#e=t C-19
HEREMEEWRRRBREE

LRk 23 4F 3 A 31 HHIfE

HEAES : 32620

MEER : EFHEB)

RFZE AR : 2009~2010

EEES - 21791418

MRRER FX) N—ILHVOBERKE~OMERAIZE TS ERAEF#ZER

HEEERER (FEX) The molecular mechanisms of Perlecan for vascular invasion
in growth plate development
MERERSE
AE BE (ISHIJIMA MUNEAKI)
IEREKE - EFER - B
MEEES : 70365576

TR O (Fns0) -

NIV I AT S D AN T AR T 0 T A7) 1 TH Y | ARWFE TITR R
R O M E RSB T HHEREERE LT,

PNV R~ T AT, BRERRE ~O M AEEADE S 723, VEGFOFEELITITHE
LT\, ~ 7 ARIBEE 2B B 28\ CVEGFHIEIN 1 DFGF Y 7 F v & LES S & /3—
AR L THIBEREEMINE D108 o Z — 7 OFBENTUE L7z,

LEX Y, REREE MEEANIL, 7S— B EFCF Y 7 F MR 532 O Bl
59, VEGFHHHERET D72 DIC b HEREEIZHH 5 2 L iR Sz,

WFFER R OBEEL (330) -
Perlecan (Perl) is a heparin sulfate proteoglycan required for cartilage development.
This study investigated the role of Perl for vascular invasion in growth plate
development.While the vascular invasion was inhibited, VEGF expression was
increased in Perl-/- growth plate. In organ culture experiment, the growth plate was
expanded by the addition of FGF-FGFR inhibitor even though the absence of Perl.
These data indicate that Perl is essential for vascular invasion in growth plate

development by not only modulating FGF signaling but also regulating VEGF

function.
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