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endosomal vesicle endosome autopahgy late-endosome
endosome . 2) GGGGCC non ATG
DRP (dipeptidere peat protein) poly-PR Hela gemini of
coiled body ALS .

1) Two different molecules involved in familial ALS, UBQLN 2 and OPTN are
both involved in endosomal vesicles involved in proteolysis, have the function of connecting
enodosome and autopahgy, and formed a novel protein quality control mechanism in endosome. 2) In DRP

(dipeptidere peat protein) by non-AUG (RAN) translation from abnormal elongation GGGGCC repetitive
seguence, expression of poly-PR, which is strongly basic, significantly reduces gemini of coiled
bodies and Cajal bodies into Hela cells and suggested that it reflects the pathology of ALS.
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