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1.1.IMAPK {5 5 %

MAPK 5 570 I 7 2 Fh £ HL S B R PR B S
L AR ROREEE . oAl TR R R AR, 2
% 2 4,4 ERK1/2 (Extracellular Signal-Regulated Kinases
1/2, ERK1/2) . p38/MAPK(p38 Mitogen-activated Protein
Kinase), JNK(c-Jun N-terminal Kinase), ERK(Extracellular
Signal-regulated kinase) 55 V. jf i, . P38/MAPK i1 INK
SE NN R AN IR (B AR T, K A R
S GIR B RAEM LB, (EBEE AR (ROS) A4 L,
ROS FHt— 7% MAPK [F5T8EE 145N TES o

P38/MAPK ji . P38 il B3l IR 14 I S8 v e 5%
F ATF-2(Activating Transcription Factor-2), ATF-2 Jun
KRGS T IR K, SR A s E
I -1(Activator Protein-1, AP-1) iyt ™,

INKGH e INK 3 2265 T2 6 c-JunZE (1, BERR 1L 1Y
c-Jun 5 ¢-FOS Z5 5Tk 514 AP-17,

ERK1/2 8 % : ERK I8 13 4% 53¢ i 425 5 o-fos #5335 1
FRIRIL c-fos [, N AP-1 IR AR ALRER: 17,

AP-1ERRBERHSR R T, RBISSS & MMPs ZE[R 53]
T XY AP-1 I Te (2 5 5T 2 J 28 1 % (MMPs) 11
AP BT, MMPs GRS A% 2L R 2R AN EE IR, SR
HNEETRG RS AR T, SECE RV MBRIE i 51EE
S, R B R A AR, SRR

Schwartz 55 SR A B, H B A55 1) Be Jik v 1 i e
2 i B AR IO B B T A M I 2 8 B P 20%, RS
SHUIE 2 24 1 W AR 1 55 B Jik S 2 A i, DT S B AT
HIIZ Ak o
1.1.2NF-kB /& 5%

FERZ B E B FE A, NF-«B A2 ANE 5 i
JEARI AR A AZ O 5 R 1. NF-xB 5510 B 7E JERE R e
SRR

Bz e UVA S# 5 72 42 1 ROS, 34035 1-«B 3 (IKK),
FIK 1B BRI B, (75 NF-xB p65 V1 BRI
p65 (B, 5 CBP/P300 45 &, (R{E4HEE I LBEE, )
KHBIE R T NF-xBF S35 1%, 2 MMPs #1 TNF-a, IL-6,
IL-10 5 MR R I RIK, N i 0 B = i R 4T
P IELT:, SEUERBEU A
1.2REEBEHREXESEE: TGF-p/SmadESiERE

UVA BRSNS R0 I S8 R U N, 8 4 i
W, PEMRIR A SRR 1, a5 R 2
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A, SOMRRE F A, TS EUR RS
JBE T ol T K O B (55 % (0 47 Smad2/3 71 ERK1/2, Xue
S5 N VB gE R B UVA B S AL 3L I 19 N B R B 4T 4 4
Jifl (Human Dermal Fibroblasts, HDFs) ', Smad2/3(Mothers
Against Decapentaplegic Homolog 2/3, Smad2/3) [1BEER (LK
FRFERML. Fik, UVABRGHIE TGF-B 3 Smad2/3
AT, TR A

AL LE K HF TGF-Bo2— > 2 T BB A 40 I B 7 B %K
B, AT ZMARHEETE . M R A HEANES SR A A )
EHEF . TGF-B/Smad 55 H & 12 FL Al A 4RI & Ak
J02 L A0 T % 22—, TGF-Bai i 3% Smad /511
IR I S N SEBIRS J JER G H R A Y . TGF-B5 TRRILSE
A, AIOE H 132 4K (Transforming Growth Factor-Beta
Receptor I, TBRI) , #E/ 5 Smad2/3 FUBERL5E L, &
L IR R AR

UVA & 5 518 AP-1K P /) L JF, AP-1iR B 45 &
Smad7(Mothers Against Decapentaplegic Homolog 7) Ji 5] -
EMTel:, (1 Smad7 (R AN Smad7 2 AR MY
Quan" 55 K BL£8 ik UV IS5 (9 8~24h HL, Smad7 &
FIR &5 3 5. Smad7 FE 2 T BRI F16 o
FuE H 7, HE TRRUAE/EA, #0%] Smad2 5 Smad3
HOBTS, AT B R B AT 40 R T 78 e i 13 4
Bo VEREE AR ZEM i, T HREE A
NHARAE T RS S, R Rk E A S E T
Ve, Hapbkas GRS SEEarhEk .
1.3 (5 SBBZEMLE

UVAiFE SRR — 2 1l SO R R At
R A R ER RIS B

MAPK/AP-155 NF-kB fF 7£ ¢ 3L 425, UV i 5 5 &
ROSZE, Wi A MMBE R Z 0K, Mk MRS S 3
B, fE i FEd, TAKI(Transforming Growth Factor-Beta-
Activated Kinase 1) {F2h L5 5 8 G MKXAL, £l TNF I
IL-1 Z (KB5S, [F K7 NF-xBF1 MAPK (INK/p38)
WANT3 Tl 43 e NF-xB L H L5 SR 5l 48 5E F -7 F1 MMPs
B sg, A [ c-Fos 32 75 o AP-12H %5 2 it 25 43 1*);
MAPK i i W i 1k INK B R 1K c-Jun, p38 iR L ATF-2,
SR AP-1 a0 AP-11E R T S5TE IR 1 T 2R
T, BEGOK B NF-«B #5555 5 11 MAPK Y #17%
JFIEMiIfES, HEHEE S MMP-1, MMP-3, MMP-9 455 [7]
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ECM [ fif FG & R BT 5l ™Y TAKI L 8 i NF-«xB
FESR W IL-1a i /- WAIE U, AEFE RS 5 I RF B0
1, {8 AP-13KE1 MMPs 5K AL TRk 27,

MAPK 5 TGF-Biil % /7 7£ 4 #t /F H. UVELE 1Y
ERK ., JNKIp38 Al a1k, Smad3, 1% i AL ] Smad3
1 fig. 1A, MAPK | Ji# 2 B [H] -7 AP-1(c-Fos/c-Jun) jifl
1o 5% 4+ Smad 25 5 (o7 sTURN 3 S B R T p300/CBP(E1A-
Associated Protein 300/CREB-Binding Protein), i#k—35 I\ %
SRZTH IS5 Smad JX BN 1 AR 2k ¥, Verrecchia % 7
WM, INKBEFZ AL c-Jun il JunB, 1 Smad3 (%% 5%
Wk, IfTBELIT TGF-B{5-51@ % . [, AP-1155: Smad7
HIFeik, ] Smad2/3 UBERRIL, tdk—FH54T TGF-BHY
g B X BRI LR, SRR R PR
BRI

NF-«B 5 TGF-B/Smad Ji [ 2 [N {F 1E 2 Z X H #4541
KR EHETEH, WEBEKTHLZNEFEET
p300/CBP, UV ¥ H) NF-xBji i & £ 5 4% p300/CBP [
i Smad3 ) ZBEAGHEGE * . TEWES 41, NF-xB/AP-1
RIS LA Smad7, 2K TGF-B 551
Smad2/3 [k ™, X = EREFUHLEISL FE S UV G S
TGF-B 4K Z) (10 S A R P A A TE ], 15 NF-«B 3K 1)
MMPs = I T AU, s ECR AR AP IR B e &
oii N

2 TR

UVA % S B2 Il SR RS0 A FOH U WA,
TR UVA RIS AN A 45 | R B
B7, TS LA 400 3 195 (MMPs) S UEHE 4 I 71
ML, SEURIEUE AR, [ ] TGE-B1/Smad 5
B R, RSB RS e, T Lk
U, TR AN B R . M.
0 1iRSKIBIE: B

FES R R0 T BB K B TR T20MEeE, M
S BELUT o b S UM e B, TR e A3
T e BRI, T NG (L b B R S
U INB 7 S OB . SRR chn . T, KBS
WD e B BT AN R I, B TR R W
SN, IR B 5 5 S B R T P
4y,

—6— (T

22 M BRREORIPEME

AN ARG E . FEET U= O
TE SR (ROS), KM HYCHT AT S5 BN ROS i ™
A, BETIEOE AN . fA DRSS, (R R
JBE B (MMPs) [IRIA SR, SEAIEANE R 5
PEREAR; @ MAPK(S5EERHIE, SAMEHE, 4KHE
TR AN T2 R 80E , eI 22 20
W (MAPK) 557 S, LJAMREE MMPs 76N 125
TCE WA REEE I RIL ;. @I FIFIE R, 2E5h
LR T EE T R B R ARNE SR, Ak S0 2 AR
KA TR, BE—S D B
2.2.1ROS #& 4

B BRI 2 rh o o < B S JORE SN 1) 43 AL
s T R AR A2 T R pvE AR, B T R E Bt
SUCFIMIBTERES], BETTS EA—RIIGHS A .

TEW B S MR (W2 WG, 44
FC. fEFRE) seEd M REBUERIER, BR0FKAH
B, IR SEAMA R I B k0% 20 S 2R &
— PR AT B AN Z I EY, h2 07 R4
MEMEERZE L, St ek, M At
SHRRE, FHEEHRMIER. MXERY, H
RIEVIRLAH A, ATHGEIZIIL T ROSHIE T/ EH
i (MMP-1) 724, JERARRE AR RN, B e R Jhk
Zi.

W], ZREYE MR 7T DLB IS AN 55 T s
TTG R SRR . Lo, FHS AR RSN S
SN RGN A AR RS Y, By NS R AR B
o A AR A TE R, PR I R 1 ROS /KT B
T 755 5 PRI A\ B JE R ) ROS AT I S OISR, B
LEV M RN, SR e S0,
SONL R 2 SEUR TR RO R R SR IE R 7, fdh
IL-1B., IL-6, TNF-0%%, SIEEZHE—FRIIRAY.. Niu
55 PR R R W B 2 7 BRI I Nrf2-ARE A5 -5 T B 55
SONARG SV REEL, PRI NS ROS AT, &
B HTEAER
2.2.2 T MAPK (5518110 B R4 807 A2

FLRZ PR ANE BT (Extracellular Matrix, ECM) [ 4%
5 B R A B PO CE A R B B, i R R
MAPK-MMPs {5 5@ Bf 1%, AF5ER, Zm3p T iE
G MAPK (558 1%, IR AR BT, RIEDOL
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EWNER . Chen®s VISR I, FLA5F /K SEEU AT ]
MMP-1 1258, A& AT A ARSI R E
Liu 55 B, 1L 2 R B ml @i 15 MAPKGE S,
] MMPs A Ik 1 BURTIEIR 2 AR, HEmZ2fi/N
U B CE LR
2.2.3 5T NF-«B A5 5810 B kA 80 4=

FER KPR R, 2R e e T 4%
B AR TIRIE M BN, 1e7 2 M H] NF-«B i@,
YH TNF-o.. 1L-6. IL-10 &R PEA A 7 LA — S WA S
FEANIRSAAG G -2 2eik, WITEZE i ke ™, kSt
TEBUIREMHIIE 2 5, S NFxB(5 58, FEIE COX-
2, IL-1B, IL-6. TNF-05% 78 i /b 0T (19 RNAFI 2 1 (1 3£
IR O, g R gy BB O KT ZETE AR P AMA R 3
HOPTATETE, HMUHI R H NF-«B p65 WA T «B %
ik, I pes Ik, HEIM IL-1B, IL-6, TNF-o %
O] INOSHIT COX-2 ik, MIMIAEIHTRIEM .
23 BHBFREAS K

F5TER, BT HE I P I T iR 1 o i
A1 TGF-B1. Smad2/3. Smad7 AL &1L, Youss: HT
GERIN, R EE=-E 2 AL B IR 1) B S ol 272 4 i
A AKX AL TGF-B1F1 Smad2/3 (11K, [H i Smad7 [
K-, IRENERERRE H A& BT .

3 JIF AR IR Bk iE A i i R B

3.13eBhtR: BAREFIADIERE

SRR T I 2R R SRANEAN, IR W LA N
FE RIS o RS A B R R g A N, A
X UVA TR SRR AR R 007 i, IR SE A EnT B ik )
P SIS

AR B IR R ATLAR AR AS T, 77 G ) 20 R 43 o i
(e ) 5o (2erE ) wisk. Bl i s i 32
TR R IO, (g Ak A ), HuER
TR RREIC RIS 5 2, UGS BUN AR R
TraCHAS A e, AN AR S E B A IS I
A, W UVBEGHUERIER, & UVALEA RIFTEREE
73,

R SR 75 9 745 SR A 2 BT I 711, T S AR B
SRR, JFEREA A, H B T R
Hl, HZF AN AR, X SORE A b (1) fL 7 R AR ERIT
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BOE R oA B MR e B BB AL, A
s ARt e Bk g5 4,

Meng 55 "I PEAN IO 17 RG22 B K], 75 PFA
AU S oI — L E R IR g LR R i >
W — 2.5 C AR AR R B =0 > 7R T R B AR
1% > NP PR - A = e Ry PR L TR gy > T R A RE TR
PP 58 PR e X SR I 2 A0 UVA BT

PRI, FRATANGE A = L8R R R R H R
Fi . W - BE ORI F AR =0 R K 0 B A
IR TR 19 20 UVA RIS, A2 1L OMC 4% UVB 22490
W, TR T A RN B, RO ERE B o
2RV BREANERSRES
3.2 1 AL R

EEE TR MR E AR AR (A C, fidk
EE) | ERRMIRENSY), A B bR Rk
PERHVE o TEHVE B R T R SRR . o,
A2 ERE A ARSI BRI IR, RE IR
HNEATS RIS M R O . AN, BIE R B A
KEVER, $RF R RIRIREE T, BgsE—Ese, 4k
2% EX UVA It BLHe 1557 BT DTRA A B 47 7F . WANG
AR R, YA EALBE AR UVA B G S 40 1 19 5
BN, PRI ROS KT, FE4EH I &85 1
SEEEME, [RIRY, EREALZE 154 19 (Type 1 Collagen,
Col I ) . M7 Jz J5{ 2 [ (Type IIT Collagen, CollID) 1] [
fi#, FHAHE MMP-1, MMP-2 )2 HO-1 [I5EiE, ikt
JANEE R AR BT,

3.2.2 FEPHEEU 30 £

RAEWFSUESE, AEYRIFTE M B TEHUE ot & 1
FHEEAFHNE, CF R T g R o, &
MR BN ZAAE 2 IR, HarFEs mm
NFERF— AR, FHlra IR, PREEEE
H, HiEETENL . PRI G Z R MG TE ™, iR
T EEEEEONE, PR 4280

(1) MAPK B2

ZAE IR AT I ] MAPK B (S FHLIT AP-1
PO B ] MMPs (108 RAEDT B E . SIS &9
TS S Y 451 5 MAPK () ATP 25 S HH ELAE B ok
(Oryza sativa L)RHUTE & B ISFIZ 828R, Han 5% i
FERINEL CTEHEI) AT I LRl AP 42 p38 AT INK
HIBERRAL, BETTHDE] AP-1307E, " MMP-141 MMP-3 %
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Ko BEETILAZRBBFIRE BGCOTF NG AT EL
PRk, FIEL A H] MAPK i B 70 ] MMP-1, MMP-8 71
MMP-13 [1j7£i5 B, Chiang % ™ & BI [F 2= H2 B v] DA 1
B BT 4RI UVB B 500 MMPs 35, IHt4h, H

{5 2 B T R AR T o, 8 I B4 ) MMIPs [0k
(%£1),
%=1 Hib 5B MAPK BEIETHERRE & EEnE =B
BELHTR GRS TEME SR 2R
s MAPK/AP-1(ERK/
Glycosyl flavones from 75T
" INK/p38 |, AP-1 1)  [54]
Humulus japonicus R
MMP-1 |
N MAPK(ERK/INK/
Rubus chingii Hu. fruit £ 7
. p38 1)
extract (ethyl acetate FRIAE [55]
. ROS |, MMP-1 |,
fraction) Hun
Col-I T
Wild chrysanthe- P MAPK(ERK1/2
mum(Chrysant-hemum P38 L) [56]
ivey)

indicum L.)extract MMP-2/9 |, ROS |

(2) NF-kB JBRAMH|2E

S A PR NF-«B 2HIZ ¥ 2 BRI,

B AR TR G B ROSTES, B IKK 4L
WoE, 159 P65 5 «BAL AU DNA S5 & B T H TG A3
JE B MMPs FIE R EER 5 &7 T =15 2 2 S mliE
T TAK BEFRIL , BHIE IkBa & f#, M T BELIT NF-«xB
SRS O, (EE RN —REMI S, B
T NE-«BA5 S0, 4] TNF-a, IL-6 S5 MEANILR 7102
15, IR JOE RN . JELE B e & BT

By, B, WER. BEE. 849 BN EARRIEI
WrE&ed %, R NF-«B {5518 5 & 14700 41 F
RN, BeAh, =R R E ] NF-«B @i i 20
DA FREAT 7, HofhiE i NF-xB B & HE 1 AL B
a2 firs.
%2 HithEHB NF-«BIEEETERIVEIREU)
JELEFR TEHERSY VEHERE LR SR
Astragalus membra- — BEAHE  NF-k B(p65 #Z#4(i7 -
naceus root B | )MMP-1 | (03]
) . i NF-k B(Ik B o [%fi#
Radix clematidis T RA L pes e | ) [64]
extract 0é7)
MMP-1/3 |

(3) TGF-B/Smad il i {iE7E2E

TGF-B/Smad 18 I 2 24 4 K¢ ik 5 Jit 5 1ol 1) R 4 T 15
UVA AT 11 3% 18 i S BUR IS & b Z My 3R )
AlEE B TGF-BFAEAE N Smad (754 SR &
Bo 2B /P AR AE I HEEU 2 TGF-B/Smad BT,
XRWEWEA RO EEL Y, RSB IS TGF-p3£

——

S

ik, AEHE Smad2/3 BRI . [H] ] Smad7 61k, Sk E
WG pliES Y, FEE= L2 s al B TGE-B1 &
Smad2/3/4 21k, T Smad7, ik 1A JE AN

Ak 9, HAb I TGF-B/Smad i A& #4172 B
YN 3 s
73 HitbBEE TGF-p/Smad BT ERIVEYIRE)
JESLATR TGRS VEFHER 555 SR
Betula platyphylla Bark — FHEERIEZ 2 TGF-B/Smad(Smad2/3 -
Extract gy BEIRIE T ) o7
Asiaticoside from . TGF-B/Smad(Smad2/3
ML E AT
Centella asiatica TRERIE 1)

EAERNRZ, 2B SO E LRI
ELPR T o —JE RS, T2 (R I T2 4405 5 B T i T
R . 2T (Rubus idaeus L.) T2 I AT [ 1404
UVB % S ] MMP-1/MMP-3 #1 IL-1B/IL-6 %3k, HAHLHI
K2 MAPK F1 NF-kB I 1 (18 EE A0 41 LN, TGF-B/Smad i #%
(AT, S &G TR AR S A Bl 2238 2R T [ 4
MAPK-p38/INK jii #% Fi1 NF-kB/AP- 137 %, M 7 #1] UVB
531 MMP-1 1 MMP-3 338 7, IR 2 3 K b [ 20 22
W, IR A BRI R, B

TR AR A ME LA 2 T R ELAE LA . ELAt 22 e B e [E
HOREISE I a2 4 B o
x4 Hin B A S BIENEERIEYIRE)

BELAE TS VR 5455 SR
NF-«B | ; MAPK/AP-
1(JNK/ERK/p38 | ,
Prunella vulgaris L. R k) c-Fos/c-Jun | ) -
extract(PVE) W TGF-B/Smad(Col-I T )
MMP-1 | MMP-
30 JL-6 |, Col-I?T
MAPK/AP-1(AP-1 | )
Perilla frutescens leaves 45774 TGF-p/Smad(Col-I T ) (72]
extract ey MMP-1/3 |,
ROS | 85%, Col-I T
Lithospermum eryth- w. .. TGF-B/Smad(Col-I T )
rorhizon and Pueraria A MAPK/NF-kB [73]
lobata extracts (LP) e MMP-1/3 |, Col-I 1
B PRI A 2 i A O . 2 R R A

MRE, BT A A DU 55 UVA S S0 a8
B, PRI T HE A0 20l B A O AR S A e 7 1t RO EEE
JEUR o B R A 52 TR LA PRAN 7] 443 7 s A Bt 7 ) S B
i, WCEEAEY SR I AT DR T @ B AN, TR
i A + (R BE G A+ A 24T, BT
. MAPK/AP- 1B T BT MMPs #5380, 98
JE R A s NF-B BB I TR SO B SN, (A2 A1
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MMPs %615 ; TGF-B/Smad 8 & B0E AT S I & e,
T IR N R IR R AN [R) SRR A, SRR A
WL S LI B SE T TR 45

4 FREE

2= BTk, AR RSP T MAPK., NF-«B 1 TGF-B
{55 TR SN B 0k FRC S 2 P ) R B P L, el TR
SRS T U s AR AR R U I B IV T, SRR T4
AP BZ G 48 P4 kit AT R AR L T T4 A B AR
SR, B BRI 4 — A 2 TE e S . 2 WM RIVE
MR e, MBI R R A S 7 [, ARk m] T
RN

FENLHIRF G 210, BUA MR oe £ B e i — (5 5
FBNZAE T, B IR A28 SO PIE IR AR S 2T .
NG I 4 A o 22 TG P [RTR P OM LR, T2 B
ZIREI R, R TR A TS (R . 7ER.
FREACTTIE, HE— P BRI 5 S Rk i = A T
&, KU ORI SO RO PR S, TR AT
B A R B B R Y 4 97 JB it 2 I AR B et
TR ETT I, R HREUI LI R SR Al S e AR 2
EHZERY, RERREARE, HEHR ERFEEN
TR RS, VR BB 4o 4 1 P 5 5 B A3
MRS, HEBIAPE SL SRl . et RS T
R, SEBUr kR AR R
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Research Progress on Signaling Pathways of UVA-Induced Skin Wrinkling and
Targeted Intervention Strategies by Skincare Products

Tao Hui-xia', Liu Yi-rui’, Qiu Hong-sheng', Xu Feng-lan', Zhu Wei’"

(1.Guangzhou Huamiao Biotechnology Research Insititute Co., Ltd., Guangzhou,Guangdong, 510000;
2.Huamiao-HEMLO Beauty & Wellness Formulations R&I Center, Guangzhou,Guangdong, 510000;
3.The Second Affliated Hospital of Guangzhou University of Chinese Medicine, Guangzhou,Guangdong, 510120)

Abstract : Long-term exposure to ultraviolet radiation leads to photoaging of the skin, resulting in wrinkles that are deep

and persistent. Histologically, this process is characterized by epidermal structural damage, collagen loss, and the

accumulation of degenerated elastic fibers. Once formed, these wrinkles are typically difficult to repair naturally.

Therefore, this article provides a systematic review of the signaling pathways involved in UVA-induced wrinkle

formation, including the MAPK, NF-«B, and TGF-f signaling pathways, as well as the interactive regulatory networks

among these pathways. The article also discusses existing intervention strategies and targets, identifies plant extracts that

act on these targets, and categorizes and summarizes them. A clear understanding of these target strategies can provide

options and insights for the formulation design of skincare products.

Keywords : anti-wrinkle; UVA; signaling pathways; antioxidant; plant extracts
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