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Research on novel therapy for damaged nerves targeting the mechanism of
autophagy interruption by sugar chains
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This study demonstrates the existence and function of an intracellular
pathway, CS/PTPRc -cortactin-autophagy interruption, which is part of the formation mechanism of the
pathology of damaged neuronal axons, in the dystrophic endball.
When dystrophic endballs were cultured and analyzed, we have observed that (i) phosphorylation of
cortactin was inhibited in dystrophic endballs. And, we have seen that (ii) knockdown of cortactin
gene triggered dystrophic endball phenotypes in growth cone.
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HE Lo FRHAROBETIIE, 7 ) 7HEREE (glial scar) BRI 4L, & ZICITRE AR Z
Ellar e FUmigres 427 # (CSPG : Chondroitin sulfate proteoglycan) 2%
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FREFITE TV D, ABFZETIZ CSHZAN, EDO X D ITA— 7 7 V—HWrTATE 35 < D,
ZOMIAN A B = X D ERIICHRATE, ST, BE#H—A— 7 7 V=L W0 I REKIZBW T,
SRS D IER DO T- O DIER 5T DR R 2 R L1z,

F 9%, dystrophic endball k%15 PTPR o F&E & L T? cortactin (22T DR & 17
72, CS $§-PTPRo & A — K7 7 U —HWr /SN 7 F VA LT 5720, £77,
iU ER{eEEsE T D PTPRo DIEE 2R L=, BEAREZ 2 L7 CSPG Lick®E+TH &
T B R %A% L dystrophic endball 2k % #%5E T X 5552 €7 /L (Tom et al., J. Neurosci.
2004) % H\ T, dystrophicendball # 5% L. cortactin Z {5 & L C. cortactin ® U (L
LoUL % el X0 MR LR L7z, dystrophicendball 5 LV 7 2 = Blgs#E ST
EH 72 E M (growth cone) ([ZOWWTY S 7 F LA fRIT, bl L7=,

KIZ, cortactin DBIR T/ v 7 X7 2LV dystrophic endball EEAN AR S 4L 5 025>
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growth cone ¥ LT\ dystrophic endball N® cortactin @V VERLIZOWTHIT L= & 2 A,
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fli L7=#E %, cortactin {51/ / I ALY MREERE O ENEIND Z <‘: ElET
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et al., Nat. Chem. Biol. 2019 *equal contribution), Z ®&&3CIX. 100 #47 < FijlZ Cajal I J: >
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3 PTPRo DY v ER{LEER EIE % I8 L 7= phosphatase dead Z 2
£ PTPR 0 IZ & % dystrophic endball ® L X % 2 —FEE
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FITH HPHEEEWE (LIIREFREOTDIRE D) PArRTIEER R, 1RFEF 2B 5
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