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Fig. 19.0 The stem cell niche in the
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cells. The signals increase the level of
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Figure 2. Tooth Germs in One of the Patients Treated in Utero (Patient 1).

Panels A, B, and C are MRI scans showing the tooth buds (arrows) of the
left maxillary central incisor (Panel A), the maxillary and the mandibular
central molars (Panel B), and two maxillary lateral incisors (Panel C). Panel
D is a dental radiograph of the left maxillary region. Tooth germs (arrows)
of the upper left incisors and the upper left central molar as well as the
mandibular central molar can be recognized as alveolar structures contain-
ing calcified tooth components.
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