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AFFSET Rabld DFES v /37 B & LT, Rabd OFEAE 7L LTS AL TV = RUFYL % [FE
L7z, RUFY1l AT R —AC Rabl4 X°> Rab4 & HJGFET 5D Z &L <° RUFY1 73 Rab14 <> Rab4 & %
RAHMEAZ N L CREATHZ L RUFYL O K Y — A~DJFFEIE Rabd Tix72 < Rabl4d 4
HZEHRPALMNT L, 72, RUFYL, Rabl4, RabMA N F T v A7 =2 D KV —AL Bl
JARE~D VYA 7 ) o T ORBEERE T 5 2 L 25N Lz, AFFETIE, RUFYL 28 % 0k
HWOREARRF L LT Rabl4 & Rab4d ZHEEERIICY 7 S TWH Z L AR LT,
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Here, we report that Rab14 binds in a GTP-dependent manner to RUFY1/Rabip4, which had
been originally identified as a Rab4 effector. Rab14 colocalizes well with Rab4 on peripheral
endosomes. Depletion of Rabl4, but not Rab4, causes dissociation of RUFY1 from endosomal
membranes. Coexpression of RUFY1 with either Rabl4 or Rab4 induces clustering and
enlargement of endosomes, while a RUFY1 mutant lacking the Rab4-binding region does not
induce a significant morphological change in the endosomal structures even when coexpressed with
Rabl4 or Rab4. These findings suggest that Rab1l4 and Rab4 act sequentially, together with
RUFY1; Rab14 is required for recruitment of RUFY1 onto endosomal membranes, and subsequent
RUFY1 interaction with Rab4 may allow endosomal tethering and fusion. Depletion of Rab14 or
RUFY1, as well as Rab4, inhibits efficient recycling of endocytosed transferrin, suggesting that
Rabl4 and Rab4 regulate endosomal functions through cooperative interactions with their dual
effector, RUFY1.
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