u

) <

The University of Osaka
Institutional Knowledge Archive

Modification of Anoxic Neuronal Injury by Human
Title Recombi-nant Epidermal Growth Factor and Its
Possible Mechanism

Author(s) | KT, =

Citation |KPrKZE, 1992, {Bt:m

Version Type

URL https://hdl.handle.net/11094/38009

rights
BEDNLA VI —Fy MARDFEDIFTONT VAL
o, MXDEEDHERFALTVWEY., £XDIF
Note A% CHLEDHZEIF. <a

href="https://www. Library. osaka-
u.ac. jp/thesis/#fclosed”> KPR KZEDIETF/ITIC DL
K/DETSRCEI W,

The University of Osaka Institutional Knowledge Archive : OUKA

https://ir. library. osaka-u. ac. jp/

The University of Osaka



[65]
&0 L= . HED
K # T =
Reofny W + (E¥)
¥MEES B 10203 =
FRRSHEAR  Frk 4 F 3 H25H
FRREGOEM AR 4 L5 1Y
EREFARE ARSREIR
¥ AL 3 X &  Modification of Anoxic Neuronal Injury by Human Recombi-
nant Epidermal Growth Factor and Its Possible Mechanism
(BERRMEHERREE LT 5 LRERERFOHREHNR)
. (F&) ‘
WXEAZER #H B B A
gl
éﬁj% R B #H & &L B

(B )

FEMRERT (EGF) Blivy 2OBFIRL O BEES /R Y 7 F KO mitogen TH Y, A
DYER B >R ERFO—>TH 5, Lird, EGF @it = 2 — o vioxt L CHIBREBR T &
LTE CENRBINTV S, AR TRECFHEBAEMcLVERSNLE MY EF Vb
EGF (rEGF) »EBRICL3MSHIREELRE LB 20 E20 2R TEEE b, TOERABE
IKDOWTEBERELLSDTH b,

(G
[(FIREEE = 2 — 0 v DFERK]

FEEITHD 5 v I & 0 EENICKINEEERE U, + B L8 L 72%&10% F C S MEM
WS HE, 2.1 X102 cells/mm? OFRAEERE T multi-well culture dish iZH X, 37°C, 5% CO. D%
HTEEL 1,

[rEGF D #fER BN R O#ET]

R BL04RER % Day 0 & L, T OBEEEKR%E DMEM,/F—12 (1 : 1) 25 L, rEGF2RNT
BT Eicky, BEEMLT TO rEGF OMREREMNRERET U 7o EBMFEASR I Vibulsreth 5 Dk
IKHE D oy EBEBRBUUTO 2 207 v — 75t groupl TREEEKHIC rEGF % 1, 10,100
ng/ml OEETHRML, 5 HREEHE L, group 2 TRIERIC rEGF 2% L < 3 HRERE®E L &ic b
HOEBREARENY, S5102 AR L., SXBRKRTRICHREZEE LR, MHEEBRMET
100 wm Bl EDZER AR > MR E T L 7o |
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[EGF receptor DFI]

=2 —1n % ECGF AL T ICRMINER M TREE L, Dayl » 5 Day 3 THEEMEEZEE L/, <h

WHLEGF  receptor Ptk % —kbifk & L TG & ¥ EGF  receptor % S b inic i L 1o,
[EGF receptor binding assay] -

Day 0 CHEIMERHIZIH L 724 EGF 10 ng,/ml A Fic, 3 VIR EGFIEEHETIC S HREIEE L

fz=a—nvEHW, Day 5 ITEAEREZIT- 2,
& 3
[EGF Z&EKDFEBIC> W\ T]

Day1» 5 Day 3 £ TEGF receptor F3M-Ala 2 fMEE100ME & 72 » TEHEd 5 &, Day 1 THI0% D
fHBaIC EGF SAKORESA 51, Day 2 TIBIE50%, Day 3 TIRIZTO% A Ic 4t & iz, EGF
SAEEE b Il EICRE L THEEL TS

(B& = - — o voEEfhigic> W]

KERFEERZ LIEh 5= 2 —0 Y TRrEGF210ng,/ ml OEECTHL pE =2 —0 vOLEFRER
AR, £ 1ng,/ ml OEETRHRN L, 100ng,/ ml ORECRIBEEOHBICE L E too IEHE
REFEIT > =2 — 0 Y TREGFERMOES, £H T2 =2 -0 VORIEAWOHED105 0

LUIFIE R Lo rEGFEBRINT 5 C & i & O FEMKFNICEFMIES ML, 1EGF BEREA
FICHERLT, =a—o o U CEFERMRZRS C LR S N1,
[EGF Z& M OMReRT Iz >\ ]

EGF 271D reeceptor binding assay 2175  &ic &L 0 G (Kd#) kvl 4oL
w7y —HeRDI, TOERE, Day 005 rEGF 210 ng,/ ml ZRI0 L 7- 8 © EGF & & O S0
L7y - OHBEMSHER SN, BEHIE LSy —L0MIEB LAY DL E 7y —HOHIE12:88 TH
DKAMEDHIZE2 . 1 THoteo —F, EHIMEL 75— EGF RNOBEICH PO O TRIBEICE
Tl

€.

Sy PRINEE =2 —o ORI L 5 in vitro hypoxia model % W\ CTIEEE R MR Mk EIC
%4 3 (EGF O%ER B L7z, rEGF HE4E (10ng,/ml) THEMRERMEL, BF (100ng, nl)
TR > THROAEEZHE L, COHROFWELT, 1 2ICRRBOEGFIcL 58E D
down regulation BEIZ VD, R ELTEGE 7% — OB B L, rEGF 04 EMEMRAEE -
LT B EMNTED, 72, VA EGF Bt F OBEETHEI L - TEONLSDTHD,
ZOMBERE L EBEMEZS v PODDOTHB I Eh S, MEOEEN S 3 @B EGF 234
FHEEEELLEOEZ B LM TE B, D\ Treceptor binding assay 2175 &tk DIEE= 2 —
o v @ EGF receptor DMWEIZ > WTKET L7, ZD#EE, high affinity binding site 25 rEGF (10n
g/ml) EHEFEERELLLEZICOHZBD LN, BE-> TrEGF A high affinity site #FE L 7z L& X
S50, TNPERFREMERREEOREZ I CHELTVEIbDLERBIN S,
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ABFFLI, E b recombinant EGF @ = a — o Y icx{ 4 21EH% 5 v MEFRME 0 15 g1 &1
EAEHOTREIT 3 &3, =2 -0 Y ETOEGF v 279 —ORBEE Z OB KR U rEGF OfF
FABIEICO>WTERLbDTH S, 2OE, rEGF @i =2 —ovicd L TEBELHEZONE
Arulhd U THBERENRE D EMEL A EN -T2, ThiF, BlMEH 2 W IZEBRBENEE X
T3 MR ERER T O RICBIT AMEOERF LB b0TH D, SHROEBRIEED 2 VI3 E M
IIEE DIRREDRIATS & IR EE ORI OB A EERARTH Y, EMNET 250 TH B EE
A B,
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