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Fex b MEEDAEMIZE VIBEEHREZ S DNA OZEMEHERFT 5 2 LIS RTFT A0 bEE/RZ LT
oD, Borx DAEMRITZ < OIMY « NIEERZZHIIC S 5 ZAUE I DNA SR ST D, Zhb OBEZEg)c
BETDHZ LT 2L LD LT HBIENAREZ R & T 2R A Todlon B L 70 b, X7 UATF REBREEE

(NER) 3ESMRUZ LD DNA ITAELHEY V0 “RRZ4EIHIC DNA OSHAREEDE % BN U CHREHIN 2 R
E153 % DNA & CH 5 (1], NER ICIHBREOREHITIEC —FEN B 5, EO—2ITREH 71T %D DNA
$HEIZ BB D E RNARY 27 —F I AMEZE L T NER 2E&iLT 5i5534% NER (TC-NER) LIS HDOT
H5 (2], b —oDOEEGRHEMET DDB1 & DDB2 72575 UV-DDB #41K¢& Xeroderma pigmentosum,
complementation group C (XPC) {24 ¥ DNA 5 ADELDBHEN S USEMEE SN 542/ A NER (GG-NER)
EMEIND [3], felid> NER (ZBE9DAF5E0 HAIIEANC NER 2SEUN @< 72912137 v~ F L ARG O L s w8 -
SIND ZEDRHBINI > TE T, FFIIEINE (UV) BEEROT = v 7R A » MNOSOMENHE A R T R2F L
N7 A7 27 —8 (HAT) ®—>, HBO1 7 U Ut S/t DDB2 % > /37 LiEG3 5 Z L 2B B Lz [4],
DDB2 /X GG-NER (23 Cflif < BEEIOEEIR - CTh 5 Z L5 HBO1 @ NER ~DB5-%2FH| L, HBO1 & HAT
&MY GG-NER (ZHHATHH Z L2 mE LTS [5], HBOL idt A > H3 Uy 14 (H3K14) #FIiZ
72 F L3 D HAT Th Y H3K14 OT7tF /U (H3K14AC) 23t A > H3K4 b U AT /ULEFHSI LY a~TF
VE7 U VR % DNA BEHRNA~Y 7 b— T 52 EPRBINTND, ZDOX 52t A h H3K14 O
7T /UL NER OB BN/ 5—75, H3K14 72 F/UEAY NER (ZB35-32 OGN O TOHETE
720, FFIT GG-NER (2 X 2#EOFRE - DNA 38 % H3K14 Ol 7 B F /RSB L 722 D TIHR &
THRL., FOMEMEBYERLEMCEETHEDEEZ B X N7 B F /UL (HDAC) & NER OBHRIZOWT
WFFeaBtE LT, O T L UV SR OMIEPNIZHO T HDAC 13 NER #1100 XPC @ DNA H{EHH~D
ERMETHD ZERALNE o7, ZNET XPC OEMBICE LA v b XY —2HAWTHGS L7-8E0 5 508
%41E RNA T (siRNA) 2O TREEAIZ: mRNA FEH 2170, B X M7 8T Ukl (HDAC3) 73
UV FEfH% 0 H3K14 OBLT B F/UAUIIHEEE &b 2 & BN LIzOTHET 5,

B &

1. Hifmss®

t b U208 #ila, HeLa #ii% Dulbecco’s modified Eagle’s medium (Z 10%FBS ZUshl LEG & L CHEE L=,
2. ik

WROFURZ FEER -, anti-HBO1 antibody (sc-13284, Santa Cruz, Dallas, TX, USA). anti-DDB2 antibody

(sc-81246, Santa Cruz). anti-XPC antibody (sc-74410, Santa Cruz). anti-TFIIH p89 antibody (sc-293, Santa
Cruz) . anti-CSB antibody (sc-166042, Santa Cruz) . anti-CPD antibody NMDNDO0O1, Cosmo Bio, Tokyo. Japan) .
anti-acetyl-Histone H3K14 antibody (A-4023, EPIGENTEK, NY, USA). anti-Histone H3 antibody (39763,
ACTIVE MOTIF, Carlsbad, CA, USA). anti-Chk1 antibody (sc-8408, Santa Cruz) . phospho S317 Chk1 antibody



(ab59239, Abcam, Cambridge, UK), anti-HDACI antibody (sc-7872, Santa Cruz). anti-HDAC2 antibody
(s¢c-7899, Santa Cruz) , anti-HDAC3 antibody (sc-11417, Santa Cruz) , anti-HDAC3 antibody (ab7030, Abcam) .
and anti-B-actin antibody (sc-47778, Santa Cruz),
3. Y UV FRATEER
aZ—rra— ML= v ECRER LT 8um A7 VA XORY h—R o7 4 v 52 —%
e 245 nm UV 25T U7z, MRl 358 % EE SHVFERICHW B,
4. an=—7vkAIE
500 Ml EEE 10em 77 AT v 7T 4w ¥ =2 SRR L 24 Rifltg UV %1757, 37°C, COoAf ¥ a—H —
T10~14 HESE LA X J—)b  FHRIAE CEE L, 7 U AX AL ALy RTan=—24ua L, UV BHEELO
2 u =— T DR 3 r = — A A LSRN M A SR D T,
5. CPDrepair 7 vzA
J13—=2 Y 7 EOMANZ 15 Jm* UV ZHG L, "RSIVRRIEEES N7 7 4V AT VT | REEECREE LTz,
DNA RZFEFT 7 n7 2 e ) IV &k (CPD) %t CPD fulk Thyluta L CPD BaiEm L7z,
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1. HDAC3 XUV Bitgo e & b H3K14 272 F/MbT 3

UV B SN O TlE e 2 b H3K14 O7 2 F/UKITEEANVE U D Dina gt Uiz, Hikd: LT UV g
SNIHZDOE A h v H3K14AC ZAFRAFUAZ W TER LT-, ZOfER, UV RGN L0 B0 H3K14 1%
i eFurEniz (K1), ZO&EpTeF Uz HDAC %RIET 5728, EIIAAET S HDACL, 2
BLOW3 2/ vrXxyy (KD) Liziilez Wz, ZofER, Bk L7z HDAC KD Migobi 7 & F 1 kix
WEE L7=A3, 7223 CH HDACS KD (35 b T 2 T U b2 L=,

Irradiated area

siCt  siHDAC1 siHDAC2 siHDAC3

0
-20 1
_40 J.
-60
I 1
- " |
80 =
-100
=

| I—
L

Relative decreased H3K14AC intensity (%)

—
120 |

1. UV e 2 ko H3K14 1307 v U b &g
a2y br—/LBLOVHDACL, 2, 3 KD #i#i%50 Jm 2 UV R 30 min CRHElE SAURERIIHUA
(anti-acetyl-Histone H3K14 antibody) THygdetaxiliz, = ke —/LHilaoT EF b L
Pl U T T e IS TER Sz, *P<0.05, **P<0.01 (Students t-test),

2. HDACS % CPD repair (Z%E L S, ZOXKEIT UV BEZMEEHL

UV BRSO H3K14AC 37T /UMb Eni-Z L L0, 7T /UL EE 7 NER IZ0EE Ehb
OhERLT-, 2> hu—L 't HDACL, 2, 3 BXO'DDB2KD #liEic UV FRET L, 24 B % CTo CPD rif&iE %
T=Z—L7- ®27), 5L HDAC3 KD #l1 ik CPD FREICKEEZ > Z L3 H % DDB2 KD flfin
I 24 HEEICR W T BBREEEINEE L TV -, £72 HDAC3 KD #liffac UV BEZMEIHn L a2 & bR
S (M2h), ZhbofkE$T HDACS 73 NER (2B5- L CPD BREEEZIEL TWAH Z & AR LT,
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2. HDAC3 1% CPD FREERIZVNEL L SNZEDRIIL UV BEe 247 <
() 15dm ™ * UV %, = br—/L HDACL, 2, 3355 0'DDB2 KD ififtle> CPD {7l T 24 I &
TE=H—EN7, CPDIIRHEYHUA (anti-CPD antibody) Tt Sz, H# 1 FEEO CPD &
R DR A7 e > R LTz, *P<0.05, n.s. : not statistically significant (Student’s t-test),
() 0, 7HLV13Jdm 2 UV ZHH L 10 days 558 Lz, AfFLizan=—8% 0 Jm T34 2AH%HE
LLTFuwy kL7, *P<0.05, ns. : not statistically significant (Student’s t-test),

3. HDACS IJEMEL~D XPC DERRTLE L Shd

HDAC3 7% NER #8#0D ED AT » 7 TGS 2 Dz BEnoEE 2 > 37 Th % DDB2, XPC X0 TFIIH &
local UV L7~ DHERERA RS 2 2 & TSN LTz, 375 & DDB2 42 HDAC3 KD [Z# L 727 7278
XPC ORI IH 5 = LA feote (R8), & bIC T FCh% TFIH o456 HDACS KD #il
TIHEFLTV7= (datan™ -
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3. HDACS ioammrnnne ~vo AL U vosgrriesze C @4 v
50 Jm2 local UV fRi#%, =to hr—/L, HDAC3 X U'DDB2 KD AladB S~ XPC O
SRR RAVIUA (anti-XPC antibody) THEGWELUER L, = b r—/Liilafd% 10 min
OEEFBEN T BHEHE (%) 271y kLI, *P<0.05, **P<0.01, (Student’s t-test).,

4. HDAC3 & HBO1 I335BEEL~D XPC DEREE R ITERH D

bt A k2 H3K14 (2B LAV NTFIR T BT EE R OHDACS & HBO1 O NER 2% 2% B AT 5 72 I HDAC3,
HBO1 #7/ KD %47\, XPC BXL O TFIIH 022 2hEmo KD L L7~ (X 4, data not shown),
BN Z L2 X 70 KD 132NN EMO KD 2 L7anZ Eovn, UV B%IC 7 e<~F 0 ECid H3K14AC
EBLAC ML Z 5 Z L XPC OEFRICNEE SnD 2 EWvbhoTz, 7247V KD X HDAC3 KD &l XPC D
HERERICSORAETEHE LR &5, HDAC3 & HBOL (342 [F URERICI W TRERE L TV D Z &
INEINT,
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4. HDA34HBO1 & 3|7 [F] UREHIZ IV THREFHL~D XPC OEFITHEREL T D
50Jm 2 local UV 4, =23 hr—/L, HBO1, HDACS 33X U*HDAC3 HBO1KD Hlllaco1E{5
EAE~D XPC OERZHRITUA (anti-XPC antibody) THEgue LER L, 2 ha—L
HRRCFRG% 80 min OEFERITHAfE%R (%) 277y b LIz,

*P<0.05, **P<0.01. n.s. : not statistically significant (Student’s t-test),
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UVHEHIZ X W DNA EI24 U5 CPDIENERIZ LV BREMBIE b, MIBINIZIBW T Z O AT ADMEEET 27291
I a T I AEERTANEWT DMENRH D Z ENALNI SN >oh 5, EEIZE A FrOT T HIZER L,
FZ LSS TOROHDACIZ DWW TG AA T o7, EFIILARTE 2 U H3K140 7 £ F /U1 E)3GG-NERIZVZH
ThHDHZLaHE L, 20Ok A M ASERTIZHBO1AMEN TV D Z & BN LTS, AlalZ OFMLOM T & F /L
HIZIER L. WL 9 OHDACZE T L= & Z AHDAC3AUVESR#I2#1< = & 2 A L7-, NERIZEVWTHDACS
1 IXPCOABIEEE DR MEL L ST, BUIREN L2 2 D AW TITHSK14AC AT 9 HBO1 & [A] U222
% KIE L Cu =, HDAC3, HBO1% %7 /L CKD L CHHDAC3, HBO1HMOKD Z M1, £/ 8 S
IRETRNZ E DBl X VX7 BT RE UGS B W CXPCERICE S L CTWD Z LAVRIE S NZ, £DET IV
ELTERITRD L DI OOFRENEEZE 2 Td, 1. XPCIFIEL A —UTFE FTRNA pol 1T & HF/E L TV 5D &
WESN TS [6] ZEn, DNAEEHZHDACSIZ LV IR LRIETO B X U7 B UbEhs 2 & T
R G R L0 S UDNAJRISEAL~Y 7 b— b S5 O TIHRW 0 2 2 OREEAL CIFHBO1 A E A ko ®
TE2TFIELEITOXPCOR—T ¢ T HEEL TWD Z TSNS, HDHVNE2. XPCIEX 7 LAY —LANDOCPD
LV LHODNANDCPD % L <§8i#k7T2 [7] Z B UVICE VA UBEMBIMICHIER L SE[ITH7-0IC
FEHBEEIO B A N AIPLT BT IULENZ A Rip~Ta s a~vF ALINDLERHDLO0E LR, Z0 L&
HDAC3LT £ F /UbZH S TND EE X HILD, ZILHIZOWT X EEIICREEZ T 572912, MRz T
XPC1%5 1D b & RN CPD A A U S ¥ DT v v A ROMSINEZ /2D THAH D,
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