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MEEER (EX) LRRK2 associates with the membrane trafficking system.
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WFFERR R OBEEE (Fn30) « AWBFSE TIE LRRK2 OEFIFEH S U< IX iRNAIZ LD LRRK2 %2/ v 7 &
7 v L7 B5 N R C growth hormone DFHIZEALN S B & Mgt L7=. LRRK2 OJFRAIZE R T
H D 12020T & G2019S IO\ T DR CTIEH S22 ICABEZITRO 2o 7=, L Lgn
5, iRNA T/ w7 X LTIEEARIIAEEZEZ b > TRHREMET L2, 512, iRNA T/ v 7
A LTZMIEIZ wild type 0 LRRK2 2 3Bl & H7- & Z AR HRE IRk L. WAV RIKE 5%
BT EEO S E T wild type K W IHMEVMEIA D B - -3 A B EITRBO R Do 7=,
PLEDNG, LRRK2 1XIE#EIC B AMEEEZ HF O R S L=, JRINZE BAKAS i HRE I B %
B2 E DA HOBRTFT L T BERH 5.

W R R OMEEE (¥3C) : Leucin—rich repeat kinase 2 (LRRK2) is causative protein of
PARK8-1inked familial Parkinson’ s disease and associates with the membrane trafficking
system. In this study, we have explored whether LRRK2 influences the exocytosis in
cultured cells. We revealed that knocking down LRRK2 expression disrupted the exocytosis
of growth hormone in PC12 cells, which are rat adrenal pheocromocytoma cell line. However,
pathogenic LRRK2 mutants could not influence the exocytosis, compared to wild LRRK2.
Therefore, LRRK2 might participate in the membrane trafficking system, but we need further
investigations to understand whether pathogenic LRRK2 mutants may affect the functions
of exocytosis.
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