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PR R OME (F130) « A — b7 7 P— TR SRR O—> T, KFFfmE RSl 4

WA T EDGERREIZEFG L, 2L > CTIEFRMIEREAZHERF LTV D, Lo
T HRGRIZEIT 54— M7 7 U — OREFEIT R E R A ORESCHRR AR BORIA & 722,
L2l MRRRICBIT 24— M7 7 V—ORIHBERITIZE A Embh Ty, ARIF5ET
% NHE OFEAINA— F7 7 O—%2flT5 2 &, BLOHMRERER O NHE O
RHNHRY TN I OREZBFE TS5 2 L2 R Lz, #iZ, NHES / v 7 7 v
RN TRENCTF U NARET NSV AR ST & A /INHERIIIC I TR
IREEEAR DB 23R T2,
WFZER R DOBEE (3530) : Autophagy is an intracellular degradation process that clears
long-lived proteins and organelles from the cytoplasm, and then maintains normal
cellular functions. Thus failure of autophagy in neurons can result in the accumulation
of aggregate-prone proteins and neurodegeneration. However, the regulation
mechanism of autophagy in brain is less known. In the present study, I found that an
NHE blocker inhibited autophagy and that the over expression of plasma membrane
type NHEs significantly reduced the formation of poly glutamine aggregation in a
cell-line. Moreover, NHE5KO/Htt-Tg mice were generated by crossing with NHE5
knockout mouse and a Huntington’s disease model mouse in which a large number of
aggregations were observed in the cerebellar granule cells.
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