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Mucosa-associated lymphoid tissuel (MALT1) activates nuclear factor kB (NF«kB) in lymphocyte lineages and

have an effect on differentiation of epithelium. However, its expression and role in the pathology of malignant
tumors of epithelial origin is not known. I examined MALT1 expression and its implications for the pathology. In
this result, MALT1 expression is epigenetically inactivated during tumor progression, suggesting that the detection
of MALT1 expression is a useful predictive and prognostic determinant in the clinical management.

Determining binding sites of transcription factor is important for understanding the transcriptional control of
target genes. I developed concatenate ChIP that rapidly and cost effectively specifies genomic fragments.
Subsequently I investigated GATA3 binding sites and target genes to employed this new method. These data
demonstrate that GATA3 binds to regulatory elements and controls target gene expression through physical

interaction with core promoter regions.
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MALTI, #§REK % MALT1 3 X OV siRNA %
AWTE ARG LTz, In vitro i21H 7~ &
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ZREOFERE S, MALT1 3 1 HeE R
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FH & 7z (Cancer Res 2009 ; 69 : 7216-7223),
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LIZkY, ENBEETOREAZHHETIZ &
DR E N7z (Gene 2009 ; 445 : 17-25),
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miRNA (has-let-7a, has-let-7c, has-let-7d,
has-let-7f, has-let-71, has-miR148a,
has-miR148b, has-miR520g) (Z >\ T, H
fEm S B E AV, IKK o & miRNA D%
BEOMBEAZM R, ORISR, AV L
B OR B miIRNA O &I ) > 7=,
FER - RO IKK o OFBLUI A F L —
v a X Microsatellite instability & & -
xR T 4 v 7 RIS L Y HE S
AU, HEEH O (Clin Cancer Res., 13, 5041-7,
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445 : 17-25, Cancer Res 2009 ; 69 : 7216-7223.)
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318-323, Trends Cancer Res. 2009 5 : 13-19, B
% 97 BKEHEER 95-101) %KL, FEH

(P ) 2% H L1z, IKKa %
72 NFB O LB K+ OFFiE & L4
% ORI TR I E B LABIZE O A HIVE %
RLUT

(T Z =74, HEEEwm0)




5. FreRFIRLE

(WFFEf S, WFoE

Gy HE o ONEHERTEE 12

(=)

(MR

G
REH -
Ea YA

FE

ST

H AT

ESCEUN ]
N

(G5 4)

Chiba T, Maeda G, Kawashiri S, Kato K,
Imai K. ; Epigenetic loss  of
mucosa-associated lymphoid tissue 1 in
patients with oral carcinomas. Cancer Res.,
15;7216-23, 2009 A4

Okazaki M, Maeda G, Chiba T, Doi T, Imai
K. Identification of GATA3 binding sites in
Jurkat cells. Gene 445: 17-25, 2009. 45 5
Maeda G, Chiba T, Imai K: IKKa as a
critical player in epidermal development
and carcinoma progression, Trends Cancer
Res, 5 : 13-19, 2009. Ar#ciE

Maeda G. Epigenetic inactivation of IkB
kinase-o. in oral carcinomas and tumor
progression. The award-winning report for
the young investigators at the Nippon
Dental University (in Japanese). Shigaku,
Oct.; 95-101,2009. 7 i fi

Imai K, Chiba T, Maeda G, Morikawa M.
The role of WNT in rheumatoid arthritis

and its therapeutic implication. Mini Rev.

Med. Chem. 9: 318-323,2009 &7

£l GF 1 )

At Tk

AARERIRY: s

SEANTLE IR B 52 B

FPE R BRI BT D kB
kinase-a D=LV = RT o1 v 7 I2%
LN & 95 0> e i

HASHERL RS SR A i ol =50
PR 2146 H 6 H

6. BRIk
(HBFZERFE
A 6K (MAEDA GENTA)
AR R « Al 550 - B
WrotE 75 - 80434140

QW7o HE

«C )
eE &
Q)E s

«C )
oeE &



