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Abstract

Keywords

Skin photoaging refers to the skin’s long-term skin aging caused by ultraviolet (UV) radiation. UV irradiation
induces the production of reactive oxygen species, which can be transmitted through multiple signaling pathways
to overexpress active matrix metalloprotes (MMPs). MMPs play a key role in collagen degradation, and its main
biology is characterized by the destruction of fibroblast function in the dermis, the decreased ability to synthesize
and secrete collagen, the specific degradation of extracellular matrix components, the destruction of the normal
structure of collagen (fiber), and ultimately the photoaging of the skin.
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KRk —F 2 YIS, 2
IR R 2R 5 A TR RO AR AR, DA
SREAL RSN IEVE 2 AL . AT R ALK IE & = 2 n
B, EHEEHABEERMUV., b2 P flEs|
e, HrPUVAEREL N R G 1Y A R
R EENER,

KB & B AFE MUV UVA(320~400 nm),
UVB(280~320 nm) fIUVC(200~280 nm)., UV HE
AR S H KU e, Hrpuv et A i 4 i s
15 F1 ek, (HJLFBr A UV CHER B AR Z W,
AREF| AL . KNI UVAFIUVBE S 8 & ot #%
LM EE R . UVAZEIE SR, JZUVBRYS00~
1 0001, AITRIA R BRI )2 FIEC R 2, 2l B ik
WA E N R MUVB/ERH TR IRERKZ, &
51 Bz kLT B 2R U B i RS . 24
FEREEK,

6 Ak B It PR 2% B4 3 I O B bk 2% TR
KL AL, BRIE L BMMEY K, mEEA
ROk MR m AR . BAT, W PR AR g i
L, FR A SR B B, R FH Glogau i PIx}
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s, WA WSS DRSS, BB
W ERTUE , BA KR S A IR AT L ) =6 48 1l
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Rlizghit AR akar, AR MaRDE, A0Em
RIS Ry ik i B AN, 30~40% 2 0L 112K
b B O G | | o s e S A S U i )
RULE . EARAA . Yok A0 B A0 0 B e UL
X— R ES0~60% £ ; 60~70% JRHLE T %
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JR E - o S VR 1 SR A W o R = W R
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U4 2 A4 an i . A K 40 it 45 410 i
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B AI I 5 14 73 ik AR A E A I

21 EREREEQE

MMPss& — 2 5 R SF B &8 R T Y18 A
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LR AT A A G ke 7 X Z2 A, an S AR R
W RANREEST RN T, 84k, B0
28 AN [F] 2 7 {1 MM Ps 7 45 P B A= BRI 7 vp 4 4
FEMEHY, A, Ginfas . e RMm
I CWR L RIE . A A RO

MR A5 L RS W o S P NS5 A R AE (AN TR], MMPs
ALY s A EET A, 1) (MMP-1,
MMP-8, MMP-13), £ MMP-1([0] 5 7 i) ,
AIYER T 2RIy, 0T B A D8RI TIT Y 2 4 i Ji
FAY, EECMMEE PR CHAER . 2) 1 KAl
(MMP-2, MMP-9), FE JMMP-9(H] K fi-B),
et b R AR, T e [a] 5T 240 A DA D Y O =X
AU, BTSSR OV IR IR, BEAETH AL K
ECMJ 5y, BlantvAI & M . 3) [ M R
(MMP-3, MMP-10, MMP-11) 574G 20T I R i
A5 HES , RERE R MR IAN A 4E i IR SR 1, JF
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MMP-15FIMMP-16) HA7 53 5} 1) C- A i 5 -7 A7
S I B T R B Y X 4k . MMP-14 1M MP-163) [ fift
21 AR SR TR AR 1

bR LRSS, A JLAMMPsI A 53
A KBS N 4 g B B A (MMP-12)
I B 5K R RSP (renin angiotensin system
inhibitor, RASI-1), BIMMP-19, f#% (MMP-20)
F I 2 (MMP-28)1

2.2 UV @ MMPs Fix AR &
MMPS [ 3% 3k 38 1o 3 K 5% 5% . il )5 7% 4L (pro-
MMPs) i b )5 4 J8 & 2 2L 6 - (tissue
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inhibitors of metalloproteinase, TIMPs)#lJi |35
AT Y o UVIRGHE T 2 4605 5 5 Sl AR 1
MMPs ik, HiE FEEMMA 24 235
‘ﬁﬂﬁﬁlﬂ%{@(mitogen-activated protein kinase,
MAPK) Fl1#% [ F-xB(nuclear factor-kappa B, NE-
xB) {5 5 1 % .

2.2.1 MAPK @ % [

2R AN IR LR AT AR AR S L A0 M AR T
ZARE I T B ROS, BTG MAPKF 5 ok
B B Bk 2 ZAMMPs 9 R 35 . MAPKs 2 Hi fif 24 R
I P22 Z R /75 2 TR W 2 6, AL AR AME
5 UR VT P (extracellular signal-regulated kinase,
ERK), p382Z%LJ5i% fb 2 1 ¥ (P38MAP kinase,
p38MAPK) Fl c-Jun %4 K& A i ¥ (c-Jun NH2-
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B c-Jun5 c-Fos R LI K Hfh 25 (A F 4 B T2 Bl
%%??ﬁfk%lﬁl-l(transcription factor activator
protein-1, AP-1), c-Jun IN- A i 385 DX 1) Wl 7 b 9
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F, NF-«B BRI 5 NE-«B I il 7 -« B4
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PLIT% I B4 (IxB kinase, IKK), W51k AYIKKfH
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IS JE MMPsAZ A E 3 09 S PR, 40 L e i 2T 4 2
J B MMP-1FIMMP-3 ., Wu U A5 30 3 %55 2 41
il N £ 5T 20 R TNE- s S 14 48 0 Al 8L &
P AL, I8 RE IR U VBT 0 B R LB
3-J M (phosphatidylinositol 3-kinase, PI3K)Zik,
VLN FE H B (proteinldnase B, PKB)M®E R b Al
NF-xBIE , DA B o i I i e A
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(peroxisome proliferators-activated receptors,
PPAR) /3 HPPARa, §(IB)MIy3FiL7, PPARSZE:
— R A, 5 R RAR S AT SR 2 R A ) Th
AEA G B AT UIE B2 45 15 R 2 58 0 K 1 M TN F oAl
IENY Y AR, 39 40 5 7 A B OIR S, it g
RAEHF IR (F 5", PPARSIIE —Fh N
TP, BBTE P PPARS A i i b M B2
it F 9k 71 35 1 RV R Y, RIRHTUVBIE T 1Y 240 1 52
&, [FI T PISK/AktfF 5, de A b Sy T 2 i
FROSHIAE N

MAPKAE 5 % 5 3 % P il A — 4> B 2030 19
FH 34 (stress activated protein kinase, SAPK)if
B ZAE S K 0 B S L R A, (H
i 1 SAPIGH 15 - MMPs R I B i f b, A JNKAN
P38MAPK M 453l 2 5 i 72

B iy — s pEs IR W S F R 2k
(aromatic hydrocarbon receptor, AHR)fEUVBif
SR SO B PR A, AR — RO B
KT, TR R A LN fa BOE AL . K
21 7 40 i A PR R AN A Rk o AT ZE AR
O AHRBO TG 5, MMP-1k8m, 4k 2
5 R A R, T RE S B A& SR AR L
YJsT . 40 4 5 O3 A R DG B PR B 48 AR G ik A A
B0 AHRIE 5 H Al s vk R R B Rz R R AT
K, AR Bz Bk DR O A 3 3 2= T R AT 2 B A
FERIHRAE Y

4 B I 0 L ZLH R (tissue inhibitor of
matrix metalloproteinases, TIMPS)%%?&‘@ F4) 48 it
SNE BT, BEIA S R MMPs Y NIRRT I
MMPs/&—fHA S 54N, 150 FdHH
B AR K AR PR B ANBE R R . BR T EATIE
PR R i R MM A i 57 O A T 2 b, BOR B /Y
TEHE 2 B TIMP ELAT BT MMP I P 1 BE 4 2,
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2.3 MMPs 18 3% 18 B8 3 Bz Bk St &1L B0 22 i
2.3.1 MRREZ G A

EL A K (W AF 5% UF B 58 26 4 3 T L3S in A
1A B ik P MMPs Y 2635 . MMPs ] UL fit JLF BT A
CRMECMEE BT 4y, WREE . 2F 4% 4%
A, MEEAMEA SR, ANttt
LeeZRGE , N T fz 4T 4 40 i 10 22 Ak IR 5 )5
FHE 24 MMP-1, MMP-3FIMMP-9, FfIA A
AL R R PR AR K ATER .

J2 J A 1 R EC MR 45 45 4 20 b 2 B 0 AR ik
CROEER . DAY R AR [ 7E B TR 25 45 A 2V ke
1) o 3 I S DRI R e R R AR — 2R HLA R
AR V52K F1RE S fIMMP ,  7E 4 Rl 00 F % T g
JEECM I B At S B/ FH Y 21 40 1) B DR 1 7
FE WAL A5 S e A = BUiE A B, 1637 CRY A
KM ARVE R B IG o X BE R B AT g MM Ps E— 2
R fife O vl i) JO B D5 B (MIMIP- 1) L I v P s 44
Ji2 J57 il (MM P- 8 ) i Jie Jit 1l 3 (MIMLP-13) (1 4 ] £ W]
B WO RY R R 2 R AR, BT AT 26
oL F BB I BE . 1 S MMPs S5 4 e Dt ity 3
B OL, MMP-1684F 5 MERE g 5L P )T, 11, 111
AU 5L, (] s A BB Bl [R) A MM P S — 2 /R F VT
FTIXAY R J5E . B e 56 1T A IR EC MU A &% 445 44 A=
HIEE, ML #EE B & R Rl argE
FAMMP-87E [z R UV S 19 58 i 48t 49 b i /R R A
B o B SR R Y & B R R AMEIE T, B
(0 BR R A /N PO S5 TR R TR AT L
MMP-13%F 24 figf i R 1A B /s o 8 i e S 1
e H Al e D T A Ak S A R R R . B,
1AL T, MMP-8FIMMP-13 1] fig X} 1% J5 &
FA F14) 3 R 8 A 5 47 i i 1) 5 M AR /) o

FR A 1) B & - 1RIMMP-3, BT 2 R
YIRS, "TUARE R K EMWECMBE M, g4k
BEA., BHREREA. MEEA . REEATA
T 2 2070 I R i Ak TR i 2K 1
SR AR . MMP-3/) R8I fig 2 /EECM
% MMPS ) il )50 28 (pro-MMPs) 7, 451 4 Jig 5
fitg . OH S B AN SE i 3 . SRR IR B R IS T 1k
MMP-1HIMMP-3 (¥ KR, 7EMMP-1 2/ 17l
A R E A G, MMP-33F— 22 JF I R 25 Y
R fif o MMP-10 (1] BT % 25 -2 ) A 25T MMP-3
BOVE T, H 2 H 2 i TV R RV R SR 1 A Ak o)
fie 5 MMP-34H HL 4855 .

MMP-9UY | W FRIANEEEB, 1EZ 4[5 55 S %
e, MAPKIR R 52 &AFE K175 5 MMP-9 3 35 ¢
REAEY), HERFRKEE LR TAP-11Y

k. MMP-9J& i AR Aiffa ik, vl DL 24 B
&, v, V, VIDFIXAYRE 27 4, IR SL K I
SEACPEDY S e e R R 67 5T 2 B - A, o
TRE RS LEE, LT, MMP- 1R
JREE A, WA AW RS, # 2 MMP-9 il
MMP-233F— 25 g, DRI Al AT ]2 Fg i It A7) s e fik Je
JE 2 5 i e S 2T 4 A B A A g P2
2.3.2 ATEMR G A

Wi Rz BRI DR AR TR AL, MR AR AR T
Ak, BB R B A M. BR
PR A R b A D, R R
SRR BE 1 0 B N . SRR R KRR
REAR 5 25 5 55 40 2 Jk o e T b R 61 R A 56
SR 2R RS SO IR BRI A i
4 JB SRR R 1 Y MMP- 122 B s v 3 11 1 B A AR
FIMMP., 5 I A1 At 1R 2T 24 20 B 43 I MMP- 12 10 %
MR RS . BRI R SN, MMP-127] DI
fEECM P ) HA Y , Flan iRVl jr B £F %
B, AHEE-1, EREED . NEF. RN
WIRCE E . MMP-12i8 71 57 HAllMMPs (4T MMP-
1, MMP-3HIMMP-9)FiA& 1855 2. BRMMP-12
ZAh, MMP-7 (R R ) 0T A 800 i i 8
TEE AN IRGT T, MMP-7 R AL AT DL 4 fift o4 2
F, 0 H A R R ECM B 2 HAl R Y, anTv Al
. WEF . FEEA. EREEAMRKEE
R, HAbMMPs, Q3L 4 R
fitg , AT LARE IR B B P 5 21 A 1 445 A0 1 4 R Ik
S, TR R A BUR

3 %iE

KR T RN RS R R AR 21
FEEJFERE, Hdr, UVBEIEMMPsH) 5 FIATE L
JR G2 AL 1 95 B A BEAL A Pl B . SRR
FEFHEULAMMPsHY LE, 1% TECMAYAFi4l
B o ELEIEC M I 26 o 48 25 5 80U ik 48U iy
PR, R RGE R EEARAE . L, JETY
MMPs 2 Bij 1k Bz R 405 1 SR g 2 —, FRAIRMMPs
(TG Pk LA Al s i = A, NI RE S 4 .
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