BB Mg Ry RISV E F — )b,

YRV L (1) BfE7RI— 2 255

AN

PREERN R DIXFF

— 7K b= AIH O e~

M:ii?‘**,
E%&ﬁ

2 U & IS

NVEY L=}k, RyVITYEVFEAELRE
D—ERDEIRREEZE (13T & 2 DB R ER B AD
BIENEBEINTVWAELY, ZORENREOKE
ik, chFEcRBtomtle shc&zy, Ly
L, BEo#HETIE, RBEOMEILSNORF DR
5ARBENTEH, WELRZFORFEIZOWTIE
HeE LTz g,

—%, W4, B (&) BRI THR SN % @5
AR AE =, 5 AT A 8 L C @ penumbra FH 3% 12
BwTArza— ZALDAMZT R b= ADEE
LM ROND Z DG ENTWBYY,
P A=Y AFFICHBEANZANVTF=RZIZED
EL L7720, FOMETE 70— 2O
DORBY B, LrL, TRV ATHEAY
VT NEE ORI, BETORE, 50K
B EER (Y AT74 7277 —+¥ | caspase)
DEMWALL: &, MRS A — FOEBALIC X o
THELE™, $hbb, RBHFHITEIRL, &
NS AT — FEIfl2ST R b — ¥ ZAEHNIS D A3

TREMEDH L. 2T TEHZEDHIE, NV EY L —
FBLURY VYT B L FEEORMEER RO
WeFhs, LA Ar—Fadfl+aERLELTT
RE=VARPHITEE VIR E /- TUTDO L
) R E AT - 721010,

* AV R SR S R B (R 2

ROARE T A B

% ke

MR EFHE

HWRAMBOEFTLE LTI v RIBREES
MIFBREH kD PC 12/ 2 EF L, MiFEkZic &
DTRMN—VAXFEL, TOETVTIEAY
O— 3 23R 55, BRMIZT R M= APH
I, ERE AWMBTLTERF—YZ
PEBICREETWVWALEHEEZ, DNAODTFa—27
IVESIKED & MO B OGGE THED O 72, HEY
58,1213 Hoechst (£33342% 2 "C DNA 24 |,
7uRF RO EEBIE L.

NWEYL—b, RV TEE VFHEEKE L
TRYMNVESY =, 3T L FNFNE
L7, BEIOEETRY FNVE Y — )ik
0.5, 5, 50pug/ml, ¥V JAI130.12, 1.2, 12
pg/mlE %% XS ISR L, SRLBER, <
Y RNV EF =V HT10—25 pg/ml D MHE R EE THE
BetE ™, 50 xg/ml A2 FE T burst supresson'®, 3
7 ADL. Zpg/mlfﬁr%%ﬁﬂ%w PRELND L
W FFICEOWCHRE L. MEXRELT,
%%%&%%,MC,@%EE,S%:@%%?
S ERDOBRET T4 HEEELL. Yoy
FRRUTO 2 008 THE L7,

1) MlERoE=

M7 R = AT L, REEIZITH
Jia G 3se % 1% 5 MIRASE IS E S . %@F%%&M*
##% (lactate dehydrogenase: LDH) 7Sl 4} 12
wié.%@Wkﬁ@ﬂKmmLtumﬁﬁ@
BAICH T 2BEBOH ) EVISHBGEERL 2
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% . LDH {143 Boehringer Mannheim #+#4 D4z
FERE Y MEMER LEE L.

2) TRV AMBEOEE

Mifaz ¥ / — )V CTRE%E L T propidium iodide
T DNA Z 4t 1, flow cytometry T DNA &&%
WES A2 L Y MBEMER 21772, 78
M= ZMIMEASGL H] & ) DNA & &Mkl
ELTHRIEENA 2D, RO/,
DOFBOMBIDOE G T A b — 2 AMEOE &
L2 b,

R L EREFETRD L, HEtld, —
TLHCTE D3 T HT CTITV, AR %34 post hoc 7
Z k& L T Student-Neuman-Keuls 7 A b % Ff \»
7z. PAEAS0.05L FCTHEE R L.

& S

(1) 7A=Y ZADFEH

MiEKZ: 1 H% 5 DNA OB IKE) CHE Ik
(9% —=) ¥ —=rwFDI. Thid DNA HX
VAV —LBAICHIR b2 L2 RDbLT
BY, TRV RACRDFHEHLFTROVED
Thb., FloWmERaTd, 7u~F VERE, B
OWIFLE VD TR — L R IEMN TR 2
L7-fifg o H Mmoo bz, Bk

EOOMMATHMIEREICL D TR — T AR
HEI N LML,

(2) MEEDORE

MiEkRZE 4 HEO, i (=Y PXVE Y —
WIERS) OMBIEERII53.9+24.3% TH - 72
(B01). XV F2NIVE S — VR A 2
FalpER AT &4, 50 ug/mlBETIIAIRE L 1
BLTAEZ2RO (M1). 7RM—YAM
FaDE ) G nIEIiERRZE 4 HE O BEETY4. 9+
6.3% THo7z (2). RV NV E Y — L5
XY TR =Y AMEOE Y A 3R
AR TF L, 50 ng/mlBETIEATIR & B L CA A
RO (M2).

—%, IV ATMBGESR, TRV A
HBOEY HEnDEE LI L TOEELRSRZ
bl & molz (K1, 2).

% %=

MEEFRIZLY PCL2HATT A =2 A0 4%
CatRre LT, 1) EMERFEEEY, 2) cas-
pase DIEMEALY, 3) c-fos, c-jun 7 & D FTHHIE
EFORHEY, BLU4) MREERTRZICL
HARERERTZBEEROE Y ALY % &b 2
LNTWB, —F, EBORBEMN TS, HEBE
AN, caspase D IE ALY, FIWIIEETOR%

cytotoxicity cytotoxicity
(%) (%)
100+ 100 -
807 80 —[_
7 ¥
40 T * 40 // / /
T

20 20

0 T T T 1 0 T T T 1
0 0.5 5 50 (pg/mi) (] 0.12 1.2 12 (pg/ml)

Pentobarbital Midazolam

X1 #EiafmEER (o' &Y —E85 | FAYER)

i RYMNLVEY = (n=12)
p=0.03 by one way ANOVA

FH3IFVUTL (n=12)
p=0.30 by one way ANOVA

*; p<0.05 vs control (=0 xg/ml of pentobarbital)
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% of apoptotic

cells cells
120 120 -
1004 T T 100 - T _ I T T
77 7
80 - * 80 7 7
60 - T 60
40 - 40 -
20 20 A /
0 T & T 1 0 %I T /é T 1
0 0.5 5 50 (pg/ml) 0 0.12 1.2 12 (pg/ml)
Pentobarbital Midazolam
2 TRV AFEBROEE (B & V) —E85| FHXER)

Fi RNV ESY—L (0=9)
p<0.01 by one way ANOVA

H13I¥V5L (n=38)
p=0.98 by one way ANOVA

*: p<0.05 vscontrol (=0 pg/ml of pentobarbital )

Y, BIXUMERERTRAD 2 ESEL S
EDHEESNTWS, T4hbb, MEKRFEICLD
PC 12 CTT R b — VAN HEL AR &, EB
DRI TR ASHIFE S IC B AR & 13, £
COETHBELDHDLEEZOND.

NIVEY L— MIERERIFRS 7 7% F U RE
PEAIIHIPA S, PR BB LRIL 2 HH 3 5 L v
IMENDH L. X, HAXIORINENETIVT
RYMNIVEY — VBT 3 v 7 EHORBE 2
H$ 2 &) A H 52, Caspase R HFARAHFE
R TOMBHRERFICRIZTNVEY L— FDFE
BT AMEIIR LS RWDT, XY FNLVE
T RINHLORFIERLT, TRF=VA
R HIH LTRSS E L b B,

PC 128 IZ R VT XV LTy 2 BT
L1, RyUITEY vHEAEY O/ L X
VTR EZMZETAETVE LTELFIHE SR
TWBY, LdoT, SHORKERIEZ, ¥V
ITEE Y LY Ty ORIELS PC 1240 o ML iE R
FICE BT RN =¥ ZAEFTIIIERE R WEER
BLAbDEEbNE, —F, RETEXRY YUY
TRV FEREYORRENROBFE L LT
GABAA L't 7% /CI'F ¥ 3 VAR L OR#ED
REENTWAED, PCL2MIBDONRY VT EE
YL Ty RERWETHY) GABAAL LT Y /S
CIrF ¥ A NVEAEKED) Y73 HRWE, L

NoT, SBIOEEREF LB 2ET VT
BRI T AL ENTH DL L Bbi:,

L LT, =Y MV Y — L O 5
O¥FLE LT, TEM— Y ADOHHIHEBREL TV
LU REMEATRIZ S 7z,
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