- Global COE

' ’3 st k%4 0—/3)LCOE | "

Network Medicine

N\MEFERB I —

HIHE FF s

(REBBRFREAMEETAR Y 3— EHIR)

Hol-LERRA. BEBEBRORERAAZ
B #§L T:How kidneys fail and regenerate

20106 A118(&) 14F-158F
EFIRSEEECRE) Ly a)l—LA

MHEELE. HEERRIC. BRARFZEORAREAZEL TERMEOHRICA-T-, REREERIE
ERATOHIRA—D7 2 BATO 2 O MRAE B ELTCGPCROYA DV FIBEEEITHEL. 2004E DTSR
)—F—ELLTHEEZEEL TS AF4AMSIE. RBRERERMEEBTH 2—TABTO )
F1RRE LT HT=,

EtiE. BiREOREMRALFNICESCAEZDORMRZEELLTHY.

D BREBEOEERFDIFEE

Q2 EREOARMEEHEEDARA

Q@ EBlEARFERERIEDREH
MSHRDT—ITH D, AtIFH—Tl. BREFBHEDELSIICLTERTIDOH. BiEgZECETHRELSDD
M IZTDOVWTERFTOEFZEZZ O, HEEL TLV=1S,

1. Yanagita M et al. Loss of the BMP antagonist, USAG-1 ameliorates disease in a
mouse model of progressive hereditary kidney disease Alport syndrome J Clin
Invest. 120 (3):768-77, 2010

2. Yanagita M et al. Direct hematological toxicity and illegitimate chromosomal
recombination caused by the systemic activation of CreER" Journal of
Immunology 182 (9):5633-40, 2009

AtEIF—RBEFRERERINEIF—FeRRLTVET . ZRFERBEREETERHFSL.
TIF—BTRICYHIOZRITHIE, BEEIBHEXFA T, FREDESALEVESE,

A FH / wes HFE EIBmmess- ngsozs)

WR)—5—



