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10. Interaction of POB1, a downstream molecule of
small G protein Ral, with PAG2, a paxillin-bind-
ing protein, is involved in cell migration
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11.  Analysis of the role of hepatic stellate cells in
liver ischemia/reperfusion injury and prevention
of ischemia/reperfusion-induced microcirculatory
disruption by inhibiting contraction of these cells
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12. Size-dependent in vivo growth potential of adult
rat hepatocytes
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13. Comparative analysis of K-ras point mutation,
telomerase activity, and p53 overexpression in
pancreatic tumours
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14. Staurosporine-induced apoptosis is independent
of p16 and p21 and achieved via arrest at G2/M
and at G1 in U251MG human glioma cell line
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1. Involvement of Ca?* channels in abnormal excit-
ability of hippocampal CA3 pyramidal cells in
Noda epileptic rats.
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