S et Aol Aol Fa2e

o ¥
(FHojz|A AF4A)

Harmful Effects of UV Light on the Skin
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Abstract

It is well known that ultraviolet light(UV) penetrates into the skin depends on the
wavelength and causes many biochemical reactions in the skin. The enormous
amount of information reveals that UV effects sun-burn, sun-tan and photoaging
etc. In addition to these, it is now recognized that UV initiates immuno-
suppression, and associated with this, skin cancer.

In this review, I tried to illuminate the processes of injurious effects of UV on the
skin.

I. A &

7 TE a3 F8ARE U3 AT AFZdA Aolrte RE BESY
ZEZQ UYL ol B g3 Hue AHEHL 280-
3000 nme] HAFHHE zed, dtzxoz A (280-400 nm), 7HAl
224 (400-760 nm), 283 HLH (760-3000 nm) o2 FEIT, AW
2HEHAM o]g9 FAAuEL AYH (UV)ol < 6%, 7IABHo] <F
49%, 233 3L el ¢ 45% F=Au Ao mat Fzre] Aelrt Utk
UVe 84 24EF F olF L v &g AX AT e 9T QA9
Ade dEE UV o8 g Rez a4 U903, AFd =&
= UVe 9Al A UV (UVA, 320-400 nm) & 3% UV
(UVB, 280-320 nm)& FEEC. UVAE AA Y 24Eg9 < 5.
5%, UVBE % 0.5%%& X3z Jded, FFo2E vusx T X
7t & UVB7F 8¥ 384 (sun-burn), % 2&€¥ (sun-tan), Zx3,
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Ay AT ARG Y&d F2 BAdsie Aoz B2adga gond-d),
= &ZF9 BHR 1 go] ¢ 7HeAel FolAZL YUY AEES A
39 057t 10% #AA2s¥E XNFe UVBZ 20% F7H8stes Aoz A3}
32 UthH. UVAE UVBY v #8380 32 Aoz da{x o, A
QA 90% °]FE AL HF AFAo] ZFd Fx3 F TAHHYL /3
Zgo) FAE Ao L Aeg Az UG

2 FA4XE 197080 8 JZ7HX Had JE&E FAe= i
g Mo [aisgs Tt B

I.30E34 (sun-burn)

FAZG L s A =EHAS o Ao BE AMFe] FHde ¢
ZF4 HEHdez g Fxh 55, ¥olE Fol veun, 4 S E
Fo]l F3n X7 BAANE ., APz & F dRel, oHF FA4
< o) x2H F FE Z& F Aol AUHA YrH, 12-24 A
¥ Fazd @3z oA N&En APIL LS F2 UVB o5 25
E Aoz ¢8A Jded AZ 2239 g By & JquAE 7R
UVCe AREEY 7HaAe] AIAMEHEA UVCH 93 sz 2z n 3l
o, e GA7IFE obF B2 FEo] dEH YA A vdE d
TE B AAAQL &£F L oAd=AFAE WA Ut AFIA T 4E, Uve
qUAe] o3 B3 P e HEI £FE B o] &4 tgd wWoly)
TF2A & #Re &47 A7 R 45 /Y chemical mediatorZt &
Hl5o] £8#] &%, o W& W 9 F9, BEF T 934 WAzt o
ojdcrn e Aotk (1:2), IR £43o ZA=Z HEzy W Fy YR
A A= AEAA, ZF sun burn cell olgta & vFFHo= &
3td AXe 8ol Z ¢#A d=d, ©] sun burn celld) FFL A3A,
guld, i 5 AZFAEZRS EX7 3FH UV-BY dyA o) 93 najs
of AYPHAY, UVl g3 &A442F9 intermediator’t WA A
ool METAHEAS FAFLEZN REHE ZFoE 32 gt @, 3
oA UV o9& #4449 AL ZF 234 d29 SOD
(superoxide dismutase) 59 A 2AAL] FAZ sun burn cell
o] PAo] % oEH oz AEtE dFZHr Bad: g9 sun burn
celld A 3o BAAALY #ALE FEE ARAE 2 UGG, 79
A ZL leveld] AT A2 & Az FLEHA sun burn celle] ¥
A gun M2 Fxr g2 Z3HE, F NE4Ey d4E Rol=d,
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Horio52 EYAM XY turn-over F7IZZEAE o] &3 AFE B3 1A
o] ¥9 M £l keratinization phase Xtojo] 71AF-& FAsAH D), A8
339 dF#do B35 chemical mediator2% arachidonic acid7}
2+3}H prostaglandine] #9153 929 histamine, serotonin, kinin
59 T AsAE AAEZD A0, gEsdel £FL sun burn¥9ol
ZANq7 Y7t FLHR2 FUt, FHHUA fHddrh AESFE )2
e 35 93 MEEGe] w2A JAPHH a9 wgd 343 FAY X
31 FAYR EVE UVBE Adse o 7194306, ol dsde 2
AU FA7FE D3] =23 ¥ oS 2ok (a9 1).

o {( 320 nm

FAANAS free

/ radical®] A4

%33} 243 WA AEFHZEAS ¥4
e / l
A E Leveld 33 F9 EAAxe &3
ENH 9 288 &4 e \
Inter-  wewy / | 8d%g  sa=a e 4%
mediater | gl €4 (Hz1) #HEF
}g}\é -7 l l 'L
\j
23 2388 2¥®  4¥® 24 U437 FEY AT
+H g3 394 g3 ®F olF T &
EANEESA
A& 2§
qrAA
4} A 9 Role & 97t FA9A

a8 1. 2 3y 24 7%



I. g% 2188 (sun-tan)

o] xFF F AR HAA He AL A¥I3 e I8 a2$9
(sun-tan)elg&lm st H7l9d+= FA1Y (immediate darkening, &
direct pigmentation)® AX¥9¥ (delayed, && indirect pigmen-
tation) ¥ 7FA7F o

FA18 sun-tane F2 UVAS 7HAFA0 o3 FisHw, ddd =&
He 29 22 =& %4 Yy, F2A4E g9 $A ol Al
. oA FFo EAete F9F Hdo] AAFZ st Mol R
A SAYO, dadnge) Evd AEE HAYE), 2o dd A7H
7V dAY, 7tg9F R 4o HdE e ez dEA ded FAR 7
Zte ofF gAA HHEHA gdx Ao

AQ¥ sun-tan sun-burn# A ZL R, & UVBRALF 1023
AFRE Jehdr] AR 4-109 Fol e @iz A7 A&
. UV ZA o] B& Zsde 6/1¥8 ol F 7= A&dEYy, A9
sun-tandA dabd &9 F77F JEhA] g o wisteg X AFel 3o
A& Raper-MasonZ 22 2 <4813 d3d MAWE (melanogenesis)
o] FXo] dojum of7lo] ukste depbd JPJME (melanocytes) 2 ¥
B A E99 AAYYME (keratinocytes) E o|FHE A3 d 49
7}7y vebdn, dabd §49 £3e], UVZE A dad YHAAEE A=
3t fHE AUA F& UV tddtd 3 (F2 ZAYAAE) A
HsHE g AAEY FLo 93 HHFAoE APHeAe 41 g9
®, 28y, H29 B AT AHAEL o F /A FAHo| BF A Y
7tsAdel 5&& 2dFa JdY. Gilchrest52 ¢4 W %¥ melanocyte
o AlgEe] FAHez HE & de <9 UVE vHE Ao, Waide
Aol UVHIZAL ti2Fd vl&] 3u] ol F71gE &Qstzm UVl 9
¥ ZAHAA melanocytes AFEHE R3dPt@, =@, UV-B =
A} ) dolu+ melanocyte-stimulating hormoned £u]7} & <z2iA
Rem, keratinocytesAEZoA UVY AEo=z EulHE diacyl-
glycerols2e E&o] melanogenesis® IS A Bz YO,
UVve A FLo2ZE UVZE tyrosinase (melanogenesis &
42) 84 oA EF S Ao tyrosinased A E FolAA e Aoz
dAAR o 83 FUHAXE g3 gD, = UV glutathione
reductased WAL doHmelanogenesisd] TAses LY
glutathione 4 & AA71E olo] & AL M2 eumelaning §Ado]



AdFez F/HEY o]AX sun-tand ¥ Aoz FHIH: Y9 (A
%% Raper-Mason 73294 dopaquinone°] Ataxe ZAEsA
eumelanin®] BAE 1, glutathioned 2 333 E3 Gt FH A
9] pheomelanin®l Q¥ 10, Sun-tanAdAe UV o A3z
(9238 Tetd &) 9 /A olAw o AFAE Jetue melaning F
Zle UVE ¥H HRE 233e HorZlT2A4 FL&3d. & F712
melanin® sun-tan°o]¥o] ZAIHE UVE AFHAY F43td ¥ A
2 4x. 28y, H29 dFELS F 1A typed melanin®
pheomelanin® UVHWols Xt free-radical®l Al o3 3 &4
BAE 7HsAdel ELSS EHEFm o,

V. #x3 (photoaging)

Ficdhs ogFoR o] fRle] He = qUE AASFAT At
2, #8439 FxE: F9d o] deolE HowA MY AF 3
o] FAF =3 Fo] TR Aoz FAFT, Fx3} FRE gFHL
2 F3 FL FE, AT AL, ETY 42 59 AANE Ho| H,
Bz @A L¥HEY BF, FASFoR EIe ET9 3y,
2t (purpura), 283 @ HHA (elastosis) & VEHATHE) (12-13)
ol Fx3s HFHol 1T AtPo] AXI VAAHL FxEE F2 A
2, 300) olAd= Flo] sty ANHoR FxE: FEI AT 9 &
AAENA 40-50t0) iF2 FFA, FI Fxde ALY FaAge A
22 x=33ge] M o8 &, £ Afd 3oz FFE Hol I
U, F29 AFEL Bxde AAFxd) g5, 2HgHes dE B
Uehd & 2933 gl (R 1) 1213,

Fxse F2 UVBC 98 fi=Ee 3oz 434 fouv, HI gL
dFeA UVBel w8 AAIAF7L £o]d UVAR Fixcsto] o] FA3E
Aoz A5 1 Jg2-15), TF UVBSY tio] HeMo] 4 =18 7
¢ 4494 § =380l sisagde Bak Yok 16, Bz gis
Me oldx B FEo] WA UX % AHAR, 2 7RE a9
53 2o,

&, UVS FA9 F,233 & os] AEe x3Fe] &i4o] dojyn
ol £AEY A€ FAYr FARAIE, FALFE, H23F, E¥A
T 9349 =@z Jeido. Az x| &4 ®F B W
T Aol A BHE g, UV & BAPE ML T free
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radicalse] #ddte 233 Feyt-g, 283 sun-burns FA I
o Iy Y HAERPA AP FAEo] Fdsle we Fo o§ f
AP 0 A3z DNASAE, XA 48, AR ESF9 W3, %_d
#e €43, B8d R B4, dFHY TAYA, AR V%Y A} T A
2 #do] QAY Z& gl 9¥y &40 o, x3E FRHE ¥
o] d%o2 vehis 1 WHEle) JAo] ofm RolA P TS YA =
7Hag. AL Ficdlo] YAMNE FYsHA HLHY, oAAA 2 ¥
(AR) 7 3P Fo] dojvte W XM E J=FE -dHF 7= 31X
T- g gl E7En EAHA Ay 7R 7EE oyA
= olfol7lx 3o,

El. Fxsyife YA 3 ¥R s, 2Agd B4 vla

R A A gy

@ - FAAX MR PF7io] A - A Fol 7 FIrsh
FZE Q3 152 JFG B3AA A/ &2 FA
F3EE 2y

R R - BaF JteEdel o3 type | - B} <A ez W,
I collagen®} #A&, type III type I3+ type III colla-
collagen® 7} gen? A< FA4ul&

FA (SF 5:1)

utE g3 - proteoglycans, glycosamino- | - Yol& HowA w24
glycans&9 A% Z7} Aadtd Aoz AE

AARAE | - AFoIAE, HBARY 37 - 22 AR F9E 33
Z7F £ v R HEA 2 RX
g3y, F9Rg

HASEA |- ZARBER, $YWREY | - 2B A4S wAHY
24 gE83e gloy, 9

dEEE U e A2

71 e} - Atrophy, X483,
4, BFury




V. UVl o1& sj3ndels)s sletsl Bujsiet

Ao HEo EAste AGAEANEY EFRAE HJRALA (skin
immune system)@ sted, drlide ZAZAZAE, FA=IFI2AX
(Langerhans cell, LC), A&l E, WAAE, FXGAE, HTAHXE,
T (T cells) 5ol TFEHAN, A= UVY RAle o] ARHGA
o AHE do7iv 2 AFde Y, NEGY FEE oo Aoz 4y
A 948, Uvel 9§ AR ddA e A AL O E BT o@ds)
A2 o}7 @& FEol WA XA &Algt, R WS Qlo] Fa3
J¥gE st LCY 7IsAste a9 dA#|E WgYGAst d5u
(18-19)  FAAA71%E 718 LC7 UVRALE Bod 3oz 7Hadiw
718 EF AstErh. HRolA FAAAZ] Tl ASHAE aRXE 2SI 4
& M E (macrophage) & X3 i o]elo] AJNFAAAAEI} &
AstEth ol % FAAAMEES &3] 98 BAEY U E THAEY
71%E A= "JATHAE (supressor T cell) "7} fEHo] A g
o] JA|7t dojdt}, o] Hex UVe ¥ geolu, melanoma, Hbolg A
g dgdted FAAo 2 FFEHE natural killer cell (NKA¥)9
A= AgAvle Aoz Bada g8, Uvsk LCY £& NKA X
s ofEA L&A 2 BAF diEHde ofF HUAHA gz Yo
HeEdAole= UVBZE 2 Bostez oz 43R gou, 29 9FEL
UVBelgle] AgAx HhdA)el #dHo] S 4FFeg B4dFa Ut
18), zlol Mol 2% Rt ol HAAA M Hxel MEEA7|Zo] B
Aoz Zgdtd fdHes ez FFHI U F UV EFA 29
DNA9 E3& EXTZE dHste] A E¥o|E X3t o] A Xl 9
g BEAAZ i WA TFAol AdtsEe A2 PBojXm oh(e0-
21).

V. 245

A F7HA AW E vie} Zol PSS FEIY, AR 21&H ¥ Fx3E
dodle 9oz e, B ol AgHL HAAdE IFE F
o] AEA Wol7|ze AEI[t o] ¥z Agid o3 YHE BN
& % free radicaldl 71908 B2 &3 &&= Eaxo g, z3uv, &
el ¥ 2L AW ofyn, AAF AMdY &L ¥EW DEE
sz, &2 HREGHE N8 EFE veddn ¢34 )



A4He fFHFES AR WAt 9A 2 APFAH ] i@
BEE el gasit 94 AFUEY =34 i e AJAY F
€ dd B A4e A HALH 3G T2 413 HIAAA ¥ A
dob gleh, AL g GAIA Holdte WA dF A7 W23
AAFE AHEste 1R o2 AgAE AD Al7& WY
A o a2y, 29 A7 @A7A AEE Ba3
H375€ FYs7de n{ES AFsn o

& FAHLZ o] F9
A Fol &2 &

AT LEF HHE AF A FEH Lol JEHI Je AE AU
o Aol 283 I wWojo] #F AFE Ho oA WA A EgUA

o] %o} Aok & Helu},
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