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Figure 1 Expression of CTGF/Hes24 during the development of the mouse embryo was analyze
by using an MTN blot membrane. Each lane contained about 2 mg of mRNA. Seven
day (lane 1), 11-day (lane 2} , 15-day (lane 3) 17-day (lane 4) werec cxamined. The
arrow indicates hybridized m RNA of mouse CTGF/Hcs24.

Table 1 Gene expression of CTGF and collagen type X during late development of hard tissues
hoth in normal and Chfal targeted mutant mice

age
name E13 E15 E17 PO
of
genes organs genotype
wt chfal wt chfal wt chfal wt chfal
-/ /- -/~ /-
femur 2o - + - + - +
c phalanges £~ + + +
t radius £ + + + -
g |ribs - + + + -
f vertebrae + + + -
temporal b, - - E + - +
hyoid b. £~ - + + - +
femur + ++ £ +4+ £
a phalanges + ++ - ++ -
I radius - + - + o - +
X} ribs + . . .
vertebrae * + - ++ -
1ernporal b, - - * + - +
hyoid b. - - S ++ - ++

chfal iZ X %l
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