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A F BT NG I VRREETH DA = AR (KAR) F,  GluK1-5
DY T o=y MR END. IbiE, WA = VBRI TED GluK1-3 &, &
BUFIPED GluK4-5 [/ S, RIENHRERA Y v 7 2RI E L THRET 2 DITR L T,
BEITAE EEAERERE LW EER L2V, N TZA b7 2=y Mikkx 225l
HEDETHIEL TWVDLEEXLILTELN, EBEOX A7 HEEITHEINTELT,
Z ORI RHTH 72, ABFETIE, KAR &9 7 2=y MIEFRAPREZ VT
VAL Ty MIEVERT DM REERE L, WS KOVNMED P2 & PSD
#53 D KAR 7 2= & E® L. S P2 B2y Tld GluK2 @ GluK3 @ GluK4 :
GluK5 73 1:0.38:0.08:0.22 T Y, PSD M5 TiX 1.0:0.60:0.07: 0.44, /MK P2
[H[ 53 Tl GluK2 : GluK3 : GluK4 : GIuK5 78 1:0.78 : 0.08: 0.13 T& Y, PSD 5T
(31.0:0.74:0.11:0.15 Th o7z, ZLHOFKERND, KAR TWFEEIZISNT, bl

Y 7a=y bagie~nTn AU vy 7Ob0 X0, B 7 2=y F GluK2 &



GluK3 O END b DR FETH DL Z ERP LIRS T,

F—U— R DA =UBRE, ER, Y72y MER, v=RAZ T ry b

[ZLC&HIC

A=V 7N B I U ER (KAR) 1%, A A V@it s vy I s sk
7IV=DANA=THY, A FHARRERICOM L, BEMMRIRELHE D Z &5
WhESN TS V9. KAR L5 OV 7 2= b GluK1-5 ® 4 BRTHER ST
WBHMNY, FH T 2= k mRNA OSFAIIMERICE N TRRE->TnE 90 . 2
DY T 2= M, A =VERIAKEFMED GluK1-3 &, @EFMED GluK4-5 12535

EnD, EEAEY 7 2=y ho GluK1-3 1, HFEAV v 7 ZREKE LTHIET 22
D-9 , GluK4-5 1% GluK1-3 LM FERNEZRIRE LTHREL 7210 10 . KAR Y7 =
=v k mRNA %, #EICHB T CA1-CAS SEAHINE, ik m]FEkr A1 A o 14 e
REAIBZFEBL LA A F ¥ x & LTHRE L T2 12 B —/NKTIX, Tk,
Tk e, FERER, BRMECs ) TR SRS REBLL TR Y 1919 )
DEERGI T O 7 F o mfiifd, 20T R BRI ARG 4 H 72 8 AR B BT I
£V, BEEN: KAR BNENZIUICEENTND Z ERHLMNERSTIND 10-18 | =
NETinsitu A 7Y F A B—v a VIERLERAERFHTELZANT, KARY 7 2=
v NOFBLRE — R OAEBRRENRE SN TE R, 2hb Y7 2=y MINEK
SOMIRFERF AR % AR DE TRELL TS LB X LN TEY, KAR OHES
HELTWDHEEZOLNTE. LPLARRLKICKITS KAR V7 2=y NOEEE

(ZRRHT LT 1372 <, ZOFEMIIAHOEE TH DH. ABFETIE, KAR 7=
= MIxT 2RBEHUAEERIL, ZhbOdiiks VT AMPA BL7 V4 I R4

Y7 2=v F GluA2 ZEHEL L7ZEEN RV AX T ay MEDOREEZIT/R-7-.



ZOFEE AW THEE & /MEO B MAAE I OVWT KAR Y 7 2=y hOJ{wEEZH]H )

(T DT LTI LT,

mHEFHE

E7IRL
P GluK1 Hiik & 450 GluK3 FiiklE, ~™ A GluK1 @ C K 11 73/

W:7% 5 CHQRRTQRKETVA (922-934, NM 146072.4) & GluK3 @ C & 17 7 X/
W27% 5 PGKDSMSCSTSLAPVFP (903-919, NM 001081097.2) (Zxt L CIER L7, ¥
PXRY) 7o —F VHEKIZUTOLDZHH L7~ GuK2 (Synaptic systems,
Goettingen, Germany), GluK4 (3 3k 19), GluK5 (Millipore Corporation, Bedford,

MA, USA).

XATEUNIE

%8 KAR Y7 2= v MUK I ZRET 572512, i GluA2 Filko =t h—7
EHL GluK2-5 HUADZ T E N —TZ[FRFCROF A T X RV EEFRL-. ZoX
AT B NTEIE, AMPA B 7 V2 I VR R GluA2 BT =y b (1-884) &F
I LT, ZOMIREAN C RiifEEK (834-884) % GIuK2 (841-908), GluK3 (842-919),
GluK4 (826-952), GluK5 (825-979) IZZNZNEHLI=bDTHDH (K 3A). %
cDNAs % pEF-BOS X7 & —20 (Zffi A L, COS-7 #lifs & HEK293 #l}iZ Plus Regent
& Lipofectamine Regent (Invitrogen, USA) ZH\WC NI v A7 =/ v a v Liz. 24
BpfE 4, #iEiE SDS Yo 71y 7 7 — (2% sodium dodecyl sulfate (SDS), 3.3% 7
Jbr—/b, 125 mM Tris-HC1 (pH 7.4)) (2X Y 4°CTrREEL, 10,000 x g T 10-20

DL BTEE X AT Z 7Bk LT SDS-PAGE (Tl L 7=.



RARYV 7T 2=y N v 77U v TR
GluK2, GluK5 / v 7 77 + (KO) ~ 7 A%, C57BL/6N Hi 3k ES #ifz%% RENKA
ZfE ] LIERL L 7= (I. Watanabe and K. Sakimura, unpublished data). GluK4KO &

VIR E ST D 19,

~ U R R DK 53 1
AIRAY L 0-4°CIZC, Carlin HDHEEZSEIZL TTo7z 2V . 8-12 BEEEUALE
C57BL/6N % #t~ 7 A (Charles River Laboratories Japan) & U8 GluK2KO,
GluK4KO, GIuK5KO ~ 7 A DG L/ ZE ) i L, RE Y R— b3y 77— (0.32
M ¥ =k, 5 mM EDTA, 5 mM HEPES-NaOH (pH 7.4), complete protease inhibitor
cocktail tablet (Roche, Germany)) 2LV AEYR—F L, 1,000Xg T 10 43z 04
BEL7-. SHIcZo EE% 10,000X g T 10 4y OB LIS S -1k % 1% Triton
X-100/ REVFR— b3y 7 7 —T 30 3 HAA{E%, 10,000X g T 10 FrfliELoHEL,
Z o Fif% P2 sy & Uiz, PSD ML, P2 Hi%4 0.8 M, 1.2 M 0 = BEE AR
O (90,000 g, 2 Kifd]) ([ZX VT 7 b Y —AlisyE & HIZ 1% Triton X-100
Sy TRTALERT, 20,100 X g Tiz Lol L, 55407230 % 40 mM Tris-HCI (pH 8.0)

/1% SDS TR L7=H D% Hu .

JxARHE Ty b

B D X LRI EITRIRD SDS o TNy T W% ANI T N R ) — L%
AL, 100°C, 5%, 8% SDS-PAGE 217\, =tk uo—2 AT L
(Amersham, UK) ~EXMICHERE L=, A7 L2t 5% A% L3027/ TBS-T (137
mM NaCl, 0.1% Tween 20, 20 mM Tris-HC1 (pH 7.6)) T 1 Fffl=E{E Ty r v ¥ 7

#%, TBS-T <1043 3 myEis L, 1 pg/ ml @ 1 RHUA/ TBS-T T 3-4 BEfi]==IE T



J& W72, TBS-T T 10 43/ 8 B #, A7 L i~ tFx vy —Earval—
R 2 RFUAT 1 B ==IE TS S8 7-. TBS-T T¥eid#%, ECL (Amersham) # W\,

EHA X7 1 v 2 (FUJIFILM, Japan) 72134 H CCD 7 A 7 WAL A A —
U7+ T A ¥ — (LAS-4000 mini, GE, USA, EZ capture MG, ATTO, Japan) THiH

L.

Yz RFvT7ay NDOEEMRT
DxAXZ Ty hTHLNTE A ROV 7 F Ui E L, Imaged software,
imageQuant TL (GE Healthcare) & CS Analyzer ver.3.0 (ATTO) ZfE/H L THIE L

7.

LE S

KAR 7=y Mok ReEME

ERMHTORNS, HGluK FriEDfr BMEZ R L7z, $T GluK2, GluK4, GluK> #i
ROFERMET, AR~ T X, GluK2KO, GluK4KO, GIuK5KO ~ 7 A DifEfE ik %
FAWTrmE Lz (K 1A). F£72, H¥i%E=E Tk GluK1KO & O GluK3KO ~ 7 A & {fFf
LTWARW®, HiGIluKl, GluKS Hiikof iy, 4014 COS-7 fMlic g & &
Y E T T o 7 (X 1B, ©). #i
GluK2, #t GluK4, it GluK5 Huikix, Pl F&MEIC A AR LI, /v 7T
U hYUATZIONY RBRHATH 2 LR TE 2 (GluK2, 102 kDa; GluK4, 107
kDa; GluK5, 109 kDa; [X 2A). Hi GluK3 #iffix, GluK3 ¥ v /X7 BEDO A& i8i# LT
(GluK3, 104 kDa; [¥ 1B). ZivE TH GluKS3 HifklE, GluK2 I227%E L CRikT 5 b
DOBEDIL TN, AHFFET GluK1 & GluK2 12537 L7e Wit GluKS Hiikz (Ef5

52 EMTERE. WRICH GluKl Hitik (Upstate K OVBAEHUAR) ORpEMEZF~T- (K
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1C0). Upstate OFLATIZE AR~ 7 200 P2 WICE W T YIS T REALICANY FE
Wik L7228, 2o RiZ GluK2KO < 7 A9 P2 %y TlEilsk L T L % »72(GluK1,
95kDa). & 5122 0ft GluK1 Hifkix COS-7 flic I & ¥ 72 GluK1 & GluK2 fi#

i L2 b, GluK2 Z38@ L TWA Z EHATH -7, ZHuTxtL, A4

JECIERL L 7291 GluK1 $ifRiE, COS-7 MifeiZ 8B &7 GluK1 (ZIIRUS L7223, i

B P2 HAIZBWT GluKl N> RERHTE o7z, JUROEERMENS, GluKl #
URIBOERAZWIE L, ARWZETIX GluK2-5 O A E =AM L7=.

P A = VR AGUE Tl DEIE

GluK2-5 % VNV BEDEREE T HIZHT=>T, FTHEIKAR V7 2= MED /)
ftiz, AMPA #2753 Utk (AMPAR) & A = 25K (KAR) DX A5
BRI EERAWNTHET S Z LI L. AMPAR 7= F® GluA2 13N T
SFEBELTNDZ LMD, GluA2 2 4 DD KAR V7= N B4 il S 2 3
JBEIEATE. £ 2T, GluA2 offifa C Rimfalia KAR 7 2=> FO b DL E
BL7-x AT 20 _7E (GluA2K2-5) %Gt L, ¥ AT X U VBB 2 —%{E
BT (X 2A). GluA2K2-5 ¥ 2 T % v /R 7 'H1E GluA2 & GluK2-5 D% 2 DD E |k
— 7RO LD, HT GluA2 N RiGHUAD Tl 2124 & L CH GluK2-5 C Rk
DIz RO D Z LN TED. KR TIE, V=AF o Try ROV REELZD))
itk THIIE L, Mo> GluK2-5 7= A HIE L7z, B THMOFHRE O EAR
L bEZ LT (K 2B). GluA2K # 37 1Zxtd 581 GluA2 Btk & EhEh
DL GluK PR > 7 F s, KT8 h—T~OfESBEICKTT 5. X 2B D
ST, B GluA2 Hifk TRBEk S 172 20 pg @ GluA2K 03 R & GluK Hifk TR
a2 10 pg @ GluA2K Oy ROV 7 FABRENRFE U THH DT, fi GluK Hiik

O SIIIEHT GIuUA2 HUED 2 2L 703, — D X 912, Bt GluA2 Hiikizk3 A 5t GluK2-5



iRz ThOli%EZRD, £ 7 2=y bOERIZHANZ. $T GluA2 Fifk & T GluK
PURIC K D RRER S LTy ROV 7 F VRG220 8 258, EEOAENKE
KBRDHDT, TNEND/NN ROV 7 F/VSRERTWEIPH T L7z, 4 GluA2K2-5
OFEHERFR D, P GluA2 HLiE & T GluK LD S RO > 7 F )L 3 RIFEFE O 3R T

b2 Lnbngd (K20). FHUAIMELITZRT 5.

vz AFr7uy ML D ERFIE
AL CTHWZER LY,  WE PSD By O GluK2 DEZEZFIC L CORT. 20
T, OPUEIELORIE, @BtoY 7a=y FEOHEZFRRHIITY . Z070H
ICDGIuA2K2 & A T & /37 L @ifEE PSD Mz & F— 7 /L Tkl L, ZhEhit
GIuA2 Hifk & T GluK2 HLific L v B L7z (K 3A). OF-Fifk Tk S 4172 GluA2K2
DN RO T F Al S REEAE AR 2 Hf X EAME 2 8 L7 (M 3B /2, WIT/Sv Ko
ST FNAETEWVEPAD & O D& (GluA2; 7955, 12233, 16266, 20311, GluK2; 7648,
15925, 22496) % X 3C /s Lzt 22 A Uik 2 3R o 84 7 & B
HL7-. @S PSD #Ei5rd GluA2 & GluK2 O/3> RO v 7 B D HIEYE R % 1
EMEEHEZRLZ (K 3B £). £L T, N ROy 7 HEL2 T (GluA2; 11712,
17735, 21658, GluK2; 7600, 13937, 18415) & D TR 7= FH) ikt (10.3 %) %X 3C
ToRUZEA LR A 410 L, S PSD Ei%y @ GluA2 1Zxt9 % GluK2 & (7.3%)
ZRDIZ. FERIZEK 2C O GluA2 ik~ Ht GluK2, GluK3, GluK4, GluK5 Hifk

DI EEET 5 L, 8.4, 2.4, 33, 31f5L 705,

WEEE/PNRICBITREDA =V BSREY T 2=y VR
YE5E P2 4y, PSD 4y & /Mik P2 4y, PSD 43 2B\ T, BIRD 7T GluK2-5

? GluA2 (ZXT DB G 2 E R Lz, BRIKEIT 57 o "7 B'lE, Shkod)



i &Y 7a=y FOMKIZEEN D EICL > TEZTZ. GluA2 IZxFT DFEXIE A X 4
R LT, W3R P2 B4 CTl, GluK2, GluK3, GluK4, GluK5 i1 GluA2 2
% LT, 9.2+0.77%, 3.5+0.92%, 0.77+0.30%, 2.0+0.31% (% n=3, ‘FH/E +1=%E
A2, X 4A)TH o 7o, WEE PSD H4y ik, 7.0+0.55%, 4.2+£0.78%, 0.47+0.09%,
3.120.16% (n=3, Xl 4A). /i P2 [E4rTlE, 22+2.14%, 17+3.78%, 1.9+0.44%,
2.8051% ThH -7 (n=3, X 4B). /MK PSD #i5rix, 9.9+2.4%, 7.3+0.97%, 1.1
+0.14%, 1.4+0.17% (n=3, X 6B). ZiL b DOFEFRMN G, HEE & /MKIZI W T KAR 1
AMPAR LV DN EWREN, ZDZ LIXKAR 24 LI- BN 7 2 1% B
(EPSC) 7% AMPAR D & DIZHAIEFIZD RN E WS MEZFFL T\ 229 F£7-
2 TOMES T GluK2-5 O TR HFEELEN LN DX GluK2 THDH Z LRbnbh, fHiE
R I L > TKARY 7=y FOBKORERICEN DD Z LRGN E 75
7-.

WS K OVINIKIZ I 1T 5 KAR 7 == h OFEEMITIE, GluK2 73 & OFEIRIZIB W T
HHRBEDEHOOICINZ, KAR V7 2=y FOWENRRLZEZ2RB L. 202
EERPRLOTL T LT, BEEEES O GluK2 7 1 & LIZREOEIE 2R LY
Ta=y hORLEZEMAL L (M 6A). £V 7 2=y MEEL~VLIL, WE L/
O EDESTH GluK2, GluK3, GluKb5, GluK4 DJEIZ /> T iz, P2 iy i, #E
B GluK2 7Moo GluK3-5 #8bhE7=b D0 2 5<% <, GluK2 : GluK3 : GluK4 :
GluK5 =1.0:0.38:0.08: 0.22 &72%. —JH/NKTIE GluK2 & GluK3 7% GluK4 &
GluK5 # Aot 8 5L EZ < BBLLTEY, GluK2: GluK3 : GluK4 : GluK5=1.0:
0.78:0.08:0.13 T ~7=. PSD M/ Tix, #E GluK2 O &EIE GluK2-5 D) 50% &
720, GluK2 : GluK3 : GluK4 : GluK5 = 1.0 : 0.6 : 0.07 : 0.44 7=~ 7=. /MMTIZ
GluK2 : GluK3 : GluK4 : GluK5=1.0:0.74:0.11:0.15 £ 72 >o7=. F7=, OB

Frig L LT GluK4 |34 T ORI L #i5r THF ISR D72 <, GluKS 13K & 0 S IC



BWTRAE &GP T,

BB GluK2, GluK3 %7 2=y MR L/ PUOEERDT TH D

WK MFEIRE O KAR ¥ 7=y b DX 8y BAKET 5 2 i Lz, L L
7= GluA2 DOEZH RS &/MMOAE 7y THRIg->TWD 20 2 Z TS P2 By
GluK2 % 1 & L7ZB0 454y 0 GluK2 D& 2K 5 Z L2 L7z, GluA2K2 (1.25 pg)
ERMEL, ZOVTFNRE L T 5K O X 87 Bii il GluK2 FLA TR S
M ERE O AR N B EFR L2 (K 5B 7 — 7)1 GluK2 41). %5y GluK2 @
BibZ2 b EICHIEL, tho KAR V7 =2=v hOE&EZRDT-.

PSD [E4y & P2 #%C GluK2-5 D% X7 &4& i+ 2% &, GluK2-5 2T T P2
5305 PSD Hisy~H 7 o=y MRRMES LTV D Z ERbhroiz (M 5B). KB
Y7 2=y b GluK2 & F512 GluK3 i, #E5 (GluK2 : GluK3 : GluK4 : GluK5= 1.0
0.38:0.08:0.22) LV &/ (GluK2 @ GluK3 : GluK4 : GluK5 = 1.28 : 0.99: 0.11 :
0.16) TEIA L L@V, ¥R PSD &% o GluKs OEIAIT/MK PSD 4y L v b 3%
@V —7 GluK2, GluK3, GluK5 OFIS M TR U Th -7, #E PSD Moy
T (GluK2 : GluK3 : GluK4 : GluK5 = 3.57 : 2.13 : 0.24 : 1.57), /INiX¥ PSD %y Tl
(GluK2 @ GluK3 : GluK4 : GluK5 = 3.83 : 2.83 : 0.43 : 0.56) £72->7=. GluK2 &
GluK4 [3% U3 ST PSD 4y THEME L TV /e olzk LT, GluK3 & GluK5 13
LTz, &51C, GluK2-5 ® 4 50 KAR V7' == b3/ PSD HEi431C 3-4 1%
IeAE LT, £ LT GluK4 258 &K & & ORI T H 3 BLEIG 2MEW 2 & 23
N7 o T2, F7- GluKS5 13/ PSD #4r X 0 5 PSD B4 LD £ < B L T
WHZEM, BEMICHLNCR 5T, 2R b DOFERND, GluK2, GluK3, GluKs
VXIS PSD B3 IC FEZUTHBL L, & 5 1T/MK PSD Hi5y TIHEBFED GluK2 & GluK3

DEZEIIHB L TNWD Z LRI NTZ.



=

AWFFETHRIE LI ERI Y = A X 7 1y MEE, BEESZ VN7 B LR LT+
HEMALEFR D1 LEIC 2 2O h—TF 420X A T4 U R EEEHIEDL Z &
2L, Bpoe iz ooz HnTh, Ny RORIZIRT 5 & flifEzF
IEC, BEDHSZEEND RT3 1 DX T BOSEEET D Z ENATRET
%, THE CHEMITIER ERNNY REENENL TERpoTe 0, FED T
DEOHBEEIZTE D 2 EIXEHNe 2 L ThD. RIFRETIE, ZOFEE BEME
MRARIEL D A =R N5 X VBB Y 7 o=y FEOIEISH L, #i
RAREGD 2 ENTER., ZOFEIMICHISHAETH Y, By gy g
BT, R —OBESNAFAET D% 7253 F DO BEO R ATREIC 2 5 .

A = VR BRI AR ITIA A L TR Y, T 5 5 >O%7Ta2=y D
mRNA OFBNG, EACHIIZE > TREAY v 7 K ONTa Y v 7 A0
ENEEAFET D EEZADNTE . ABETIE, EEMMY 7 2=y o GluK2 &
GluK3 2B L /MM TELS BB L TNWD 2 &, sk LEsiftky 7 =2=v K
® GluK4 & GluK5 13, FH/MMIZ B W TIERBIFMEY 72 = S K0 i Thnz &
IO L.

GluK1 1335 TR & DB O BRI R S D Z EAmbhTn
B8 19 20 | KRR TIEE W AMMOH GluKL FUEANE LN FRIETE Aol &5
12, in vitro &K GluK1 1258 < U7 508 GluK2 12472 L C L% 9 Upstate Ot
GluK1 HiiATH GluK2KO ~ U AWEE P2 M5y TRV RBRITE RN Lab,
GluK1 (X GluK2 10 b4 DN e TanD. 567225 KARV 7 2= M
R BT D72 IiE, RN L i@ it GluKL FUAOERIN LI L 725,

A T = b GluK4 OFRBLITME CTIHEF IV o728, GluKb 134 <

10



FELL Tz, —J7, ERBFEY 7 2= b @ GluK2 & GluK3 |35 CTIEFITL < %
BLLTWz. GluK4/GluKS # 7V » 77D h~U AT, @BftEr7a2=y F®
RAFNC &0 BARERAE & CAS [>T 7 A TP KAR-EPSC 2L 7° % 20 . —J5 GluK2KO
~ U ADFEMICEIT D KA-EPSC ITTHA L, & SICERH coRMMEME LTP) 1%
[ Sz 1929 B ILEEERICH VT, GluK2/GluK3, GluK4 & GluK5 i33kikd
%2980 = Lo, WK CAS BB O KAR IZ bV 7 2=y hoO~Tr~v—L LT
AET D Z ARSI TE 23 . L LAWISE T, S PSD B4y i\ CIRB e
P77 a=v b GluK2 & GluK3 IZ@m#BfEY 7 2=y b GluK4 & GluK5 @ 3 f5@&\
BEBETHDHZENS o7 (F5). ZOZ LiFmBity 7 2=y F L ERVEH
Y7 2=y NOFEEZRRT D0, ZIHET ¥ RVERICHFHF S L TnRn s &3
HESH, ZOEANEENIS BRI REEETH 5.

H 5375 PSD B2y ~D MDA TMILN TD KAR 7 2= FDJR{EZ L
THEY, BHEIZBVT GluK2 & GluK4 (3 7 ARILELANSCT L o7 22 b £44k
FEL, GluK3 & GluK5 (3T 7 ARMEEICL S RET 2 Z en PSS,

I E TOWIZE TS GluK2/GluK3 Hilk 2 M L 72 & D2 % <, R 7251 GluK3
PURZEH L CNTED GluK3 Z 7o & i, AR50l FRERm iRz v
T~ U ARRIZEBNTHIH T GluK3 2B T, & I GluK3 13#E & /MKicB W T 1
FLLEIZZ LS HBILTWD Z & & AT,

AIFFENT N The b BRI, /DIRIZB W CEBFfMEY 7 2= b GluK4 &
GluK5 OFBNIEF I DR L THhD (¥ 5). ZhET, GluK4 & GluK5 i 5473
IMNEIZEBWNWTD RN Z L IE TR TR o7, Ty M/RERI 2 BV T
GluK5 mRNA [ZH< BB L T AIC b0 590 12, ik bzt 39 L —
LT, /MHTO GluKbs # /37 OFBLEIIIER 1T/, b O CITFR L

SOV TOFHE DTN TWDA O LV, 77U 7Y A G VIRl 1w <

11



HEK293 #ifa 39 (23T, GluK5 # &1 KAR IHEHftEY 72 = MLV Mk &
b KAR £V &7 0% I URICK L TEWWT ¥ RVIEM 2 FFD 2 & 28 in vitro O FEER
TRENTEY, @Y7 o=y FaRonT o~ —2"F v RO F.LIZ L
ZHNTEZ., ZOZ EiX, GluKA/GIuKS # 7V ) v 7T Uk~ 7 AHEE CTOREIE 2D
MHBBLIFFINTND. ZNPX/PHICENT, @BFIEY 7 2=y Mafflcls S &
DIEFFIEY 7 2= b GluK2 & GluK3 OF/EIE, KAR 2854 4> F v 1L b

BNTWAEDOTIERWNE NI EZZRRZSHES.

HhEE

ARWPFRITERN Y = A2 7 vy MEZBFEL, TOEINZISH L ThA =7
B I VIREREOERZIToTo. T ORER, ZAE T mRNA B2 BHEE STV
f R LTV, ARBFMEY 7 2=y M3 KAR O FHRMNR D THDH Z Lo
Tz, A%, ARBREY 7 2= b OABERENIEIR WAL~ T A DRRHT 2 J8 i S i

B L CuWE720.
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