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Investigation of target molecules involved in tumor lymphangiogenesis and their
development towards cellular therapy.
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The investigators conducted an exploration of comprehensive molecular
components for controlling the cancer microenvironment and suppressing metastasis by applying a
genetically modified cell therapy that they have independently developed, targeting the tumor
lymphatic environment. Initially, therapeutic cells and tumor cell lines were established using
retroviral vectors to produce high levels of sVEGFR-3 protein. Using these established cells, the
effects on tumor cells in an extracellular environment and the evaluation and comprehensive analysis
of lymphatic metastasis in mouse models were performed. The results suggested the importance of
matrix metalloproteinases, which metabolize the extracellular matrix, growth factors, and chemokines
in the tumor lymphatic environment. These findings indicated the potential of matrix
metalloproteinases as novel therapeutic candidates, and therefore, the application of this knowledge
to new cell therapies in the future is worth considering.
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T 5 VEGFR-3 BIGFDA L Za 7V fE1~3 RAAL VT Fe L2 —% /S LESTFT
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Human sVEGFR-3-Fc {5 71X, ~/V ¥ X RFP XV FEE L 521 72 pAd-CMV-hVEGFR-3 725 |
Hind III/Xho I {Z & ¥ By L, pBlueScript I SK ~#~7 27 m—=27 L7 (pBlueScript-sVEGFR-3),
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Analyzer & W CTHE B OfER A 1T > 72,
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=7 33 L., Geneticin iIEHiT TR L7 v a 270, —@EoG 2 A+ Mz L
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B BIE, TEEMRICKIT DY VB HEICEDIBETFOE LWEFHZRD 2o, —FHl
AR OMia st~ R Y v 7 ASCHEGEIN -, 7D A VB - AR D MMP & s TIEED
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