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1. FLC&IC

PESHIZ & v N 7 BRIREICS TS R4 1540 L
A OWES 2 HH T 2 EELEGRTFO—D2THE. ¥
N7 EORESRRE I NERES & OTURESHIC KRB S
LN, FOREOBHIELEIZ D720, T4 OB
HHMEAND 72 5 THRRRIZFEH ISR TH 5. T i
FF ¥ 91238 B9 5 human natural killer-1 (HNK-1) #8412
KBt 7 v 70 v Bid & U 23S 2R L
(R1A), HNK-1AGHEERBERETH L 7V 7 1 v Bk
1% 3 GIcAT-P & {Z T K 8 (GlcAT-P-gene knock out : PKO)
<7 AT DIE L A EDHNK-1H IR 22 [
U ERE R R T &0, INEKIEiE LY #5855 L CH
W RS TH S Y. FH9, PKO~ ™ A TIIHEE CALFH
BORMBEAMETLTBY, 22+ 7 AREBEEIE
8BXNBHY, EHIZ, HNK-1IZMRESE DT (e.g. NCAM,
L) R L2 L THRREBEKZHRAGT2Y. $4b
HLHNK-11E, Y F TRl wo723I 7 ainfErs, R
R & woiox 7 a kil T, Ml 2 Wi ISHERE
5 L TUHLRRRBEREHTH L LR 5.

HNK-VIE G A8 2 S g E W (= A% 28m) 12
P THRAN LA L, DBEEBMET LT (X1B).
CDXDBRIBINRY - ORT, FEOHSY Y37 H L
WCHNK-1 2R L, 2051 H6E % 56 LA RE 2 59
THEEZEZOLND., L7zh o> CTHNK-1 D% E % HfES %
72012, HNK-IBRED LX) %7 YRZED, LD L9
ZeBERERERE FICHEHT A EICE 5T, ED X)) ikRER
ARG 2 B Dh, ZO—WOMMHHFEEE %D, K
Tild, BOL%EH SOOI L ) B S A& 7 5 72HNK-1
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F ) 7T PRSI OWT, ZOMEET R 2 Tl
FEDOHI T LB T 5.

2. BR4AHAIC BT B HNK-1~Tenascin-C & Contactin-1~

PKO~ 7 A O 13 B ER & kR THE T OME O
KBEALNLZTT, KRELPENEILEIHERIL TV A
Vo LALaA S, BAEMOHNK-1ORBICEHT S &
250kDah EORFED & X7 H FICHR B L Twviz
(K1B). T bbb iSO MU XD, HNK-12°
AT S 2O REAF 5 L TWwb EEZOND. @
F AR O EE R HNK-1 F ¥ U T ¥ vy
B AN AL LB 55 Tenascin-C (TNC) T A Z & 25ty
ENTHNY, HE FHLICLLRBLBRERTD
D 250kDall LD TIZTNCTH B 2 & MR S 7z,
TNC @ Fibronectin type-IIT#E O 3% LA ENIZIZEIZE>D
BIRWRA T T4 2 0 ZHEEPFEL, ZoMEbEICX
D AR s RMEEHIMT A EBMONEY. 22T
INCERREE L L~ A Ho ezl -L 2
%, HNK-1 2 FH 32 INCIIZEeMMEZ2 A RICRES S
729, ZLTEOOHEO D B, FEIZC domain i 1 22T 72
AT A NEBES FICHNK- 1A BT A 2 828, 20
ZRMEMREDETH L I LW b o7z TNCIEHFEM
K@ P phospholipase C (PLC) # ifiTE{L S ¥ 2 E 29
A9, PLCIGTE % FHE$ 5 & HNK-112 & 2 23 AR AR
AN oty ThbE, TNC EDHNK-1IX
MNPLCIEMEZ MRS 2 2 LT, BRMEZEET S
ZENbh otz T TTINC ORI O =z ko —
2L LT, GPIT ¥ —Al% > 327 ¥ Contactin-1 (CNTN)
DE Y. FLUTHBRIEWZ &12, 20 CNTN O N
FIZH HNK-1AFBIT A Z LAURIBENTE 2. E51C
HNK-1 R IHHRMN (.e. CNTN2SHNK-1 %4 L 72 WAk
M) Tld, TNC L HNK-1 H 3k 0 2 i B 7 A3 &
bl eoy. TLwnk, JAEMIZTNC & CNTN E
\ZHNK-1 253833 % 2 & CHRE L 28k e Lokt
s L, PLC &4 L7tiiiseieffR2RAET 2, twvnoiz
GTADZREDH I Cbhro7z. ThbEH, HNK-11k
Ja A O MR R EETE RIS K & 53 2 etk 7RI S
7z.
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(A) HNK-1 DS & ZOEARICHE b AWEERE. 7V 2 0 VBB EGIAT-POB XY N-TEF VT
7 M VBV v VAV S N, IR E HNK-1STIC L ) 7V 7 v Y BICHRBIE AR NS 5.
GICAT-S 1 GIcAT-P & [l Ak D) & 258 5 A%, PKOT 7 AW TIT L A L OHNK-1HHET 5 2 &0 5, fifRTIE
GICAT-P A EIC <. (B)BEOHE L MO THIZL VY, KB#O~ 7 AMA 5 P24 (crude synaptosome) %
43 L, SDS-PAGE CEM#, HNK-1HAKIZL Y v = X% > 7y b (IB: immunoblot) #4757, $-4&L—
DNV FREXD, HNK-1OFH A Em L7z 72720, Af2ll~ 7 AMOHEANK-105H % 1L L7 El6: Ik
El6HH, 1W: A% ERE, 2w EH 20, 4W @ E%48E, 10W - £75% 10 8.

3. BFESEHICH T B HNK-1~GluA2 & phosphacan~

A 1% 2 3115 O PKO < 7 A i M CAT ISR A 12 35
TRERR AN DS HBB S ENDY, Z0
FHANCEE T H5HNK-1F ¥ ) 74 T 1d 27854 VHfE
PRET AWML E L ON. FLUTEREIE, Kk
u~x 797 4 —H&5H (liquid chromatography-mass
spectrometry : LC/MS) (2 & ) AMPARI 7 )V & I V%
& (AMPA-type glutamate receptor : AMPAR) # 7' = v
b GlUA2DSHNK-1 25T 550 FTH 5 2 L SFE S
72Y. AMPARIZ 7L Y+ 7 AR Ehs 7 vy 3 v
xR A MITZETEA L VEBRF v A VD—DT,
ZRE AR B O BBV (R E AR S h b Y. 2
L CTAMPAR % < (A FEAMI /N AR R4 IR 2228 12
T VENTHED, MEERELHs LTy F 7
AW ECTORBBREZRAHT L. L2 - T, MRBEER
FIZB1F % AMPAR DA OHENE, A5 ViR
FET A L CEEENTE 25, FHULLOMSE w7z
GluA2 O NEVHESRRE BT IC X 0, BEDHNK-1 & &
LRELHE S NY (K2). 2 LTINS HNK-1 D%
W2, PEEEERE 5T N-cadherin & O A 238585 %
Z L AR E N7, N-cadherin i GluA2 & A EAEH L,
AMPARD £ MBI/ 2T 28 E2H 5. T4b
5, HNK-VIEW 5O AR 2 859 5 2 & TAMPAR
DEMMBHREZMEIFL, A VORREZ L5 ED

FiiciibhoiV. SHLIZEHSOMITIZLY, GluA2ic
(X NEURESEAS IR AL A3 4 DT AFAE S B A%, HIT b N413 L
|- HNK-1 A%N-cadherin & D HEAEH % XFH3 5 2 & 25D
Molz?. DL, GluA2N4I3 AL FIZHNK-1 25
BT AZETANRN, VI E D726 L, RUIMERF
RPEBEBICH G T LWL o7,

i 58 3 1 0 HNK-112 GluA2 @ K 9 IS NELBE S F12 & <
HEWMI L0, OFIMEH EANOREBIIRENTH S, HhT
EH OIE, Ak~ 7 AMTEERSICBIT S EE
% OBYHNK-1 ¥ ¥ V) 7 45 F 23l 44 25 & 45 F phosphacan
THbHZLHLOMSIZL Y FELZY. phosphacan i3 1 [[]
R w2 R TH D receptor-type transmembrane protein
tyrosine phosphatase f (RPTPS) DA HIE 5 % 0,
BERI Y FuA F UhiEE# (chondroitin sulfate chains :
CS) AL, fiAxDMKEEEGTEMEMEHTHIET
ZSRAMMRE BT 22 LAMEND Y, FICZOEHICIE
phosphacan 1@ CS LAt D #ESE & B 4 2 W He kA3 e dE S
THY, L7zho THORBINY PSS 2 5 Z &
BETHLLEZ BN £ TEH 53 phosphacan 1.0
BIHNK-1 OB 2 LOMSIC X W iR/ 25, O-=
¥ — ARUBEGE FICHNK-1 BT 5 S L osb o 7210
(K2). 0-% v /7 — ARUBEGUEIEF \ZFERUY 70 Bl SH R % C
Y, 72k ZiXo-dystroglycan (a-DG) LD Z DR IXH
HAEOHMEFFICH 5T 2. FE, aDGLOO-7 Y/ —2
RUBEGRAINA &N T 5 &, BREH I A b a7 4 —29%
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Tenascin-C: NEJHNK-1
Contactin-1: NEYHNK-1

aggrecan: #HRHNK-1

HS05-3 4 31-3()p1-3()p1-4 e Ser
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et

@AZ NEIHNK-1 \
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@ van S xyi
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phosphacan: O-¥>/—XEHNK-1

@03-30[31 -3(p1-4lp1-2@— Thr/Ser /

W14 Asn
Wsi1-2

X2 HNK-1%2FB$5F v ) 7HT L ZORGHREDZE

e AW~ 7 2 I Tl Tenascin-C % Contactin-1 O NEUBESE FICHNK-1 285854 2 212X D, oS E 2 il #H <
%% 72721, Wi O HNK-1 % &% 72 BARN 2 BERREE 1T D 2 > T v, INFEER] T ld GluA2 O NEUBESH F1C
HNK-125%BLL, ¥+ 7 AWEEZ K89 5 Y. phosphacaniZid, 0-% > /) — ABIHNK-1 23584510, HAKY]
AT, ") Z2—aF iy N ERKT 5 aggrecan EICH B HNK-1 25533 % Y. GleA-Gal-Gal-Xyl-R 2527 1)
IV TN OWGE LR L BB, TOKRMICIIRIEF v v THALIEICLD, T ¥ FaA S URREREE
ERME N 5. KNOREFREX, WInbREN LD OEZRLLT.

JE9 4. phosphacan ® O-7 » / — A FUFESH F o HNK-1 2%
FERZ ISR R LM EHERFICEH DI AHREETH
BH, BAAMICIZZORBMIKRE LT LTV, L
7235 TO-7 ¥ 7 — ARVHNK-1 IS8 MR 12, b
A EE LB Z 52 TWwbs 2 e FTENn S,

4. BIAHIC BT 3 HNK-1~aggrecan~

Jibi 58 3 1 0 © AR 22 THNK-1 DR T 5 5
—T, Ao~ 7 AWML O HOGHRIELAL 1T B W
T, ARRERI o M A S PR 2 MR AN SR R 0 T RER v T O
O CERASELY) PO HEER, wWhWwANRY Za—aF Ity
b (perineuronal net : PNN) | {2 HNK-1 504K @ 5 W Kt
DB SIS 5. PNNIZMIBIEE 5T ohTh
Iy NuAfFUREET e T4 7)) %~ (chondroitin sulfate
proteoglycan : CSPG) 75 FITHESE X 1, FRICHPHLR AR
ML ZHY PHE 'Y, PNNIZERBICAONDE > F T 2H
7 EOWBINEALE FELT 2B EBH Y, Lzds>T
AR I 2 S 5 L CEELRMEARTH L. FTH S
Va¥ 3 7)) %~ (glycosaminoglycan : GAG) D—2D
CSIERRAMAZIE LS MR T2 E D2 L2 b, Wk
DOPIET BV L5 L TEELMHE 2 5.

HNK-1 D24 A B 1 GIeAT-P DRI GIcAT-S b B 53 %
»% (X 1A), PNN_I @ HNK-11Z GIcAT-P & GIcAT-S [fij J5 O
BETARIESET ZICBVWTO BT 5. T4b
%, PNN_E®HNK-1IZHNK-1 PR Tk s s oo,
INETHILGNTE 23R (K1A) L3R5 %5
K LWHNK-1MESHECTH B 2 E R TFHEN. FEHS
EFETHOI, RIELBEFEEBRICI D 2 OFBLHNK-125E
O PNNAEE T LICHAET 2 02 fi_7-2 2 A, CSPGD
—DTH b aggrecan LICHEBT L Lbhro72W. &5
IZ aggrecan O BLHNK-1#1E % LCOMSIZ X D F#I~R5 &,
GAGL 7UuT+ 27 h vaeoh OB LOMWED R
V2 UBIZ, BRERIEDSA o gD E 7 (K2).
Y GAG X Z OFTE LGS RICETE T 275, Z Okt
NCAGHENEF vy 7L TWwWhHEEZONG. FE,
HNK-1~ O fitt 1 A4 0 o T AT 4 B 8% 3% C & % HNK-1ST
(BI1A) & aggrecan % B #E Ml IC LS Bl S ¢ % &, HNK-
ISTOFBO L VA L IR THFIZCSED WD T 5.
DT ENH, HNK-ISTIZHENE LS b Bl 2 i
LGAGOIME KT A & 2355 2 L Bbrof. &
512, MAEREET VT 2B W CH B HNK-153
PNNZGT 55077 IVT 3 v Bkl e oo % B 5
BT 45 2 EANTERE S NAY, Lzai> T, PNN
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(2B 2 B HNK-1 13 i B R SRS B D 2 T2 70 B
HTHLWREMENERZONS.

5. bHYIC

HNK-11Z EOBHIcBWTH —FICF v ) 74 F LI
BT 20OTERL, TORINY — U PRHEICIS L
TEBT L LX) MREEEGE % MEFE 3 2 500 7 45 81
Thsd (H2). §%bL, MEEMEIZE WV THNK-10
HINEREE B SN TEB Y, ZORIERRL 2 I A
B R 2 MR T A ECEETHDLE VA, AT
HNK-1 25 & 2 BlEgakg & b —E Tid e <, N, O-
~ v/ — AR GAGHEIE Ui %2 B2 L7239 BLANK-1 &
WoleN) T =23 VIZEATEY, EN2FSHNIHE
MTEMLBREZEZTOLTRENZEZONS. Lz
A3 > THNK-1 O @) 2 Al o ke ik, S F S 20
ERMEREIRE R L 5T IR THEENS. FE, L
DOFHHNK-1 £ HEAEWEFT V= 2 OEMEITIZ Y,
GIcAT-P R GleAT-S 1 #t & 2 i fE 2 o J5L R 8 {5 T D 1 il
WHBHIFLENTVEY, Tz &5, HNK-1IIMNEKEE
B BANDWEBT 70 —F O EN D127 5 2 &SRS
Nb, ELARTRLZGFIZHNK-1 2 58I T 551
DI —HTHAHEEZOLN, GHIOLRDFY ) THT
L ZOREREDRIAD RIS,
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