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WHZesERER ()  N-Acetylglucosamine 6-0-Sulfotransferase-1 is crucial enzyme for
5D4-reactive keratin sulfate biosynthesis which elicits expression after spinal cord
injury.
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WFZeR OB (Fn20) - FRERE D FEBR TlE. GleNAc6ST-1-/-~ 7 2 TIXMIBIE SO 7 U T
PEREIE I A DN ] S A, 2 O fE B AR A 23 T0HE L 72, F % AE (BBB scoring, Foot print, Grid
test) 1FAEIT GleNACBST-1-/-~ T ZADF 1, WA~ 7 2 L i LIEENRIFCTh o7z,
In vitro IZEBWTIX cell line IZx L., ¥ 7 ¥ Uil ERICE L5 7 BEOEESR

(b3G1eNACT-7, G1cNACBST-1, 2, 3, 4, b4Gal T4, KSGal6ST-1) ™ H & invitro, invivo IZFBWT
knock—-down %179 Z & T, b5D4-reactive 7 7 ¥ VIR G R ZFTE L. BETHIIBWNT
X, MRREA, EEICEB VT cell viability Z2BETT 5, T TICZNE T, cell line 128
VT G1eNAe6ST-2, 3, 4 @ Knock—down Tl 5D4 DI BT Z(KIT 72 < . GleNAc6ST-1, KSGal6ST-1
@ knock—down {2 & ¥ 5D4 DOFELITINHI AL, cell viability 122234 U,

FHR AR RERIE R ER 7 CTh D 5Dd-reactive 7 7 &% VIO ARIBELT 5 = L 1T,
FHBEREICL > THRFAE~OB D RIBRTE L2 9 5,

R S OMETE (3230) :5D4-reactive KSPGs were decrease as aging in wild type mice CNS, and were
loss of expression in GIcNAc6ST-1-/- mice. On the other hand, BCD4-reactive KSPGs were
increased as aging in wild type and GlcNAc6ST— 1-/- mice CNS. The KS enzyme b3GIcNAcT-7 was
also significantly down-regulated not only GIcNAc6ST-1 in CNS of GlcNAc6ST—-1-/- mice compared
to that of wild type mice. 5D4-reactive KSPGs were decreased for cell lysates of GlcNAc6ST-1 siRNA
transfected BV2, although BCD4-reactive KSPGs were not decreased. The enzyme b3GlcNAcT-7 was
significantly downregulated not only GlcNAc6ST-1 same as in vivo study. The enzyme significantly
down-regulated was only b3GlcNAcT-7. If the ablation of 5D4-reactive KS except for BCD4-reactive
KS is possible, better functional recovery may be obtained. Our data suggested that GIcNAc6ST-1 was
important enzyme for 5D4-reactive KSPGs biosynthesis, b3GlcNAcT-7 for both 5D4 and
BCD4-reactive KSPGs biosynthesis. The data was supported with in vitro study used transfected
microglia cell line. Interestingly, GIcNAc6ST—-1 may regulate b3GcINAcT-7 by decrease of own
expression. GleNAc6ST-1 specific down—regulation treatment may be the key in CNS injury.
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