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Roles of autophagy in UV-induced skin damage "
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[Abstract] Skin damage induced by UV irradiation can cause activation of a series of DNA damage re-
sponse signaling pathways, such as cell cycle arrest, DNA damage repair, ect, if the damage is irreparable, it
can also cause apoptosis. Autophagy is an important biological process for the body to maintain homeostasis by
removing unnecessary or damaged proteins,lipids and organelles. Recent years,increasing studies have identi-
fied an important role for autophagy in the process of skin photodamage, therefore this article reviewed the

mechanisms of UV-regulated autophagy and the role of autophagy in regulating cellular responses to UV-in-

duced photodamage.
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UVB 1l # 3 [z £/ TR 5040 i i) DNA I W i, -
HH: 38 DNA #1474l — R 50Dtk =4, Horp e
ULEY A BR T b 1 BE — B K (cyclobutane pyrimidine
dimmers, CPDs) , H: ¥k &y 6-4 BEBE G4 (pyrimidine-
(6-4)-pyrimidone, 6-4PPs) , 6-4PPs 4> T # Kk, {2 [t
CPDs B4 WA R 20, I 7E 18 5 2 M KOt
i E i, CPDs 4& UVB 32 DNA 2845 1) fie # WL )R
(25 80 %),

UVA 53 DNA 4 it 51 2 14 564k 7= 9 19 7= 4=
ik /b F UVB, H BE A ik 26564k 7= 9 & 6 %
A R UVA BRSOG4k 7= 8 80 7= A T Lt fz ik
Ui R AT A AE 4 i HAE R AT BF 58 & B UVA ]
5l CPDs BT B, 76 UVA Fr5|ie /Y Bz ik 381 05 b
BRI LM 6-4PPs W JC W W AE . UVA 5]
DNA it fr 8 i CPDs £ & 8 T-T Bk, H1F

BIEEE.
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FER IS 5 UVB Br 8 CPDs RS, A2 HIAN
UVA i 52 i) CPDs & R & Bz 45t Ab DNA $i 5 18 &2
RIWOE UVA IS kit i i 2R N, UV 250
DNA #5453 J5 77380 DNA R4 4548 52 3 72 | BEL i 2
Je) 1R R 8 40 g, JHG v S 400 B T 2 D Ak
PRI T8 2 L H A DNA Z 22 $i4 H Gk
A6 5 I 40 040 TR B Bl TR 28 08 T A I A 40
o3 iE— 20 B R AR T Y A M R T AE RE AL SRR S,
T R A B A D 2 S S 4 4 i R A T
SRR SR kAN PR EEN NS AW
(4 g 0 i 4> p53, H 25 DNA i 4518 5 | i
PR3 3k A8 ok AR L I8 o 4000 o) 0 R S0 AR R R N 0 T
T R 155 20 i o BEL 1k R S DR A R AR T
UV B S 20 DNA 45405 773800 A1 N Y 8k s2 4% 53
T HEE DNA (ssDNA) I B U &9, B 58 p53
IR K V- B 40 e ) A 4k 1T 2 DNA 5340548 52 $2 43t 52
AR R[], 5 BEL I 32 450 40 Y 3G 5l . iR Ok B bk
Tk 3 I 4H (xeroderma pigmentosum complemen-
tation group C,XPC) & Z i DNA 4545 & H 2(dam-
age-specific DNA-binding protein 2,DDB2) 4>F 1] {i&¢
PERSZ 8% 01 1] DNA 35433 38 467 28 4, I i 32F 240 ffd )
300 oL 3
2 HEZ5 UV SHE DNA RGEE

UVB iSRRI PR 38006 e TR it 1 K 8 1 2 1
¥ i (adenosine 5'-monophosphate-activated protein
kinase, AMPK) , 8/ 4K AH S F A (UV radiation
resistance-associated gene, UVRAG) M p53 FF 7% H
WEE T p5 3 YIS AT — A R S T AR G 4
T AMPK . 4575 PERE AL 5iE B S 1K 2 (tuberous sclerosis
complexes 2, TSC2) ,Sestrinl & Sestrin2 %% x|
TF B R 3 M 7 3 B 3 2 P, Sestrinl M Sestrin2 A
1 AMPK ., TSC1 J& TSC2 AHEAEHIFM ] mTOR 15
A S T R R R R R A fik R R R
Ktk UV 3E DNA SitiE 2228 AWl 1. A
WEE R I H A A WG BERE N Ag5.7.12 f 14 J5 7l
ikt UVB Fr# DNA #6545 198 52 5 &, Horp 24 i
Atg5 Ja» H WM B Z 8 T80 Twist]l 1R 4E I &
FHM OB B (AKT) {5 5 8 B MG 5 s bl 2 59
E2F4-RBL2,E2F4-RBL2 & & % ] i il XPC 5%
I 38 DNA B0 A", 4. p300 2y DDB2 %
BN KAy T BT & B UVB BRGHE . an il = ]
251 Twistl 5 p300 f45 4 IF M p300 #9774
M50 DDB2 5] CPDs %4, 3£ W] DDB2 %] UV
T DNA #8505 AR T [, o BT &
Wl mE B = AR p62 MYAE T Twistl AJ £F 22 17
FERO BN A OWE Y DNA Bt 0 18 B B AR T
Twistl. FWER &4 HBT AMPK #3#%, UVB i

1045

SHE TS AMPK, fi2 #E XPC 2 1 4 lJF B &2 CP-
Ds, i fli AMPK J:[F N 240 CPDs B 5, (H 5}
TR L FE AN R 6-4PPs YN i — 2 i)
BT A AT IE Y UVB T8 DNA i 6 52 i 7

H WS 7 F UVRAG fie 9] 78 38t 15 0 ik o gl 26
N5 A 5L R 85 V18 &2 (global genome nu-
cleotide excision repairs, GG-NER) A %M, i
UVRAG 7t DNA i 2 h i Ve A s 2 . A 0F
FAEM UVRAG Al i#f DDB1 J DDB2 [ UV ff &
) DNA #0554 R % JF 5 DDBL A 45 & 24 ik
UVRAG J5 fE 1 IR 59 D1M& & (NERD Ji3 3l i a] #1011
DNA M DDBI [l XPC #4352 ,fH UVRAG #i% A W &
GG-NER fy 3 B J2 A0 B 0 57 (9, 4278 UVRAG 1]
PIAE A 6] 38000 DNA 545 18 52 F [ W i) 5 5 1% 5
K

il 2 it 5k 1 2 14 (phosphatase and tensin homo-
log, PTEN) il il mTOR {2 3k B Wt i) % 4 {ELAF
FERMAE UVB U B 20ng DNA $5 45 3 2% i & b
PTEN A/ 4 Sestrin2 #l i, i 40 il PTEN J5 & F
i XPC Jf %M GG-NER 3 7 . $2/8 PTEN ] 1E [f]
P UVB By DNA i)
3 BES UV IR SEK M E

I A SR R 8 I 2 o R R ELA AR A
KT UVA Fr8CEAN b AR e ST b . A
WFoE B UVA BRI IS L F B 2R 7T S 30K 5 £ i
T A L P R A R S B R AR L 4R UVA
JIT 755 0 A LT ik e O I R AR 2 T
PSR IGH NaN; AR BSR40 6 UVA Brifs &5 A
WL FOE AR I AT A0 UV B8 S B 5 1R B
F7 AR SR AN B 1 WES L Bk A, UVA RS 3 £ IR
T2 180 A S A B I 4R T I T T % JIEL T e Y
M 25-F% 4L A0 [ B% (25-hydroxycholesterol, 25-OH) 7F
NI o AR il O N S Y )
WA UV 55 0906 M & (reactive oxygen species,
ROS) =4y ] P i A Wit .

WA A B K AER R AL, UVA B S H
Wi IOIG B 1 Sestrin2 2 BEARAX e St K 7 E2 AHOCH 7
2(nuclear factor-erythroid 2 related factor 2, Nrf2) f
FIBRTP IR ROS 79 i A2 i T v i 2 DU
AR Nrf2 K Bt A 25 7. XY R
WA WEAE UVA 1755 0 20000 80 4 iy 25 7 rp ot %5
AR AT T B 28 A A 1 S Ig O AE A [R) B 4
i v o At AR A B
4 HES5 UV SHEMIGERAT

FEIE R R R, UV RES J5 A] 5 | e A 7 48 ff s 30
HEHE R T T Rb FE A Y 1 A A AR AT A U T Y 4 A
IR H AR, Hoazoad B 52 30 ™ 4% i ALl 3 7, LA
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B 200 it s B AR L A I A A B Y R RS A W A
e AMPK. Sestrin 2. Beclinl. Atgbd Hl
UVRAG Ji5 A 3 30 Ik F0 Bz Bk 98 248 i sk UVB B85 e
55 10 40 M08 T B R R B R 1 e EL A I T O
X 40 A7 5 LA PR AP A R A BRI CR I A
T UVB BriF S a4 i o 1ot 725, UVB B8 5
Ja . BWER R AT p62 B9 3Rk, I BH I p62 Br oy
1Y p38 TG K POk AN T Y . 1 UVB
RS} I R RE AT 34 0 W5 3005 7 7 Sestrin2 [ 7= Az 5
TEVEAR A AFI5 T R B i UV B 5 RT il % 1 1 W
AT AR HE 20 M 00 A7 3% I P00 40 B 0E T @ e T A G
5rF AMPK "7 XPC By RIAIFAE#F UVB B i
S A DNA #0015 & a3 B I 40 il 40 A3 56 3R
AMPK 72 7 [ Wi, 34 50 e 0 T A R b Hofy O
YEH .

5 BESEBRXIRG TS ME

e iR AN R (FE R UV B S35, H
HE—2 AT 51 e A I 5 B BRI R R 3R K A s
MR, UVA K UVB #gg# a3 i ROS 7= ¥ &
DNA | Jg it K & 110 S840 458 03 1 8Ok & b [ i &
P AL B 0 UVA S 5089 ROS 77 1]
(L e AE KR (IS A =R (R 7 R A S W= A 3
AL IR L T 2 AR B
P . e 05 W R 2 R Ik R & AR
FEABEREZ —, AWS 5 R kMg &AL, A
A 3E o 2 HE ROS 7= 95 1 %5 B \DNA & 52 K K i Ji7 95
SEPH p62 1 410 iR A AT R Y 4y AR
e R 5 4 g B ok P9 B At 5 993 463 97 19 O 1ol s 3 W 5%
iE AMPK n] %% UVB Jir#3% IE 51 & [ w42 ok
DNA &5, 10 40 i 38 5 I F A2 sk i v L T AE
ok ek geg v, AMPK 1) 38006 08 /0, BRI, /B - F AMPK
A RE S I R 2R KL A R ISR R B AMPK %
16 700 OBUNR 2% B R H87 CAICAR) v # ] UVB Jip
SEO B kbR A KT A& E O mTOR il
A BESE & B AL 3 UV IS 59 40 i J5 v] 8 5 T
P8 Twistl 151 XPC KA 3L W 20 5z ik
g UV BT S8 p53 848 & AR . . LA #F
SR A MEAE UVDB 2 3 88 b HL A g 40 461 9
ife.

FEHMEBL L Bk UVA BB AHE 80 p62 B mad, &
TR p62 725 VF Z 4 98 4 F1 09 AR B AR G 72 v 9 3
A5 AR AE L BRAE A 58 A S A Wil AT p62 1 BE
e T 22 AFE B M A . Twistl 235 b a8 R
AL T, p62 115 Twistl 45 & IFFa 1% 4
T FE AR A S5 R S AE T p62 A i B R i 96 A
14 38 51 AT % L 78 SCC (14 sh ) B AL L p62-Twist]
AR FH A AT AR AR PR O AR R R R L kAL p62
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TRAF6 J 55 22 51 /5 2 R B 11 I8 Tt 1) 56 12 285 49 35
AHEAEF AT TG NF-«B 5 5 38 #% , #0619 NF-«B {5
Sl B AT U Ras A S0 ORI E RS . p62 a8 1] LA
T L A L T A AR I N U e R S AN A T O
A 3k A L 2 R v 4 T BT 0 T 1 KA T ok A 2 b R
K&, AWFIE K I p62 TE K K i bR 240 A 95 0 e oo i
H EL A RS VR L AT A2 2 7 JER 5 DR 41 A g AN B 1 A7
I K DNA B4 .

gi b BRAE UV B E e B & A ad f
Al A F W E S E S S TR S 800 K
Jok 20 B DNA 500518 &2 5010 0 380 38 78 B g 1o o 72
5 W0 B R IR I R A S R R . B X W TE R
AR AL 9 2 — 25 0F 5T, B ax 4k T I B L S
T IR TR A B T I R X T OG0 405 B S B0 R
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