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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. 5|8

P 4 i 5 14 JT 995 (Noonalcoholic Fatty Liver Disease, NAFLD) & i B #MEAS A1 H Ath BH B T 45405 [R &R
B, LA 5 A8 Dy 2 R AE ) R BRER A AIE o B T IR JHESE R0 2 BB R i (type 2 Diabetes Mellitus,
T2DM)HJRAT, NAFLD TR A BRG] P 5 W ER R, 23RVEE N A 10 2 N8, FRE
NAFLD H % 4) 29.2%, HAET, NAFLD O CARERE — KB . PR KK, M-S
MBET R BB IN, oA ™ B G NSRRI 1] [2]. T UVERT ORI, a2 5 R R A4
YIS, B A s 2L, AT DO IR OG0 3 2 e vs S AR h e I AE B 2
BT 20 NAFLD 25— RFAH ISHNE[3] [4]. [ FAT T30 A AN i 3 2 AN S BURF IR, ik 5 HAhop IR
Wi RS R B AT 7o R IR 32 M VB @ e o R, A B TP fig o 4 Bk
5 2 AH DS Ps ) R A AE . AR S I A0 R S B RO AL R AT £53R BT VR AR TR 1 R 10T I R
IR TR

2. {WFARES NAFLD KX R

BN K E—RVEBAAL, GIEFIAR TR RS A= (e 2. FELzm 1
WM B TR 2R E A TRIAM A, IR TIRERES . DARTERE B P, AR, 4T,
44 it DR - AR 7 R - ST T R B I IE P AR R ) R % NAFLD B R AEFIERE[S]. 1986 4F,
PG IRE AL T RS AR AR G AR AL, R AR 22 2 W HF 40 B R R e 6] b it [ 3 AT 46 72
JFFEH 22 5 IR R R &R

I VIR AR I, NAFLD 5 [T (0 40 M 3 32 35 DI A O o 3 22 10 JFF JUE 200 L 7 262 10 U 4 L 2 0 114
FEEMAE MR AL, T NAFLD 5N EARRME . JE S =T i e A g = A oG, #
WHRAZREAE AT NERIL[7]. BT CA AR FTIESS, s, a0 AR = SR LRSS
I3 IR IR 5 4R A 55 [8] [9] [10], MM HRATH FE, NAFLD 5HAMASC LA ME—FE, ¥ 59 5EE
Ko FRHREEEAAE, & BA R O XU R 2 AR S (0 2R 36 7 ST 1, I A MO TR B, 12
AV T TRHR S T 58 2 AR LY SASP (SA-B-gal Jett, SA-B-gal i&TE. B Z . P53, pl6 Ml p21
SNFRFIE R, SASP H 7 2@ T NF-«B M1 CCAAT/HY 58 145455 H-b (C/EBPb)E# 3t /KF 1 i
#[11]. Yu Gao 25 N R IUZ BN =4 FGF21 F£ i BIAG A b, AT 3z A2 18 75 JFF JU g 0 2 s, AT
3% NAFLD FIATEZEZ . IF R FFA 0% AMPK/ULK 8%, 06| @weffigists, 4MEME FGF21 1
WA A 3% AMPK/ULK ] B [12]. BREEIHFIESE T D-FU0E 5 S 10 R A5 AN BRI I 4L 2L ik
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BRI, SUAALRE I BRAR. #E PRI SERE AT AR 25 2508 D-F RS S A28, /NS4
FOHLA AT 6 55 48 R I SE R OS R0 M Nrf2/HO-1 {5 ‘Sl AT 5 U 4L 23 i e Sl AL e 0 D4
S NIBOKTA 2% [13]. 3 VA N AMR 2 3T 70 R A0 i 3822 2 NAFLD 5%, (H B B A 73147
W

3. HAREENEEXERTHER

1) FFErgift. FTEr4Etb RRRE 2 A A B (ECM) I FERR 2, A A & T3 38 T 5 2 R AT
T B, R AR R AR 2, Bl TR R B SR OC . R TG. 5
PR AU KL SOBAR S, MR AR A A ) e rT AR ([ 14]. B AT FUIESE, WA T 4F 4ifk iz
() SR T S AFE R I 2 TR A HSCO) M A 2 S 4 . B4 IL-22, IL-10 AliEd STAT3 5%
HSC 40 58 % 31 7] G5 B S8 00 FF AP 254K 15] [16] [17], SR T HSC 4 8 2 5 JFF IR B AR 40 o 56 3% 0 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,
SR E AT IE LT A [ 16]0 BEFCR I, 18 1 S 3N BRI RTAF P bR Bt — 2D e, Ak
WEY, p-EIBET R, p21 W2 T, IGF-1 (IGF-1 &S EA KR TR — R, B SEN
i %E 2 K I RE)AEXT BEAR[ 18], AWK, FE MM SR E R K& 1L-6, 1) IL-6 ¥ —
AT R 5 S A R R, AT S WL AR 3k AR A R AR R R, IR “ I 28 7 [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], BLAb, B WF R B, IL-6 il it JAK-STAT3-SNAIL {55 538 4, Al B b 57 40 o b 1 35 & Fa b SA-B-gal
FILBEAC, BURE IL-6 Z5MBIHE LI, RE3E IR AR AR 40 R A R R [21] .

2) FHEEAG . AR AR A e SRR I, 2 &P e M o gk g 22 DU R DR 8 ME 4R 4R AL . (BNt TE
B~ FF P9 AN I 3 B A R AE A0 B B[220 WG ST AR A — M5 v S N R4, A a3k iy T 4 e e )
o WEFCRINL, FEMREAGIIARAS 2 B A 2 R o R 4 A IR R, IS5 I 21 A0 B4 M e A7 B S 1)
KAR[23]. E/ANERA, AL T wh G E SRR A R I, I 5 S I S R v] LS B i [ 24], BRIt
AL A7 AE B R AR 2 IR . U, TE B S R, 32 5 PR I R A2 R A O[25]. 4R,
AR T %2 22 5 1 S A 30 e 1 B AR ML AT AS BH A

3) FramfusE . 2 g 2 B T E A B DY B RE AN O E A A T R R (261, H AT B FTIESE,
JFF2 P 3 52 5 P 20 B s o 0 A B SR DG Ik o AR TR IE S, 7 /D R R AE A 2 5 A P e 2 s PR )
BT, HEMFME SRR 27]. —HRR S H Jumonji (JmjC)Z5 43k ¥ 41 8 (1 25 F R # iF
W 8 22 3o v o ) T A D T L S0 S SAHF (G2 M SR ) S e €0 R 4 i, S SR k8 0 ) 356
YTER, 41 E2F)F1 SASP (2 AHC M MARAY), o] Ref kI & 26 (28] bk, WRFURIL, ZEE4iH
AT LA MARH IS SASP (1 IL-6. 1L-8 %5)5'F b7 - 1A 78 Jit 4% 728 (EMT) A A B (1 B8 , (i 3k i yes 40 Ff 1 =
A Z W BEAG[29]. AL, WEFUREL, NAFLD SEUCF4IeE, AL — 3 MOk g o, 16
N NAFLD AH I A0 s b, A O 10 R 2T 4 4 R A g e FrF 22 bR 40 i 52 555k B B HCC 1)
FRLEAHEL, 3EZF0 SASP ARiCWIIFIAR N, X RIS bR FUAH DI85 SO 40 fdis Db, 8 A iE
P4 SO AR PR A, IXANIE R AT BE S A0 i R 2 B R A OR[30].

4. YRRAZEETERTAEARRS FROPLHBIRST

1) miRNAs 541 %E . miRNA £&7E RN IEEREA RE DR EEHRS RNA, K29 20~25 M
HER. miRNA [ 8SE B RNA B4 I A miRNA FE R E 5K A% miRNA (pri-miRNA)JFAEK) . T
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4, microRNA (miRNA) KA M4 R 1 — P i JE R HLEI[31]. Judith Campisi 55 A &I p53 Al
ORI FEE B 20 98 (Rb) Bt S i A6 T 5 2 b R rp AR KA IR S R e R 8 G EL 2 [32] . BEJR AF 7S R B,

MR, 2R miRNAs 2 5135 p53 @4 . AT 5 A 5 10 PR 6 & B A3t J2 . 2003 48,
Beausejour 55 N KL, pl6/pRB BN T AR5 & A KAF A L RA IR, FHXTFE 51 pS3, pRB
BRI B RIE TC TR A B 2E(33] . R4 pRB ISR T 38 20 i b 2 OR300 L 32, (HHLAE
FELIHE SR R IAME I MATE 2 . 2010 4F, Hamrick 576 /N BB BRI Z P R B 57 DN EFERIA
) miRNA, H miR-7. miR-468. miR-542 1 miR-698 ik & i % J+ 1, miR-124a. miR-181a. miR-221.
miR-382. miR-434 Fl miR-455 &5 Nl Li FEREE/DNRMA L] 70 MERIE EHK miRNA, B8
HIX S miRNA R IR TA R SV [34] [35] [36]. 2012 4E, Sk EREARBL, LPK (L 7 75 i i i) 5 2]
it DNA FIEAL AT AR R AC U, JF FLZE NAFLD #58 rh ik FiE[37]. 2020 4E, #3508 N KL,

SIRT6 it &t B NAFLD H0 1R e NLHIAH — B ia s, HEWTtH SIRT6 5 PR 78 JH- 4 i 3 2
FEh RS EEAEH38]. HATET AR miRNAs 76 FFAEFEZ h HLHEI RS, R4kt 7T,

2) ML TP R AR ILVE 2 0 0 RO AL S/ 20, el R Gt 2B - 8 13
KM EAE, s IR R R I, 2008 4, Valery Krizhanovsky 58 AN, FEZ AN LK B IEALHIIT
SRR, AR AT E M 7 B 4534 I 38 58 9 7 2R DURR FE AR A B R R A A IR . X SR R B, 54
BEAMU, ZHERRMIFETRES A D HRMERAA[39]. ML LH BRI, AEKYHH
TE A A R 93 1 e v () — 280 s LA R 40 M5 5 AR 32 o2 32 B il i BB IR A 4 i P16INK4a
SKSEIL[40]. 2018 4F, 7 RKESENKM, FUEEZdfEd, FFmie s SOsO RO, R MA RS 7
SANRRBIEI, JEshRAE RN, (R R — ERE LRI s R R, SRR
PEANMRFELE AT FT A AR 2 FIT 5 BB P4, 8 PR SORE G U A B O [ 12]. FIREWE AR I,
P53 3L B AN (AL £ AT A R B R AT R AT i T, thdn, i pS3 il R TEZ 4T AT LUK NK
SHARFIZAN A EE M T bk D40 S5 AL B SOREIRAT, IR S ThRE, PRAIHTAE A = 2E[27] [39] [41].

3) YU S RS F AP W TR R, 4 32 43 ) B RIS AE T AR IR AR L 9 5 K HT(Insulin
Resistance, TR)ZHRIERFA FIREIER . 548, MM Zmit i miRNA 128 bk i 76 5 A &7
TR FH A2 2R 32 10 B AR, I B H AT B 1 52 55— ) miRNA SR RAAR 57 1 % Fh 7 = 7Y
[42]. WRFCECZ HIMI OSBS54 : miR-155. miR-21. miR-34a. miR-122 [43]%%, iX%% miRNA 7E A%
NAFLD UL & = IRk &rids S A 2 0/ B NAFLD BT 2L 40 rb 3808 S, AN mT B ad e U i i AR il
(P42 LS REL [ AR B R 2 [R) ()~ YT, B2 5 T NAFLD BRIt #£[36]. 2019 47, Allyson K
R, 3 A0 I 55 AT BE A2 Dl JIE JHE AR DA T RE R0 (1A BRI, 28 32 40 AN DO\ i %8 22 AH 50 73 WA 3R
BY(SASP) EL 2 9) B ik B 24K, 10 LA AR 2 23 e % G IR, B A Al P Th RE[44]. SASP B4
WA i 2 VA S AR 5 S 2 AU 0GB, AT i A A S AR . SR, Rk
RO R IS )L A gk 52 53k SASP H, I3 8088 B U ReREAS[45]. Liangshuai Yuan 18I B 7L 45
RRW, LKA AR DNA /L2 ¢ GAS-STING-IRF3 15 S{EAZHEER I S0 YAP SR A L& A= B
it At B AR o RRaX — AL S R S R AP A R R — B R X [46]. B = HKHTZ NAFLD #ix
HIEMRIA, YasarColak %5 NI, SIRT1 [ ok AR R . 4HisE 2555 NAFLD Jisi A= 2
FHORHIARNE ) R BRI PE T, A 33— 20 O #Hil NAFLD () BAREE £1[47].

5. REERE

[ YA TS S, I A 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 KMEERE, (H27E NAFLD. FF40 I 5E & S5 A0 5 AR 70 SUsRAT SR A5 0F 78 S B
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
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