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Abstract

Senescence is a universal law in the biological world. Cell senescence is not only one of the most
basic biological behaviors of cells, but also a physiological process in which stress leads to cell
growth stagnation. In recent years, basic and clinical studies have found that there are significant
differences in metabolic activity, gene molecules and immune molecules between aging liver cells
and young liver cells, and show characteristic morphological and physiological changes related to
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this difference. Participate in the occurrence and development of chronic liver disease. This article
reviews the relationship between cell senescence and NAFLD and the mechanism of occurrence
and development of liver-related metabolic diseases induced by aging, in order to provide new
research ideas for the prevention and treatment of non-alcoholic fatty liver.
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1. 518

AR5 1 JIE 15 12 JFFH95 (Nonalcoholic Fatty Liver Disease, NAFLD) 235 5 4P A1 H:Ath BF it JFF452 455 5 35
FITECIA 5 LA g 7 22 S 3 BEREAE (011 PR3 B 455 A F < B T BEJREAE A1 2 ZL 8 JR 97 (type 2 Diabetes Mellitus,
T2DM)KIAT, NAFLD TRy ERVEE N 5 WA N, 23RVEHE N 204 10 12 N B0w, R
NAFLD fJ 823 %) 29.2%, HET, NAFLD CLECHAEREE— KABPEN . RS KEE, LS
FIBET BB RGN, B ™ B H N R PIR[L] [2]. IEJVFERT UL, s 5 w4
FUIRAIE, I VR A0 M ) S AL, AT DA IR S R I 32 22 48 A 55 AR Th B8t B0 A &8 22 5
HET 580 NAFLD 25— R FAH IR [3] [4]o A FATIE K LA B e 2 A BT IR, i85 HoAhRE R
Wi~ e R SRR R B AN 0] 4y o JFR SRR I YO 2 IR R M4 TR A, A7 Bh TP e 4Bk
YA EEE M SCHR I T SR . RSO 40 M3 32 (0 R R ML AT 2538, iy e AR TEORS M e 1 H 48
(R 70 S B

2. WRARES NAFLD RIXHR

BN K E—RAVEBAAL, GIEFIAR TR ISR = (RE R) . Sz m |
WM B TR 2R E A TRIAM A, IR TIRERES . DARTERE B P, AR, 4T,
S P R - R0 I DR - S T PT R S B IR AR BE ) R . NAFLD FIR A FIiEfE[5]. 1986 4,
PG IRE AL T RS AR AR G AR AL, R AR 32 32 (W HF 40 i R e e 3 6] bl sk [ P T 4k 2
JFFEH 22 5 IR R R &R

VBRI, NAFLD 55 T (9 40 M 3 2 35 DIAH O o 3 22 10 JFF JUR 200 i L A 262 10 U 4 i 2 00 11
FEEMAE S MR AL, T NAFLD 5N EARME . JE S T i A g = A oG, #
WHRAZREAE AT NERIL[7]. BT CA AT FTIESE, mluohd. a0 AR = SRR A S
I3 IR IR 5 4R T A 55 [8] [9] [10], MM HRATH RE, NAFLD 5HAMAHSC LA ME—FE, ¥ 59 EEE
Ko FRHREEEAAE, & BA R O XU R 2 AR S (0 2R 36 7 ST 1, I A MO TR B, 12
AR T FRH S T 58 2 kR &4 SASP (SA-B-gal Jett. SA-B-gal 1% 1. JE#H 2. P53, p16 Al p21
VTR IE S, SASP 3F M 1 538 5T NF-«B il CCAAT/HE 58 1454 25 1 -b (C/EBPb) £ 58 /K T i
#[11]. Yu Gao 25 N R IUZ BRI =4 FGF21 J& il BIAG A rh, AT 3z A 18 15 JFF JU Jg 0 A s, AT
B3% NAFLD FIATHEZEZ . FF R FFA 404 AMPK/ULKYL JBE%, 06 @ weffigists, 4MEME FGF21 1
WA 3 AMPK/ULKYL B #[12]. BRE B FIESE T D-FU0E 5 S 1 R A5 AL/ N BRI 4L 2L ik
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RESUKT A, BURILAE ARG, MO S T L B 04 D FLRN SR, /D RAFIERRL
SCHURIAT i 5 W SE AR A B4 NIrf2/HO-L 35886, WA B HE AL B AL 0 40
SRR 5 013] . 36 SV Py SMR S D150 ROV & £ NAFLD 515, (H AP RUIBEERI 700
IS

3. HRRERE T RTBEAE X P R (E

1) FFeF4eth. FFEF4Etb i fE 2 4N L SR (ECMY IR R B, il AR A T8 T 5 & AR T
T B, R AR R AR 2, Bl TR R B SR OC . R TG. 5
PR AR KL SOBAR S, MR AR T AR A ) O rT AR ([ 14] . B AT FUIESE, WA T 4F difb iz
() SR T S AFE A I 2 T A (HSC) A i 2 5S4 = Fl4n 1L-22, IL-10 il STAT3 5%
HSC 2 P 5 % I 1] AR L 00 5 AT 2T 44k [15] [16] [17], SR 1 HSC 20 i 58 2 5 BT IE B4R 40 i 522 TE 0%,
FEXS L F /N R G RN R R R TSR B Y, M E A I A e i e 2 TE By,
S IR BE AT IE AT A [16]0 BIFFE R B, 18 1 S 3N BRI AT 4P LR B — 2D I, Ak
WEY, p-EIBETRE. p21 W2 T, IGF-1 (IGF-1 &S E A KR T F i — R, B Em
Jl%E 2 K D RE) AT BEAR[18] . AR RI, FZ A< SR F R~ E K& IL-6, 1) 1L-6 ¥ —
AT R 5 S A I R, AT S WL AR 3k AR A R AR R R, IR “ I 2 A8 Y [19].
2 S5 IHIT AR RT AR 4k a5 b D IR MBS L R, BRI, ERFEFEL IR REA S, FEE
(R b Rl A — R AR A DR R A BRI A 50, 2 0 5 R A i ) 2 8 IS i I 21 R AL PR R
[20], BL4h, BRFFER DL, IL-6 it JAK-STAT3-SNAIL {5 53l 1%, nl {5 fH4 1 5 40 f (1) 522 Fe bs SA-p-gal
TG, BIRE IL-6 Z5MBIIHE LI, RfE3E IR A IR AR I B4 4R 0 R AR R e [21]

2) FHAEAG . I A AR AR e AR I, 2 & b 14 I 2F Jee 22 DUHF I R i@ It 2 44K . /NI
B~ FF P9 A I 3 B A R AE (A0 B B [22] o WG ST A — M5 v S N R4, A a3k iy T 4 e )
o BEFCRIN, FEMREAGIIARAS 2 I B R o R 4 A IR R, IS5 I 1 A0 B4 M e A B S 1)
KAR[23]. e/, AL T wb G R R A R I, I 7 S I S R n] DL S B i 2 [24], BRIt
AL A7 E B R A 2 IR . R, TEN RIS R, 32 5 RFREAG I R A2 R A 9[25] . 4R,
AR T 22 22 5 1 S A 32 e 1 B AR ML AT AS BH A

3) oy . 2 g 2 B R EE 4 B DY e A S O E AR BB T K [26] . H AT FTUESE,
JFF 440 6 558 2 5 PP 400 PR e 2 0 e A B S AF DGk o W AU BRI IE 52, 7R /N BRUBEZRY 7 VA 3 52 4 i e 328 MR AL )
THOLUT, FEFME SR ERIE27]. — AR E Jumonji (ImjC)Z5 A4 3k i 41 8 (1 25 FR R w iF
B T 8 R A R o B 10 3 2 A S 40 P 3 RS SAHF (B AR 1 S Je e AR i, U b 4 5
IYTER, 41 E2F)F1 SASP (32 AHC 7 MAR AY), ol Refe kM & 2R [28] . bk, WRFURIL, ZEE4iH
A LA A AH G SASP (W1 1L-6. IL-8 45) 153 b 5 - (B 78 5t 45 A2 (EMT) A M B ) 5028, i e g 400 A )
A Z W B [29]. hAh, WEFUREL, NAFLD SEUNIF 4, AL — 3 BOH g o, 18
N NAFLD AH G I 20 B b, A O 10 R 2T 4 4 R A g e FPF A2 PR 4 i 52t 55k 5 HCC 1)
FRLEAHEL, 30 SASP ARicWIZaA RN, X KR bR FUH DI85 SO 40 fidia DAAh, 8 A idE
P4 SIS 1 A, XA R AT BB A0 R 2 R R C[30] .

4. YRR ETERTAEARS RO ST

1) miRNAs 52l %% . miRNA 27— JEM M B A T ErHEH IS RNA, K429 20~25 M
TR . miIRNA K4 2 H RNA B4 11 A miRNA K S22 miRNA (pri-miRNA) UG/, 1T
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-, microRNA (MiRNA) R IR 73 7 T —FPgT i 5L BBl 4 HLHI[31]  Judith Campisi 45 A K30 p53 Fl
ORI FEE B 2 Y 988 (Rb) Bt ST ki i 26 T 3 2 b R A KA R S R 4 43 G EL 2 [32] . LR A S R B,
R, 2R miRNAs 2 51835 p53 4% . MM 5 HH e 10 FF 5% 1 & 2B ANt J2 . 2003 4,
Beausejour % N &I, pl6/pRB &R TR 3 2 A KAF M A FRA T, J+ HXTEE/E 1 p53, pRB
BRI I RS TE TR A B 2E[33] . R pRB BN T 22 A0 i rp R (1 2 e ) 2 OG22, (HHLAE
TELIHE SR FRIAME I M ATE 28 . 2010 4F, Hamrick 576/ BB BRI 2 fEf R B 57 N ERFERIA
) miRNA, Hr miR-7. miR-468. miR-542 Il miR-698 ik & &% 7, miR-124a. miR-181a. miR-221.
mMiR-382. miR-434 Al miR-455 ik T i, Li FAERZ /DN RINA L HHE] 70 NRE EEE miRNA, &R
HIX E mIRNA R I AR 51 [34] [35] [36]. 2012 4F, sk EREABL, LPK (L 704 P i w ity ) 5 2]
Wik DNA FIEAL AT DL BE NG A0, 7 HLZE NAFLD B8 b 58 FIH[37]. 2020 4F, 25 02 A K,
SIRT6 fE# it i LS NAFLD H05 1R e LA — B ida s, HEWTtH SIRT6 K& PR 78 JH- 4 i 3 20
FEh B EEAEH[38]. H TS T BARM miIRNAs 76 FFIE5EE h HLHEI AR R, R4kt 7T

2) WML S R OB . B TR ILVE 2 I IR R IR AL S A 2, )i R Gt 2 Bl R e 1 1
KM EAZ, s2ma T e R R IL. 2008 4, Valery Krizhanovsky 58 AFi i, FEE 40 L 2K B iEAL R T
EORANAG, A AITE i A5 405 1 3 B 7 AR DURTE AT AR R I A AN S R . X BB R, 54F
BAMU, ZHERRMIFETRES A D HRMERAA[39]. EHME L5 BRI, AEKYHH
TE A5 A R 93 1 e v () — 280 s LR R A0 M5 5 A 32 o2 32 B il i BB R A 4 i P16INK4a
SKSEIL[40]. 2018 4F, i RKAESENKI, FFMEEZ g, eI RO S, 9 M MA OS5
SR AN FBEBCEM, B RAERR, fExEE R — e A LRI R A5 H T RRE, AmE
PEAMERFELIOE, TR AR RAHT R (B, A8 R G oA 5 0 [12] . [EIRERIE LR BN,
P53 8 B BRI R AL R 4 P P AR B S i B A A 3, L, PR p53 il 32 B4 T LUK NK
S A RN M 1 T R A PR SR AR B SOE AR, G sER SeE DhRe, BRI AR MU P2 A2 [27] [39] [41].

3) YU 5 B FAHCPT W FE R, 4 M 3 43 ) A [R] IR e R AR L e 5 R A Bt (Insulin
Resistance, IR)%HRFERFA MRSEIER . 54, UM% 28I 84 miRNA R0k 7R AR &5 07
THI PRI FH 52 B0 R R 72 M B, JF HL H RTS8 18 58— 1) miRNA SRR AE ARG 1) 25 Fh 7 3 Y
[42]. WIFCEZ MA@ E 54 miR-155. miR-21. miR-34a. miR-122 [43]4%, X%k miRNA £ A
NAFLD LK s BRIk & 155 5 A 1K/ B NAFLD BRI 2H 21 300 S, DA ml it ot Fr A i 5 22 Al
(1) 45 DA B L] Bt R T D7 R < TR FRD~P AT Y5, B2 5 7 NAFLD BTE RGS #E[36]. 2019 4, Allyson K
R, 3 A0 I 55 AT BE A2 Dl JIE JHEAF DA T RE R0 (1A ORI, 28 32 40 AN DOE i 28 22 AH 50 73 WA 3R
RY(SASP) B IR N i B R AKHT, T B AL IR 2 23 e e i il , P A4 M D BE[44]. SASP B 1)
WA T 2 VRGN S AR S SO R A s B, AR R A AR S AR . A, Rk
RO PR I AFIE B2 A gk 52 53k SASP R H, I3 8088 B D ReREAS[45] . Liangshuai Yuan 83 i i 45
REW], LKA AR DNA /L2 ¢ GAS-STING-IRF3 15 SEAZHEER I S0 YAP SR A& A= B
i) At B AR o RRaX — AL S R S R AP A R — B R X [46]. 5 = HKHTZ NAFLD 5
HEMRIA, YasarColak 5 NI, SIRTL [ ok AR . 4iiusE 255 NAFLD Ji3i A= 21
FHORIAR NS ) b R AR E A, A Bt — P O 0] NAFLD ) B A S [47].

5 B&ERE

[ P9 AN TS S, I i AR 2 5 NAFLD ARl R4k o 40 s 55 JH A D0
KRR, TAREHEZORN 5 FPIE R B AT 70 o S T AR TE E ORI U5 BT BARIE S S AR LR A 1]
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FRIAHE, HECABUE TR KM, (H27E NAFLD. FTF40 i 5E & S5 A0 5 AR 70 UsRAT SR A5 0F 78 S HR
IF B B AR Z B0t FAEAE Tah W se i it b, 3wt 5 22 38 2 IR A I L W BRI SO R I AR F 7E EAT

i&#

AR AT, NAFLD FR 3 R B R AR 98 T 7 AR 300 F RS A3 00 S R HF A B
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