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[ Abstract] Non-melanoma skin cancer (NMSC) is the most common type of skin cancer, accounting for one third of all
malignancies diagnosed worldwide each year. The most common NMSC include basal cell carcinoma, squamous cell carcino-
ma, and actinic keratosis. Although the mortality caused by these tumors is very low, the high incidence of NMSC has
caused a considerable number of deaths, which has a major impact on public health and healthcare costs. Many risk factors
involve the pathogenesis of NMSC, including ultraviolet radiation, genetic and molecular changes, immunosuppression, etc.
Among them, ultraviolet radiation plays an important role in the development of NMSC. Although the pathogenesis of NMSC
is not fully understood, ultraviolet light is a known risk factor for NMSC, and sun protection can effectively prevent the devel-
opment of NMSC. Now we make a review on the role of UV-induced NMSC in recent years, to reduce the incidence of NMSC
through preventive measures and strategies, including individual behavior changes and public education programs.
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( non-melanoma skin cancer, NMSC) 12 28 . & H
DL NMSC 2 3 i 40 Jifg 9% ( basal cell carcinoma,
BCC) %Ik 4 }9 9% ( squamous cell carcinoma, SCC)
e A L% (actinic keratosis, AK) ', H:if BCC
1 SCC 433115 NMSC 1) 70% F1 25% . NMSC H.
AR AR R RE S, BCC Fl SCC A8 FLAFHY
W, JCHETE RO U BEAS, H F 5 LR YT RO 1
DU o BCCOBMEREEAR, Jr il 28 (A IR (. &
FERS RE T A B 5 M SCC Y AT AR #7846y 0. 1%
~9.9% , i NMSC JET- A%y 75% . HATFA
PIBRAT R & B 1EI6 7 7 i, HABAR 2805 27T H
THRYY NMSC, 456380 H ik & I 7 kR o
JH 5% WRNE SERFAI 3% MU IREN (R IX 23Ry
JiiAEsz NMSC 52 i 1 X 38 (4w Js Al ) sl 2
DR SRR o B PRI 1Y) T2 SR AUAT S 2R A
ERIR M AH G, 58 AN S 2 DNA. 453475 1k D 5%
A T S B R DR 7 D T B 55 A R e S
F1 L BRI AR R 42 A1 2R B0 NMSC i1 4 FH L )

—LRiR
1 Mt

B JRAE R ALAAR 1) 25— 1 5 8, i 5l 2 ik 39 4% o
SR R ER b K52 B 5 A IR 5 |
AL B PR R ) B PR R S 3 e T 1 5 AP 3R
£ P 5L A 2% (ultraviolet B, UVB) FlK I 48 4 2
(ultraviolet A, UVA) , J% 5 290 ~ 320 nm {4 UVB
HAT B A8 vk, Hob 293nm /) UVB 4R AT s
UVB etk DNA W, B424514% DNA, 85145 )5 i) DNA
A AR AR ORI B 52, 51 S i B PR RN 98 Bk
PR 528 , FEUMIR R

2 EESMNEERETXY B AR AR B 20

R B3 5 (ultraviolet radiation, UVR) R L H
FEA 1 A LR 3 | RS 9% ) BB 1 e A8, AT R B2 JEk 7™
HEERE . WF5E & B, UVR 2 5] DNA #1455
(PR T hemsng — RAKMIE ) BER 5248 S f il |
S VIIBORT SR SN, T 36 46 238 SR ER 78 K Jik 1 06 2
A0 BRI 4 A ol 2 AR . BRI Z b,
UVR & A] 58 TPS3 o 90 il 3 A ke A= o8 A% o Mfygd
T EE R TPS3 W] LA 5 20 i J& 10, L P i 5
20 B 0 T AR A A S A A A TPS3 Gk m)
D0 35 R 2 g S 3 1, G SR 4 e DNA Az 43, TPS3
VIS 20 L SRS £ O B L R S I R R A 52
ffg DNA™ 4t TPS3 JEP B UVR PR 7%, A1

e AN FEREAS 5 Bl DNA 1825 78, T S 304 M e 1
SIS AE 1 £ TR E R AN i 3 AR AN R B R B R
MM, UVR AMUE BV & DNA #6345, if 45 5d i
PR B H R A T Y A g o ) 4
DNA #4535, A BFFEFI, UVB 355 1 fo 5 41 11
F14 A 28 L7 S B2 UK B RS TSUIUT 40 D ( Langerhans
cells, LCS) , 1fij LCS &3¢ i f5¢ 5 B A 47T S 45 52 4 e
i UVB 75 B Ik S5 4 i 1 G B i 6 . LCS AR K
FLRE 32 %] UVR BRI, 3 S0 N 175 % B2 HhE A
MICRMZ B TR . Z %] UVR J5,LCS iF
R T L2 0 1 30 7 4 1 40 A X (interleukin,
IL) 4 [ ARG T A0 B0 G il is . b
b, AN LCS T LSS ME T 40 M 2k
IL-10, 71 TL-10 1 J& —Foft G588 400 1 40 MO 1R 7o 4% 3%
A, F TR S0 A B 4T A 2 i 7 2R ) TL-
33 13z Jik HP Y AE K 40 7Y ( mast cell, MC) %f UVR
RGN, S B AR L 25 B 4 i X 38 b MC Y
HEEE, RIS TL-10 Y B 4, MG 2 4%
WM SR . AT E KB, MC 1E UVB
5 10/ A B S e 3 T S SR L S0% G g
AT A9 UVB 5 MC B e 215 i
SN WFFEEANTAE BCC % Pt & B MC B 39
JECHED , AP MC AT RIZE UVB S T 5 %
FEINH, Iy B2 I IRa 1) 2 B B BRE L 55—
R, IETEHE 52 S B NG IT I S A 2 5 &
HH B 0 80 G W ORI, TR A T B 25 5
SRR U I B2 BRI (90% S NMSCs ) , 41 i
AA UVR 2825 H Rk 0 ARE I8 A Gx 26 A 5
Sy o AT UL, B AR 15 R R R B
R DI

3 ZESNEHIFBERERERNERILE

3.1 4R BCC

BCC J2: 28 2090 B2 I8 F Jm o L A S P P
24 5 (RO IR 2/3 . BCC AR/ RS 50 S 00E
T HE A UG R R 22 4 U 3R . BCC 54
T UVR U056, 3l 3 & LEAE 50 % L b ik A
B EAE N B C R R0, H B Hh BULEAG B,
BV AR B % B BN A 0 g 2
A5 SE BCC {9k L, IF H BCC [k R & A8 fi 15
UV #5511 DNA ¥ AE % 7% — %k, Bl UVB il UVA
AEAS DNA 33 3R T e — BRI RIE I (6-4) S 7
Pyt UV AR E e (C—T,CC—TT) M 5341,
BCC R bL i 32 B9 K JLAh i 932 400 o 35k PR Al S50
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LA, A 4% TPS3 ibygg 4l A1 \RAS Jiis 55 R 5Kk
SR , L e Hedgehog ( HH) 3 A% 1 15 i 52 AR 2
(PTCHI) il G 2K 11 1/ 1k 52 (A #E 2 11 (SMO) >
HH 342 1) 5 UG AR T BCC AL it 43+
R, Kb K24 BCC 57 (R 40l s 2872, &2
FUEEANEE SR . B3 BCC 1S AR
TP53 FE[AAY R T , ZEF 5T BCC A& HIL A 114 /)N Bl AR
B TPS3 HyBRCHE N T SMO ik, il HH Az
T, R/ )N BB B) A B LA L 28 UV 75 3
AT IR BCC™ [, BCC T 6 K i KUK 1R
Hr, UVR B A O 2 e 21 KU R &R g5 |,
80% 1) BCC i BLTEZRFE7E FHOE T 1Y IXI, JEHE Sk
ERAEE o AE A B — T ST, Powers 251
I AR P I B 1 e IR AR EE , £k AR DNA (mito-
chondrial, mtDNA ) f T &8 T UVR TMm ke T KH
O3 IRHAL R AR A B s o — SEF S E &k B
mtDNA4977 Fl mtDNA3895 it 7 FH G HE S X Ja 5
L, TE DG RRURHY BCC B2 451t mitDNA4977 )
PRIZH B2k 2235 =A%, T mtDNA4977 2k & ik B2
KRy NMSC ] BE R RBS F6 b7 . G2, [P UVR
£ BCC ) &R L T A iT 2R 2
3.2 M5 RBSHKARE

B2 R85 PR 2 Mg ( cutaneous squamous cell carci-
noma, CSCC ) J& Bz JIk Mg Hhdse i LI P 2 — , HoR
ALK T BCC, AL fa B RIS 2 o0 JA T 2
VR R, CSCC 1 KA R AL 4 BRI 3 S B 1
FHa, 25 i NMSC 11 20% , H & 9 - I8 B4R 2
e, AT EX SR o, 2802 th 7
1B UVR 5 B R ZURB 7 0, DL S e K
%, DT S B4 i A 9% & A A . &2k Csee
(1) 2 AR A 2 A 46 K PH UVR 18 1 15t 97 L e e 3l
il B PR 8 0 AN L K 98 99 B (human papillo-
mavirus, HPV ) Ji&ye'?" | 28 F UVR J& CSCC &
BRSER  R , UV 288 n] 75 53K B A BUE 4 i
() TP53 A= 578 , 38 TPS3 (1) fifvyeg 310 1 Th BE Y 2%
T GRAENY TPS3 A (N R G I (£ SO A2
ST Ay, X CSCC R EERN K
—o Liu % TN, TPS3 2 40 i JA 391 v o 22
FEPR -, CSCC (1) TPS3 {553 5 2 VR HG 1 v Jgg 240
JRLAR HG 58, >4 £ I 4 A2 31 UVB #5453 )5 , TPS3
S 25 TR A I ) T PR A . CSCC g Y 5
—-FIH FE NOTCHL (R seE ™ I H
TP53 By TG Al G2 NOTCHT Zh) M, fifr,
Peckering 231 ) #E UVB g CSCC & ¥ T UK

FEH 545, 4155 NOTCH1 ,NOTCH2 ,.HRAS . EGFR
M PIK3, 340, UVB F 303 2 A K 132 4K (epi-
dermal growth factor receptor, EGFR) & 1% %) 2% 7
W& CSCC &% HLHl. Ratushny 25 % 3 EGFR
TEVE R R B FNEE R PE CSCC i A T i AR
FHEGFR i 7] Ay sl (s 1 sl 5 A7 i (/%)
BT R4 1 IR YT 1R 28 e A B 4k csceh™
R, TPS3 JE R 28 48 Fit NOTCHI T R 3t 2k 28 48 7
UVB ik CSCC iyt Bl 5 EEAEH . 90% L) I
1) CSCC HfEfEds UV a5 T 11 TP53 LR AE
BRI P UVR 2518 CSCC i EEN K,
3.3 45 AK

AK F2 R A A T HB | SR T AR A R R
TEFDET B, T340 AK 23328 B SCC, gk
NIRRT AE o H B R AETERAE BRI 2
# T UVR @Gz il S, 2SR R 11%
~25% . W55 728, Fitzpatrick FZ eI 1A 11 (4
fRE A B AKDY S Bk AK SR T ook, X
ATRES BRI 24 0 AK TR AL
T A AL B SRR RAE A A K ek
(WA RIS T 32 31 A8 A HPY A7 6000,
UVR J& AK EZ 805 F 7, UVA F1 UVB 1] 5| 41
JLFR) DNA RSN 7= Az — R AN ZE R PR 17, AT 5 3K
BAKRAE M P2 40, UVA RETH IR A b5 5 5 &
Bz s e R [ p 3 (OH) AR (0°7) it
AALE(H,0,) FIERZE S A 5515 P4 (reactive oxygen
species, ROS) [ 2 B 451 35 . ROS R 5 8 1 i\ K
R RN DNA B3 & A g, 3 80 i A K 0
TR, DT 7= A JRE S5 AL W) R o ARAE 5| B B 0
21 T P R AT IR, A IR R TR SR AE R T
FIETA A 2R A3 I, 3 2y o S ast o 7™ AR T 2 1
ROS F3 i 1F J2 3 5| & o gk — = . 5
Hh UVA J=HE R A B 6 mT B8 47 DNA, UVB
TLHEXT DNA 5 B A 458 735 2 38 Ao A v e 0 o it
WA IE LS FH , 38 TPS3 JE [N & Ak R AF %k
R ™= A= TPS3 B 11, AE 5403 4% 0 AT LA By 1k 40
ST, A TR 0 M O T S R O R
DNA (14515, UVB tREAE #F ROS (774, JUHLAE
JH G5 300 350 10 #8 E R ALA E FN S s £ vt T
DIVRZZS] ROS, H T R Jik fe g WS AL A ke 2, 2 300 %
AR A 5T B M3 5 0 R B AK, I Hax 2
B R R E A TR A NMSC i a0 |
AT DR B o - P B {8 B (R RS AT 98 2 207
Biiid i UVR,
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