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4, A-kinase anchoring protein AKAP220 binds to
glycogen synthase kinase-35 (GSK-35) and
mediates protein kinase A-dependent inhibition of
GSK-38
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5. Injectable magnetic liposomes as a novel carrier
of recombinant human BMP-2 for bone formation
in a rat bone defect model.
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6. Clinical characteristics and pathophysiology of
risk factor for severe reflux esophagitis - using a
new method to assess esophageal function -
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patients with low-grade reflux esophagitis
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2) Evaluation of esophageal motility by endo-
sonography using a miniature ultrasonogra-
phic probe in patients with reflux esophagitis
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7. Utility of sonographic diagnosis in gastric

diseases
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1) Sonographic diagnosis of giant gastric folds
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2) Preoperative assessment of gastric cancer
vascularity by flash echo imaging
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9. Dimerization of the Polycomb-group protein
Mel-18 is regulated by PKC phosphorylation
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