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Angiogenin (ANG) Efm % KBS, ZOEE) LANCOAEFRAMEEEZ D 72012, ANGE
IRAD ) v 7T T REAERLUT=. BpERL L KO~ ¥ A DTl & M PN R Al 2 BB L 7=
BpPERL & bl LT, KO~ 7 A0 M NI O BRI, Bl S v Cune, g gk ie crss 4
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MT AR F—=2ZAOMHNEE LTS, T ERgnoic. I HIZKO~ U A TIEEFPER & bl Ui,
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WFIERRR O (30)

To determine the physiological function of angiogenin (ANG), by making ANG gene
inoperative, ANG knockout (KO) mice were created. Vascular endothelial (VE) cells were
isolated from liver from wild type and KO mice, respectively. The growth of VE cells from
KO mice (KOVE cells) was more suppressed than the one of VE cells from wild type mice.
In serum—starved condition, KOVE cells were sensitive to stress and induced to apoptosis.
ANG was found to be anti—apoptotic. Angiogenesis was suppressed in KO mice. Therefore,

we shed light on the role of the anti—apoptotic effect of ANG in vascular homeostasis and

angiogenesis.
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