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©
H\\/ }:E .[ﬂl 0) }]‘4 ILJ\ k %
| R e RF O B E & ET
t G & I DHEIT LR > THHLTWA, Eiix stag-

AR I & AN RRE S 1 X v IMER SR fEAA B A3
BEICREbRL ol kEEZV Y, ZOREIT
MERERE TH 5. MAMEMFEICH LEHIRENC
LREL A HLRTRY, T TP,
HROE b T4 -5 5ELEERES 5L, M
EEoEEREEIZEDRVWEIRTWS, 20K
DEEA R EROHEIC L2 b LT, Z OO
BRI s AT ARy, L, TED
MMM 25D L, Bk 5 ERERE
DS AR Z A RS, BBl ik & B
L &, IabbHERKCEZZ2VWANS
oI, REE(LichkT 5 L3 2 RFrmiE g
TV soIcGM<. BiiAKE —KROHER L
i, BEICROEEERE VWS, ChpiH
EThbhiE, TOKRNEEERZTHH 20k
BRTH ZECEVEIZIL Y RVWEMIZ B Z S
5THHH. 20X RBENG, HEOWHIET
VREE I > R AR & B REREE L DRIR BB
E+3H008%0,

AR Tl I ARE Mo & e LicBi+
BEEOMBEE L, SHOPIED A &K
LoBEIC b ANy, L, HRELEREICE
BiBET 0L LT R#omE LB
TIENR VWO T, IMmife RBICRET2FHLE
AATE,

1. BRI ORE

1) MEmOSE
Brierley, Graham! |ZiM{ERESR & & BLAVKIE SR

1L PR EE RRERE

nant hypoxia ICHY4+ 5. EiFLKAICIES
HLELREFCEESLELYDY, MRBTE
1IZEIE+ 55842 (ischemic anoxia) &, W<
LDMEARILN B TRELEM (oligemic
hypoxia) & 23% %525, t b TORFEEEMOER
FERITEL VA, BHET NV TATLEMLE WD
L EREFEROMBONIONDHEBL ., [T
MM ORFIIMFEE T, —MiFBImTIZ XY
WL BHADOMTAE S NELEM TH 5.

B UMEREE T NI HEER D 20T, &
MUADRRIC X 5 MEEFRIC SN TR BHE
73 %. Hypoxic hypoxia, anemic hypoxia TiZ,
MM EOMREEREINC Ly, ZORENRZE 2
I 0BE LR CR RO T L OERRIET, &5
MEDET bl Wiy BERBEZEC Lic
W, —FINEBRES-TY, MmkEIKE
BRI THIMLY 3L &L, £ TRVEE
BB EEERL, MEBFEOHEREST L E
EETRELTDHS.

2) BMEMIC &5 HEBSFHEL

— Iz KB i 5 LR 23 bR T, o0
oHEEBME, ERARoHIcEE SR, NE
MR, , L BAEE S hic v R X
5 HRREEANZE, TRTOBEDOKERED
RBOERLABZINLTNS.

BEIhIWRENEEAEMIC L > TR -
TIRZE D, BEAREE S EEET 268 Tl
ol ABWZEAELORXBIZLTLIES The
VW, ZHhiZBL TS DFERBBRINTE R
34 Brown, Brieley 559 |z X XEM TRO
IoBfenEc s LTws (K1), +4b
L, BMERDFERica s EEE, I

Presented by Medical*Online



720 & B OHl M H7E F£25 (1986)

1 R X Ao EEFMZE{E (Levy et al®.)
L BN ZEN (microvacuole) &5 - 7o il oh 2 (hROM)
b 2 SE AR it wh R RAREZE (L (ischemic cell change). #MifE{KIZAIE - 7 Ic EH

L, BHBRHELTHS.

= F : microvacuolation & ischemic cell change & DB4THID & » & Bbh 2 M.
ATF N ERAREBo/MABHEOERECE L TW5 (ischemic cell change with

incrustation)

a v RY 7ot T, Mako$Iic Lo/ Nak
LLTHERDLNRE., ZhIXEF Lz crista & F
zbh, ZDZE{t% microvacuolation &5,

7y b TS —15DEMTEZ 5. Z DERlic
i, MRESEORILIZED b, HiEMkaE
Fd 2V idmERMEICH 2 2RMEICBIZEAE
REERDRV. 1555 50WEENE EOEMT
MR L B ERA SN B X STk b, MEK
AP LB 2D, BiTHAERN=ATFICL
72122 % (ischemic cell change). = DEHAIZ 1%

EEEI N pEMRAR, b5 vidmERFAD R
KO BEOEBA LD Z LMD 5. Eil
%d MBI ER LIHE, BEE S I
FAK O RE & B O/ MAYE > DB3Z b5 X
91272 % (incrustation), % D% incrustation (Z{H
KL, MiloOREE®HITELIETLHELTS
(homogenization). Levy 56 |z X % & incrusta-
tion Z M 2 Bifdl, homogenization |3 it
HEREBLEZRZABNELELTWS,
CZTHEETAREE, ABENELENEZ 5B
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F | BEROGEERLML & EE ST WiROIERF

%  %:CAL CA4>CA3>ENAR
BB s vgias GEREIR S mrmm > Golg i

(R NE NN 4172 i) Dbl i)

KipgE : 3, 5, 6EsARM> 2,

48

MmEERBEZFCL> TRHF LI B LN &
ThbDH. 3—5H/DEMTIETTRELVWELE
T T2b00507, 155DEMTHEYY, X
5I121E304r, 604 D eI T b AR E oL L
MrEERNETBHD L H B0, Microvacuola-
tion & b oBHlicA bh B EBFEAEL
25, AR ABEMC OV T HHERED D
1) e BRBRTH 5.
HBFOELoRF TS —oEREEET I L
i3, MEmMmHRIICIZEENEL T, BWED
HHIRMAEFE I RICARS &, ABEENHL
Nk BZ L THD (JAZD maturation)®, L
Te3- T, Mmoo BREERE O HE LR
ErBVTM 3 5B D 5. EEESR O ER
AR+ 2 T &4 256, KSR O frfe Ry
BoAl b FRER N WS L THEBRELR
FLoTWBEPEEERANGLERDS. 20
HEBERBLEAHOARICLY, FLoTERL
bW R I TR O ARREE L Z 50038 5
P B .

3) BIRNSEEY

BIET TR o & T b fiRR M BB & b R
FINGW LR, MMk oG TRl
W 2PN OTIIC L v ZERD B, K1
HEEERENEINTHAMiEEE LD, 7
Tz b ofEROMERRI I EEI LS V—
BN S EEM: (selective vulnerability)—d T
B0, KREL DI T2o0FEZ BB, —
1% Spielmeyer®) o & R7% (vascular theory) &
Wbhbhd b0 T, MOFRIER, 4SRRI
X BHATH B, fho—2ik Vogt!® DEFRARK
S (pathoclisis) 2> 5 DI T, b BFREDOM
RO LA 2R L T 22 Th 5.
MERKEIFT5RWO—o L LT, BEHR
FRMETE» HEWRBRICREZ 22 L 2EHET
5H00RHB. ZOLHREEE boundary zone
¥ B X watershed area L5 (X 2)6), zh
LOMALTIX, MAEBRTELRICEELLL TS, M

ERHCHAGSO TRU T2 L BRBICEEL S
5. LavL, 2l Cimifiao 5EEk
OFBIFL oA LY., BRRZEF AL VWZ
Z0EIPIEBIE LT, AOHIETIhL SE
ERMEORORBEICE L TR L S LA
o TE, Bl TEEINGVIL T, BE
W7 I BEEEDE L TAMBIENEL, &
NHEDT I /BBIEL LTT ARG UEELE TV
ZIUiEE IR TWSY, Meldrum 5% i N-
methyl-D-aspartate receptor IZHHENICIEH T
% 2-amino-7-phosphonoheptanoic acid #¥EE
BilcbE+ 2L, BMEOMBORETRKEH
flc&, Ca OMRENERLAFIcEZLHEL
TWa (il Ca DESE). 72,18 CA1 (5
EEMEDEWERL) 12 A3 5 entorhinal cortex
6 D3 (perforant path) orbfEEkH» & DR
UM+ 5 &, EiMmick s CAL o#tkfifankk
EFBHETEBL0bh39Y, I EOEELS
EEEORENFIIC S, GREEROE
WERL D MBI AS e A & D HEALEER), fifkkA E
HREE BT 52 LRASICERTE 5. MNEM
DT THEEROEFICEET 2RI, 58X
HIZFEBE2EDZTHAI.

4) EmICEDNEEREHRF

Rz X 5 MEER A IZERTOBERZIC
Iz ANF-EEN SR> TNWDHZ LITE
iz, & CHBERERO —ROBEEER
BEHINA TR YD), JPRELEELERED S
LEZHRS.

(1) HEAi X O RO RBES

BB I ic X 9 BRR MR 23 1o & MR IC IX FLME 3
ERBL, TV F—vRich 3. 7¥ F—v 2554
M EET 2EFIIEL LTI RWVD, T
K=y 2p32 ba v RY 7 oRRREEE O ER 2k
Et sz e, HILEROERE X UHEEEL
BEtZLi3mosh T 5%), Rehncrona &
26) |1 FLEE S 20-25 mmol/kg Z#Zz B LT xR
F-RBOEBELZ LRV ELTWS, Zhb
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722 &8 B W M H7E H2%5 (1986)

O~Blix, EBRICRTERL,

< -PICA ”

B2 Boundary zone ?™4%r#i (Graham!®) )
3o TR RGN L 725 0 AR

ERYIMTE, @i RERR. S Th» b2 HE A boundary zone. €--eseeee >

BEINRO CRCHEIP & 5.

ACA : BikMEIR MCA : R RREINR
PCA : BKhx#EIR SCA : E/IVBNEIR

PICA : $&F/)MidEhR

T R—V 2ROEEBIZHWT, BB, 754
B OEEEDZELBEHE L THEmSLW (k).

MR Ca oMMARERERC & 2 MlaEED
@b T 2E2N, RAOHFETHLME
BRYVEHEED TN AW, Ca OMIANER
12, Ca {K#F#:® phospholipase ZiEPE(LL, A
HEfEo> phospholipid 437 & {(RHE L, HEENER
M3+ 5. HERERRREEE & < I AN FIERG g
MR EERD Y, 2 b2 R Y 7RO,
EoFAZ(t, Mtssid. &b, B
BEREEMICBES RS I tLw s L, EREL

ToERERRRAEE M & h, FoRBEDIC L v E
ERS ST, ez, T TF FUoBmAMGH
Xh, Furgrs50oVy, bnvRxHy, uv
AarVxy, ZV-FTVHNVOEENES. T
NOOWEIIMESEGE, MREETHEC X 5
EEOREE, ZRTELE Y. ToEn

Ca EARBCLERERZZEALRL T3, Ca
DOREEE T neurofilament, neurotublin 72 ¥
MlEErEETICLIERIATVS, 20
oz, Ca EEBSlE& Lo TRZZVWANS
OEAPHEEEORERT L T2F 2 3B T

Presented by Medical*Online



MK THHN, RBSEOWRLLELLTY
5.

K 1T 152 38 36 M T o 98 A o0 He B & 13 v ) Bk 30
2, NEERHEEEEMEALND LV REND
%), MR A2 TREERIEE ST 5
L, BEmMEOMEELZRT2RTLARY S 5.
S REEIRAL T O /I o piR KOTSRS, Bt
DILER L BNDZ &2, FhOREWET I /B
RO S, MREAER TEEOM
RIEB ZIHE T2 LEEND RN L ErD,
PERETTHEIC & b e > TR DR T ITLELEZ Y,
MEENERT D E VI BZIRETE R,

(2) THEREEOMTREE
@® No-reflow
ME MM EB/ L L&, MKRDD 6
NRWEBESEBE L (no-reflow), Ames 539
ZOBREH, I ERNER ORI EREE O K
RERE L., fHoickdE, v X TiREMmS
5—"7%b kit 5L no-reflow BAHLNITL
b, FOEBIE MRS L TIABY, 305
DE M T DO TIWTEDIS%IZHA BB LS.
IFREFBALIT RN IEEE A, SR, B, M TdH D,
KAEE CIZBEThH 5. LarL, no-reflow o
PRI SRR BEERL & — R LT &,
HBH5NIX10—159 DI T no-reflow 23:R®H 5
izt hrhrbod, BorislfEE N
D HBZ L ENS, no-reflow HEDHFEZH

CBF ¢
500
400
3004
200

100 ~+

\\\\\\\\\:\ Ischemia \\\\\\\\\\\\\\\\

N

B Moo RE L BgE 723

H+2H0HdH 3%, LirL, No-reflow 45
Nidol T aHEDRICE, TE2EMD S
WIERMBR AR MIC 22 52N ET AL ERNTNS
LD dH Y, no-reflow #EHEL TLE I IR
s+ chvy., Kagstrome 53 35 v b T
autoradiography # HW CTHEM#E D no-reflow »
LR L, TOMAIEIREGEEILL L —
sz LrHELTWS, /2, Ginsberg &
3) o no-reflow #fL & FEAER L iX RV BRI &
RLTW5. Fischer 53 %, Mm%, ME%F
SERI¥EBHZ LiL Y no-reflow 234 b
{pBzE, BIW, BROFENERL 258 no-
reflow #RZ IV EHCTrdICMELS
CHEEE L 2P e 5220z &5 5, no-reflow
FECEMBREMENCESEZRER L. LiL,

A Kagstrome 532 1%, REIMEME & ELh
RSB LV EEZE TS no-reflow %52
H»TEY, EKMEDHR TIE no-reflow (FFHHT
v, BE, mEOHEREL (MEHEREE LR,
B - MBRMER) kv mkEENRZ 5L+
% b DRLENOB), MERBEOBMROEE, MM
ENRMBOEE, mERN bleb i X 2#umeE
DHERRE LI NV— 7%, ZOHROBERIT
BHROFEIAONB OO, mMENKMRO
ik, d» BV bleb IRHHLHiVELTVS
36 FHHH j% no-reflow WRIZPFHTINANS
DEROMER, EBRIE, BHWREDENEL

ERERKMRRD

o L L}

L} L} Ll L L

C-10 0 15 30 45 60 75 90 105 120

B3 2Rl RISHTM &BR R TR (1 X)
105 Mo &g Mm%, KMiiE (CBF) 3—@tkicE L <H
L (RIGHTEM), #3053 &4 bEET e < GEFHR

M)
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724 B OB OB B $£7% H£2%5 (1986)

M4 2iEmEomEEE (1 x)
109 D4R Mm%, BIEE4SRRIRIC Y — R ERET- Mo GIME. A
BlLTWARWEEA. B, C, DiEmEoOMBEENSZNFNZIELEY, F%

ElEE, EEEELRLEZLOT,
IRABIR L.

TwW5. No-reflow BEBNERFEDZETHR L,
BBECLDLLELEKRT, EFTIXEI L
WHZ ik b, No-reflow HMEDOFHMIZZEL
DOEHIZRATNS.

@ HEm#ERMEMNIm T (delayed hypoperfu-
sion)

AT no-reflow HE LM, b5 —2DKH
EEERT L LR M EER R MR 2 &
T B39 Flebt,, RNMEME, mMEEH
Broo— @ i (RIGHERM) K5 &h,
MEBRMATL Y WA FTHZL2nS (H3).
RIGHEFRME, REfEo pH T, R#EHDOZE
Be g X v I AR T e it 3 L%
Z BTV A%, BRI O F LR &
LT, REmENAE, m@EormaE, SETTER
EBREZ LR TN A0, bhvbhi, 1 X T10
%ﬁ@éwﬁm&ﬁﬁ%wﬁﬁﬁwmw—ﬁy@
TREB LR L, MREZEORE L #ERR

HREEDORE BN DIF LD — R OER

ELoMEERDR (B4). BREERMmTHELD
TR o 2B lic no-reflow LR LB %2 HT
WBDONE ) pRBW LA TRV, no-reflow &
BB R R A 0 & AR R, B0
EHARIMRERE 2 a4 5 2 L AR 2 g,
20X D EMEOIEERESE O MK RI1ET
BEVLIVBELIICRAS). WFRIKLTHEM
PR RE R M A SRR EH T RICEEL TV
BLEZTVWBHREITS L, Yo i3hE b
DEELFRLE D155,

2. BueEIn & BEE

MM Thhbhoikb K&V, i
DR ZFOEEZXRIEL I B0 EI 1 THB.
ANALRER, TFAVERVTIE & ke
E%Ettf&ﬁb&énrwé e 8 o RE &
WHBHE, MBREOERLNOBIEDH K LE
HEhs. ﬁ%%”wv%ﬁ%%%%&#b:k
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DTERVE EX, KMEKEEOEE cHERE
LT HrEbEY. LL, MEREERS
EHEEL ICEEL THLZ 0B B TEHICERIC
Roleh B PIRHUETEY, Z ZIChEmbisE
DEEERD S, i, ANk TE#oEIEZ
bo THREOECIERLT2LENDZ. 0
ARBEOIEEL L TIKNERES 2L Vb T5 L

V& LI EBEEM T, B EBRELOMICKE
WX Yy IPRbB LIREM0ELETHS. Zh
5 OME E &I VW22, AT CiINERIEE,
T R — R, MR VW TEET 3.

EnkoRhiEErL ik, BHOBEDE
(7L 2 FRIMTRICERDH B LENDHB),
MEDZE (R~ Z2HER L T 505,
LBHOMARELEIETWEOR), EMORE
DZE (ZBEPARTLED), THEENZ L DTHE
Hndb s, chboERLUMNC, RLETVTT
> THEMFREOLEFEEIED CEXRYE
BED., —oDERI N— Flzon T ERR
Vo — e HEERLEL 2. EE, BT
FAOENEERBL T, BAEEETAEZ B Mk
MB& & &Ehoid, BimEOBKETRICHES
BRFOEEBNPICEHELZRL TN S,

1) MERES

HET CRMENRELICE T2 L 10HHE T
BHAHAT A LIBRcX{MbhTN S,
HHEMERL L TELEmDEOMKEZL
Sugar, Gerard*?) |z X hiZ, $F# > latent period
OB FEFEREERCBTL, K CRiRERE
fEL, KEIZIRIEREA Lonicid FE{ES 5.
i o AR LI A E 15— 258 cie 2 525, Bkl
FhURNCHEET 5. BEZEIEC L HoER
L3, b b TOFMRRFEIRATRRICI VA
GEHIRF RO BBIRAZE (FELME M) 1 X
MBS E I 5. BEEIREAZE < /AT M
WEH 16-17 ml/100 g/min i€ T+ 5 & Bz
SEHEAEL, ZHLT oM 5 —1055#c < & fiE
EEEZETLINTHES)

PYWEBR TELBKEMDE S, Hossmann,
Kleihues 54 3% =, #7605 RN 5ELRE M
By BEIEBEENICMEEORESRD N D
LERE L., CoOBEOEE L, BRENED
BVRFERKBEORBEEZERL TS, BIETS
B CRBERMRICERMAAR S, BELEW

MmO RE L e 725

B CRMEFERAEOMMEAMA L TRy, il
HoMmKo BE SEEREICRELTSD L L.
ZokH hBEIEREMEEICII L TR
X — o RBIE LI, energy charge %30.
500F, ATP 2% 0.8 umol/g L F Tididdix
Ligw., RO ESIAERENRIELL T L EKA
ERED [EIR 2 B L & ot iz KR 72203,
23605 DEELRME L BEREZRFTH 2 L T
HEEZEZONZIY B o L RVEMICHZ %R
A RLEDDLLTELLORELEIAL. %
{ OBKRR, WRBEOMOIIHREROMERESE
PEDIEIEATRNEREIE TS LITE
Y, MEEDEBE#IZN 5 LiiFESRATV S,

2) TRILF—HKH

Bz X v 108 BRI PCr, ATP 3B EICE
TL, ADP, AMP,9.F 238+ 5. Energy
charge 25— 70 TIREALERICAL 2 5.
&2 AN O FLF — AR TR M R
BicEBET sz LB3HLMICIhTE . 15—
605 DEMETEI v FU 7o) LEE(ERED
REESAT, TRXAXF-EABEIEEL S 5.
L7=h->T, EREY Cix150, HEIcX> Tk
30—60 DEME, =rAF—ELAETHLERT
A EE SR 5 L i13#E 2 v, Steen 54
131 X ATP, ADP, AMP (5% ifi % H#s B9 2 17
CEET B 0L, MBRHEEEOEES ENL
5T b, BMFETRLX—-2FET 262
EEREC DL Lz, TRAFXF—LULDEED
B T IMHIBEREE 205 Cle M9 Th BT & i,
BRE BEEBA THHL NI IR TN B4,
TV F=Vv AR R ALF KRB EEE LT
WZ b LBIE LT, R MicBEY 5 Ao
TAGELREM (EED10%L ToMnEE) @
FBRELELMEM L Y bMERESR, »5Vid
RBOWD S TEBEN LWV I MERD 5490),
ZOEAL LT, MREFICLY 7 FUREHEEHS
L, AMEERIVEZRY, TV F—v 2
DR BT L, B MRo Tz DEER YK
Ehazl, EMFE (EBETIIRW) KXy 7
V=S OOMNPEEINZRERDITHHATNS
50) L»L, Steen 5% 1%, 1045HEDELEM &
IRSEA FR I CIEANSELHE I 0> 5 3P A% 2 A B BE O3
BHeENZENWERELTWS, BF 5 2KEMN
TRbTLOMmKE»H 555, &2LLVELY P
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726 18 B B @ E7E H$£2%5 (1986)

F2 RBEHVEE L
Goldstein et al. (1 X)
1B (E%) ; BoBRTE, EH&AL( EEICHET 2.
28 (hEERE) ; AhTRILTES. LhLARAETHEPER.
3E (EEEE) ; BHTRLTERV. VI
4% (L) ; 48RRILIAIC TR,
Safar et al. (f X)
1. E#vv
E%=0, BB=2, thx=4, E%=6, 5E=8
2. RR&, EBiE
a, IR EE=0, PEERF=2, EERE=4
b, RigRE EFE=0, $8=2, L=4
c. AERE EF=0, G8=2, #lL=4
d. sERS EE=0, #8=2, #L=4
e
f
g

C BERIG EE=0, &18=2, kL=4
. Hg®  EE=0, R¥=2, 1L=4
KB 2L=0, hEE=2, EE=4
zofy

[

a. #TED, WARS EF=0, 2L=4

b, FRBicHT ARG E¥=0, RE=2, £L=4

c. BITTbhs Rif=0, T+o=2, TH=4

d. BHTITA Rif=0, F+5=2, TH=4

e. B TKEHD Bif=0, T+5=2, TH=4

f. EBENR BL=0, EE=2, BE=4
4,

a. @ EEE=0, RE=2, B¥R=4
b, N4—-v EE=0, RE (REFR, T&) =4
c. [ERY HY=0, HlL=4

fBar=100 (FEEH LCHIE) EFE=0

TFTHEPBNEWIZEZOBKOERII LD T
X725 5 b,

3) HiRSRIKAEE

b b To Pa0, {&F & MIEROBIHEZZ B &,
Pa0, 7 70 mmHg &7 5 & BEIFEIGH T 2ME
T4+ 5%. Pa0; % 60-70 mmHg <l3IEM(TE
DETEESIMPET, 55mmHg DIT cfidz it
BT&ERV, 50 mmHg LITF THEHDET, L
BREBICEHRSREEBEL, 30mmHg BEIC2 5L
B MHET 55, Cohen 5% iz X i, PaO,
2% 35 mmHg (&R Pa0,ix 27 mmHg) T
FINBREEERELE L2V, M7 PV EEE
ERBXUABEASHEML, BoIERBSE
Zo2TWBENH, b bOREMEFDOAEIR & FEFH)
CRAZ LIXT&ERVA, Rossen 553 DHWH
Aok, EEEEIMm (600 mmHg) +5&5—6
B CRERAFRIZEEL, 6 — 7B CEMNL,
10BN CABERFHAPES 5. RIM31008

EFTCTCRTELARBERELALNS. B TnE
BCiEwy ¥, X3, 4 X CIEBMICE »15—25
W emMBE%, 10900 CABERAN%, 35—95
W oxt e REE S, 39— 12080 T B FIER 25 5K
*J”Z)sl).

B2 B ChRRIZENEONESEEH 5V idft
BHEEEDEIFIZ, LT L bF OMEKOHREBEAE
BIMATORBICEE Lz L 2BWR LAY, Eifl
BOMBENEBRETREEZE L BWERORE
BRELD L, MREEEOHEREINANS
T, TEBEF L ALZHELH BN, KT EE
CEBRRE, EBEEORE, MEARHEARD
FHENELRTWS (F2)W%), BMfEFNLT
EETEE, MoBROEM», OFEd2b
LaEFREM»Th 5. EBE TIRMUNOEED
Bz X % [EE 0P8 T kI MR E i
TBHZLEEBEETILERD S, MBEANIICEE
2 LICBEREDEIE L 9 2 b RUVWEKH %2 revival
time &5, TERAVICIX, 73 X OBINARE
Ifl Cix, revival time {X15—200LLFTH A5
56)57) A X it Steen 5% I HIX8— 95D
BIRTELLMEM TR A LEEZR ST
mET 5, 100k 5LEEEZET. T2k
MmoFE, ZORMIER Y, 125 THEIET
5H008Hh6N05. 4 X TByoEm (FEHENE
rMEMEIC ERSE3) gEEL LICEELE
EDWENRD BH), ERBOFELEETE R
v, Nemoto 559 |3+ /b CEEERER (f1-4: B4 i 1€ 7
NV TI59 DRI 12— 245 iz 4 BEYh 2 BRIC5E
2R MEREORE 2Rz, 165 TIiXEE gk
E %W, f#61T revival time #15% & Lz, L
2L, 20—24THiRE A CMRBEEZES FIC
EE+ 5z L bHMEZH T A0, Hossmann &
61 13 —EOWIE 605 D IMEMN B, FHREN,
RMOEE 2R L7I2A, HEOPIZE T xR = T60
SEOFELEEME T MEEE ZK S 2 TRIE
FTH5END,

VBRz->THKER B E, T2k 2 ODIERER
TETCHLRFT2HBEBREEO I DICHAER
TERNVI EBLV. Zh b MR REEE I ER
FHRINE & JiTh, GEHE, e rBE0ETHk
P BRE, IAV vm—X R, SEEE EHE S
HEER L TH B, bhbh BB LIk
EIRAEGIA9FIH, OIFERE I X Y OB EER
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L7z1400 (Bf4AEEK29%) O TH LB TRE T,
HEERTERLLDIFRL, ECEEhBND
DTHHEFE,ILHEERE XK T EMREL 2
o fc. BRAER I T TN 232485 DL B <
OO THRITEN, #RE 1 EEBEOFEEED TH
AR T, 24K, IWHEMmE 2 90 mmHg LU,
ERRIBICERG, B, SERHANKIE
55 HD1399.9%KETT 5 L b 3%, #iE
HBOMI Iz oW T Hockaday 56 o Zp8Ea k<
HHENTWBR, bhvbhoBAEf R T, E
O CIF 24 RE I AN I I B S EE Ao LB
(Hockaday m 4% 1, ) cEEL, ETHDOIF
& A E D S mE LB 2SR L 725,

B OTEEREENE b T % O MREaEkEE
ERICHEST 2 LBHEINDLD, b b THRERD
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