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Abstract

Aging is a complex and multifaceted process characterized by the cumulative effects of various bio-
logical events and processes throughout the life course, ultimately resulting in diminished physio-
logical function, chronic diseases, and eventually death. The core of biological research on aging
revolves around three fundamental questions: How do we quantify age? What are the mechanisms
driving aging? How can we delay or mitigate the aging process? Biomarkers of aging, as quantifiable
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biological parameters, provide a means to measure and understand the aging process, thereby fa-
cilitating the exploration of underlying mechanisms and enabling potential interventions. This re-
view synthesizes recent advancements in the study of aging biomarkers, examines the characteris-
tics and mechanisms of these markers at both cellular and organ levels, evaluates their potential
for developing intervention strategies, and outlines future directions and challenges in aging re-
search.
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PRSI RIIE K, BB O A bR P AN 2 ) — 80, fENERHZ iR, =
W R AL RS, HR & 45 Rt FENRE T RS R IEHN. 2023 4 Carlos Lépez-Otin
LILPHBNE RS T 32 M+ ARG SERAATEE . kit R A, B A Sk,
KEMEKAE BB 2R TG, A2 . TUIRAES . dHARRNEIRAR . 8Tk SOE A A
ASRM[L]e R AP EVS A B T 3B AOMLA RIS o Ja ST A e 22 =2 LA
I7 5 SRR O ) SR G B L SEACEARI IR T A e it R B AT OB R s A3 5 SNk 254
07 ARSI AF B REFE KA A iy, XS R 2 AR DA NN F BT, A B e
XMREEAEA L AT, ATLAFN BT (2% . FRARVF 2 SR H SO B AR L [2]. AR, RUE
SYREIAG AT EBAIBE T T P i s R s, (32 R TR BIEE . AW 2 7 Bl 2 A5 IR
i, KT A0 T N TN B B BRI Bk [3]. BRIk, FRATTRR 2 BT R B A 1 L
LUK SR REFEZ R RIS T B 22224, TR S22 1) T A D L A 8 R SRR, TR A RAT T
ZRN——IE LD ED

FAE B 60 4RAK, AMIEINR T Z A bR SR A TEZ IR R LR PN s 1 00 it 1) J
2, EASIEE, AAMET S0 TR EAE I 2 A S 4l FEA 21 g DOR, FEE 52K
A BR VA LA I T B AR, A28 A bn B W AT e v B RGN [4] [5]. ik, EhEZEEdR
TR G AR RAT LRIR T R GRS T HER ST AN S EEE EN B LN
FANAG B Je At 2 R SCUAS T3 I SE B o R KSR T 3 B =Hh “JA 5" (Primary Colors: %
Gtk R PERTRTINE), S T RERAREMIANA ST (Pillars: AEHESERHIE. RRSERFIE. 4191
A AR 70 7 SCRAMRB R 1), IF4RH “AEBATNRHME” « “RBRERRE AN AR
P77 AN AR S IR AL = AT SR AR[6]. [FI4E, 3B EWbn SV A R I 43k o3
ZEVAREMIWT ST SR MEACTINLE[7]. T RIFIT, ALANEE 7. &85 2 i
RIAEMIARE, LA I PPAh 5 Y0 R S AR W hn B IR N ] T3 B IR R BT Fe rh &, Ay B AT L
NEZIHRI AE RS % .
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2. YHRAZEE M YRR

ARHAE O as B ALK A SERIZE G 70, AT R a8 B AU B B 7, IR 3 2 i Y
S 20 I A S 7 S A 7 T 0 N 5 4 e U2 DT ik A 22 e i P R T34 . AR S 2 O ZE b
SR U R T R P AR AR, 058 T BRA T L BN 7 AF, FF el e T
HEMWAERIR. R, Wil 28 H e g gmE e — BRIk, B ATHdR R bR S sk
ZHEE, AR EMRAEE SCEZHPIRES, AT 75 22 DA N AR EYPIR A 2 4. Rk,
FATR W 10 A H AT ORI EE R EY: IR . IR EA IR (SASP) ., R AL A |
DNA 50 S B Srbidiihe A o IRH I . Zokifk RACE D RERENS . B RaA k. o (5 5l
MR MRS 5T RIGZE BRI

2.1. ‘ARRERRE

B R B R A 3 R B B AR ORI 2 —, RN T 85 RE /1, Toikmm Bk 5
WOl NA 2202, Bradisd BB TPl Bk 2 G TE AR 77, 73 WX P Al o 2 A T ) . 4 2
) £ B B 452 32 3552 p53/p21CIPL il pl6INK4a/RB G & 15 [8] [9], % 3 4 o v fiysg #10 | FE K] p53 1)
WS HE TR T AT R IR p21CIPL, LT LE i i JE 2R 0 1 VA (C D) 7 A L BT 490 ) S 240 e e 417
il 25 1 (RB) PR BE IR AL, M0 E2F BUE K7, NI TEAR S MKI6T, 5 2% BH W4 o J&) 1A 1 4t 72
[10]. [EIAEH, pl6INK4a HEGE A DLE B SRR RB (4 i Ak s 4 i i 045 . R R AEASE
B, pl6INK4a i R IfE S tedr s 2 b Rk [11], BRI EERA EZHmbhRIE. XWIRT
AFE 50 240 0 R iy 5 2 22 B AR s A W IR VA
2.2. TEEXTHHFTRBI(SASP)

3 R R B (SASP) & i 3 Z A MU E B N 22 RS S5 0 W W — RAVEWE 01, HA P
SRS F(L-6. IL-1a. IL-8 & TNF-a). 4K F(HGF. TGF-p). &+ (CXCL1. CXCL3,
CXCL8). i 4 J& & [ HE(MMPs) DL K AR A YIS 7> 155, RISl T 75 /N B A 32 (SEVS) AL
H miRNA A 1E A SASP [T, HAR AR AN “EV-SASP” [12] [13], ‘EATLAZSAL T = sl g g K]
FHAR, SE5ARALRII, JFERFREEZABRMPIETIEE. BT SASP £EEREMBAMA K, Hif
)R8 4 Fil 20 B AN ZH 2R 58 DA R 75 3 3 2 IR B B AN ] o X e AN U T 32 AT 5 S AT N,
] BRI SRR = A2 T T2 (FIRENA o SASP 174 AT LS EWLAAR IS VEARJE 980, I nT DURMER T35
YA S HLAR TR I A = 2R, H At B BRI SASP 1 /555 i [ 14].

2.3. RWERHE

RV AL KRS FRAE A DNA FPAIITEOLT . Il b2~ DNA 2L, 48 P2 IHA) i
AR AT RIB RS, AN 22k R A (M A% [15]

DNA F AL A2 i B AT ORI R AL AL bR 52—, HRBh TN CpG B HEER, =
PR KIS R POER, BIRIEPANE] . AT R IBEE RN, DNA A F2EE 1 (DNMTL)/K-T-1ZHT
BEAR, X EVFREMRRE VT A2 M2 A LS 2] DNA HEAL BB R KT FRAIR[16] - Ti2ET DNA
AR, BIF T TT A T B - R LI A% I B ——DNAmAge, ‘& BEWS il K 2 B 4i A1 2L R AR 6%
FETRIEE MR, RARSET KBS AT 5 SRR A SR AR [17] [18] . BLRBEEBOARRIEEY, AMrEHEE
S ey PR PR RN 2 (R R WL A 6 i 2 P T ik T 2 v

MEANZ MR EN, W, B, BERLSE, 7RSS DNA FHI R DL 52
PRIRRIE, EMA IS REAUIRE, BRI Gl T2 b i = H3K4me3 (FE4H &
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F15 3 WAL H3 58 4 A s IR 1) — S A0 A1) R 2 g 1) s 5w ZE 4 [19], DA H3K4me3 7ERI /K %%
Y BRI (AD)/ )N BRASE o2 i 5 4 16 10 384 K 1T 38 I [20]

S Y — P B R T EL S MR () EUAZ L (5T, B nT LAKS DNA L — AN HEDLBEIR . B Rig
Mgkt , WRIREER TR AR R A e v . ARYE S BUE FIVTER BB LA R D Re M 25 7, e e 68 I
GY NEER RIS AR [21], (AR ERNR, EAF MM, 322 A0 I 7 e 6 i 5 J0E B
HEAH RN RERIL, W SET SMis X4 E A F AR 1 (SETDBL)R ML
IR (IR & LG 4A (KDM4A)EL KDM4B (1) 11, thabh, $R200% LU 22k s is v T LS sioin
HREE[22] [23]. FTLA, FRATTTG BLLE G AR 2 T IR AL AL VbR A, A RETE At PP I PR32 22 T T
FB.

2.4. DNA s 5188

1 DNA #1128 RFN, 4002805 DNA 4547 /< . (DDR). DDR i G L 2k A B 40 ML
TRE RS (ATM) A 3 3L 5 R T B 40 I 7koiE 2 ) Rad3 #H G AR (ATR) /M 5 1 p53 SRS
CDKNIA ULFH 14t e SR, AT o il 2 5 4 3 2 [24] . DNA 25 ZRH 23 2 4+ DNA Hif)
ERMERZ —, AWK yH2AX 27E DNA BUEE Wi ZL(DSB) A7 s R fE AT, 48 S5 ka 25 A K771 DNA
EEHF, G4 TP53BP1. MDC1. NBS1 FIR{LI SMCL, JEmFF AN DNA #if5kt, S5 DNA &
EHLHI DI ReRERG[25]. BR T DDR b, I8 E 8- k-2 it S 2 1 (B-OHAG) iT LA HIL, DNA A it
KPR BE A RGN, H A7 51125 DNA S IR VI B 18 52 (BER) A /1 bl 5 A8 3 K1
F%[26].

2.5. IRAUIREE

Ui A2 EAZ A G (AR R S (R WEIR G5 4, E DRSPS VAR 3 DNA R SR E R o Simbile—MPpR oy
shelterin FIFHIEMEZ BRI R A4S, shelterin EEMEE 6 FiEE R —umb EE LG+ 1 (TRFL).
vk 8 45 A K7 2 (TRF2). TPPL (#3128 uibil). POTL. TRFL M HAEAZIA T 2 (TIN2). TRF2 A
HAF A& E(RAPUTERF2IP), HEHIhAE R 1E DNA 25 & i Nk, HkL DNA K (TL) AT~
YA FEUEI T HRS . imhi e 5 S S0 A TL (Hayflick H2FR)R, £ fi & AN AT 3 (o 4 it 7 423,
FRONERIIEE . ik, TL a7 AN R R 2 AR ED . BRibz 4, IEFEMTF AR, —M&Ea
skl B 2 21 1 AESM S RNA (Telomeric Repeat-Containing RNA, TERRA)Y S 5 1 ki 4L . 7E4& A
RSN R T 5 0 T Sk A BE AT TERRA SRR IR [27] [28] 0 i bir g A2 PHE — — i A DUSE K S 47 14 1
T8 AE SR B R A T O, PR EAE 2 W TR (R IR AR AT R R, B B T S A L T AR i
HOGIE T, HAE IR 2 2 40 b 1V AR AT BRI 5T

2.6. ZRIKIIHERRTS

RN BN AR, A T REEMEN . MRS IIRE, LR TIRE RIS VF 2 K3 A
R SHUNMIE R, IRk ThAE kR S BUE A (ROS)AE S in, M S EaE & Mk e 40 & 115
Ti[29]. ZokithA G LK, FRAZKIA DNA (MDNA), 7£ 68 T RIERS LR (5O« R A Rz
ML), L FE mIDNA RASH S 2 id i 401 35 A R L A g g 2 R Y, SRR D) RERRAS[30] . AT
5 H AN R 3 o ki A e L LR 2R AR A IS P, mIDNA B O A0 i . AT (e 3k SASP [31].

2.7. EHRRESEL
EARBESMESEET 1400 MARKEAR, N THPEARBS, o FHEE. 8% - BEEE
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RY. Z& - EAMERSHIES, LA URPER M1 UPRmt HIThRESIL[F 2 5[32], EAI#W LIE A ZE
AR ERRED) . BIE S B S (PT M) 5 8 A & T 8 47 B0 AR i 23+ AR EAE A,
TEREZI AR PR BOCHEITRE ;XL PTM R EEBERIL. 25k, SUMO . ZWifk. HILFNE AL
FPE S 1B (OXIPTM). {1 4 i 4 2% 0% (PD) AL Ath S8 i A% B U A7 R W KB B A ——o- RAMZ R, He
R 129 17 55 (pS129) KB FR 1k /& PD 95 F AR L [33]. BRIk At EALIE S5 N8R B BE 71 (RRC) By
WEZHEAFRREM S —NEEFR R, RRC 0] LLEZMaYH M Py 4 RS G MR IIEE T, T A T4
I LABOR A0S S im ., FERFEEERRES, MRMZIEAR, 4RO RRES[34].

28. REESER

HATRIBE LR, V20T DUl 4 22, (HE A3 B AE p5b3 &2 pRb IEAIX Hi A~
FE@ M E[35]. SR, FEDNRIA RN 1 R SN R AE 2 FE A MRS AR e 1, X R IAAAAE 2 P
BAEN LIS FREEZRN[36]. HH TNFa (55 582 F UMK, 1EN—MZ MR LA T, TNFa fJ
DIAF 2 A5 ThRE,  ans e e M e L F iR A R P PR R . SR SRR A S T T A
FA%E[37]. TNFa A5 308 B R AN [F] () 40 B 2 1H 52 48 TNFR1 A1 TNFR2 /%, TNFR1 @& —4M3E
T23k(DD), 75 TNFa 454 /5, TNFRL KA =FALIFE T 5240k DD 454, BE/E5EM A& DD & AR,
TR MBI RS 5 B 54, B TNFRL {55 2 S1R(TNF-RSC)E B &4 | [38]. i 525 5 i@ # s
S, (it NF-xB B BEE[39], BUE G 10 NF-xB B A4 5 40 BB k% P (2 it e SR IR AL R0k . Heep
NF-xB 511 p65 W 5 15 25 b s £ 7E 58 2 i A R4 Mo (1) G e s R [40] . [FIBY, 172 TNF-RSC o) th
S 53208, BIanBRE] NF-xB (55 1% 22 R A20, 1€ TNFa 5S8R HEEER, bk
i A20 AT TR 2 Fh S REME R R AE o IXSUHERR I T NF-xB B/ I i R IEE I [41]. T NF-xB
P, TNFa 555 FIENT 7 MAPK EEEGE, HIEKY MK2 25 SASP EIHE, ¥ MAPK @ik
MTOR @B FRELR, 1M mTOR % E 2 40 b ki [42] . tbAh, Sl i) J LU 7T #R R B cGAS-
STING I 7F {ie k41 i 3% 3% J T L AT 55 B2 I [43]-[45], cGAS it =4 — R HI4H i A 7 A fk K11
W IFN-B+ IL-18+ 1L-6 F1 IL-8), RIGE|/- MM LLINGEE Z(5 5. ST cGAS-STING i@ HsHe it 7 4ER4H
P ZEE BT 75 B G EE 55 3 W5 5, 208 I A0S R T e A AR R A P 22 B AE bR 64

2.9. BR/MEZEEL

1% /M (R A8) 2 FUZ AN MIA% N B K 70 T BESR Y, | T IR, AR thal ) O B 4R I 8
AL E(MLO) [46]. 25 N1k, Z/AA 18 Miixikgicssk, iz, Cajal 24k, FLrki4Hil H
(PMLYIZARZE[47]. I H R BURCIRIERS, BAASWEIEIR, 10 N s h (R Bk 1A4[48] [49].
BEEZLZHHER, RO RN RSN TFa UL, WS RARZ ST K, KRR Z
HEMEDIRENI50]. AFIHM SRR € 5 1 26 T R AR B Z R AROK, B, N REr4E4m i
WI38 4 il Bje 5 K RasV12 [ FRIA Al PML AZ RSO AR/N 1S N[5 1]« JX 3R B 4 A b R L8 4 1 %k
A e AR BRI EY) . PML A S 52 50 SIEFUKERSIEE, LIRS SHE
PES-GPRIAR L P A2 IR AT VRS AP 35 DhREBRIE [52]; BE 2 590 B R A SR A AR R L 47 7 ik
— BT

3. FERZNEYRTY

EAE NN FEE5 ), ML T AR E E A S R AR B TR . A8 B A T AL LI
ERXOEZYRAERMM, BT AR LRIEREHIEEZM P AEZEEAAED . Blin, EvEgl
il M2 25 1Ak 7T L% S CDKN2A (B FR A pl16INKAa)FIZEZ A< () p-21 FL B B (SA-p-gal) [53]. 1M
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H. B ATRE F 40 2 A R S 2 BUR i AR R R AR, Rk, B R4 IR R AR S AN RE
W RIS AR AR AR, P UARA B B N EIAR SRR M B ZE TN . AN A
THROREMFANEEE, SEREEEEEE RN, WikRIIRE. BERFERN, XLl
T UME NS HED R BT a8 B 103 E, SIS E 2 AR EYIROZ AR LR . RGEVER . WA
PR IRATHE EAG R 0IE. =2 EYAREY.

31 RRE

KIfE AN R m iR O, MERGEENHE, BEMIESFEH—RIIMEIBIT IR K
A, FEGERE, KIERT L — R AT AU, ThEe K ah M SR A TT A N AE M br E WK S R
M Z A R .

fiigE it fEd, RUBENSEWRSE TR, Bla07E 29/ BRI B 2 FiE 5,
H3K9me2. H3K9me3 FI H3K27me3 il PELH 2 A bR icHE N, H3K36me3 F1 H3K27ac U 4 A
FRici /b [54] . H ot 4 2% 1) A e Rk B 1 o A AR A S ) TN i 622 R R g, AT SR SYT12,
GLUR2. FIS1. DRP1. PRDX6. GSTP1. GSTM1. RPL4. RPS3 ] LB /> ATP & &, 1) DNA
AT I PR R Al e, FEUNTHAEZEIR[55]. BbAh, AR B AL ORI R (FSH). R RAK
K¥ 1 (IGF-1). NAD*Et NAD*/NADH %5 5 8 {A 552 18 25 A0 5C[56] [57], X AT A 35 Wi 40 B = 1t b i
WEVE AT DL B AR 3 2 ik bR 5

M FRBFICE SR R RSy, T HARR NS G M Bt DL 5 T 1Rt 2 1)
R BNV N R 2 AN AT BRI A PR A . Tau B AR — MG OCE A, RESIEME TR, 17
IR, W ERERII Tau 25 H (p-Tau) REETE P 2 2F 4R i 45 . BT 50 &I, 1L A p-Tau 5 & Tau
(t-Tau)K S EE RIEMASE, HIFmE S BARKAA KA FIBAR A KN BFE B A2 [58]. — T ml Bl 15
PAFIB LR, 2R t-Tau K7 e 5 R A I AR A R R G 2245 2 IEAH G, mT DATRIN & 2E AD f XU
[59]. Bk, iM% t-Tau £ p-Tau 7KF AT DR A 0N 22 I AR bR 0 . 4 22 8 1 32 BE (NFL) A2 KA
FEAKE PREEAEYINREY, ERRIUE MR i) & SRR YK 2 AR N, HorT A 0 e
71 FFE[60] MeAh, 32T LA A /NI ot 4 S o s, BB R4 2 BRI ik R 32 A4 (TREM2) 1 48 il
A5 HE ST SR R AT M TREM2 (STREM2) FERETBI MG E W, Bl fa iE NIV, TR I T A0 /08 e Joit 24
TEPERITE bR, RN TR, BERAS STREM2 /KT 54 £ IEMSS, HS5ME® T t-Tau. p-Tau
KPS, FHIESEH AT LTI B A KN BERS(MCI) & A AD [ XU [61] [62]. KR, KR
JR AT AR 14 2 1 (GRAP)VE g 2 T i o3 40 B B T Bs R AR b &, ol T Q0 PR ER 1« HPoRX ok 20 ot s
PRI AR ZARAT PR B VE A A0 [63] A 22T o, B UGN, FRAdfE % ThaE~ BRI
GFAP Tt s N R [64], XM FRIE GFAP 7K1 LA [EAE 1Pl b 25 2 AR bR B4 .

KK Tnae A NFITh e A PhA . BN A S S IT 1, AN R D BRI 3 2k 1 rh i A2 A A —
B, X BT AR R TE B AE DR SR I R I R 3 22 o 1 S ic A2/ E N A D Be B Al R IR AE 322l
FEPRREE T B, H5 A RS FT ] ) 258 4 A2 B 25 A DR [65] . —TigH N 3000 4k 4 52 i [ 91 ik
N, AEHIZBEhRE IS B h B TR, S R B FA s> 2 25 AH 55 [66] . =T H T MRI S24%
2 PR SUGAREY), BRI Ui SR R I, B AR (WML R R e R 2 AR, ]
ARG fii 22 AU AN 2R AT PR3 [67] . 183 1E L1 R S T 2 433 (PET) il LUR L4528 hn 54, 10 18F-
It S 0 B (FDG) T LA 5 o 11 %8 ) B A R, IR 2 A R T, 18F-FDG $ i i /b 2L BLE
FIAT [ A, X 3R WX BB [X 25 5 52 B 5 22 (1§20 [68] [69] -

2E EPTIR, MNEEE TR — R A EE AD Al PD 1E N B & R 2R AT IR BOR , S0t S BE A 27
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KT ERGAH, i DU T FU 58 & R I s B i & A AR L B o (RIS B3 BT e A B
R T AE AR AR AT, The. B AERMR AR R, )G ST e KRB FwF 7T 52
HEHB.

3.2 ILEERE

WAL O ML P (CVD) AL FE R PR 3, G ey Fo By AR A B JFE 8 2877 SR 1900 I 5005 42 B
T4 [ T 28 A e 5 RR A e ) R

Z U TR, (EREEHW T, SR M 40 M1 & (G UAHAL . O UE ) 78 o7 B iR 4t O 2
YL AE) R R AR S B AR AR LI IR B o BIF TR B, T8 /N SRV LA S B T DA 3 38 AH s B4
TAF. J& H 2R A s 8t 771 (CDKN1a. CDKN2B (1B 7K A p15INK4b) Al CDKN2a). i% 1k 1) SA-p-gal.
HEMKTEY K (SADS)HELF4ELAH X SASP [ RAFA[70]: 2 M LA Py B A mT A A= N B2 - T o 4
L (EndoMT)FIAF4ifl, XA FESZ 2] TGF-B. N 2%-1 (EDNL)FI IL-1 S5E40 i K i 15 [71] . T AL
YA RER TR, ZRRIRT)BERERG nl Ik O F 5 . ZZ.OE ROS AR, &SR &R AL
WFEE T, A 2R Rk DNA AR RGN, X R B 5 2 sl 1 oI R 2R R Ak 30493 [72] - RIS
FAAZ I S A B () A et 35 B ARATT A B IL-7 7E o IE 2 A R 19 in S 1 8 FOXPL Al FOXP2 s S
ARSI S 1T R [ 73] [74] -

O JEFEE 7= AR 1 43 W DR T AE VRN R PRI B, il B AVBARIK(BNP), W78 K I - AH
KM Fe 0 AR 5 T i ) BNP 7K IEAH SR, Timag Hon] MEA Ol 2 AL D e R B R AR AE bR
BH[75]. OEE. EEESE A T, PLLEBSER QIR W EZ e bs, A e o &
AT KPS FRIG K I, JF BB MEAA s Tt [76], (AR EH— P U e efles
VERIBAER O E bR S -

O EREE A R M D) BEIRAR , 1 AN ZR 1 ) Be B I (e 4 AT Tk D REROR )« 2 55 45 L AN FiLA% S Ty RR R A
TR P43 WA Th RS S (L8 9K 25 11 (Angiotensin 11, Ang 11). 4 2 Z (Endothelin, EDN)F12: B F iR
WAL )25 T LABCNHE R b S e O R O R R [77], RO Z IS AR Y, I AR _E AT LG
WA O EL OF MR, PET 255414 2246 25 58 bRt .

R, FRATEES OO A bR SN, R IR B 2 AR YRR ST T R AT TR S 408
WA T fE, IR EE I PR B A A o

3.3. MERE

MR NAREE B E A sy, ARG ENA &2 E KRG 2 10 EZ A B, 2
LN Z RS R F B AL . SR BRI M B RE T R A FES M ThRE AR L i A, 46 M
fEAEREE N, PRGN ThREREAT . M B AL e SRR, RREIR T bsin . BT 4E i
W neE[78].

FEWRET, 2 M AN 2 R AR TS S SO AN D REIE S o 5] 45 2 (1 L P 4 L (VECs)
AL 7 LA B (VSMCs) R 1L H 3B % 77 FEAI, AR 2015 R K [79], JF R I H 4l i b 2 435
PR IN[80], LA A 1 an 4 i 14041 7)(CDKN2a. CDKN1a #1 Trp53). DNA #4541 SASP (Rl 1-7E%
NI ES K FiA[81]-[83]. AR, fEAHiEE iR, VECs Al VSMCs Hi 23] p53/p21CIP1 FlI
p16INK4a/RB iE % i uikifin#EF1 SA-B-gal i [11] [84] [85], [RIF HH NF-xB 38 % /T 1 48 it 55 1fi.
BN, NF-«B BUE E R S 0E A M PR A4 RS B 4> 380k, A4 IL-18. TNFa. IL-6. VCAM-1,
ICAM-1. iNOS. MCP-1 #1 COX-2 [85].
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yH2AX 1 yH2AX (TAF) LK SASP [K-1[86] [87], X Tz~ HANM A % 2 M B ERE R

4. TERH

BURAFBARR K E, M2 ARSI TR T2 RIES, TS MR, Jolt
RN TR REBOR TR IIRAR Y “ T Eph 7 TN, REF Bk B & & M E MR S A &R EL
ANEER M ZEERRL, NI ER Je g Zd I . DL JAT PR AR Y I e A b 4 Y i) 2B Wb Sk
i oy R AT B B LN

4.1, RMIBER

WA E R WA TR R, RATEAM. ASURES TR, PHm
R I KPR TTI A B AERE BON P RE, X PO VAR RR O “ RMIBAL P 7 o BB ERIG K,
FEPR A R IEAL AT 4 R A AR Ak o JEFIX — ML, 2013 4E, Horvath [88]JF & T 85— AN R WLt A% 5 2 kb,
LRI 353 > CpG 7 A 55 YA . Horvath IR AT DL BT 3N L BRI 4L A B AL FRid, AT B Y
TN REARFAAL LA . T LMK Hannum B 8H[17], RILT 71 N SEEMZE CpG
B, REREATEBEAR 42, (EAE TN S N VR AR A7 B8 I 35 B0 I E 1 . R Horvath B4 5
Hannum B 8h ] DR b S 87 AR 0 I 08, (B TCTHERf S SOB AE D4R S, TRLMTE A RAR R334 B o I
fik | JF % () DNAm PhenoAge i £ [891ilid 4 MK . MUAESE 10 MIGARKFAE, A5 4T 25 MR A H0R
A CHEAR” , FEXTAEBET SR AR R S ERRE S5 TN U7 T Horvath BFEP . Hannum B 80 B 5147 1)
RO, DLAETIN 10 4EA0 20 AFAET 25 THR I tHth . Lu &5 A [90]38 3ok 25 45 WA AN AF- U4 AF O 19 135
FIZKTF IR K T GrimAge, ] A R FINAE T KU A1 22 FhAF AR DG« 22 T0%E IR, DNA HIJEAL 55
EZ AAEAEAR SR A G, ASERVR IR I B 0 —LEOCHE ) DNA FREEAL I SR DG IR mT DA i 3 20 A%, 491
WIR 5T I E ELVOL2 R] Pk & 28 ki R Th e H s 5 A W A S S BE AR PE[91] . (A1t DNA HZEAL 2R
MIB AL B — AN HEH R, MUTUME N2 B bRE, BT D a2l .

4.2. BeRERIH

FET RNA B 2 AL S 1R e s AL IS b, A b A A= W0 -6 A S s I AL 2R e, I AT DA
BETE VEAR )5 TS A BERILIME B . Peters 25 A [92]%F 7 AN KT BAFHIF 58 o () &0 ) I B0 k% 40 B 3k R ik
BBV T SR [E] VA3 B — AR, AT DU SRR 68 0L A (8 R i S AR BRAE RS, MAE D 7.8 % . Fleischer
SE[931E T N AT 4R A RNA-seq 8 5 AL S LR, 3G SEBRAEIE T MAE D 4.0 % . {H[RFEHE,
i v R G S 1 R T R — AN FEAN [RI AL R0 AT H S e 1 2 i AL N ol 75 2 08 22 O FRRAIE . 3/
K, R ILTAT B B AR RIRE X A R 45 S S DR 4R AT LUK B AT 25 M e AR TSR . [RIB scRNA-
seq FEAR MK R RS AE SRR/ P - RAE S, oA 2 et 7 — ol o7 .
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