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Develop iTSC technology.
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Make bone metastasis curable.

In a mouse model, breast/prostate cancer-driven bone loss can be inhibited
by mechanical loading (tibia loading & knee loading), as well as iTSC CM.

injection £~
TRAMP N f
cells

@ (male)

EO771
cells (female) N ) &
/.'.) 3 Fis

tibia B - e

tibia

loading
1N at2 Hz force (N)
40 - ——Cht 1 2 5
Ch2 1000 - o
| +— stator Ch 1 7 500 - £
= O NNHNWHHW P ]
S (NAOANON = .4 2
Ch2 ¢ -20 - =
(U - —
£ -40 - % -500 -
-60 - -1000 -
-80 ———— BV/TV (%) Tb.s Th.n BMD
v Y : -1500 - BCh1 B@Ch2 _ - : - =0.047
-_— time(sec) 0 1 23 4 5 30 50025 28 o0 0120.15 p=0.067 06 p=01
— 40 _ =Y. 4 .
| C 30 4 . 0.10 - 0.4 A
Application of tibia loading and 2- ?g ] fg ] 0.05 - 0.2 - : '
dimensional induced strain. 0] 5 | Ny . 500 pm
Sham 1N 5N Sham 1N 5N ~"~ "Sham 1N 5N ~~~"Sham 1N 5N . .
Prevention of tumor-induced
Loading-driven bone formation (no tumor bone loss using mammary &
control). prostate tumor cells.

Make brain metastasis curable.
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Suppression of the growth of brain tumor by tibia brain tumors in response to tibia loading and a administration of Lrp5-overexpressing osteocyte-
loading and administration of dopamine modulator. dopamine modulator. derived conditioned medium.
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