
&Y, BAPANL, PUgerE ., EEET 6
WIS PI3K/ Akt/eNOS {5 5 38 [ 4iE 2% [7] 784 2 e
R T N A, D00 N P
PEHIY . JRAETE R B2 Je A7 e T 2Ry b i £ i
BBy, CHAEES | R b SRR, A
Ak, IR | brw e A A, R
B FR B2 Al REOE 2 AT KN B2 4l SA-B-
Gal BHYEZRAIE /D, p21, p53 5 K AFEML, Akt
BEERKTHE, TGS T FoxO4 MR LIS,
FAEAETE R B2 a6 Akt FOXO04 {5538 Xt
PR R S 10 1078 P9 B il o LA IR E L, R
FELR 5 B 36 00 I A0 114 5 3 4 A ) L i
EVSEZ Sk Bl S T ) S B E S E R e 5
2 BR # H (oxidized low-density lipoprotein, ox-
LDL) % S5 19 Akt, hTERT ®§ #& 1k 40 1, B %
NOX2 ik, kMG M A, $m I 24
ALE AT Ak WTERT 55 38 i A0 i) 410 1 3%
kS ox-LDL 75 5 10 45 N R A0 14 2003
PR 25 D ) BB ARG TRy, BAPLR . L
AL, B PE SRR R 20 3 TR R O RO
530

PI3K/Akt {7 5l %, THEgMZL Z A 1 (heme
oxygenase-1, HO-1) &£, Mi#P#| NADPH Ak
TG R AR EAE

2.3 AMPK 1z 5 i@ %

2.3.1 AMPK {55l % 5 M N Al s R
HIRIG AL I ( AMP-activated protein kinase,
AMPK) JE T RER RS EZ B, S 52ME
SRS, TR AR B O E R A
FHSO ) RS P9 R AN an i s, AMPK 3 i T
eNOS 1, il NO Y7 A BRI N B2 D e R fs
JELZMLE N B AN AN 52 . AMPK 00 7 —
HSUNCIE 1k A1 34 SIRTT A5 (4 2 g B 0K T 44K 1
(disruptor of telomeric silencing 1-like, DOTIL) 15
TP IEGEN KA R, R IS SIRT3 {55
TR PGC-1a, hTERT ik, MR IE 1M & A
B M E R, FFAM AR I RH G 1 3h Kok A R AL BBk
e Clg/M R FE R FHHEEH 9 (Clg/
tumor necrosis factor-related protein 9, CTRP9) fEfit
#F AMPK #iefk, T3 p21 FILFEAL, TERT %Kik
Ther, PRI N B AR S A2 R 5 S Y
DI RERERG "

2.3.2  PEYIEEE AMPK 55 38 BT M4SN B A0
wE

2.3.2.1 PSR A WRTER S A B0
BABMAEN] . 44 mems= A Sh e h 2 I 1L 5 91,
A T TR DAY B R A B2 48 1Y) R DR S S R
LAY RE . FA T IGE A BOE AMPK {5 538 R
T A WE, R A A Y NS R
1 Rgl, =LRH R, JELASBE ST A 22k
K OReREaT, Wb sh Ik RE LB . FE N Bk
AN, NS B Rgl, —ERFF R, KL
ARMEAFIE I PG AMPK {5 5 iE %, T8 mTOR &
KRR, fEE AW, =EIrT plo, p21 HERE
BEATG, T i N B M o, T e i e
VEFT, WRZEsh kK RERE (L ke

2.3.2.2 WEGETr mBEE S0 LA N B AR
2] UM N B D RERERT, DA 5 EOHE A L 1l
BRI, M mmm NS, =t I=Erd
B, AT E S o N E KN e At 2k
KUK ROS 7KF-, $Inbo e &G vk, ALK s
AMPK {553 8%, Jh#& AMPK., p-AMPK ik, [%
fi§ p-mTOR | p-p70S6K ik, HESRARIIAR [, Py
1k R 0 0 P B AR

2.4 XEAAXfz 5@
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2.4.1  BAEARCAS T 0T 0 P B A
BEE AEIR RIS I, 8 R E R, A
B AP 5300 TL-18 , TNF-o 55 42 PR 40 g P LA KRS
o7 BT, SO A TR AR,
L PN B2 200 16 53 D00 P 25 e 240 PR £ 5 e 24 i AR
2, AHLRAYARE L2 00 1A PN B 40 -3 L4 58
SEACE T, AW 2 07 LA B RS s A 2
FANEERT, iR SR A N e AR B, A
TS 20 3 Ik ot A B 1 45 0 145 0 19 K AR R
JEU L OTNF-o B AR E NI 0K P9 B A0
FRHONAMITE SRR, Go/G, 4B & 3 B 5
SA-B-gal FIXHIFEEMICHE H pl6, p21, p53 Kk
TR Sl HEOR NF-kB/p53 {5 53l PR AL HF 1M
PRI S S Ah, I P R AN R 2 i
I NLR ZXJ% Pyrin 3025 1 3 (NLR family, Pyrin
domain containing protein 3, NLRP3) RJE/ME(FE
W, NLRP3 Z /A SCH N NLRP3 | i T-4H
X kD BE #E H ( apoptosis-associated  speck-like
protein containing a CARD, ASC) . i L EHE
YE# H  ( thioredoxin-interacting protein, TXNIP ) |
cleaved Caspase-1., IL-1B FEiATFE ",
2.4.2 TR TE I AR AR 1R S BT A
EANEEE ASREREMAAS TR FZAEY)
WY, I R LA P B AR S RE RO AR R
GHEARTPEN, AS R T E HO-1 i,
BEAR NF-kB MR Hi M miR-155-5p ik, Z4EHF eNOS/
NO Bl VRS55G5 S A 22 5B 1 1457 P B 40
MLEEE, SR AT REXT ILAS PA) R 200 50 5 A O 19 1
R EA R ERDY . BAMEFRRMEZ M A
JE Ik N B A, NS Rb2 REFEAR N IR 1%
miR-216a 35, THE Smad3 E ik, MHI % M
5~ NF-kB 7KF-, DT 252 fif A B 200 iE0 6 B0 A% 240 i
RGBS

JURR SR &8 TR O 5, F2kATH
KA, FIFRMK H,0, Ab BR8N BE ik N B
Y0 p16, p21, TXNIP, NLRP3. cleaved Caspase-
3. cleaved Caspase-1 3Kk, $&7R YLRIA B i i o 41
il TXNIP/NLRP3 %l 4% H,0, 75 5 1) JBF &8 Ik 4
AR, 7T RE R AR DK N B AN R i
MO TERIRYT i AE, JF RO MBI 1R S T
(¥ 5 g
3 HEERE

M N B AR 2 R S R bR s, 78
SR M AP Y A A AR R P G E ] . 4R

MG R I, whidis . EALN . A RSER R ]
DA R A5 PN R A A 2, sc SR 2 AH B4 )
WA R A e, (e b0 A5 0 e A LR 2
F 2T M 4 i o 8 45 SIRT, PI3K/Akt, AMPK .
RTS8 6 DA T 35 30 - T I A5 A DG
PR H B, gy il T R R A HOR KRN
A RTINS PR A | B A O LA 0 1Y)
ey, LIS & T 2RI 2 e M s v
LENIEIN .

H A 25 R BT IS N R A0 087 O IS PR
WOT T, EELDLER P2 T B AR T
PBURIBER R, HXTh G 7« oAk ™ fi#
MR, B2 RGENEAHIIE . T I N B 40
FEINRLC A BRI N Z 2%, —IRYT T
BenT RERR R R T &8, PRtk AR mkh 2 5
T BLARA 5 Z 8 S ALHI A S, (5 Bh 2412
HARE ZGEY2E0rk, WRARR DT
KB FALE . Sish, BHETENSMS T
2415 0 LA PR R A0 TR S O I A R Y
FFE KB o3 76 S0 2 B B, 10 o T J R i PR 3
By, BT SCERILAE, TP B A I R
A FE AR S P 2550 10 45 P 2 20 B 5 2 3R 7 0 1L A8 AH
KNG, A REFIERIE P ATEIRTT O A i
GLIEE N

S k.
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