#e=X C-19
HEMREMHBEWRARRBRES

ERE 2 246 H 8 HEE

WMEER : EFHAE B)

FAZSHARY : 2008~2009

EREE S 0 20790948

TARRRER (F1X) MEFHAEREH TSU6S (Z & B AFecfg &t OfRA & E@EGRAR Y2 a
—JLDRTE

e iERE4L (FEX) The mechanical analysis of angiogenic inhibitor TSU68 for the
inhibition of liver metastasis and the decision of optimal administration schedule.
HEREE ILAEZ (YAMAMOTO MASAYOSHI)

ENMERKE - EXZEHMERER - EE

HEEES : 70397420

MR R OBEE (Fn30) : AWFZE TILi s BrA R ERNC L A BB HIEEE O &, A =X
PIESWEEEHFH A2 —LOWREZ B E L. KigETFEEET T VBT 2B
FETONFE T CXCL1 O3B TSUBS 12 L - THI S 4L, FOHIHENCITFEIEN AW S
5 IL12 p40 3RH5- LT\ 5 Z EAVRIB iz, 72 b &AL E K TSU6S 1T/ I A Al
DR SEldgs D NREE 2 L S8 5 2 & TIHRBZRAICIH L TWnb e Ex b,

WFZER IR DOBEE (3£3C) : The aim of this study was to investigate the inhibitory effect of
TSUG8 on colon cancer liver metastasis, and to establish the optimal administration
schedule with TSU68. In animal model of colon cancer liver metastasis, the expression of
CXCL1 in premetastatic liver was significantly decreased by TSU68 treatment. In addition,
the amount of interleukin-12 (IL-12) p40 in the portal vein was significantly decreased by
TSU68 treatment. These results suggest that TSU68 may modulate the pre-metastatic
niche in the target organ through suppression of the inflammatory response, which might
be an alternative mechanism used by anti-angiogenic agents.
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