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Abstract

The skin is the largest organ of the human body. As people age, not only will the function decline
like other organs, causing various diseases, but also the state of skin aging will gradually appear.
The cellular level reflected in skin aging is cellular aging. The subcutaneous fibroblasts are one of
the most important cell components in the dermis. When the skin ages, the fibroblasts will de-
crease in number, change in shape, and decrease in secretion and synthesis functions. In-depth
study of the mechanism of fibroblasts in skin aging, mainly involving AGES, ROS-MMP, tumor sup-
pressor gene activation, miRNAs, LncRNA TERRA, etc., puts forward new ideas and guiding signific-
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ance for the study of preventing and delaying skin aging. This article will provide a systematic re-
view on the mechanism of fibroblasts in skin aging.
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1. 518

B e AR BCR 28 B, BEE NI, AU G B —FE M I RRIOR , 51 & Fham,
T L 23 1207 I R R A IS 0 o R R 2 2 2 A R R S [l s e () J5 SR, 8 28 S H PR D DT (A Bk (1]
BRI R R MAMER R (WK ANE IR FR8T5 J) BTt & S ma i I R 45 B (1] K BH B R R Ak 28
(ultraviolet rays, UV/)-K IS [B] T AN Wr FRTBEAPG , 2 v A7 A BR1 3% R 520 N 28 R R 30 22 1) e 32 B R R, st
NIGEEE . OGS LRI T30 S 15 355 2 e A0 G IR N B B Rk . RS . 189 )5 Ak
ARG, R RERERI2). BANERFBINRE, BRARET RS gituints, 2ol EPeEi
HBEFEHEZ —[3]. BHEFFRCUESE, HSEANCIRE N B e e dn i, nl {4 f s (e 4r e B G1
XA BE A, AN 3 ORI T2 [4] . 3R 57 388 IRONLAE IE H 40O /KF T I 2 SRR LR AR T, 4F 4
4t ffd(human dermal fibroblasts, HDFs) & 5 bk 0B A i 3= BE4B M e 7y 2 —, AR SG B AR ) S D ReAT A 1Y
B AR S T BN R A U I 2 B iR R 2 — [5] o 1T 36 2 1) R IR U 2 A 3 g ek ek L e DR B R B
DA% 4 8038 22 45 1 e A8 1 R ARk B A 5 HDFs 41 i %5 i T B AN/ sk L35 10k 35 <A <[6] [7].
HATKI, HDFs XK BB MERANEL, F25 AGES. ROS-MMP. 5 E#E. miRNAs,
LncRNA TERRA 45456, T LR HLEE thxh B ke 2 7 B R e iyt #s, 22 128 R E AR . 200K
7t HDFs i Bz [Pk 368 2 (R 5 i i DS R Jee R 3l H 270

2. AGEs #l1

P FE Ak 25K 77 #)(advanced glycation end products, AGEs)/& Hiit kiR 5 A . M52, KRR
2 (A Geid AR B 2 ST T B K R 24 - 4R, AGES 78 NS4 1 2 AL AR FP BT 70 158 11 2 0 \ A
AR T NPT [ A 55 0 L A I FEAE R, N R IR ZA N 1) AGES 94 i B 5 S 40 i 3 n i & A6 2 1T F
AGEs i K AT A E A iR, B E el T S5 ERZE L1 AGEs 2R (RAGE)fil & & JE N
BN B TR E AR, B T A0 A PR OB AT LA i R k>, BRI AT
PR E A ) AL (superoxide dismutate, SOD). i A fk ¥ (catalase, CAT) ST A A B P 535 ek />, X
1 TP SR AL A BB B R > . SOD 2 A EHLAA P - B B T ARG, TS 1K
R[] 422 S B N WL s Ve A B E B &, 5 A BHUAZIGAR B —80A O%[8]. CAT EEAEH &
TH R AE N MR T R 2 i3 S AL, 3 LI BRI 41 B AN SRR AR I 2 T (s A
i R, BRB)MIEE MBOER, ERREPEBERN SR =15 [9]. W& RS E i@
T 20 v RS Hp ) 22 B A VRO R 0 R, T R R O B SR A RS, AT AR R B e A A A T
(malondialdehydehyde, MDA) T 3G JI 8 A Y H 3254, TG I o s A s8os e i 3OS J 8 e &
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YIRS, BETT AU SR R R, T T SO MG R . BT 5] A AT i s, S8UY &1k,
3. ROS-MMP #141

LML AN FIRET R, P24 T KBS reactive oxygen species, ROS), FI Gk Mg,
NI R B R AR B T2 [10] o [RIIE, SCT7= A8 R R AR I R IR, VF 2 22 A K (R IR PUR E L 4k
PN S NG, ST BSR4 R B g (matrix metalloprotein-ase, MMP)fZRIEIE I, T
FEfR T BRI IR AF 4 B PR ER . SR, IS T R ka2t . RS . 7= A SR I SO R [11]
[12]. )54 )@ B A 2 —HF 5 IR R B A AR AR DG I SR BT, b MMIP-1. MMIP-3 Wik R4 FH Ji5 g 7 43 PR
B BRI IR R, B0 RIRIE R RO R % [13]. A W R RIEsE, S S 7 i
P53 7ML A A E R RR REEDRE, ATTARAE 1 Rk b e 4E i 4t i 5 32, 36T 208 1 AR )22 AE,
MITERE T MMP-1. MMP-3 [T, A5 i Ji 41 2 st g 2 4k () e B B SR/, b i (R 056 1 ke o 224k
AL FEAE[14] [15] [16]

4. PR DRI TR

BAHMCHE B B 15 R AT A I St DNA SEBIAFIARTE, M40 B 48 7 DNA 5475« i 5 R0 #
FTEEN RS Rl R, p53 M YGIE AT T 408 A=y A, AT UL R S RET R R
ST AL, A RSP R TR S RN E T 4IME T B A R AR T p53-p21 F pl6 AN
12, WL CIE S 32 1) R B AN GERF AR T pb3 [17]. 1M p53 J&— I8 B JE R 4k, 76 2 Fh S s
G WAL, I R A A S LR AT R TR RE T R R AR E . p21 M A E e )
[F] p53 T ¥F I s JE (Kl 2 —, [7] p53 FrI[ 18] AT ¥ p2.L 111 4 A &) B3 25 11 o A4k i 14 388 (cycline dependent kinase,
COK)iF . ATAHE AL X 55 BF 20 B e 41 ) 2 9 (pRb) £ A B AR AL 5 5 e sk Rl 7 E2F 454, T334l
A KA A 2 GL B, p53 LiANELL, Al EHEiE p21/Rb @ Eg, FEAMFET[19]. pl6 3%
IhiE, Z&FEITFLIE CyclinD-CDK4/6-RB T BR Ak A 12 40 B A 58, 540 B i AR Kt BRI 7E G s ez,
YT & AR 11 CyclinD1 U2 GL/S [ B i B 14 1 ) 45V F DKL » HE s 4 it ) 390 A F2 s v A £
pl6 [RIEIK EFH MR #iH] CyclinD1 (136 7, A HZRIK A gRb,  2E s B AL K BRI E G1 BB
WIMCVEREN S MY B, AT i 1 40 M BIRE . (HJ2, BR T p53-p2l Fl pl6 Wifli&iimis 2 4b, A7
TE A AN T3 1 A8 % (B oR 5 | R BRAE R4 M 32 32, (RS4RI, p53-p21 I pl6 i P4 71 4l f 5 2 1)
KA R EE FEEH.

5. miRNAs #&l

FEARAN,  H AT ) 0 MR B K HDFs 3d s e 22 A4 i 2 18] IR AR ELAR FH 7= A A 2 SR T e 5 e
SHARA TS, BET B AU ROS Ay i b s, A AR T R S R (B HE AN 1) il
FRIRIF 9T RS 26 B, /M Z B A% 2 (microribonucleic acids, miRNAS)ZE 1 i 4 2 41 it 5 5 18 T a) (P
Py CBEVE I [20] FERIT ST T A TR BN RN B 52 HDFs 48 T2 F21) miRNAs 7> FHLEEH R B,
N Ak HDFs 40 46k = BB AE B ECM AR 1 )&, X Fh 8 54 /2 B miRNAs Brsl e . A F
WG £UESE, miR-152 Al miR-181a #R W] LA K i N HDFs #44E . #5205 (integrin subunit alpha 5,
ITGAS) R Z i Vi A0 3 4 DR, (2 56 232 B 1 A o & 2 I/ AR G B AN RS R4 T 9, T miR-152 3% it 45
Pt ITGAS, 1] B [£{ik HDFs [ZEF[21]. 73 71, fE 40 il %5 % HDFs 1, x Yk J5 2 1 (Collagen type X vialpha
1, Col16al) &I T, HAM 7T EIEIEE, colléalmRNA &%k Fifl miR-181a () B EHEELK . Coll6a
— IR ECM MIRE Ry, —HORIER LS FH A A B R AL SkAb, 1 ECM B AR — & EEA
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i b MTEZ, miR-152 Al miR-181a #R A LLIZRL /£ FU K ECM H BT 2 A HORCR, AT (g it
F M FEZ21]). WHBEAPTFTUESZ, miR-29a Fl miR-30 A B2 i 14 1] 12 2 sl B8 4 MY 1 175 995 2 9 525 (A
21 v-myB [RIJE AR 2 (v-myB avian myeloblastosis viral oncogene homolog-like 2, b-MY B) {3 A 1 75 & A
K MIEZ . B-MYB J&— K ik N 1, RIS R, ] ig i 815 2 Pl 5 R DR RA%5 R 4
PHT2[22]. BHFRETREH, miR-17-92 A1 miR-106a {EH ¥ BT 4e4i i A AR R IA K 2 B2 R
f1[23]. WHFURIN, G5 AMERERIHR SIS I N R ST 4E AL, miR-34 S5 miR-34c JE KA .
MiR-34 ZUBAE Ny — i FEORSF B miRNA FEGNR 3% 7 E2TRE, 7T LS B A 3 a B . (214
HET, HEFERAMA KR T-[24])% . amakuchi [25]25f1 Tazawa 25£[26]43 BN miR-34 B YT ER
SIRTL BT IE 545t /E HI T p53 Ele @ i #hi| E2F3 AT 1EHI - p53 5 /4%, 5 Ak p53-miR-34s 1E /%
T TG .

6. LncRNA TERRA #14l

HAi R, KEEE45 RNA(long noncoding RNA, INcRNA)Z K & K F 200 MEZHER K IES S RNA
[27], FBERIEFS . RS G AEIRE G S KPR RAB 75382 ARG 1 Rk A 5 R it R vk
FEREEVER . SRR E M IncRNAs T E 0% MAPK S B 400 T, M IE 28 52 HERE[28] . itk
& FZ AN NG O A R SR PR S Qe 0 BAZ SR BV 5 [29], W BEAE R 70 SRTT AR A, X A4 et A e
PRGN AR e e, HAE T SN E . LncRNA TERRA & —FK4EIE4ID RNA, JTHK
WEFT K, TERRA S5 81k v $06) s 2 440 Mo b 28 K 177 HH B %E ¥ [30] - Feuerhahn %5[31] &3, TERRA
AP TR SEEEE MR LA, TN TERRA FZ6E nl 3@ i K sl 47 4 b K 5, 32
HIAH R .

7. &iE

£5 LTk, HDFs ££ B TEE h Tt & AORE ML E tBoRoB e AT T8 . H1 T HDFs 5 S I IR
AR R T — AR E R R B A BT L, SRR T N R S R S R R R R L
FE I I AR AR SR 1) R FE BB S RN RS, AT RAR Bt T 2 S B kel a. T
Bk 2 i R i i B ) EL AR ) B R e 22 T H 2 32 B AT AN, 3% RO AR 2 5 2 Uk i % 7 1Y)
PG Ml T2 MW R ENUE AR, 45 By b AR PO 2 i R ok 1 23 I s At 7t
Jrik, WA TR BT, RN O B R T T B RBOR PP R T — S PRI
i AT 2 B PRI M LB s RO PUR B 3 BT R B FE

&5k
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