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WFSERR R OMEEL (Fn30) : SRERIR ERIR & EA Sd BMP & VEGF (3B B WICHBIIZ
TER L7223 6 SRERIB B REFE RS % 592 FIREMEDS R S 72728, Tet-on system % Fl]
FiL. BMP4 & VEGF OSRERIKN ERGHIIER: BAEREIE L~ ¥ A 2Bk, mH 2Rl S w7 &
ZA FNFNICRD LN BEREIILAX 2 — ST, ©LABEE I, v AJEE
KEIARDO Z R THEEDOFE R E 2 bS5 L. BMP & VEGF 1358 ERIR I &R DR AEICTe
LAWARICE =, BMP X VEGF 12 X Y #F38 S 7= 8 s O AR - « Z2E(LIR+C
HDHEWVWIRERICE ST,

TR OBEEE (330) : In the basis of our prior studies, we hypothesized that BMP and
VEGF from the glomerular podocytes have antagonistic roles for the development of
glomerular capillary tufts. To assess the hypothesis, we generated inducible
podocyte-specific BMP4 and VEGF transgenic mice (Tg), and analyzed phenotypes in
double Tg. When compared to the single Tg, double Tg displayed more prominent
phenotypes seen in the glomerulus and tubule. In conjunction with ex vivo study using
mouse embryonic aortic ring, therefore, the result suggests that BMPand VEGF have
collaborative effects on the tuft development, and BMP can stabilize newly formed capillary
tufts by VEGF.
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@Ueda H, Miyazaki Y, Matsusaka T, Utsunomiya Y,
Kawamura T, Hosoya T, Ichikawa I. Bmp in podocytes is
essential for normal glomerular capillary formation. ]
Am Soc Nephrol #7419, 2008, 685-694,
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