& E L BT

Rt pE PR &

L.,

(Nat+K*")-ATPase 71 A A

(A S B B

Neuronal damage and (Na*+K™* ) -ATPase isozymes

Key words : (Na™+K*)-ATPasge, ischemia, astroglia, IGE-1, proliferation

[

1. L &

(Na*+K*)-ATPase i¥, Na* *K* DHEH)
2T 2L VEXRECRENat B %
FABEERA A VEY T THS. AEECLY
TEB D A A& v AEL AR e o BUE A,
MRAERSCEELRYALE LW A0 T
7z <, Na*-Ca® TR 4 OWE OfgkH
DEZFNF—JRELTFHHEI TS, KA 4
VEYVTEIRE L L TATP2LEL L, K
TOZD ATPHBRIZEA ST h 5 ATP O 40
% &, S HNELL &, —Biiilas
OO —2 L LTA + VEBEOTLLESE 2
bhs. fgEMEOSE, B, EESEOR
gL /2 3 VERE X B kR E O
B4+ v Ry 72E5L Na™, Ca* D%
RDBIGHRBENT WA,

—7, (Na*+K*)-ATPase izl 3 (al,
a2,a3) DT A VHFA LBPFEL, ZThbD7T
A VI LFERFRELSBELAE LTS
EEZLRTVWAR, FOFMIAHTH LY.
bk (Nat*+K*)-ATPase 71 V¥ A A
DREFRBIC B> 2 ®RENEZBERL, in vitro 4
BMETFNRICBTDERBERT A VA LDIE
WEEB LI L. AT, (Na*+K*) -
ATPase 714 V¥4 ADMEAA L e BH LK

*Toshio MATSUDA

. 19494E10A17H £

- 1974F KRR FRFEBr IR IR
- ELEEET

- B, KIRKFEIEZIIESER, B
L B, EEm L, FEmE

TEL 06—877—5111 (P9#8 6172)

BRedER O Y BiE LicfAl b OB
FEEMETA.

2. WYIR OFRTO®E

F4RE MR 5 Wik I (Na* +K™*) -
ATPase EMENETT A &G ER TV 5.
COERTOMEE LTk, ATP DML, KE
SROMEWEDOES, = L CABEEFOER
BETEXEZLREN, TOEMITHETH Y,
it . UL e 55 U I DB R D [ 5 G ALl ~ D A SR
BOTNna—20ERATRET A Lk i
Z BN, in vivo TOABEEOEE R OCEYIF
RO, FHREREG T REERLE
BEENTL AAEMEELRD. b, 1V &
7 b Ie AR AT L T B R KR,
Ina—ARZOEMECREL, YR X oA
L7-fEE S (Na® +K*) - ATPase i % #ei
45 Z LI XV in vitro B4R Il 0 A EESE %
T AERALN Lic. Z0%BE, EHEREIRRE
BRE2BAWEBEETT>TW50T, EHEE
BIOWF & LTATPRY, IEWEOELS
BREZRE. E#E Fra—2RZ, L
THE - Fna— ARZVTFNROEEILENT
L RO ATPERBEIEBIEA L2 &h
b, AFRLin vitrofBMEFv& LTHEHT
BbHEELLNS. COLHETT, MWK (Na*
+K*) - ATPase [ZALEFRRIC K EF U - TEHEE
TaxRL. M¥HF (Na*+K*)-ATPase i
MAEPy Ca® i X D down-regulation® %3 5.
EEEER. 7 a—2ARZOERAO Ca* KiFHE
COWTHNE E, TnbOfERIRIK Ca®™
FEFEETTLRDLNE A, Mg Ca™ O*



HRELER

Glucose deprivation
hypoxia

Na*, K*-ATPase ( {)

Na'*-Ca®* exchange

Glucose-free hypoxia

L— 2 —DFEFTRR . —T7, B3R
Ja— 2 RZOEMIINR Ca® itfifF LT
+30, Ca* WMAFEHk & LT Nat -Ca® 2%
OEEHRR IR, Zh b OER OB
DX FELDLR, WTFhOBA L AEERSE
M FER Ml p) Ca®t REE & El 26 U
T\ 5. APy Ca® o & » KEEFIEMEIE T (E
HIRE &L &b, KRBT v MR
CRWTRBE . Fra—aRZOERIZRD
s\, O &, REFT v MROEET v
b E R & R MRS o L TR W R
Ardoll—FHLTEY, (Na*+K")-
ATPase 1E ¥ DZE{bHs e il [ 35 D S B B 5-
LTCwbE W HELZHTRFLT A, MIFE
iEiE, v T A VERZED ol EERZE
ThbH a2, a3 D 3D (Na™+K")-ATPase 7
A4 VFA LPBEETHH, $H80%3 YT 14V
ERSHT A VA L TH S, B (Na*+
K*)-ATPase D7 734 VIRZHEZ, HE -
Fna—ARGZIBHTL—ETH-T2. X,
al TA VA LDB,BES B (Na*
+K*)-ATPase i, ME+ /ra—ARZIK
FOERT LR RI . T, BMEmESE
OHEBIIL a2, a3 T 4V H A L OFEHET A
BELTwbEELbNRA. MR 7 1 v

¥4 LTH5 a2, a3 DIEHETIX, BEEY

BA EEEEEFTA VFaX— b5 L
IoEET Bz Enb, ABEROFHEEETIM
ST & B kI b O Tk e < M
OB XL hbDEELLRS. Thbb,
AREEROETIE, 73/ BEEWEOFEM
(RE%, Na'RKEHBRERORFELZF R
L, WgEEERRcBESE LTV 3DEFE2
bhab.

3. BEMIROFTOME"?

B (Na* +K*)-ATPase I3, ffEfilasio
TR 7V THACAFEELTH S, #-T,
M B0 5 ABEREORE L BT 5 BT,
7Y THIBOARERT A VA 2OFHREWDL
et A LT, MRS E L FERCER
Th5. <t r o, B (Na*+K") -
ATPaseal 74 ¥V ¥4 LDEME, BE- 7V
NaA—ARZEIDE LRV, ZOZEF,
e M= BT 7Y 7 Ml (Na*+K*) -
ATPase iR filan & 0 & Bl 2R EI% LT
WA I EERFEBET L. kbl MEERCS
) THIAOMEN R OhS Z L EAERL, Wi
7A baYA FOHEEICRTHAEREOEENC
SWTHEH L, xR ERTFOFRTS v 2
VIRAREEEEAEME A Z L ERVWEE L.
{4 v A ) v OIERRAMCEEST 24 v 2
VERERT-IUGF-I) ZBFEE ML TED,
FOVERARBE T IGE-1 ZAEFEc X 5
FuovvEF—EOEELRES LT &
EEE OB —EOoBRIAR R b, X
FOERAREAGBIAEE T . BT,
TAVHFA MER AWy T AR
vI7ay VRITIEEWT, al 74 VT A LD
BHMMAR SR, Thbb, TAIEYA
b IGF- 1 28 OEEZ LD (Na*+K ™) -
ATPaseal 74 V¥4 rDFENRLZ 5. B
Bk B oL, ZOIGF-1OfEMR, HEED
BALECHBTIERONAH, HHEOENE
WmoMlacitRbhi\w. X, IGF-1DfEH
FRIaE oM T WA EETERLDR L.
#WoT, IGF-1CXBal 74V HA LDFHFE
E7 A bud A b OMFLRECEECES LT
WhEtELZLNS.

7 7 mERERT, IGF-1$0%
CORERTAEEL, ZhbORTIEMEEM
fmozeRMmBERSRE LY, X, fEilafiE
VER AT 5. fE-T, MEERKT 7Y 7l
¥pHand A2 ik, MEEYHET HERC
BLWTEEMBRO—2EELLRD. &k,
[ = IGF -1 O A, WEREAIEMM L TW
Ard, X, IGF-1 MEESHEFHALD 5



EENREEIRERBEINTWA., FAIoH O
X, IGF-1 omMEMFEMAM» (Na®*+K") -
ATPase ODFEAR /- L7 ) 7O HEIE & B
MLTWARZERRELTED, 7Y 7 il (Na*
+K*)-ATPase D i EdGEE DO —>D & —
o b AAEEER LTV 5.

4.6 H Y

WA 2 {EEESE, v a—ARZORREEICT
%L (Na*+K*)-ATPase D a2, a3 74 V¥
A LDOFEMIETL, XIGF-T i X v
AbaHf bDal TA VYA LFFEERS.
Thbb, B (Na*+K*)-ATPase 714 YV ¥
A4 2FEERB B TCERE R 5 E
EELTWAEE2ZBLNA. flr,(Na*™+K™) -
ATPase BMEM AL #H 2 b 5 Ik pEar R
DEFEEh-o2d 5. Flebid, (Na™+K*)-
ATPase TA VHA 2B 2=y b &T B
LW ISR EE AR S W A Z L 2B AT,
MM REREE, 7 LT OBEBRRBI B 5 AR
FTA Y FA LOBEOFEME ECHER LT
5.

I

A BE L B

Z £ X |

1) Lees, G. J. (1991) Brain Res. Rev.,
16, 283-300.

2) Sweadner, K. J. (1989) Biochim. Bio-
phys. Acta, 988, 185-220.

3) Rk (1990) #EHERE, 110, 253-245.

4) Matsuda, T. and Iwata, H. (1989) J.

Pharmacol. Exp. Ther., 248, 729-735.

Matsuda, T.; Shimizu, I. and Baba,

A. (1991) Eur. J. Pharmacol., 204,

257 -263.

Matsuda, T., Shimizu, [., Murata, Y.

and Baba, A. (1992) Brain Res., 576,

263-270.

Matsuda, T., Shimizu, I. and Baba,

A. (1992) Brain Res., 572, 349-351.

8) HHk, FHIBN, BHHE (1992) 5
20 EIEEMIEE » v R O v AFEE B E,
p107-112.

9) FHEN, BEEcE, BFHWE (1992)
1k, 31, 242-243.

5)

6)

7)




