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B Ak £ & BN T OBR OGR AR
A OH EY K SEBT R T % A
Bk BT BT 6K E A
R o =% AT

2 U & I

ALY, SHEGEZOSTTHREE L E
B R ERS, FRIERICBIL TiE, AR DOA
BEMER S TTREIC 2> T&E 2. LA LZE DK,
OIRERL THEMEE 245 FTi8 vegetable
state OFLER, EBRARZMBEL R >TN5S.
vegetable state & fMIEDRIEIL, 1968ELIK, ZE
O HEHRE BRI QDD Eag g, FEHR
WMREO ZHED b inak S 4, WBERSHEICRIEL
THEWMBEL LTRESWMETFoR TN S,
RIEZZOFERE R TN,

HETIE, HomCER L, BR49F LRk
ATICBIS 2 ERBIZE 217> TR, T THE
3k, FERKICAWT & dfREHE S, Safer iz kb
kS LTV DD, 5%, LIFERAN O Rk
ERORRICEEB LI EEZEZTHRWVWES ).

i, FMmRATRIEHEREHLERE LT2o0hHE
DEHESNFEELE 2> TW5B., ZD—>F, bar-
biturate FNZRFE S h 5 MNHRE & HEY &+ 5ZEH
EFHOTOBRBHEYEE TH D, Safer Fixz
% cardio pulmonary cerebral resuscitation
(CPCR)® LMFLZDWEEHAEIETNS,
fltd—oik, PEAHENC X 2 ERKEEZICH L
7z brain cooling # T& Y cerebro cardio
pulmonary resuscitation (CCPR)®" L#rL, #
FETINEMICE Y —#HOPEL L TT> T3,

PR A I TERENEOMENL S b EETH Y, W
WIE O & iz, ZofERTELRER 0T

*RORERRERERE B

bR, SEFERmEFLELT2, 30HL
WEZHEMBNL, NHETIT> T 5HRERE
WZONWTHRRTHRIZN,

(1) BM4EIE & S(Csrssst

D EE X 1300 g TRED 2 ~25%TH Y,
CBF iz 50~70 ml/f¥% 100 g/min, 4 R7EE: MK
Bt 750 m//min <, £MK&HH cardiac out-
put D15~18%icd7=%. CMRO,x3.2~3.5 ml/
% 100 g/min, 4% it 45 ml//min <, 2MEY
BED~25%ICHTz5. o CMRO, 23E<,
R CRQ=1 2V &6, MIEARER
KA REE L2 5. X, KiX100%1m 4o
WAL, ZDFFRAYY energy &> T
5. MAESCHmEOGARIX L, MR A
T5LI0B LN FHEIATLEY. B
b & e WL RN I & 2008, R
T, EE»OANEBETFREVENOE T EESR
ZELND., ZOBEFTOMRND energy 1%, B
BANT—E, ¥, 2hra2rRYYANT=E, ADP
BIRILS B BicEbh, ATP ¢ LTlEZ6H
5. MEHKRomod et LTz, ERA, 1t
HEHRIEROEE L EEOMIB 2 EF L 3 52
o, WB1K, oxidative phosphorilation iz X
> THREN S energy DT _RTEEELTLES.

B ER, 2FA8oFTcREVW T,
glycogen DEWSMREL AT B0, HRLMHick
L TA %o ¢, hypoxia Bz iz IEBE
Nsbientnd Z bz s, X, AL IRHELR
IR W CHR MR ORE N Y, hypoxia i
X iR damage MERALIC X D R B,
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484 & B Hl # 6%k 45 (1985)

iz, BMAM/IMERIZ &I X > TR Y,
MA K 1 parietal cortex IZHBWVWTKRKE L,
putamen (ZFPfED A & X ¢, white matter T/
IV, ERREERE, RPTMTEMEX, (ml-100g-!
-min—14SD), cortex Ti% sensory motor
1.38+0.12, auditory 1.3040.05, white matter
0.23+0.02, cerebellum T, nuclei 0.79+0.05,
cortex 0.69+0.04, white matter 0.2440.01,
medulla i, vestublar nuclei 0.9140.04,
cochlear nuclei 0.874-0.07, pyramids 0.26+0.02
L, ReREp->TnD, RmEEERBHconT
BB L, EHMICHEERRMT L RBRBKE <,
4 & dtici@id 4 5. ¥, hyperventilation <0,
thiopentone 2 X % FRE: T B i it E il 2
BT LTS,

(O] RMBIROHIEEE

—fi%ic, BT X v e o Mk o A i
T30, MoBE, EERLEMEBCMHERRE T
TEBRIC g8 ix b2, RE—ERiRizh
T3, 2L, BRIV THET S L,
H-mAEB LS E, ToMic—RLUMEE
B o mEEmsas bh 58, HoRATESICHE
> THE X3 energy IE glucose DE(LATA A
THHE X h, o glucose (EIMFHEINIC X > THi
bhsORZOREATHB. ML, Meks LT
oMmfiE—EThH Y, Z ORBME OB
Th 5.

SEHEIRER S M 22+ 5 EE LR T T
HBH, WMERMEKEZHNICHE LTS
BIIRE, 60 torr A% 150 torr o #iFAKA ikl
WEITZFEA ¥ —FIZ 50~55 ml/f}4100 g/min #E
BXh, ZoFE2S autoregulation & LTHIS
NTVWBRRFIRAMDFETH 5. T ERmEE
MERET 2 MR G HRE S EREICIS LT
ZEL, MEOERLAGTIDICHLNDLE
% Th DD, FHEIRED 48~55 torr (K T4
% & autoregulation®) |34z &K 7.

CO, b RINIMIKEICE LWEE S RF+EER
AF, PaCO, » 1mmHg ERT3icohiy 1
m//f%100 g/min DE|E CiREEINE K2+, %
DOIERBERF L LT, MEBBRANICHE L7z CO,
N HO LRIGLTA LR HY BEBRERL, I
MR RN Catt AT+ 3R,

FEAIEAhEE L, WA LR 2 & 72 Ui i~
LW L HY BEREERTLLTETS
hTtns, o Rico ERE# 110torr T, T
FRix 15~20torr TH Y, HORFOKIMIKEL,
%, ERREOL 5, X3 ThoERDAT
v A1)

Fiz, BMmEFEHREECELLELETERT L
L CHBERETD 235 5. BRICXREMERTH
% SRR A OBARIC X 5 b DK E L AF
AL, 2ol T, MiREX10~15%8mn+ 5
2%, T DMK RS AT B RKWEIR T, B
BEROFEHZF > T3,

C DORESTEL LR A —ic T A EEIRIAR S b 3
B H T, PaO, »° 60 mmHg DT & T3
%L, =0 hypoxia ZEIETEAL, UE
AORSEL & U TR TELR 2 (R X, M iE 23
mEHE3,

0, zhBKIZ, WMmMELZENCIFEIESIC
WERRVA, Pa0, 2MET$ 3L, Mo hypoxia
LHBET s HRICKIGT 5B, Als PO, 23
28 mmHg 272 % L iMMmRE XM mLia®», Pi-
jivO; 25 10~15mmHg 12K T35 &, MKENE
HEHgs~n®Ed(k, A-aDO, DLk #EXk:zL,
pH (€ F, H* o E7F %0 o i B 25 S &
%, EFEENMEES 18~20ml/f¥100 g/min
PUFiz7e 5 L MO RE, SRS b 5 |

() RMEEm & RTEERACH

MM E —FICn>Th, MEEDOERLETTH
BEROBFLTWVWS 0, LELRICH LN
LiEM o FTEE global ischemia & 137 DHEEEE 23
HFLER->TL B, 22 TiX, LELEED
global ischemia |[Z>WTE kL THIzV.

1) BN RRESE

i M 72 5 &, — M AREVIC FHBIIRE O 2K
7e HETF L dkiz e autoregulation [XEEEE &
K7L, HEMZPEEELHEIL, Pa0, ©
ETZEpES PaCO, oREHIN, IR MK E
DR IET 2 b b+ L RFHT, BRSaRH
DORETUHEICPE S intracellar lactoacidosis D F
HERTLEDBBHICEZLNDUTH S, X,
lactoacidosis D FEEL, EMEPAELIC in-
tracerebral steal syndrom, irreverse intracere-
bral steal syndrom <, ¥|Z luxary perfusion
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#E X, global ischemic symdrom (324 (b L
Twn<,

—7, MmyE ki, MmERMEo 7 ) 7 #
Bz 723 % sodium pump ¢ active action (L&
EErEY, MRECEEEEFANR DN, =
DFERAE Uz Nat ofilaNERITFEELFR L,
M7EEEIZ blebs 2SEEL & ik B & BAZE 32 =
D, ZORICEREDET 2K+ 2 Ames®
%13z 1% no reflow phenomenon ¢M8x, Zd
A1z post ischemic hypotention (Zfg5 &,
BOTdIc i B2 A—ARTY, REMEHIER
TAFHBFINRNER LTV S,

Hhizk L, Hossman!® %, #b)74 534y
BEick-> TME2#ERT 5 &L, MEBERT2EL
300 THKEDO R BEM: D 5 & L, Breirly!”
LR, MEREIRE WM 2, Bit@EokksE, R
# RO RBENAROZE/LTHEKRL, ZodhTh
HREMEBELrERERER1 DY, ZOE(L
DEEThE, BIERBEFECIY, MNEEED
BOWERDOHBZ L ETRBL TS,

2 ) Ischemic Penumbra

IR PTE2EIET % L MR O ERAEEER
EEEMNIEILL, 2o L kil
FF -l A v oEFEERLENS. 2D
R, BRI AXF—#RoORE, BAA Ko7
e, MilEANKoWE, Na, Cl K5 ot
W, ROBEORSBLSENCREEL, 290
HMREEN10 LA Efe < &, B Ok EE
DREHNC 2 52 L BB TN 5.

ALBEOHETIE, MEMOBEICABND T
DEEZREARMRB AL, NMnREM bR
mECEKFL, H—EBEOERRAREICLD
RINIFHELRNZ BRI TN S,

AL D R LI 3 2 fE PR IR R T = RIEICBI L
T, RADERMEBI_EREZREL TS, £
D—oik, MARMRERES T2 EIES
M REEORME T, ZhEBEERARIMEL TR
T 518

BEEMRME X, BTl NmKEE2» 0.23
ml/g/min DIFC@A T2 &, WEICHRERIELE
WEFREL, Fiz 0.08ml/g/min LI T 55
EXAREL S C EREREIh TS, BRAE
BEMEAT2ICNT2BEL R, ZoR U
NOfEicd 5. AT, KBESAIMTERE?

ffRAE & BNTRERGREN 485

0.16~0.07 m//g/min DA Fic/e %5 & EEG 3°FiH
b+ 5z &3, B clamping TERKRAYICFZR®

BTN, ZHhEBHERTHEIESLTE
v, WMmEE2s, 0.15ml//g/min <, EEG 1%
EMELE 72, evoked potential |44+ 520,
¥, 0.18 ml/g/m »fEIMET, BEEMEZ, M
fiEE 2Ek L, chix, BEERTLLN DM
RREREROFEA & L L HPAL TV 3.

HofEix, EBREHOEE R CREMEICGHR S F
B —ELTWBZ b, BEMRMET 0.18
ml/g/min FiELEZDRETHSDS.

fiix, MEEHNTLEBELFIhS 0T,
fT 2L X —REPRA A Ry TRLFHEER
B ERFETH 5.

BRAEET 2 N E 0.18 ml/g/min i
‘oL THE, WEEHTE (=R L¥F—R3H#
T, MBEAKREZES BERY 712%) 23t
BT D159 LRHFMCEZ LN TE 2, EE
121X, WXMmEE»s, 0.10 ml/g/min?) itk o BE
g Bl LRI E Ly L, XM
%, time dependent % f%@%E & 52 & BRERMIC
R o> THiz.

MY EAS 0.08 ml/g/min DL FIE T35 &,
MRAROKEEZ LA L, ZhllalicflRER
ENE-T, MBEOMENKRES. ZHhUTOK
i o> i i P B A3 — BRI+ 5 &, iR,
BT ERD, ARMICIIEELRD S
2, ZORREFAR LB b, Rx
BV BER T bR EF LB S L, time de-
pend Th 5.

Sz, BAELKEES, 0.12ml/g/min UFT
2~ 3RS 3L, RAESLAE TEER
T2, FRUTORMBEER LM 28
JhiE, (FlziE 0.08 ml/g/min, 1 K:RE), KX
faix, BEFLCHLHZBSL, X, KaKE
R HIBH RS 22,

mL, BEMBKEL?, XKAMIC 0.17~0.18
ml//g/min TH 3L, MICKERBEENFEET D
TEBHBALTWS, ZoELL, BEENTE
BAfiEix 0.1ml/g/min LAFTHY, b, MMl
DI RESMEGE, KmKEE: Bmikic A
INBZ LS

T Ot o 1 BB R o M it iE 20 5 BEE i o>
JREE, AL, BESMAEEEC TiNmKE, HRE
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486 & R fl M H6E F45 (1985)

HEHARE ERA S B mtMER o mRiEk,
RAKEEZ BEAL T BT TRV,
EH TESERYNICIEESHORBICHS. &
DIREEIE, EBRACH/NER THLIER2M Zh
TWB2, BAMRER, FoCEmkic 0, wpt
5L ATP OffRE RMRIzh T, -1,
REREo AL X -REAL2THY, MEME
IR ER 223815 2 5 2 72 1129)%),

Mg, coRBi, RFtanT, 4
72 i MUK REIC & 2 FIRR A O oo Mg o A i itk ic
e b, o ARME %, ischemic penum-
bra?) L #ftiF7z. = okABix global ischemia
DB LK BN BBRTH S,

K HIC, penumbra %, MR &LV CT %o
HERETHLRD LNV FERL W,
hix, 25 <, AR, BEiC penunbra FEHi
O i AR AR A3 K % L2, 2 2R IR e i 4 i
HIRRZEA T4 L, AalEZ({L 2Bk L T Dk
ThsHH. X, SFEHGI RN E a2 T L7z
Fizaoh s, ROBoEmEFEEc k- TlRe
LN o k7% 3, penunbra o d 5 HIC
HRERT 2L, HEINDZZLEPHPLTNS,

We> T, JRATENC XS I i M 3T A4 L e
B, HbIH] RAE» I R ETRECD %
ifH#%, #kic ischemic penumbra Iz IM¥K & fis
LTHEFTDZLELHY, XZhick->T, T
Wik Mm% cerebral damage F&A: D fofeit 206
LI BHZ LIIVETH B.

3) BN & MR Catt OZEEFRV Catt #

E7R-1

PR RSO MBI v T, Catt X, fhek
fREWE DG, W, ROz ORI wER
iz fumoral function DRIE, 25 % FERE O RGH
R CEEARE AE LT TV S,

ke MEF O RBERIT S 2 b B0, TD1oL
LT, Catt OBIEPIFELEHSNDICE> T
630)31).

MmO ATP oEERHIflishsc i
> Tnon, o, Catt OMMBENEAIT
#L, Fhditic Nat ofIlBNRA L RES N,
FHEARET I EEZLATWS. Mllal Catt
DEFEHEMT 5 &, Catr Ak, MEED R
i # FI#3 % phospholipase D{EMALZEF D
<, RIS & 2 DR ED 2B S & S H5R

Ly, BN TIMEEREE 2 bSO TRnA
LRI TN B,

A Catt SEEHENT 5 &, MREAI R
a2 Y YRIRBEGAEH, I a2 FY YHK
L7 A VAELAKIET 2E TH 24, Zhicxt
L, #iT Nicholis Z—2>D K E#RE L. Al
L, Sha Ry YiE, EoroFe kRS
(KFEA A ) BRE->TEY, 0 H 5EEH
HHt X EalRpczh e AR ic Catt 233 b
a2 RYYAICAY, M, Catt 2EME & -
TWATHDT, I har R YHOT AL VAL
FERERAELARY. Hic, Zhdiilic Catt ol
AVRHFEL, RERMA»r->728 5 —o20 Catt
$A LI, Nat Z2EYiAAx Catt ¥+ 2
system Th Y, #» Catt OHHII—ETH 5.
ORI L > TAHK LIRS 2V EBRRTN S,
KL, BmMoOBICE, I 3 FY YoERE
N Bhic, ZofEAix Cat oflERIC LR
BrRiEL, Catt OMVAARBBAT DL bl
LT3,

—7%, #lEA Ca* ok, MIECE? S
WMDY, ZOHIMREFREROEE LE
CBRL TV B ERLETWD DB H D,

Sieso®) 13, Wi MIc% % &, ATP OEHEM
123, sodium pump DA T/ <, Ca* pump D
LPFEHBEL, I b2 ) YAHD Catt OIRD
ABMBRBAL, Catt LA NVED2 ) L EDFER
IHE L, MR Cat 3#iin4 % & Nicholis
LRAKEAREZHERLTWS, TOFEE, Catt
%71 phospholipase C E(iZ phospholipase A,
DOIEMMTIHE L, phospholipid 7267 5% K
BELTHHEHIRHBA~DORIG & (2 S ¥Z 0k
i, 2 b= KU YO EABERE L 2 ML
uncoupling # &4 X¥5, —F, 77F% FUH#
cascade {RiEDFERAE U7z free radical A HHIEE
REREES, MM ECE b2 b6 L, M
TeriRo L, MRORENRES LN EZTT
»Hb.

Catt DU AEBL & AR O v ~UL ¢, Limas?)
X, 7'V 7 M ik Cat™ conductance HV)HE W
7ziz, Catt Jfi Aix presynaps Ti#Z Y, hip-
pocampus <> neocortex ¢ pyramidal cell <774
o purkinje cell <ix Catt conductance 23K X
Wh, Cat Wi AlX postsynaps THZ 52 & 218
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LTWa.

Ca* %, Wi MmEsoREERO —> L LT
FERECLREIEESLZ L0b, ZOMEK
& LT, Catt blocker MRS L L THRY ki
b, TOMNERBECHEMFENELLDBSR
35)36)37) MK A Iz fThL T A, Catt blocker (i,
M EER 26 L, Catt oMamikA 2
HL, TFAF—RFFICHFHELRIEL, FiC
b K i B 0 55 B B AR > B n & J0I4 5 2 & 2%,
FOHERMORIMTH 5.

W Moz oFEHA2, B ThoTcik~5
LD, BEMRLONRE 25 D0, KRiIZZ0WHE
BHMBEFIBONATES Y, SEROMFTICFRFO~
ER OV AR

(V) T DMEEE

CPR # base iz L7-fi#E4EEIE, ST H026
FLWb et~ b 505, HETIE, HBA49FLL
¥, BEBOPH BRI 2P0 & LI T9E &t
FTCEHICEATYS, ZOHEELLT, K
HEMFHOD ¥ EHVS CPCR (cardio
pulmonary cerebral resuscitation) &, A%
H#J&H L7= brain cooling <& % CCPR
(cerebr ocardio pulumonary resuscitation) & iz
ZRBE R, RFECHEDTTo TRCHIEREE
T 5.

(o) CPCR (cardio pulmonary cerebral

resuscitation)

(@ Dbarbiturate i X 2R EER

Peter Safer ;. ® Nemoto 2§, O ikEHED
global ischemia [zt L, barbiturate Z¥5L,
K BRIz 0B R 2R, Bk
Iz X BhEEs % CPCR LIRIED L7z, 20K
REEAIE, 1) BRBOIE, 2) ks
DHEE, 3) EFENEOKT & FEOMEH, 4)
BN I % v o0 MR R OV B A 1 28 FE 2 A
X¥ %, 5) free radical scavengér L LTIER
BhHDHFCESLDIDTHBEEZTVS., Li
L, Bt E SRR EB L T eV REETH 5.
BAEREE DS W2 I 2 X% barbiturate
FEOHRICHOVWTIE, §BEEHRER®
N,

B iy, BRABIHOEERCHL T
CPCR #HafTL, 180T, MMTBELRDHEER Y,

fddRE L MUEERAAET 487

Ao 4L H B PP R T M U R IR M B iz
735, barbiturate A KEHRE TR, LK
SR b, KRN EDTH S
CEERDTEY, B, barbiturate 23,

fay FY YEzZHRD FAD & coenzyme Q
Moo Raws # M L, free radical OFAEF N
EREEMGIT 20 TR LHRL TH 5.

@ diphenyl hydantoin (DPH) o {5

DPH ##&5Lc#4A, 1) CMRO; 7340~60
%IEM A L, lactate o pEA: p3EI & HL 5 23,
glucose, glycogen <> phosphocreatine AMEFEX
h5, 2) BMAMEIEES 5%, CBF 3% 5
WA+ %, 3) Nat, Kt ATPase FD{RH#Iz &
> TR 2R ET 5 5, MROFEEN,
AR T2 5N 2FOFRICE > T, N
REFRARDDEEZ LN S.

KRR 1, BRE)OEERISRTL0%) (<
¥t L, DPH 20 mg/kg % OfFIEFTR OBRICES
Lz, —EEo@RAG L Hbhich, FEE)
IR DKEFRHIB S TH Y, b BERFAY 22 [IE 23
Boni. ki, 5Nk LEES#iIcix rCBF
DAL, B b= RY ¥ orPR G ESE
Sh, RUES L ABRATH L L 2D
T3,

(3 etomidate hydrochloride (EH) @45 (E

H

carboxylated imidazole FE{K T&H 5 etomide
hydrochloride %, non-barbiturate hypotics &
LT, BONEZROICRRBEEAZE L LTRAIICH
TRTVBBRAFICHTERETROBE & H T
AN

ROTEREER L RRBAEOE 2 S, MEREFA
BHBOTRVHEEHSh, #orobifkHs
BhIhTnsd, KEFEOWHERE» S,
etomidate %, 1) CMRO, % CBF #E4 x4
e HEINEIER 2 E+ 5, 2) rCBF i
pEx¥%, 3)ICP |1Z40%E T+ %, 4) global
ischemia RO BEBSRFEHOHNELRS. 5) #l
HEER2HET 5, 6) PUEMEMEIX bar-
biturate X Yy, 7) MlRESOLXEL LK 5%
ADOBBERELTHWAZ LAEZ B, KIERER
T IIIRIRETH Y, SEBOPRICE-T
ZOWELZHENHAT 0L Bbh 5.

FIL x, BERABEC L2 0E8EREZANY,
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488 & B Wl M H6E H45 (1985)

CPR #EtL: CPCREtizc > X, etomidate (1 mg) #
BEL, I b2y Ry Yy REERE, RO
hemodynamic ® 555 etomidate ZHj#5+ %
LRIFRBRENE OB L W, etomidate
DNREEHOS B LERLTV S,

Lk, CPCR DB 23, #EEo &M
Rl T b o TR hER bRV, KT, Sie-
sjo®) ik, MREOBNLEMOMZ HHEMLEL L
<,

(1) BHEREZ EAIE, MESEELRBI
¥, BICFEZzBBIEEF0@BEIcLY
Mk EERDOH 5 D

(2) FRAVEEMHIZET > F—v RIcHERT %S
D

(3) EWMRoFEZMNE+T2 0. Hlxid,
7)) 7 fifaED Nat #2308+ 2 %
D

(4) phospholipase % protease ##Hl+ 5%
D

(5) Mal~» Cat BITEMFIFTZ b0

(6) BELEEREETH LD

(7) free radical scavenger & L THéEE+ 23D

(8) PUEKBIER&EETDLD
FEETTVS,

HBETT- CER=BEOEMIZ, EdRoFH%
HEOFRTEOMITET 2, TRCKECH S B
DIERV. GROBRFABFINZ LD TH 5.

(8) CCPR (cerebro cardio pulmonary

resuscitation)

MEREED—DOF LWL LT, =%,

—RIEHRICSH 5 UHI9G,
IFX&2—8tERAL, carotid

infusionfi{T,

SEAM I 20% T k=L, B
HFFEZ T (5FR40,000)
DEFBAHI, AFLTLFK
=—vnor (30mg/kg) %#MA, 5°C

15°CICAH,

NV an,

100m2/f&100g/min, FAEIT10~
170mmHg (F#140mmHg) (2T

L HERRBEOE R Lo BMEM: & high risk 7Z2H
PERBLLEMETRERS R HEL LT, FER
B REE R @ £k & £k & 3% cerebro cardio
pulmonary resuscitation (CCPR) =2 Z%E L7z,
ZAUTi, TOREE UM RS HE & RS
kA & B—IcE AT 2758, BUdHAIc k- Tik
HEIEAZHIZITS single shot method &, #&
WHENNRIc bypass %ZH{E L T, Resusci pump
TM-1 % T REe AV @ 2 IR & R~ 2%
% continuous method & —¥HAidh 5.

@ single shot method

HBEOKES ROKHS® X, RRBRARLE S
bl aEMmC X3 0EEREIFRL, CPR
%, TORBLEMBATGAR 2 REEIRDO A
fl 2z Wiz carotid infusion %{TWV,
hemodynamic, oxygen availability, = b= F Y
¥ O R IEEOHE # %S L, brain cooling 9B
MR BV, KA FOEEXRLRIFTHE T
LEW LTz, 0% endotoxin shocki48) K (X
CO rhgg#%0sD) jzxt4+2% CCPR o Z 1TV,
AT X, EFRRACIBLELERCHL,
CPR #, BEbic, vv=b—n, AFALFVLFK
=y, FERALS Y, ~AR) CEOLKHNBEEK
ZSEEiRicE A (100 mmHg L EDE, 100

“ml/[¥100 g/min <1 EE 100~200 ml), EAE

B, EAROREHZRSOE, WL, MEET
HRENRBRTEDL LRIV L, RERE, X
A7 uA ROFEEER, I Far ) vRRERE
ErORIFTHHZ L Bz, BITKTIE, i
%, 4 Ao behavior % P THEIL, 2D

Dextran
{ Mannitol

Methylprednisolone

Heparin ¢

B 1 Brain cooling #: (single shot) (repeated single shot)
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FRAEEZZEDTWS.

B, ABFHS i, ROBREWHA L LT, #

LW ik#r4ewR (CRS-1)(75W/V% <= F— L,
25W/V % 7 KUK, 5W/V% E5F7* b
FV¥R) #EZE L, carotid infusion 2V, ¥
NREFTHUNEER, BARH, R OHREABEEED D
EERDOBEL TN S.

® continuous method

continuous brain cooling # 479 % B (YT,
=%, Resusci-pump TM-1 #ZEXRHE(E L7223,
AEDOIERICE>T, BEREESHIC con-
tinuous brain cooling # {74 % Z & 2SAIREIC 72
27z,

BHM X, LELERICHLAZRAZREL,
100 ml/f% 100g/min # AFE 150 mmHg, il

Al

(AELH&LY)

iR & BB ER AT 489

fE10°C ©304%-#ft brain cooling ZHfTL, M
N NMEROHENBEONSZ L 2HME L. H
B 3, HERL, KEERBICSE con-
tinuous brain cooling # Fr#ctRet L, (KiBEEEE
i, BORMTERBES L RS, MBI
#l& i, CMRO, DR THEA S, IMEFESRED
YEFT & BAIE L, brain cooling A3W4{F-ZE(E A3
2z L ERDI.

2515657 X, continuous brain cooling D
carotid artery (ZHAF % bypass TfT> TWizh
BizAlE %Nz, double lumen catheter % K&
IREATHICEREL, EEX VA 2MEBED—
HERNAHERICHFE L, Resusci pump ##%
T, WARE EEICHH LImK 225 four
vessels method #BAF L7c. Zhick->T,

SERF1-T

KiE Eﬁ:ﬁ mﬁl maAIf I

RESUSCI PUMP TM-]

mA3 -
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Resusci Pump TM1 52 1—+

HELEEICK D RELESS Resusci Pump TM-1
2% B\ continuous brain cooling & fE1T,
AEBOMAEEIZRE 0 ~300me/min FAE 0 ~
200mmHg L E, B# - MEAIE 0 ~46°C T
3, AEBRIIFE100me/brain 100g/min,
FAE150mmHg, ER&ERICCTHRITL =,
R IL lactated Ringer #& (500unit
heparin i) &fEAL, EREFEIE S5, 10
SEOOFEIEICHL TR0 EEL =,

B2 Brain cooling # (continuous)
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MmFEEOEME, LHBEITRTI DT LiThk
5L, X, four vessels Hit, MRIFEEEINRE O
HEBBIIRIC X - T, RMEEHB & OGRES A3 BRI Ay 5D
Ehaz ticied. KEE, T OELEROE

ok 45 (1985)

/h |. Carotid artery
2 I. Vertebral artery

r. Carotid artery

r. Vertebral artery

Double lumen catheter
|
b I. Femoral artery
' ——
1
(o)

Thermistor
Pressure 1
transducer
Electro magnetic
flow meter

Intra-aortic infusion methods (IAIM)

&£ ¥ double lumen catheter (DLC),
resusci pump TM-1

i T

-—

bath

|

Pp—

Resusci pump TM-1

Rotary pump

AWISA L, —HeRRE, TEBRENRE, MR AT,
BT B O O, availability ZE#58RK L, Fig,
HHERDOEMRAE, %o behavior #HBEL
Te bR, REOBFEERE L.

ERAL priming (LK T DEAR
CR solution-TMC-No.1 (methyl-
predonisolone 30mg/kg, heparin
500 U/kg, low molecular dextran
(MIV, 4000) 100mg) #ZFILY, Ll
BREARMZ AL 2, BHHERIZI0
C, =l 50mﬂ/bra‘in 100g/min,
A HIEERE 30 & U,

le-Cooling, warming

3 Brain cooling #: (continuous)

KO—-T7A/3—

& B
Wi B A
AR R
EE R
3

Priming I& heparin AN4EIERIEK £ AL,
CPR #4604 % B RENAR M % MIRE TS
WA L 7z R E S 5 ml/kg/min

BEAT AR R 2 20ml/kg/min G— 31
BR32°C £ 8IE L LB A ESEIL 72
EATRER L1200 & L 7

CRS M#A~I37.5% mannitol 5% low
molecular dextran 2.5% glucose solution
ELFHISCTITAHL o

CRS ;¥ Al CPRE#%100mI/fxi100g
single shot 2EIT#% %

FEARMER (mEa/L % mg/dl)

Na* K*
135 4.3

Ca* Mg* (o]
3.5 1.5

CHsCO0~  HCO3  glu*
118.3 8 30 100

4  Brain cooling ¥ (continuous)+HD
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b I. Carotid artery
I Vertebral artary
r. Carotid artary
r. Vertebral artery

/\

Thermistor

Pressure
e
Electro magnetic
flow meter

_ 7|

I. Femoral artery
A}
/ \( Resusci pump TM-1
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‘Priming (& heparin AR ARKEAL,
CPRLLEE B RHIRM IS CR-solution

(7.5% mannitol, 5% low molecular dextran,
2.5% glucose solution, methylprednisolone
30me/ke, heparin 3000u) 200m¢/30min
WA, EAWSZIAC, FKR100m/min,
SHEENSME Lk, BAERFEC
mERE HC-130 £ &2 L /.

Rotary pump
| Cooling, warming
bath

5 Brain cooling #: (continuous)+DHP

HAE, #K, &0, RIS o R#IH
WEBNETHZLEREL, XEERETZH
e LT, CCPR it ATME BN &#HAL, X,
#K, #IEI1x, CCPR ¢ continuous brain cool-
ing ARIBAICMERELBELFZEL, ZoE
FEIRTH 5. Fig, JIIF, M, CCPR
iz calicum antagonist #6ffI L, D% E &AL
FThH B,

DLk, #ZEcoMEEEEIcEL T, BEZoK
OB TEe# L7225, global ischemia
izxf+ % CCPR iz X % hypothermia (ZE§L T,
FNPMEEEERLD D LV IHIHBO O L5
5960)61)  hypothermia DEIfE & L T D Mk
Eo kR, fEImTE®OMK L% e +
53045,

L4 L, brain cooling #iz X% CCPR %,
CMRO, #{&F &+, ¥ no reflow phenomenon
EEML, KERAOEELREL T DIC ©
FEEIEL, FICHANBEEBHER S TRN
MMEBRDBBEINBZ LD, NFRER LY
R&CFHBEEZ22b0LEZLNE0T, &
Iz, SHBOREER FICTBI9E 2617 Lizv.

 bH U

bR A 15 Bk A B R R AR SRR AR AT B L T,
MESR & iz & 0 B, INTBBRHIME, Mmoo
M B ER X7 & Hle A9 % L vy ischemic penumbra
< Cat RF}MOME LR, BICHED X

D—->Tdh 5 CCPR, CRCR iz>WTHOBEED
RFERAE & BRI L Tk e,

S8, Hic, MEEEEPE L2 05T TR S h,
KbELT, HET, MbRAESHICHRE D ik
DHEML XN B Z L 2R 5.
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