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(1) CCN2 / v 7 77 b= ZADMCEER TIZOON2 & A7 7 I U —0D CCON3 DFEE BN L,
W 1L PTHrP-Thh /L— 7 OFENIC & B 5 Lo oWl L CHB b 2 HiliE+ 2 = & 2 R L7z,
(Kawaki et al., JBMR 2008.) (2) =~ v A FHHEF D CON 77 I U —X LRI EDo54 &0k
B A A O 72 B85 - 234 SR 1 T mRNA LU D28 E) & CON & o /X3 7 BT DRSRE 2 fiRAT L 72t SR
BAUN=RHEEFEIZIS LT, ENENOEEIZ R L TWHZ E 2N LI, (B
) ) W77 IV —DALNR—TH5, (N4 DIEGHFEHFIFNZ OV TR L, 37 JE
FHERGEIRAS mRNA DZZEMEICE G- L TWA Z A R LTz, (BfavEl )

WRFERCR OMEEE (330 -

(1) The lack of CCN2 caused up-regulation of CCN3 in CCN2-null mice, which resulted in
the observed phenotypes, such as the resultant delay of terminal differentiation. The
involvement of the PTHrP-Ihh loop in the regulation of CCN3 expression is also suggested.
(Kawaki et al., JBMR 2008.)

(2) We investigated the expression of CCN family members and their functions osteoblast
differentiation. Results showed that CCN members were differentially expressed and
therefore could participate in osteoblast lineage progression. (manuscript in
preparation. )

(3) We found that the stability of human ccn4 mRNA was regulated by its 3° UTR region.
(manuscript in preparation.)
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et al. J Dent Res. 2001.), F7/-. T v
N FERECE IR ERARIZ BN T, A=A
VAR LR E ST e R R A T
H CON2 OFBIN LRI L aMWmiE L
(Fukunaga et al. Bone. 2003.),
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Evaluation of the effect of ccn4 3'-UTR on the gene
expression in HeLa, HCS-2/8 and Sa0S52 cells.
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