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Tw5. JIP (c-Jun-N-terminal kinase interacting protein) 1/2, GIPC (RGS-
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3. Bardoxolone methyl
BONBALHEXEREE TH 5 bardoxolone methyl 1 Nrf2 OFHILZ AL
HERREREE(EA THIIRREERTRETALEZON, 2EBERFEEIIB T HBEKRAER,» S
GFR OMEHSE GFR DHENESHFE I NTWABY, EEEEWE 212, bardoxolone methyl
2HE LT VT, BRIZIBWTAS) YRESMET TSI ESRES Y,
Z NIFFE R FER T bardoxolone methyl 2fEH L72B, R\ 7 VT I O
PHEREINIEE—HTE. BELLLRAN) Y ORPISEMRMEIZBITS
IV N A PV RAET2BE, EAREFRLIDDOEHEEINED, FE
#Z X 5 GFR OYEREDS, A H ) Y ORI EMRAERED 5 8
S ERBEAWERERICLIATRELZEZONS.
BB REXRNIRER DD 8 3HEABRNPIE SN2, 4% FHU
B U CRROBFICL 2EFREERAHFINS.
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Summary
Megalin and CKD

Shoji Kuwahara*, Michihiro Hosojima* *,
Akihiko Saito*

The kidneys are one of the most important organs in
regulation of homeostasis. Proximal tubules play a central
role for this function. Megalin, a giant protein belonging
to the low density lipoprotein receptor family, is ex-
pressed in proximal tubule cells and is involved in recep-
tor-mediated endocytosis. Megalin not only acts to reab-
sorb many ligands, including albumin, but also acts to
regulate functions of various receptors and transporters.
It is also likely to be involved in intracellular signal trans-
duction. Recently, it has been revealed that excessive
megalin-mediated endocytosis results in damage to the
proximal tubule cells. Therefore, megalin is postulated to
be a unique target for diagnosis and treatment of CKD.
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