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Abstract

In recent years, there has been an increasing emphasis on the appearance of skin. Skin aging is di-
vided into endogenous aging and exogenous aging. It is extremely important for dermatologists to
understand the mechanism of skin photoaging and develop relevant anti-photoaging research.
This article reviews the mechanisms of skin photoaging.
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1. 518§

P2 — PG it I f, R SR A MR IR A P SR 4 i A A B D R AT A 1] A
BRAT AN, TR R Sk b i R IR B AR AT DUR WA A I 2K [2] . e
R 8, RAMR(UV) RST8] SEUY Ik B B 25 A (PO 42 TR0 HEB 1) 3 )
SIS AR S R 2 A (IR I ) RS = 2R E S . ANE ML 3 B R AR T 5, & nllit
NATFHI[3]. LKL B, KA EX AT B4 UVA (320~400 nm). UVB (280~320 nm)#1 UVC
(200~280 nm) 3 Fi, T UVC FEHRIE KA LR HE AR A h Bk B2 M, BT DART DAHRIA H 3R 1 45
SPOGEEAR UVA. UVB. UVA HiRKIEN T, WAEK)Z, FE0H 8 SR LT 4E IR R 8 204
UVB EEUZNERE, HiFERKHIEELBE: 1 UVC LR 51 20BN KA o UK AR [4] %
HMRHRGT T Rk, AT 51 R RS R . RS BTG R BUBIR (5]

2. MIMERSIERM AR

BN SRR RS, EERREE . HREME N HA =AM, 55h ARk
TS T 'R BRI VTR 48 TS BRI EA[6] . RETEE R A FUR B AR A
RO A, JBI A K S T R IZ I B BCER[ 7], RE B R AR T IR F AN R R 2
—IEWIE . BRI SRR LR R ORI . R ORE MRS R GER, E RSN LRI
IR IR B IERIRBZ . NARF B o2 B4R AN S A S T AE A T AL A BT 4 240 7 A 1A
JER LTS SRIELT 2. WRIRETAE R FIFE Sty DADRAE Bk i 0 B A 3# 58] o

B RRSAZ AT R B LA R HHE

oA BRI BRSO RV, KRR ZEMNNAT, BR AR B B E YR, R
HR o> WA T R T PR IR, IS BB 8 A0 A2 S IR (K A4 [9]. LA RO
R AR N [10]s 76 AR T AR A0 I TR T BARS DUNTSH B 1A R R
MR A R (VR BE T W 3 . B Z A S B G5 T AR A BT 24 A e A S B ) )
F B BATRRIE S RREEIIRT, IR AT YRR MR R s I 570 B SR AN 5 ) AR T BN B
RIR[11] [12]. SEZAC R i BERE T, B4R IS RIHES SR, B A e R PR IR I [13] -

3. BBRAEZLAIHLHI

B R A AR 2 P S 5 5 RIBTE A &P S B 1o Bk F A IE 5 i S, 32250 8 MAPK
f55HIE. NF-«xB 5 5@, Nrf2/ARE {5 5@, TGF-p/Smad {5 5, H40Ek 2 RIMREACHE . 1%
IEORHG. A FAHLEEEZEIS K DNA IR AR SO RN ISR 45 R 78 A0 AN 20 i T2 [14]

3.1. DNA 5

MRS PIAT DNA &R B LSRR 85 . UVB T B3R E DNA, FEIRRL T 30T femsng — 5
(CPD)# 6-4 10z i (6-4PP) 1SS 65T, 451405 DNA XUEESE ), I FHU/N T IEHAG, &5 FE0 DNA
AR . KRS AN T TR 1 ROS RIRE 20 1% DNA F=AE U A IR, 1122 R S i s v e A% 5 211
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HEA] 22T DNA-EE ARSI, LA S A0 B0 IE A7 5T AT 7 A DK St P i s i 2, — I 1 84 67 5 1 S e
WESE, TEMIMENE(C). M fRmEng (T). BREENE(A). SIENE(G)IX MU H, G ML AR, B2
DAL, 8-F2 45 B IEIE (8-0x0G) & G I - EHT AR, Bk FH/E DNA BRI B b AEYIFR1C[15].
TEIER BN, FEEHIHI L po3 75 G1 M B (b4 1, JH7E R At DNA 125 B K5 = 5848
RN, — BERAR™ E BT E 2K, N p53 HAEW & I T- 2R 4% Bax 1 Bel-2 fIF45%,
KB REAH AN E IR T o X PP FEAELN B DNA IR AR5 O . E2, t T [ R B8R 1554
AT LA AR R A AR i p53 FE A ZSAE, 4B X AR B M T o TR s, kiR i Th
BRAS, T 465 5 S AL KL R AR 1 DNA WITE A I S IR N 3047 7 40 73 RAE 2R, ki 5| 1 % 40 e AR
KA AT RERS , TR T ek 5% i WeiE A0 B, ISR 40 A (SCC) FE T 4N i (BCC) Az ik
AR ZJR[16] [17] [18]. Langerhans 42 3% 57 v B B HT 5 I A0 . AN AT DAIR/D 22 A U4t i 1
R APUE LITRE, AT G2 A I 5 SO ke ygg 6 ke B A 1) G2 B M [19]

32. MMM

YA N FE LA P P AR I EE e T (ROS)BLEIE 2, it THUARIGE M RE &, Mo 7 ALk
ML - PrAA IR R IhAE, A A 40 i K 4L SR [15]. ROS HITE K, E 348 el P M 5 A vk
TRhEAR[20]. NYREMERAE I ROS HEERH TLRRLAR, B> T A LRI R N S PR Dh e BE T G R AR
SR ANEMEL G2 ROS K2k AT UV IRES, R R 4 i it & L FEREL T UV 45
WEeRZ G, BSESTIEM, BT ROS [21] [22]. ROS (filtnfafki . dEibE. 8 aeis ik
LI FOE S R R 2B, BlndiiR. BT DNA BRI . 754, ROS 520 4H R T 1) 52
s, JUF RGN RTH AR KALHI(EGF) M4l E KR F-(KGF). B4l N2 (IL)-1, LA IRSERH T
(TNF)-a 152k, AL, ROS HiEMEARR, FEHEBURIIRR, ARG E0E AP-1. 1EH Gk F R
Al 5AERE KPR R, TRERPUE A R o N A BAGEE(SOD) . i AL EBE(CAT) %
WHIEE(PRX) A0t H IR A A (GSH-PX) . 2 H IK(GSH) % JAEREEMPTA R Ge, S H4EER C.
YA E. KA MR ZWEE[23] [24]. AEFRRMT, HUANKEAMPUEENR REAAEIIEARE, H
UV IS4 1t £ 1 ROS, MIFTRE 1 E A APt AL 7R R 94T, S 20T HUAR P77 A e S8 AL S
B RS ZAR ) 55— 2 A R R BT AN, ROS FTRERIIR T 8 A . AR LA A DNA, i B
PR T B R FRT ROS A REAE A —E M8 T FiF— R EZ (G EAL M, HIE(NF-xB.
T -1 (AP-1) 85 S5 BRI A% 12 2 1 4 M PR 7 S 5 i 4 s 2 B (MMPs) ISR B, ik 1T S 880Kk R 1
JSL A LA 5T 4 e 1 B A [25] -

3.3. RIERM

UV JERHIE w] {5 3% B 5 Mg i 7= A6 a0 L 40 BB A 3% 1L-1ac IL-18- 1L-6 R 20 B SR FE4E F IR 7 (TNF-at)
FR MR REA M T, i NF-«B {5 51818, MWM{2 A A -2 (COX-2)MHuTFIliE % E2 (PGE2)%5 1K
FEAEFRIL[26]. NF-kB & —Fp 2 [ VeI 1 1 B sk R o ARG T , TE4HM5 N 5 NF-«B Al NF-«B
B (1B S &, LAARE MRS HBL27]. UV SR EEE TNF-a 53524k TNF-RI &4, K
NF-xB I EEEF(IKK), T2 kB Bz =R, FHH0H NF-«B, $ RN, B 3012 % 1%
BRI N RS, SRR SR RE, a5 N4 [28].

34. RIRGHNT

UV SFEE Rl i R = RO Z A DR, 3R A K 7 AR (EGFR)SE,  ELEEF ML AT
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12 B (MAPK) « B R LI - 3-8 Bl /8 11 B B (PISKI/AKY) 2 {5 ElIE, Bl AP fi—3ik, 2
R MMPs [N T4 I LB 40 248 KK 7 (TGF-B) -5 H 32 AR f sl &, i 5 J5 R N T 45 1 B I 4
MMPs $1 5t IR R 8 . ZF4EN R 3RS BN 2RSS ECM S E I BE . MMP-1. MMP-3 A1 MMP-9
(A3 B 7 A T K R B 1 o P O R B BT R R4k, AT e I e 5 A e AN LR B R
A NG A T B R B Al SO I 5 808 k1) R FE[29]

3.5. 4ApAT

UM TR TN T IR RESE M 0 A PRI, dEMEAT T SRR BT B R AR R R PR T2 [30] .
UV &5 BT S B AT T e, KB BRI i DUN ZANBRAR SE I —RaE I ANE RS, TR AR
s 2 R ZRLAR A I IR TR AR [31] . UV 48 S5 K I AMNEYEAS 543 1, 41 TNF-a. Fas Ei A& (Fas-L)
SRR, HIEE AR KA R IR R A M (Caspase)-8, #EME I T2 M 4 i Caspase-3,
a5 AR A MBI T2[32] . PRI IR AR 2R A B P (1 A8 AR 5] R SR SRR DG B 7, T HL B ik
EURE-2 JE R4 (Bel-2) K4 A R O E LAY, Bel-2 KRS AR T EAMEATEH. UV
NS T BCl it KR IBTE T A B BCI-2, SRVETIE AR Bax AR AR Y,
W T SRR R R BE P, R 2R R P 40 T .35 C (Cyto C)BE KBTS B4 B i Hh 5 0 Tl R A
F ¥ (Apaf-1)at &1 A %2 Y, 2 J5 Apaf §i—F T 554 Caspase-9 HijfA1M 5 Caspase-9 ffi & F4 1%,
FAT/MAE, HEmiEME T Caspase-3, MR, )55 T PIASE[33].

4. BEE

PR NG ER MRS, FEAHLEL 2 [ A1 2 SR A . AT, SR T ROt R 2 LB A AR R
MR R RIER) T 70 FIRIK . TEARAMRIE S AR PERIEON,  #RAT DS F A 38 A 315 R 2 el 4
HOCEA SR G RN RNV DNA . MM T ROERN, RIEGEZRI TR
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