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Amyotrophic lateral sclerosis (ALS) is characterized by adult—onset progressive
motor neuron degeneration. Recently, disruption of blood-spinal cord barrier has been
reported in several lines of transgenic ALS mice. Here, we examined possible microvascular
regeneration in an ALS rat model. After the onset of motor neuron disease, multiple
immunohistochemistry revealed a significant proliferation of microvascular endothelial
cells. Moreover, intrathecal infusion of an angiogenic factor significantly promoted the
angiogenesis and protected motor neurons in symptomatic ALS rats. Therefore,

microvasculature may be considered as a potential therapeutic target for ALS.
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ALS J3RMI72ER) = = — 1 BMEIZ Ko
TRY DEFEMHZEN & KT 2 ETT 5,
OO TTHRRSMRENRETHY | i
REMEIH YR IEIERESI A RS RO BTV D,
Z ORI R B K 10% % 5w 58
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PER ALS FZEITIER) = = — 1 BIRO R
WCERRBINTE T, & 2 APEAR S0D1
LZEFLSODI DF AT~ T ADHENG, ALS
RREICRBIT 2B = = — 1 Ve AL IE B
9 (non—cell autonomous) & DI N7
EN7= (Clement, et al. Science 2003),
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DL S, ALS JEREIC IS T DR

PR &M FT A (angiogenesis) O BHE AN EH
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(Oosthuyse, et al. Nat Genet, 2001), VEGF
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KRRICHE L Tg 7 v M CIIERMRTAICK
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(P<0.0001, z-test), & HIZ HGF &GHET
FMAEPN RN 7 HURA BEICEI L Tn
7z (P=0.0015), 7=, HGF #5-FEMERRT# D
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