&

N H |

Al 'I
*\
K A K E

#BxXc—19

FEHREBERERX (RENREMANE) HRAREEE
Rk 2 54 5H 10 BHAE

FREE S - 33920
MEiER - EBHHE ©)
PAZEHART - 2010~2012
SEREES : 22590408
MRFEERL (FIX) IV RMEIUICKIRBERGEFET 20NN EEFEORE

HIEEREL (EX)  Role of tumor-suppressive genes on LPS-induced inf |ammatory response
MEREE

W= E (YOKOCHI TAKASHI)

BHEMKE - EFH - HR

MRERS : 20126915

WFFER SR OEEE (Fn0) : B AMFNEISF T D retinoblastoma protein-interacting zinc
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MIERR R OME (3£32) : The involvement of retinoblastoma protein-interacting zinc
finger 1 (RIZ1), a tumor suppressor, in lipopolysaccharide (LPS)-induced inflammatory
responses was investigated by using RAW 264.7 macrophage-like cells. RIZ1 was
suggested to augment LPS-induced NF-kappaB activation in collaboration with p53
and enhance the production of proinflammatory cytokines in response to LPS. An
ADP ribosylation factor-GTPase activating protein (ASAP1) is constitutively expressed
in the cells and the expression was augmented by LPS stimulation. Silencing of ASAP1
enhanced the production of proinflammatory mediators in response to LPS. A series of
tumor-associated genes are involved in LPS-induced inflammatory response in
macrophages.
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