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We found an essential role of TG2 in tumor-induced angiogenesis through a
comparison between TG2++ and TG2-- mice, which show no abnormal
manifestation during development. We provide evidence that TG2 controls
crosslinking and phosphorylation of RB proteins and trans-activation of E2F
that results in induction of EZH2, which suppresses an anti-angiogenic factor,
vasohibin 1 (VASH1), thereby sustaining tumor angiogenesis. Thus, TG2 and
under signaling molecules maybe a novel target for anti-angiogenic therapy
against cancer, without affecting tissue remodeling.
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