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Abstract

eases. Therefore, the development of efficient anti-aging drugs has become a hot spot. Telomerase theory, the most

Owing to aging of population, people hope to delay and prevent senility and other related dis-

influential mechanism of senility, believes that activating telomerase can lengthen telomeres and prolong life. Cy-
cloastragalol is a natural drug that can activate telomerase, and has a certain delayed effect on the progression of
osteoporosis, cardiovascular disease, Alzheimer’s disease, stroke and other age-related diseases. Therefore, this pa-
per will review the research progress of the anti-aging effect of Cycloastragalol, hoping to provide reference for the

further study of the pharmacological mechanism of the anti-aging effect of Cycloastragalol.
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KIFTANVIN G, X CAGHIIEZAE ANLHI AL
EARTIT Th L ORI S DL AT ERiR

1 REMNREHEXER
1.1 FTEMEXMAKIFE

NEHUA R Z B T E S — 3SR S,
A48 M HEZE BUBE T A3 2 o B P A 47 TR RR 48
PR R GE N R R . XA R BE A 4L 4R B
HIREMBH TR, JF A SEETN, 2L
— o MR AL B RGBS . RPN,
PR P MR BAL R I R, RO BRG]
DL SR AL I S (R4, 18824F, WEISMANNE H T
R 2B B, IR i 22
iR R A A 85 1 ) 5 8 TR 2R 3 i SR AR 4, B S
A B YR ShRE T2 . Ab, flE AR B
B xpean st B — @ K Re ), HIX PP e
DI CER I 20T N R 2T k.

BUAR A% 3 SO 2 ) — AN W A i bE 48
FLAE DNA 1 51 2325 . 19864F, COOKEH
SMITHIE 3 2 (19 A AR 20 A A R 04 St AR ) K ity
1 E 2 (1) “TTAGGG I W 7 FI 4 R, IXAN K i 751
BV <<l i B B ) o B i oL 40 I A Y
MASHE, ITTfERE T HAYFLICK! 2 H f) 40 A5 44 4k
RAEMEHIEZINR . wbi 521K RKY
Ui LK P T/ N R (M BRI, DRI st bor AR
AT BT, SRS IS E
i, BRI Y, X SRR R
A AR R W R A Dy TR E AR A

AR, RTHEZ MW CIUR 1R AR A B
J&, Rl e R T FR R 3 2 LR E 1) LR FE A
KR bR LG FERAANTRE . kiR RS
s . EEANEESER., ERENLHE. LRk
IhRERERS . AU TEZ . 40 M5 A 41 A [A] 38 R L
RO AT AT 4 SR VPN 2
1.2 ZTEHEXER
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LR R AR X e T EN AR R
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1E MR 32, ) RE B A BT A 1) o R

R, RS RE I 5 4R A 5 RO AR AR UK AR AE
FEEEAAR TR . I LRI 51 K B3 22 P R 2 1Y)
I = A, ML RN = R A, 2 AR AR R
A o AR BT, BRI SRR A R T
AR A S B 2 S XU K8 I £ B AL ) 1 A
AR, (HIXEH R L IRYIZEZ 500 8] /&
GEER- AT

7 NN EERZ 5 PR RAF AR IR B
Fee: WU A 2% i AL LT B 2 1) 75 B OR K14, T PR A
VA I R R AN TR A s R R . X LRI
AW R = FERERGIRENE R AL, BE 3
IHLARASRE B 7 AR AR L 145 5 20 5 LS BRB 1
M. SHISRUL, 2 RBLHI SR E S
EACHL LT REVk IS, (R I Ao T A T e FL At s 77 e B
BB BN T B 55 ) %
o B, PURREB D BE & Rk R AL T BUROR
R A, X BB N B B DU BERR AT . FH IR AT
PEGR O HETHRERERS . JERELE N YLK . fH
HEM PN S FE RN KRR 2 A5
25, FEREL IR A L D g kA AL S B AR
Gy BRI, A A 2 gn i 2 AR
KN = FEA R A BB AR RS N
LA A SRR I A B I RE A R P R A P
WA o

2 CAGHIMEREHIZER N

T C(Astragalus membranaceus) & 5.8 e K
g, £ HILHEY X R PA380 M, i —
MHAESZREY, i PR idE, v A%
UHIER . B AR 25 AT 20002 4R 1 5,
BT B AL b SRR R S Th
fie, ORI, 7SR R, IF H R A PIEEE. SN
W PrE I EAPUR S AEEA . MR E R
R E R, TCAGHE M B E 2R
o, /& M 1 (Astragaloside 1V, AS TV)/Kfi#r=
VIR RA B =i B AR,

2.1 CAGHIMEFR

CAGIIAHA 43 F U 490.71, 43 F 20N CaoHsoOso
CAGJE T e M VIR =i 54, VYRR =ik
FAIAR LA P, CAGTEZKHXMERS, (R T FIE, ik
WT OB, IETESANER . CAGIIM IR,
FERRIESFAT T W A R
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Fig.1 A schematic diagram for Cycloastragenol synthesis (modified from the reference [35])

2.2 CAGHYHIZ S

CAGJ&E T 70, R 4 1) S 7E T HE 1 i
IWT L 2K AR 715 AN R, ] W 1) AR
35 ¥R AR ASUAR 7K e, Fe H SURE 7K A o] A s
o tF o R . BREE, M SR AT TR I
Tho %A F AL AN [, FTHE XURE K AR 2 N IR
IKARS WROK AR B IR 2RSS . CAGIIHI %
TIEFEATR KM B Jod R R0, |/
LR T ¥ AS IV CAGH T71ERY,

3 CAGIRZ(ERMINFIFIEEREM
KRR A
3.1 CAGHEIRHES

Uik —BATE T J AR ) B R “TTAGGG”
FHRRFPS 1, WA 4 73 R B T AR o S A 38
T S R AE 4 — S A E o S AR B — P AR
LR (I ERZ R IR I S e 54, FaA b o
LRI % S I (telomerase reverse transcriptase, TERT) 1
iR RNA % 73 (telomerase RNA component, TERC)ZH
F, AR R IR E I DNAFF AR, F84 CAG U
A R, A L W 2

TERTH H i i RNAFE B 7 G 4 R i
B B E A1, X0 7 L S R A R 5 T ) 3
FOREIE, AWK, CAGTE W K41 i i $2
=% TERT. B-IZEX 4 [ (B-catenin). c-MycHIZRIAK
SR S MR i WL AR o TR N A A 5T B R K
RAHZAI M, CAGHE I 5 cAMP ML TG R HH 56
454 8 1 (cAMP response element-binding protein,
CREB)IEAL, 4k1% S TERTAI Bel2 ) 22 14 Sk 52 i

1. Acid hydrolysis

2. Enzymatic hydrolysis

3. Smith degradation

4. Bacteria in gut

Cycloastragenol

it B B TV . KL(klotho) & —F T EH, &
[t FE R IR AR 22 CAGIR YT I B I AL 75 fi iE K
KLk ¢ 250 3% i #2455 [K - 1 (telomeric repeat
binding factor 1, TERF1)MI TERTHIZ L, MM P
i BE RS T, RECTAEM T e 2 RetE.
T2 LA R A5 2 . H CAGAL B KLER = 1 i i
TR, K KL RIS 1 IfF e 1
TERF1F1 TERTIE AP, DL B RIER, CAGH]
it B-EME . CREB. KL. TERTK 520 i ki
A S o

Uiy FoL BV 1 TT EH 22 MU S R R T, X
S B IE 5 HAE S IE R RS, LA R R
TN A A0 S B o N i K7 il 10 %% 5% B (human
telomerase reverse transcriptase, hTERT) 3R 1A A&
2 iy A5 5 I 1T R (extracellular signal-regulated
kinase, ERK)#i% Ets(E-twenty six)¥% ¢ [A§ U1 Ets2
FERSTIMN % T 1. CAG T4 IE B /8 H) 38k B2
A ) ERKBERR 1L Y, JF HAE CAGAL P HEK293
2 B A W %2 B4 5 T Sre. ERKI#S (ERK kinase,
MEK)F13 57 4= K [K] 752 4 (epidermal growth factor
receptor, EGFR) 1] ERK i [ 14, X1 I LA S i R gy
PERG I IR O, — S S R B, CAG 3 Janus
Fl2(Janus kinase 2, JAK2)FIE 5 76 5 1 Rl s 4
% ¥ Sb(signal transducer and activator of transcrip-
tion 5b, STATSb) ik, HFEE TERTZ A 13
T34 5% STATSbIBERR 1L . BEAh, JAK/STATYE 51l
BN T RIS g T, R CAGH IEILJAK/
STATAE ‘5 i BRI s B Bk %) CAGAHH AL
H AT TR B, B ] I L
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3.2 CAGHUEper2ifiEzz2 NRAE

R 7L 20 0 £ 3 2 AR 5 A T ) B A AR AT
A%, IR R R] ) 5% A8 Bt 2 SSUUA PN - 1T FA 0
R, HFEREREAE S Tl FHC I B 1) R A
1 2 B AT 78 3 AT 148 F CAG AL 2E D-2 3L 75 3
(RSREE /NG, LI /)N BRUPR) B A0 15 A I 4 A Ik e 22
HIZRIENE L, KB CAGAML . 3 38 1 3£/ R
AP, T HIEIN 7 AL R RIS,
191 B 3% 2 /AN B 5 U AL R OB A Y A R
2(period circadian protein 2, per2)Fl75 & J& 2 R K #%
IZ/KFE 1(aryl hydrocarbon receptor nuclear transloca-
tor-like 1, bmall)ZER )31k . HILTTEH, CAGHE
VKB D-£ 3055 S B2/ DN R ERCT AT . I
Ah, TATTBE R ILNFI /N B TERT R 15 B AR TR
A, 52 CLOCK-bmall 7 — B4R R . At
CAGHIERCTI 91 F 2 15 5 b B 1 A oIk
i S — IR IE,
3.3 CAGERZEMRXKBTHINA
3301 AR EH AR 2
N BT E A ThRERIFE R, & FRAR 1 HLAAE 3 H BE
73, BEAR 7 ARV BUEE, T B AT e S B0 A L e
WIS o B oG AT B R A2 SR B, A R
Prig RGN fEEE i, & R RIET R
DMV RE NG T B . 7R BUSAL . B E R
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PHE . E MY B SR R, (R R A R
. TR BRI DU B 2k, IR E i
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PR B RS T VR TT 259
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REARHE B A0 M B G T8 . 00 A L 1) o8 200 P P 2
1, VAR SG G w40 i AR 40 M A DR BT IR RE 5 O HL
RSN IR I B AR BAE 28 R N AR KRR E . IX
R, CAGH] BEXS BCH AR AR A A 2t IS o
332 AVZBATHRA  BURGEEBE R —FA
B AT 5 RORORS # R AR B PR 2 1R AT 1k R
e BRRIGEBORI EEER R R EEE, 7T

B AT Mg R U9, BUE M FE 2 H (amyloid-beta pep-
tide, AB) I &7 A= AR B Bl JR R IR ) — A
b GV BRRRAE . PR, AR R I B Bl s 2> AB
NN VBT BT IR R BRI I S . T A A TR
I, CAGHT T T A4 A BT 25 144 &1 i v o B i 1 B A
SCEER , HE— 2P R I CAGHT LAy 155 78 o 4 i 1)
P, SR B RS R E B ERIR T, K
CAGW it F i P-F# 25 5 (P-glycoprotein, P-gp)#H
I R G R S A 24 ) 2 4K (receptor for advanced
glycation end products, RAGE)ZR & K38 i ml 7 4%
ABTE I i B B A A o By H 5 sl AP EH A1 A IR
T IE RN, DR AR SRS BRI BT 2R i BRI 1)
JRRE . MEANE AL R Y], CAGH IS FRIGEE BT )&
& A -9(matrix metalloproteinase 9, MMP-9)3& 1 ,
By 1k S M 1) 4 R AR, B U SR i SIRT 1
B S PN N T G DDA AR 787 N~ S I b %
CAGTERIRIT P IRAT B (1) £ 1 250

333 WEHREALShERR  LEERS
FEOLEE AT R R, NS ECL s, VR
22 U IR ()5 BRRE RS O R LR 44k, 51k O NEZE
Y AL 1) D R 2 20 i A0 5 O 1 B TR S B0 IR
REAN A, T 3 00 IR 1 R A2 . WANEE B
MW SRR, CAGR R E MG F YT HIRRIE
FO AL, HE it NN RO E4
NLRP3. caspase-1. IL-18H11L-63 1A K K3 O
A AT . BEAMEF TR, RN E FRER
P B0 Sy 5w R B AL, CAGIE IS 1) K B
OJIE MMP-2F1 MMP-9f{1 355 , #E T4 AKT1-RP-
SOKB 117 5 18 i SR 34 ICo LA B 11 3 W DA e o JiE
DfeRsns A E AL B, AR SO WUEEBE 2 A1 i
FRZA T, CAGHEIL I TNF-a, TFN-yAIL-17H)
P BETTAR 3E TL-10F0 TL-4 1) 302 Rk Bl 4 0 UL
DiRe . KL as RN, CAGH LLH TRIT O
JUE Ty R RS A ST o

334 JEE RS BIRER TR AR YA i A
Ui AL 88 1) A R DR FF — E (Mo R A, EAGHH T 5
RIHuseE ORI B, ELOR 22 H0m i 1) R s ] TR) 72 AR
HERZEP, F5 b, mmpiigrE K280t
FKYAMH RARIEN, X F R T HELS S
TERTHE R #5401 . TERTHIEFIH K FENZE
1 3 S H R () 247 R T T B 40 R ) i ARG
FE o2 FEUK AR 0 M A K AT, FRONE GBI 2.
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TERT (13036 7T LARS 2 i b K BE R PR = %, (HIX
4 SO L 1) K A AL AR T A Ak B S B
FEMI R A . HEARR, 15215 90% 1 N & J
i HH AT LA 2] TERT R IA B9, WANGSE BIf A
FLEH, CAGIE TS I I PIF 1A fig g () 2 ik 10k 1y L i
TERTERIE, {3t B 2000 40 M i, 32 @ Gy MBITE
S B R B o b R E SR A T
WFFE R, CAGIE L S TERT ¥ 32 2 12 g (1)
R

UbAh, CAG AT 3 Job A 388 i 400 i) B 98 1)
Ao B, AR R AE I SRR T A
e 2 [ 3L IR R R M B AR 2 R AET, 2
T FR AT A S I S T G B . 5
AV AL A g 5 R R P e 0 okl R R () Rk, T 15
T SR A OC B A SR IR I KRS . 7R K
(PRI FE I FR HR ORI, JeE R R S R A G,
U4 T IE B B (W R R R 2 YL, [k, AT
NG T —ANVE 7 i () 4 i, BRE s 5
AR R, A6 FH 250 08 2 ey e, Boft
PR S4B, DI bR A2
WU BCHE [ 1 B 1T PR AR 25 P 1

TESUNZENE T B i (B 78 s R I, CAGTH] @
I PRI Sre FITAK /2 1) 3 3% 5 BUN STAT3 8 [ i R
1 B 7 5. CAGUR 55STAT3 % 1 5 DNA 45 &
e ), BRI A g s Re /0, JFrlEd i S K=
et 240 PRLOR) T T R AR PUE AR B . R AT R R I,
CAGHYH: T K2 B AR PUE - 7EHE
B B T 0 B 2 SR /N BRAE R i CAGREE 4D
) TNF-cufil 051 A2 1070 LA B 2808 . Sifb. R Y
FEORTR T, PO L A B AR, D HERK/INKAS
T, M S I 2 B R
34 BRERSR

TIERGIEE LB 2. RIERGT)
TR & S RUBGLI Gy BRI, X ] iR
PIREFE . s R IR E « P AHMRIE PE S
VTR, J+ 5320 K0, CAGUMEIE I REIE
ARAIPURTRRE ), HEA S R M S R AL
TE CEEIR IS J1 . 4 CAGALFE ) N2 4 028 B 5
7 (human immunodeficiency virus, HIV)/EGL ) A\ ftt
Pt CD8" Tibk EXL4H L 7 HH st hor VeV 384 1, o B
PUEJE LR, ARG TEIE 3G, MIRE 7. ik
FARIBHG N, AT s AR BT B8 0. R,

CAGH 5 NS U 25 DI e 2 18 i ERK/MAPK 4%
A FH B, BR T EHE HIVIEGE At fA v ik B2 4 g 4
AL, CAGIEREMY 92 1EH NI E 4 sgiE . Ptk
CAGH] LAHE 58 G2 R GE B DI E -

4 INGE

A SCVEYN R T CAGIR T % 32 M1 9%
FHUIR, CAGHENS i3 528 AR R R 5% 100, A%
NS ) S e B 7 A de b o T JLAE BT 92 K
B, 5 S R A N T A R B TR R S
R, KR 2B ML AThRE, B G ANLAES.
A, WA E AT B T SR e TS PR 2 A
JL #1254 (senolytics). TCAGHE 2 — M AL 45
BRI 25, NEWIRIT A KR
WK T HMAE. 1ERAZY, CAGH Z T2 3 /EH
DA e AR B i o FL 253 A P A58 S0 o LG
SR A PUERIPL R % . IR L& F
ST CAGH %A, f£—ERETEN, CAGL™
HARKI . SRTTCAGHE AL 716 B e
fh ] B, X AT BE A BELAS CAGTE I R B2 FH fi 3 22

YEN—AN I RIRZY), CAGIETEEE W £ ]
BEARMTER T HEHE— LR TRIFECAG
SR TEAE AN RS, FERF 78I AE4H 1 25 B AL,
ETES R 28 . i A4tk D&
BRI AT P I 2 PO IR REF AT [RI,
RO FLCAGHIZI BN, K CAGHE— %4
BRI 2B it . RE ST CAGHIPIIEZAE A HL
A7 AE— L5 1], (EA T HIACAGR —MREH
FAME R B RS

X TP DL IR YT 3 2 AR OB, e T
Bk 5 2 200 PR BB BRI SR B, 3 S A T 13 ok
AT DS ) S R AL, AT T B AR S T A SR
Pl MCAGR S R IX—45e ThaE 7 ZH RN
MIRIESE . A5 A SCRERE N BE 2 I FL 8 R A — (5
2, UPHECAGIT ORI B, FEEFL T i infal &
HLA FHCAGR 3 5 LR R Ak /> A R BE, BAIR YT
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