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WFZERL R OBEZE (3530) : F-spondin, a specific dental follicle cell gene can play a important
role during periodontal ligament development via TGF-b. It became clear that F-spondin
guided the type I collagen and type XII collagen expression of periodontal ligament cell
by overexpression and knockdown experiment. Thus, F- spondin can control the form of the

collagen matrix in the tooth development.
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