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ROCO family kinase LRRK is conserved among multicellular organisms. The LRRK2 protein belongs to
LRRK and the LRRK2/PARK8 gene has been recently identified as a causative gene for autosomal
dominant Parkinson’s disease. However, functions of LRRK2 and factors associated with LRRK2 are not
well known. We identified BAG-2, repressor of ubiquitin-ligase CHIP, and Hsc70 as LRRK2 interacting
proteins. We also found that UNC-23, a C. elegans homologue of BAG-2, regulates polarity of synaptic
vesicle (SV) protein localizations similar to LRK-1, a C. elegans homologue of LRRK2. Furthermore, the
SNB-1 mislocalization phenotype in unc-23 mutant was suppressed by chn-1 or hsp-1 mutation. To further
understand the relationship between UNC-23 and LRK-1, we determined endogenous LRK-1 protein using
anti-LRK-1 antibody. We found that LRK-1 protein was modified in unc-23 mutant. In addition, localization
of LRK-1 protein at Golgi apparatus was decreased in unc-23 mutant. These phenotypes were cancelled
by chn-1 mutation and hsp-1 mutation, respectively. Thus, we speculate that UNC-23-HSP-1-CHN-1
complex regulate the localization of SV proteins by regulating the modification of LRK-1 protein in C.
elegans.




