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LTV 3. bnbNhEE - EREZ HOTHELLL X
9 & LTV AIBRIRER LIV EEZ EDE D
THY, WEFELZGEITHE N UDDH % i ge i I
X9 % rituximab 7% £ OHUAEEIGEWVIEEILE TH 5.
G TS X 0 RN O g it 7 R L CE fmas
T A I SRS 7 R b= 23 b Bl
FERFEL XS L TEHEDTH 5. 1ERDBEETIE
BB R IR B B 1= 8 BRI O A3 R T
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32 I 2 P A AR B R R BTN LR R A
VARG Z—Tz O CHRIERETEG T 28 AT 5. #
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RATAIWARZ Z—TOIkB (X 2) I &k %25 HA kB
BE B A X O NF-kBOFEM RSN, RYF2
V) > SHEOEESEA IS % T & DG E Nz Gae@).

JERTF U SIS T B ANIVRAT A )V
AFIVFF—UEBETEEALIZETA, JERY
FUU VN, ZORENTE L& ITEREMEY 28
JESEFIIC BV T, BNV AT A )V ANT Z—
T0Z.1 (X 3) I 5h%E0 B WVHEBGEE FREREKT 2
TENTE BREENIRMRET SN TV IEDIXIE
P 2 SERIEORERTH D, FRIEGIFIZ47.2%
WGELTE. GR®).

2 ESEE MR TR A Ao Y DOE W
IkB4) iR ks O FLH 7 YU X D [EH N7 NF- kBO T
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22— TOIkB 7z 20 B 1 s il i R B iz &
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1CPO promoter BGH polyA

2. TOIkBOHEIE.
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1CPO promoter

3. TOZ. 1DHEE.

T A, 90% LA LoD 1 ifin s i A 72 S 48 IR R LA AL LS
FIFEICES LB T N TE GE®). ZoHiHi
AN RS BB HEE RO UL IR 3K T H %
cytosine arabinoside D 1051V & D TH 5. 28 HAIT
kB 72 FE B9 2 BRI BAIANL XA A )V AN
2 —TOIkBIC K % 77 R b — ZFFED 7 7RIl F 0 7
WrxdhESMNMCT BT LI L. 2Esrta
MURE B TLEHER DIBFEEI SIS LR WIRRHESTED
JEFIN D DD, DNONOBELETIREICE ST R h—
¥ AFEII KR L EHREIEIC IR 5 T & DIHEE
IND. SHBIEFHIRE X THIMFESY > EOET
VB Z S5 L UTe Rz itiaw, Gt e etz
R UEERIGHZ Hfg L7z 0.
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(O Motohiro Misumi, Yoshio Kuwayama, Toshiya Suzuki,
Kanae Sakate, Katsuhiko Yoshida, Kunitake Hirasima,
Shusuke Moriuchi, Joseph C Glorioso, and
Masami Bessho. Gene therapy for Hodgkin’s
lymphoma by means of replication-defective herpes
simplex virus-1 overexpressing mutant IxkB o . Blood
98 Suppl 1: 405b-406b, 2003.

(2 Motohiro Misumi, Toshiya Suzuki, Shusuke Moriuchi,
Joseph C Glorioso, and Masami Bessho. In vitro
thymidine kinase/ganciclovir-based suicide gene
therapy using replication-defective herpes simplex
virus-1 against leukemic B-cell malignancies (MCL,
HCL, B-CLL). Leukemia Research 27:695-699, 2003.

(3@ Yoshio Kuwayama, Toshiya Suzuki, Shusuke Moriuchi,
Joseph C Glorioso, and Masami Bessho. 1kB-
mediated apoptotic gene therapy against acute
myelogenous leukemia using replication-defective
HSV-1 vector expressing TK and mutant IkB a.
Cellular and Molecular Biology 2004, in press
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Failk

lE L&l

F AT AR F VIERGDES ZHT 2 My~ ~
Vw7 A THHN, 7077 —JICHLTRETrE
HA Ve UTHERS % ™. fitk, IEARATA R F
VERBELUGWERE SN TEN?, EEHEZT v
NEERFCRIEE L7 voSs—Hilg, ~Z7a7 7
— IV NUEMIBICZORENZEOH NG C xR
L7z*. £, SURATREAARATARYF VBIZTIC
ZRIENZEDHENY, Z OB S allele DFR % H]
WEEH S, 707 7 —YORRZIICE L TAR
FAEMCP-1°MIP-1 a R EMDr EH A > K D EER
BEzLTWaBZ EZFFHL. —7, A AT RV
FNE Th1 I E DOBMRIC AT H % T & H¥Ashkar
HICK > TG EN, AKFET A A RCGTE
HA DXy BT =TI BN THONEEZHS T
WIS MR- 727,

BINERT 28R AT R R T A 2 R 7 LIS E O
AT, WML Uz 27 v o s—HifaoiRiEir~ 2 a7
7 — Y DAL S 2 BN EE K O AU SR G 5 1)
TEEREEENE ST % ™. FHE 5, ZOMEE LTHF
FAIA 2 A & U PUREREE 2 ML LY, Z DR
JEFICES DT E Tz, TO—HOWEDMEET, ¥/ 1
77—V ORISR E LIS EA AT AR F D
FRH L, chic | i< ThIRDOMEBISENEETH
BT ERABALT. F£72, Th1ZRDOGE ST EENT
ROHESHT, EBUEFROFHALOERICETFS5T S
TEMMETNTWVS. 5T, AATARVFIIZ
FFEE5E, fRHELOREHBIC BV TY A MLV, 7
EHAY 32y NT—TDOHRE LTHEL TV S &
HeE S NS, KTz, FFEZOFEARSEAN ORI 5
SERIRFIRE S A R T AR F U EHHT BT &

S H R BERAENIL S - HEIRPIRL

FrH & G RERACAH S « IFENEEE2EE)
H E, RE EES, AR
BT, R

(AR T,
il

5, FATARYF VDL OEE & s
LTWBHAEMEAV R E NS,

Z T T, THREEDNIICBI B4 AT AR F D
a7 X OHEICT B 7201, FE D ITAR T2 EHE
RKETDHET VATV 2= 7 « RUAEMNL LY.
T O ADHIRKEE & S FERTRRE 2 358 U T2 fRO#%
WEFHS 22 Elc kD, FHESE, b, HEKRT
IR OIRAGHEIC B B2 A AT AR F U OB x
Fat Uz,

. bSYRITZY Y - IV ADIER & Z DIFHE

R R A AT ARYF D% EcDNA cloning
L, C#12human serum amyloid P component (hSAP)
promoter7 1 9 % FHvector (PLG1-hSAP) I A1
7z. Th7z2B6< 7 AD3ZKEHIIC microinjection L, 1
BOINEICBM LUz CARILEHELE. YT X
Osteopontin-DNA D& (= FHl5 70 5 primer 2 3% E, 2
M5l U7zDNATPCR%Z 1T - /2. 52PLHI6IE THA
AT ARV FV-DNAWMHIE Nz, T D65z B6
EHEENTODOF1 22, 4RMN T VAT
Zw I THY, TD5 B3R THIESENIRETH
> 7z,

S UAT =y 7 - T ADKE A homogenate
TA AT A R F 5 8i% Western bloti Thigf L7z
LT A, WTHERRBMNED LN, FHAICARK T
ZHELTWABEXOBETH 7. A ATAHKRYF
> O EE CFY [RIK~5K]) 2 ELISAIC X O #illiE
LizeCh, PSRV =T« X7 ATIF1,139
ng/g liver [34 ~15,600] TH b, LHMWITA AT AR
VFURENEETHAEONI0EEETH - . 1l
A AT AR F 2V PRE (ng/mL - R~ K]D)
WERAR (3,001 [1,625 ~ 5375 ICtk LTIV AV o
=7« < A (7,890 [1,150 ~ 55,000]) A4 &1 & il
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ThO, FIHORENEGETH > 2RBEZMNE
10,0000 E&/R U, iz, FRCBI B4 A T4 KR
F 2 OFBIMIEZ, BB & U 72 Western bloti2:
C IO TG Lz & T A, JEFE I Tl
<, MRS HBEDNED bz,

Fraeytia@isi iz b, "I VAV Zw T o R
7 12383 X 0 PRI ) > SERANRIME L, 483
BT REREEK Uz, iz, 24 ESLUED<
7 XTI/ INEIC BURBIIE DI S Nz, S sk
tztrolce T A, RiMY »/8Ekid CD4REME, CD8
S O'MHC class T 351 TH O, ML CTLICHH Y
I3 MBI, F 72, MHC class IO
Kupfferfiifd TH ML THBH, FERICEEEL TW
% &EZ 5Nz, EHOTURTUAZ SOCHUATE TRE
itz s, ZEAFTORSVAY =T - IXTR
1350% CRMETH O, A< AZHTIEEHRD
TETFNICEBEEZONT. BB, AT VAV =
W7 e RYATEREERINRE S BT % &
Ghhkaolz. BEY SR L, fi, MERDR,
BUCIZZHD CTLIREA S S Nz, TS DlgesiE
CHRUBMEAFATE LIELIEHFIMRENR BN T &b
5, ZTOENKEFERETT BB ERRET VIR
HAHEMEN D 5.

. FSVRI Ty Y - IV RICET BILAFESE
DFEF

FAH%% % F1 > T DNA microarray I & % fi##fi #4715
jz & T A, 11-187% £ Thl Hcytokine B F1L-107% £ Th2
Hcytokine D mRNAFHIE, M I AV r=Zwv - %
A EMBTAERENED NGz, LML, +T
VAV Zw 7 « XY Aldconcanavalin A% EfE L 7z
FROMEIFN-y B AP HIICHEL TEETH -
c— AT, ILI0RE EAMNERETHD, KOILNA
s EL Nz, £/, hI VATV =Zv D %
T AT, MEIHEIC L U TIFN- y ESSOAFREE A
ETHO, L0 ERMRETH o7z (> T, KT
VAY =7 « X7 ATl concanavalin-Af 514121
Thl/Th2 0 ISEMWHE LU, TRIFFEIEN AT T %
LEZ NP,

—J7, DNA microarraylc X 5T Clx, hI AT
T=w 7« 7 ADNFIZ calpain FEHI AN D 30 % F
TR L TWED, metallothionein B hY 345 158 L
TW/z. £7z, GDP dissociation inhibitor*®glutathione
Stransferase DFEH & 2450, B L Tz, 2D
&, Pt bikEEREG LB HIRT 2 FEEX S
VAV Zw Y« XTADS D AU TEET
HO, A< AEThl RIS & MRERLER & DR HE
T ARRICE AR EEZ BN,

i

l. & b« FRFTFRYFVEEF OB

Th1RD I E S CRIEBMF R DRIEICE 59 %
M, AVZ—=T 0 REICK > TY VAR
SNBHFRICHEERKEZRIZL TS, IFifRIC
FATARYF U ZBEHEETEZ T AT 22y
7 RUADREZEET D E, b MBI RHRD
FIERA 2 —T 2 IGEOAEIES, BT %
FATARYFREZN LU CEEICHIEIENT
WABAREMENH B, FC T, KT, A Ex—Tav
B 72 G20 U T W a0 UM MR T 28 H2 35 20 451 72 Sk 5
IZ, direct sequencingiEIC X O A AT A KRV F VidilG
T-Opromoter fE I DO EELEIY 2 ffiHT L, nt-155, -443,
-616, -1,74804 » FTICSNPsZ R L 729, T, [6
FRICTEN K fii 17 0 C B2 M i ¢ =35 156 51] 72 3 51
invaderi=CZ N5 SNPsDallele a5 E L, 1764 T
5 SNPs & fF 7G84 & o B E# 72 MGt L7z, nt -155,
-616, -1,748(3SNPsi3, D’ i K U r’fEh%0.937 L F
Thbh, wOHEFHAGHZE L Tz, —J/7, nt-443
D SNPICBI U TIEHFRTEENE & BIENH O, 11 ALT
A 2ER L FIic bz > TIEHMEOIEFNZT/TH 13
%, C/TMNT5%TH->T=DIicH LT, 80 IU/LLLEIC
FRUIER TR T/TH44%, C/TH40% THhH - I-.
TOSNPIIERENTOEWFHTEREDTHD, R
THENEZ BE LTV a[REE N D 5 (T 2EFTE MEHIA
FS 1 P2003332067) 0.

IS, A U2 —7 o0 a5 LTz CRUB T
RT661 72051, A SNPs & iAHENR & O A i
U7z, nt-1,748Dallele N G/A, G/GODHER|TlXiER
N2 TH D, ADIEFNCIH T 543%ICEE L TH
BEICEHERTH > . Genotype 1b, &7 1)L A ED
BHIERNICEE LTS COERIFERD SN iz,
nt -443 3T/ TOSE BB HE 286 % TH O, C/T,
C/COMERNCIB T 553% XD HEEICHETH - .
1b, B AINWABTHEAMTH >, 535, nt-1,7487
G/A, G/G, nt-443HT/ T % it 7z 3 SEFNE 2451 73
B L, Wi SNPs DFHA G DT K B IHBNHR O T
lZ positive predictive valueh100% TH > 7z.

F: )

FFRIfIC A AT AR F U BB REFHET S F T2 A
Vv I AEHRZBRFIEL, TURIUAD
HThs s, AOREEHRDETIVICES L
EZoNT. KU A TIRAEILENThIENICS 7
FLTHE D, concanavalinAZH 59 % & hE~< ™ 2
ICEE U CIRINGRFEESED AR E N B, —75, B TH
F AT A RV F VB {LF D promoter fEIE I SNPs 332
HHEN, HROMEFEA > 2 —7 za ViBEEORER
EBBEL TV FICBI 2 ATAH R F VOFRB
l& promoter SNPsIC X D EIMICHIIENTED, T



HHEZE, 14, AE LS XUTEOREERICB I 2 A AT ARV FUOER — FIVAY 2w /U RAZHCIMGE — 159

NDRFRDFEIER A > Z—T = 1 VIR O R %2 BIE
LTWBARENED S 5.

X

1. Butler WT. The nature and significance of
osteopontin. Connective Tissue Research 23:
123-136, 1989.

2. Uede T, Katagiri Y, lizuka J, at al. Osteopontin, a
coordinator of host defense system: A cytokine or an
extracellular adhesive protein? Microbiol. Immunol
41: 641-648, 1997.

3. Kawashima R, Mochida S, Matsui A, et al.
Expression of osteopontin in Kupffer cells and
hepatic macrophages and stellate cells in rat liver
after carbon tetrachloride intoxication: A possible
factor for macrophage migration into hepatic
necrotic areas. Biochem Biophys Res Commun 256:
527-531, 1999.

4. Wang YH, Mochida S, Kawashima R, et al. Increased
expression of osteopontin in activated Kupffer
cells and hepatic macrophages during macrophage
migration in Propionibacterium acnes-treated rat
liver. ] Gasreoenterol 35: 696-701, 2000.

5. Singh RP, Ratarca R, Schwartz ], et al. Definition of a
specific interaction between the early T lymphocyte
activation 1 (Eta-1) protein and murine macrophages
in vitro and its effect upon macrophages in vivo. J
Exp Med 171: 1931-1942, 1990.

6. Ashkar S, Weber GF, Panoutsakopoulou V, et al.
Eta-1 (osteopontin): an early component of type-1
(cell-mediated) immunity. Science 287: 860-864,
2000.

7. Arai M, Mochida S, Ohno A, et al. Sinusoidal
endothelial cell damage by activated hepatic
macrophages in rat liver necrosis. Gastroenterology
104:1466-1471, 1993.

8. Arai M, Mochida S, Ohno A, et al. Blood coagulation

equilibrium in rat liver micro-circulation as evaluated
by endothelial cell thrombomodulin and macrophage
tissue factor. Thromb Res 80: 113-123, 1995.

9. Mochida S, Ohno A, Arai M, et al. Role of adhesion
molecules in the development of massive hepatic
necrosis in rats. Hepatology 23: 320-328, 1996.

10. Mochida S, Arai M, Ohno A, et al. Deranged blood
coagulation equilibrium as a factor of massive
liver necrosis following endotoxin administration
in partially hepatectomized rats. Hepatology 29:
1532-1540, 1999.

11. Arai M, Mochida S, Ohno A, et al. Blood coagulation
equilibrium in rat liver micro-circulation as evaluated
by endothelial cell thrombomodulin and macrophage
tissue factor. Thromb Res 80: 113-123, 1995.

12. Yamanobe F, Mochida S, Ohno A, et al. Recombinant
human tissue factor pathway inhibitor as a possible
anticoagulant targeting hepatic sinusoidal walls.
Thromb Res 85: 493-501, 1997.

13. Arai M, Mochida S, Ohno A, et al. Selective bowel
decontamination of recipients for prevention against
liver injury following orthotopic liver transplantation:
Evaluation with rat models. Hepatology 27: 123-127,
1998.

14. Mochida S, Yamamoto T, Mimura S, et al. Transgenic
mice expressing osteopontin in hepatocytes as a
model of autoimmune hepatitis. Biochem Biophys
Res Commun 317: 114-120, 2004.

15.Mimura S, Mochida S, Inao M, et al. Imbalance
of Th1l and Th2 immune reactions may provoke
massive liver necrosis in osteopontin transgenic
mice. ] Gastroenterology (in press).

16. Mochida S, Hashimoto M, Matsui A, et al. Genetic
polymorphisms in promoter region of osteopontin
gene may be a marker reflecting hepatitis activity in
chronic hepatitis C Patients. Biochem Biophys Res
Commun 313: 1079-1085, 2004.

© 2004 The Medical Society of Saitama Medical School



160 IR AHERS

PR 13 AERE ARSI

H31E W35 TRI164TH

IR A SRR &

AAH MR AAR O L ARE 72 i 5E S 2 AT I BRI R T %
Hr T il idia R

% H # KR

=
R e &Y, wimE EA?

AWZEIE O H CARMIMEHIFIFSHE © Peripheral blood
stem cell transplantation (UL N PBSCT) #f f{b.Z54,
@EEHURICKIST % THRROEHKT 2 28 F—TD
s, OB TF ReY A bAoA Ik Thifl
N D ex vivo TOIEMEALIEZWENL U, HETTHN B g 10
I BT A 2 A E T S R2HNE L. T C
I, MARGESREESE A B 2 5 LT izlan/zC
CAITIEEH L, WSRO 2 S 5.

A HETINESEICR LT, auto-PBSCTZ i L
7z carboplatin (AUC: 8.75) & etopside (960 mg/m?)C &
% cyclic semi-high dose chemotherapy & C N 5ICH|&E
T cytoreductive surgery % 63ficfT>72. TD S
H1THIM SR OREBIZIARICZE LTz, T DRSE,
overall response rate (%70.6 %, 54 E 17 % 13529 %
B TH o 7z. (K Ikeba, M. Okubo, S. Takeda,
K. Kinoshita, H. Maeda. Five-year results of cyclic semi-
high dose neoadjuvant chemotherapy supported by
autologous peripheral blood stem-cell transplantation
in patients with advanced ovarian cancer. Int. J. Clin.
Oncol. 9: 113-119. 2004.) LA L, 22% DAEBN FFRED
mHLENT=T e, TOREZH S MG E O
1ol

R D PBSCT#21: Tld CD34 M TIRE X N B
EIMEHROARBEDN TV BIEE T -7z, L
U, CD34R5 1Al S5 TS 5 NI R I HLARER
77 % CD3, CD4, CDS8, CD14, CD19, CD25, CD45RO,
CD45SRAICDWVWT 7 H—H A4 + A U — Tk g
%L, BB E N TR M HL AL BR 53 81T 1 CD4 Ry T
CD45RARGHETHINEMNZ S XN TV A HEDHN & 7K
o> 7z, TOMREZIEELTE UL, CD4RRIET N

MR (RRERRERE SRR > 2 — il - MfmREsee)

T EEDEDEE SN T IV E T 2R
BThHhole. TTTHRLIE, TEREEIFEOL b
NEBR— YA )AL AT16 ETEH (LI FED A
IZ, HLA-DRIZ $27R & NCDARGHETHIE A 785 %
epitope Z /i i 9 % FLERIE 2 WAL LTz, T OFEERIC K
b, ETO7 2 /RS0 S5 5, HLA-DRB170901 & 3
FPED E VO motif 2 N9 % E7 61-807 2/ FEIECY -
CDSTLRLCVQSTHVDIRTLE C ¥ #%ER 7= #1119 % &,
Th2 % 4 7 THIfEH30.3-2.4% I F CTNd % 2 & H
MR c&7z. T HIC, HILER% T D epitope peptide &
128 & 8ICE5# 9 % & Thl1 X A 7 OTHIRE O BN
MR oNTc. TNHORRNDE, FEhiicidThl &
Th2 % A 7 O THIfIC H3E 7% epitope DM E(E L, IL-127]
HCHINEEEM 2 & DThl 2 A I THIZ FETE
HEND, PURERET CD4REMThl Z A 7 THIlEIC X
BIDIBENRETH 5 EEZ 5N, (M. Okubo,
M. Sato, H. Inoku, R. Hirata, M. Yanagisawa, S. Takeda,
K. Kinoshita, H. Maeda. Analysis of HLA-DRB1
*0901-binding HPV-16 E7 helper T cell epitope. J.
Obstet. Gynaecol. Res. 30: 120-129. 2004.)

i@ 5 HLAZG E OB TFERMAHL M TIE R
PIHEHEICIBWNT, FrEMETURZ R T 5 DT Y]
N#tTH - 7=hY, W5:% carcinogenic antigen 5 FI
S RF B0 tumor marker 73 1 & UC, Z DYN Sy E 5
X—H—07 I JBEYDS 5, BEHRO algorithm A
5 CDARG I THA I O epitope ZHEE L, TN 7%&coded
% & i peptide 2 E AL L RO E7 peptide Hl] 3 & [6] 5
DRER TN Uiz T A, 1040 845 gN iy %
T CD4R3METh1 2 A 7 THARE AR S % HLiE D epitope
EPETE. 2O eh b, HiERTF Rpeptide &

I K 2 PURRE LAY 7 0y SO O RS 72 F1 FH U 7= Ml fpe
EDURETH S L EZ BNz,

CDA[GHETHR AT 2o b —7
MRS B 52N T B 281 id, HLADRY

cytokine flJ 7z ex vivol TITV, JEMEL U7 THiIlaZ
ANICERS C Ik > T, TGRSR, s
ik (kas) 2 YIBR U 72 OFRkE OHIHIC R L T DR
MWfReL 755 &bz,

D EERRHREER Y v 2 — A E R R ER S v 2 —, 2) ARGt > 2 — i - #fiagsm

© 2004 The Medical Society of Saitama Medical School
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RNA 5KV X5 — 11 OEGHIE & PRE D71

2 H &
HEEE R ZRET, EH

WIS Tl TFIIH ONY A —Y B X O FF—Eik
MEDERBIE ALK -1 X 2 JHi 2 O 7 2 i 8,
TFIIH DN\ 71— E OGP LT ORENZH 5 hic
L7e. TFIH Ic&EN 3 2DDNY 31—+ (ERCC3
KU ERCC2 ) OZRIC X b taFE MRz E, Cockayne
JEMERE, TID HFOEENG[EEHIEINSE. ThHD
JRETIE DNA OBERE L G RENH L O
ENZH, TOHF AN X L% TFIIH OZEik%
HWaZ i k> THLEMIC L. YDk R,
TFIH 3 EEMEOEE, ERCC3INY H—EENLT
promoter escape Z{EHEd 5 Z EMNHE N LIRS Tz F
7z, PC4IXT 7 FR—Z—DIxWEAILE TR E D
L7 LyY—e UTEIEMT %D, TOiF! & TFIH
MHEPIT 5 T &SN T Wiz, TFIIH O Bk 7%
WfE# & 0, TFIH O\ 1 —E G PC4 DR E.
MHREEERETT 2 2 ML N ER ST, TDT E
X0, PCADHEHIHIBREICH LWET IV ZIRET S
T WK —T, T FR—=EZ—1{FF FTIEPC4
W3 N7Eay” 7 FRN—2— UTIEHT %M, TDX
71 = A L7z in vitro$i5 5 %R 72 W T iRMT L 7z, PC4ld
5 G5 (b D BXIC PIC (preinitiation complex) DI X
FEHET B DA% 53, promoter escape TEIEH T
B WM Uz, TOWETEPICIEK & FARIC
TFIA &L TAFS BB TH 5. 7 7 FX—R2—DE= "D
%<9 % LIREIEMIZE LD T 50, coeE
ICWEPICOIEKIZIEEEINTI S5, promoter escape
DHPEEEEELD 2 =Ty Nk B. Fiz, 7OF
N—Z =itz Rd DX, PICH K & promoter
escape 7z [AIRFICIEHET 272D TH B T & mh > 7z
PC43TFIIH E MHHEAEH L, PCAD AT 7 F N—Z —
RAASEe—HL, TOMHABERMNEETHS LN
SRENTz. £7-PCA L TFIIH O EAERIE T 7 FX—
Z—DOWHEEM Bz D, PC4ADY VL TIZHKE
FTICBLAMES T A REIN. LLEORERXD
B OHIENC & TFIIH @ ERCC3 WEE &A@ X% LT

* I EERRED TEMFHE

WK sER] (REEERRE D FAEY 28R

YT, MR T

WAHT EMNHALMMERD, TOBIGTFOERTSH|EE
CENZEZEME L IE, Cockayne JEEEE, TTD &0
EETROSNSHLE DO Z promoter escape TDifir;
HHIFORENEEG L TW5 T EARBI Nz,
GALA-VP16 O in vitro fGIEMLRIFET VR E L
TERENTHSD, GAIA-VPI6IE AN TINET 7 F X
— X —"T&H 5Tz DEARN Tl T 2 Hx G D fifh 1
BT LEREEITEAR. ZTTIOREZRIES
, KOEHBHRICERS T 25 E 2T L, W
REICE 59 2R T Z2EET 572012, clfosiEfn DL
VNV H— « T aE—&—IC Gless cassette D n &
f8 BT in vitro 5TV D 855 DNAZERL L 7-.
X 7z cfosITF T B Hn 5 K 1#f (ATF1, SRF, Elk-1,
CREB) O cDNAZ W TZEN S DB 1242 T/ NF
207 AV AFBRICTREFRD - 8L 7. DNase
I footprint35 X Urgel shift 7 vt 1 I1c & O, ATF1, SRF,
Elk-1, CREBI{ZMAP kinaselc & %V Vb & (3R %
ICDNAICHKEB T 52 25 MC L. ATF1, SRF,
Elk-1, CREBZ cfosi{n DI 1~ F I DOILE
RICTTvAT 5L, TNEDORTOIEEIEELAE
ICIEMAP kinaselc K% U VLA TH S T EH
IRENTe. TleINS ORFIFHI TR ETEE(LEE
IMEWD, [FIFRFIC cfos DTNV P —ICHEET % &1
FAPNCHER U cfos B1n T DirE xR 1Mk 5. &
5, TOEMtIcIZay 7 F N—2 = 3FEEn 3
ThsrZZRVWELE. 2095502213 p300/CBP
& Mediator 8GR TH 5D, &5 —DFHHDOaT -
FAN—2—T, RNAKG % 737 E NFI0/NF45 7=
BUEARTH D, cfos Bz FICREEICE =, £
\IC Elk-1/SRF DG 2 11 %, BHC O #FZEIC &
» NF90/NF45 (& PKR IC & > THIHIE NG Z &5
MoTHD, UMEOHRLEDHDOEZ L, PKRMNH
NF90/NF45 74y U T cfos ICE B FiT-7x 7 F IVEE
RENHBTENHEM eI T, kKD, HODhD
JRHE T PKR OTEHAL & cfos DIERE FRMIEINT
Wz, iz X, Alzheimer J#-® Huntington Jix7s & D#f
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WM Tl neuron N T PKR OTEMEEDMA] 5D
TS L T02DHEDT, cfos DFEBIMN LA L
TWBZ W h> T35, NFIO/NF45 i PKR H 5
cfos NDY T FIAGEICHET 5 Lick->T, Th
5OJFRREICELS BIG L TW5 L b b.

THIC, JuaxF rOREEZERIC X B G E R
WD 2179 121, in vitro Tcfosig{n+ Fic 7
O F U EEHWKT 5 R2105 L. 2ORZH
" C core histone DIERTIC K % c-fos DL G HIlTH % FH~X
5 7=®IC, core histone Z Kz THE &8 THIELZ

], b

ko< F oz HERT 2R Z2HFE L. THIC,
histone D 7" X/ Kifitail D 7 F Uk, VU Vig{k, X
FIE DI 2 AN, T 5 OB E T
histone HEER LT 5. BTE, cfosZiEMHLd 5 F7
—ENEDK T D EDFILUAEH L, WIC LT cfos
DIEB 72 1EMHALT 5 O Z2fift LT D, preliminary
TSR E LTI F VIC Ulkclosi iz E Tl
MAP kinasel3ATF1, SRF, Elk-1, CREB% U V{9 %
U CliEEEE I TS, yaxF U zEMT 5
TEMWRBETHHERZFTVS.
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