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Abstract :

Cerebral cortical blood flow (CBF) and autoregulatory function of CBF

were elucidated with thermo-clearance (Peltier method) and determined mean arterial
pressure (MAP), systolic arterial pressure (SAP), and diastolic arterial pressure (DAP), in
20 neurosurgical patients who had been anesthetized with diazepam, fentanyl and
nitrousoxide/oxygen inhalation with deliberate hypotension by prostaglandin E, (PGE,)

and trimetaphan (TMP).

In PGE, group (n=11) CBF revealed no significant change when MAP was reduced from
99+16 mmHg to 76410 mmHg. In TMP group (n=9), CBF revealed no marked alteration
when MAP was reduced from 111+13 mmHg to 82+11 mmHg (26 % reduction), while it
significantly decreased when MAP was reduced to 747 mmHg (34 % reduction) (p<

0.005).

In conclusion, these results suggest that physiological autoregulatory function is
maintained during MAP keeping from 82 mmHg to 74 mmHg level (critical MAP) in

deliberate hypotension with TMP.
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TRz PGE, % X O TMP ic X 5 A &R0 FE % 4T
W, TEEFISRITMO R RIETHEY KL, Kl
FERRIE: D B IEER vo 3 5 R et 2Bt L.

&R EHE

KSR BIFMN % T8 X IR E R & HEE &
LcBE20 BT, MiNCEED LS RXZOFREKL h R
THRERE . PGE, It X 2{EMEFESI(PGE, B3, B
Bk 8 4, MEE3ETHY, FMEITFE60+£14F,
PRI B b H, Wik 6 B TH o . TMP iz X B{EME
FEGICTMP #13, MENRE 8 4%, EE 14 Thh, 4
L5616, MBI, THE6HTH-7. Hl
BEIIFBR7 + r v 0.5mg, EBA I FrFoov
50 mg & HMEA 1 BB HRAREE L. 14
v & —L5mgkg THEEAL, SV ZRr=U A
0.025mgekg' &% 27> =r2Yv15mgkg'dl
v rze=va8mg O¥EICCHMELYBTCRE
PSR L 7. REMMERF 12201 TS 67 %, T3 33 % (K
NGRBEOIDDEEHNALITE AL T =V 5 =
AL NLA (neurolepto-anesthesia) ZFE: 12 T\,
CTHENATEmE FIRMEARICENE, 7=V E=—
nE, BHERE LTV I v =y o T h PhETE
mlie. RESEAL, BEERCY T -T2 EEBELE
IREED LAY € = & — & MBS AT ORI e
5 2 ImE # A W E B ABL-30(Radiometer, Den-
mark)e C By IR 1 (R Bk 7 A 5 FE(PaCO) % HIE L,
35~40 mmHg 2 7c % & 5 CHREPR 21T - fo. BEL)
BEAS T, BRIE AR 1 KRS 30 2 ARE o BRI E 1T, B
NEREROTEF O 7 7 = (AT F 2T 4 Ay A
=V A, BA) B FHERIFR X ORI BB R I E O

BERrEZESERNEENCRATMELBELRE

(CBR) ZWIE L7, JIEME Gtk 1 oRE ERE
Lic & 12 PaCO, L BIRE R RIREIE Lic. A0, 16
BRIRE, CBF 23&E L R TP EIIRE (MAP), IE
HHEDARE(SAP), HAREIEIIRE(DAP), PaCoO, % X 0%,
CBF #&HH#IL, = vt r—nfEt L7(P-C, T-C). o
WT PGE, % L < 2 TMP ofFke# 5 #Bith L, PGE,
BB WTEMAP 22 v b v — L HDH 10 %(P-1),
125 %P-DDETERLABETERLERRED
ExfT>7. TMPBICEWTIEMAP 22y b r—n
TEDH 10 % (T-1D &, # 25 % (T-2), Fic 35 % (T-3) D
ET2R LS8 CHE L. PGE, & TMP ©
BEBEIZFNER0.05 gug-kg '*min~! & 10 mg-hr™!
XOBERL, BIERABEOMECET 5 CHELL.
BRI BERE TR L.
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1) PGE; & TMP i X % {& Ifl FE jf M i © MAP,
SAP, DAP DR TR #3572, £EIER S TO
SAP  DAPD = v b v — AEILS LT DE TR
% MAP D{ETR(%) & HEE L 7.

2) BB OHE I\ CIMLE & CBF %8tz
Ve — AR 100%E LR TEL, PGE, &
TMP OFS5HDOfELX =2 v b v — A fH & L.

HE B E 75 51X Wilcoxon @ t-#5E % B W,
P<0.05%FEEHD & L1

& S

72V R=—LDRERIT, 3.4~7.5ugkg (5.3
+1.25 ugekg™), TT LA LD EREIZ5mg TH -
fo. EFRETRBUCERR b~/ e CVBEICHE
BREEIRD bhinh o k.

1) MAP, SAP, DAP n{ETF=®

(1) PGE, B

PGE, # 5 #i(P-C)» MAP 12 99+16 mmHg
(100 %) T, P-1 K% 90+14 mmHg(90 %), P-2 Tix
76+10 mmHg(76 %) TH o7z, Eie, HHERHRTO
SAP @ fE 1% % h # h 14319 mmHg (100 %), 126
+18 mmHg(88 %), 105+19 mmHg(73 %)T H b,
DAP W, #h £ h 78+16 mmHg(100 %), 71
+14 mmHg(92 %), 61+9mmHg(79 %) T & » 7=
(Table 1, Fig. D.

S TORERBECEVTSAPD 2 v + r — LOfEIC
w3 HETERE MAP DETERE h HFRICAEZ {, DAP
DETRITMAPOE TR I D ABR/NE o i
(Fig. 2). )

2) TMP & -

TMP #5810 MAP 1% 111+13 mmHg <4 b, CBF

_Table 1. MAP, SAP, and DAP during deliberate

hypotension with PGE,

Control  10% hypotension 25% hypotension
- MAP 99£16 90+14# 76£10%
(100%) - 90%) (76%)
SAP 143%+19 126+18# 105+19#
(100%) (88%)* (73%)*
DAP =~ 78+16 T1+£14# 61+£9%
(100%) 92%)* (79%)*

MAP, mean arterial pressure (mmHg); SAP, systolic
arterial pressure (mmHg) ; DAP, diastolic arterial pres-
sure (mmHg) ; # p<0.005 compared with control value;

*, p<0.05 compared with MAP value.
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B RF 1% 98+11 mmHg(88 %, T-1), 82+11 mmHg
(74 %, T-2), 74+=7mmHg®66 %, T-3)Th-7-. %
fz, T-C, T-1, T-2, T-3F®D SAP X F+h F 143
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Fig. 1. mean arterial pressure (MAP), systolic
arterial presure (SAP), and diastolic arterial
pressure (DAP), during deliberate hypo-
tension with prostaglandin E,.

(», p<0.005 compared with control value)
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Fig. 3. mean arterial pressure (MAP), systolic
arterial presure (SAP), and diastolic arterial
pressure (DAP), during deliberate hypo-
tension with trimetaphan.

(*, p<0.005 compared with control value)

SAP
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P-1 P-2

Fig. 2. % change of mean arterial pressure (MAP), systolic arterial présure
(SAP), and diastolic arterial pressure (DAP) during deliberate
hypotension with Prostaglandin E,.

(*, p<0.05 compared with MAP value)
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Table 2. MAP, SAP, and DAP during deliberate hypotension with TMP

Control 10% hypotension  25% hypotension  35% hypotension

MAP 111+13 98+ 11# 82+11# T4+T#
(100%) (88%) (74%) (66%)

SAP 143+13 126 £15# 101+ 14# 94+10%
(100%) (89%) (71%) 66%)

DAP 84+11 73+£9% 60+ 12# 55+ 10#
(100%) (87%) (711%) (65%)

MAP, mean arterial pressure (mmHg) ; SAP, systolic arterial pressure (mmHg) ;
DAP, diastolic arterial pressure (mmHg) ; #, p<0.005 compared with control value.
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Fig. 4. % change of mean arterial pressure (MAP), systolic arterial presure
(SAP), and diastolic arterial pressure (DAP) during deriberate

hypotension with trimetaphan.

Fig. 3). £ TCOHERSEICE TSAP L DAP D=2 v
b or = VRED MBI T B IE T E L MAP O TR~
34D - 7= (Fig. 4.

2) BEFRERE

(1) PGE, #

PGE, i« X 3 {EMmERKE:H o PaCO, 1% P-C, P-1, P-2
DEPERHEICE T E L h37E2mmHg, 36
+2mmHg X 0, 3743 mmHg TH Hh &FEBE2BL T
BERELITRD bhish - .

MAP X P-C, P-1, P28 TZxhZLh, 99
+16 mmHg (100 %), 90+14 mmHg(90 %) &, 76
+10 mmHg (76 %) T - 7=. MAP D& ER OfEIT

FThd PGE, B#EHIOMBIE~NERBICETL W
CBF % PGE, # & #ij @ ff 36 £15ml+100 g~**min~* %
100 % & LT, P-1 512X 1009 %(39+19 m1-100 g~*-
min~?), P-2KF 12 1%£106+9 %(434+20 ml1+100 g~*
min ) CTHEEFIDOECEWFhd ¥ EERE
R BR ek o 7(Table 3, Fig. 5).

PGE, 1z X 5 AZABMEIMET T MAP 0B R RET i
3dyvio b3 CBF i3 ZE b2 b hd, BEFRSE R
Fioh T,

(2) TMP ##

T-C, T-1, T-2, T-3iek?% PaCO, ixrhLh 38
+3mmHg, 38+2 mmHg, 39+3 mmHg &, 39
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+3mmHg THH £FBEE L CEEREMERD L
nishoic.

TMP #5115 MAP 1z T-C, T-1, T-2, T-3 &%
WTERFR, 111113 mmHg(100 %), 98+11 mmHg
(88 %), 82411 mmHg(74 %) &, 74+7 mmHg(66 %)
THo . —F, TMP# 5 #i o CBF (X 57+15ml-
100 g~ '*min~' T & v, MAP #3112 % & T K 12 1% 98
+6 % (5614 ml+100 g~'*min™?), MAP %26 %{& T
1% 9749 % (55+14 ml1+100 g *+min~1) ¢ TMP # &
AOMEI TR FEEE EEBEIRD bhith o
fe. UL, 34 %R TR 937 % (5315 ml-
100 g~'*min~) < TMP #5810 CBF itk RTHEK
{E T 2388 b iz (Table 4, Fig. 5).

TMPIZ X 2 AZAKEMET B \WTIZ25% % TD
MAP D& F Tk CBF wwi3Z L2358 b, HER
iRl h T Lvl, 34 %IETRIZIX CBF B &
HE T 23380 b h BB FAMEEEE I LTk

% =

P6 R AR oD BRI 38\ T A A I FE v o B
DR & F R X BFEMEREEORS S, MENIRE O
DRIk ER BN E LT T T\ 5. 1k, I

Table 3. MAP, PaCO,, and CBF during deliberate
hypotension with PGE,

Control  10% hypotension 25% hypotension
MAP 99+16 90+ 14# 76 +10#

(100%) 90%) (76%)
PaCO, 37%2 36+2 37+3
CBF  36*15 39+19 43420

(100%) (100%) (106%)

MAP, mean arterial pressure (mmHg) ; PaCO,, arterial
PCO, (mmHg) ; CBF, cerebral blood flow (ml*100g~*+
min~) ; #, p<0.005 compared with control value.

5 B

E#ETIR5DOERE LTI TMP 2R AWD
nT\wie. TMP offlF X EMEH OB TH 0,
MK T IZBIE U TR EOE T & O EDE
Tz X B BEEEOHIHI A % b h B fo b F Ik DR BB
HEREPETHHREBC L CORG RIS HEN
%\, F i, BHIEC X % tachyphylaxis'® &\~ 5
ERbB. —F, BETr2275v5 4 v E, (PGE)
HEMERBCER IR OBEREIRER T B0,
PGE, Z1E P HHicx3 3 B OB ER I XL b E
BETIE52, FREY, BEY%0ABE O M &2 &
TERBZERLSFEATES. T, LKL T
SEMAEERIEA, AT, HAWMOBRBFERLE LEM
HOERBICH LT REHATE 5. #5211 PGE,
& TMP & X &M FERE % g U CLERTR & RE

53 i
@
O 100 1 %"
*
75 1
—e— PGE 4
O TMP
50 T .
50 75 100
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Fig. 5. Relationship between mean arterial pressure
(MAP) and cerebral blood flow (CBF) during
deliberate hypotension with prostaglandin E,

(PGE,) and trimetaphan (TMP). (*, p<O0.
005 compared with control value)

Table 4. MAP, PaCO,, and CBF during deliberate hypotension with TMP

Control 10% hypotension 25% hypotension ~ 35% hypotension
MAP 111+13 98+11# 82+11# T4+T7#
100%) (88%) (74%) (66%)
PaCO, 38+3 38+2 3943 39+3
CBF 57+15 56+14 55414 53+15#
100%) (98%) 97%) (93%)

MAP, mean arterial pressure ; PaCO,, arterial PCO, (mmHg) ; CBF, cerebral blood
flow (ml100 g~'*min~*) ; #, p<0.005 compared with control value.
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PHEEMIBIL PGE, B3 <ChTWhicdHEL TV 5.
ABPFRIZ 3\ T ik TMP % & PGE, Bt ic BHHEH D
SAP, MAP 0fiiz= v } v — AMERERVWTh L BE

CAE T Lic. —f 5203 PGE, I X 2 &1 FEFREEC 35\~
TIEET ORREEZFT\, PGE, #r5-45 1 I fE A i
ED20~30 % DETHS - TERE LT\ 5. BEZEOH
ZEENTHPCGE, LBV THWBBDETE, Fi
TMP B2 8\ TEH 35 B OETHRHTE Y, PGE,
FLOTMP & X 2 EMERBO BRI RS i, —
73, TMP# & PGE, B3 LER E ST 0B briu b
NIEAIIEL, MARIFROREBEE £ NLA RE
#1+5 TMP & PGE, o Ix—EEER EoEDET
HWHENTHIIIERIERC T 5B b0 LB
bbb, Lil, PGE, Btk T3 CoRHERRICE
T DAP D {E T (% SAP 5 X O'MAP € TR It
NRCNEhotedy, TMPEHIZEWTIZSAP R I O
MAP & RREE 1 DAP DIE TR EZ B 7. —BITEHED
FEVRHEHRRIAE & 72 LI RIE & 02K ET 5
1 PGE, ® DAP D{ETRI/NIWZ L EIMMEOEE
DBEFZER T TMP IR T X W ZLERFE NS D &
Bbhb.

PR RHEIR I B W CIREEBE NETIEBE 2% < ¥
MF BN B IRNEFAFE Lo, EefihoBEE
235 (LB A D BYFR ML SRR 7 A 53 FEVC 5ok 3- % SO HE & ift
FEes$5 BB REEI MR eh 5 AR E Ly, 4,
KRB L LT T ERAE T2V R =— Ll R AV,
<A F =P ITVFTAF—TH BT T LA LIEMGE &
AN OIHNIBE T, BHRE7 = v & = —LI3H
FRCIEBSIMAT & BINE & g, ¥ I oI
FEwext3 % HBRHREC L IRE A EELEE 2 & &
HTnWa99, mELH W NLAZEBEEZRSLAHVWbR
%M, Vernhiet 52X &7 €A 10mg &7 = v
£ == 10 ug-kg™ OFE TRHIMIE & B 13 1 Xe
BIIRAEAL TR 1/3 Bl S hvie. &7,
N2 pgekgt EANER —VERE LM X TIXES
FAHELNFRIch 2 MEOHBLE X &
McPherson B9 E L TW5E, DT AL E T =V X
== &AW NLA B3RP0 EBRE: & L
1%, BEERNCR b0 THS. MOEOREEL L
TERBAARRERMTT 2 H e, ZoBIEHEE,
Brawley'®73, Heat Clearance ¥ ic#3 & AB OREC
MERZITE—EORE L BAEYERL, chi
Carter BN F L — b BT r —RELTHEL % =2
TXe 7 V75 vV AKLEEL TR WHEEM 2D,
MEENEENEDERCIGHA EhicbDTHB. D

TV R=—
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BEEC O VTR LR HE L T 54, AR
FAWIEBL * 2 AWTDKEZ V77 v AECTKE
L, FOBEMIC oW TIEE TR L.

%6 1M 7 VI VEE B FE A% 50 mmHg A B 150 mmHg % ¢
DEER L TR EOREESEEZE LI RD LI L DN
MREZ—BROBE DS, 20X 5 eKnEDOH
BRI IR 240D & L TR B OERIFSEHN Y
Brb z 500, NEFBHEYEHFCEELEEAE,
B 3 5 HEIER & MEDZEIC X % REFE D
BLEMEM L D\ EME R EY H ST, —Rig,
MEIRRIER 2R OEF T AHFMECH Lo he
B3N H 5. PGE, MBI K IETHE O\
Tix Olesen HXD FFTHREL T A& X LT PGE, O3
R~ O G MT A 11.2 %M w1 & T 585 E
%, Kuriyama LD & MBI B IRGHEEZE~D
PGE,® 0.1~0.2 ug+kg '*min~! D ¥ & kR A& & ©
GIMEDEC X bR E I Lol &3
HMERDB. LoL, £H KB TFIB T PGE, 12X %
R FEAIM PRI RT3 BB L COHEITE < Tob.
LR BT A7 v v REET ORFHREABIFIREE T
T2V RIEE L L Kety-Schmidt o258 % FWT
BIMEEEREL T35, 51k PGE, & X A{EMmMERK
Bea 4T\, 50~73(63.6+8.0)mmHg DHEMEI s\
T% HEFASRE A chic E LT\ 5. Abe 579X
CTEAL-T =V R == VKRBT OMEIRED 7 V) v
vV 7 F b0 B T4 E & Ak CRMIm T E % 3l
FELTWBD, PGE, I X % &I FRE: 1% 70 mmHg
ADIMEDET T HMMERICFR LB Tl L
LT\w5%. EE 594 PGE, 12 X % 15 I FEFREE A3 % I 3
BrRIET¥E8 o\, PGE, 3NIMKEE % BEKE
MR ER XL FR B ERD o lc EHE L.
Z OB DT 77+7 mmHg Th - fo. KPR OKE
B Abe bOHEBFILLD, CTERA-T =2V E=— )1
JFREE T D AR BB E 1w 3\ ik PGE, 12 X &I F
ESEPHMET 70 mmHg d U< i3, 25 BYEEOMEDE
TR\ TN O B BFREEE MR Ich TR D, B
WEBD Z€H LR RECFERTEBLLELLRS.

TMP iz X &I FEA B M T B BhFashas e g8
BronwTiRWon#EIhTw5. BER T,
KL =vr=—LVKEBTDZ v b T}, TMP#H5
2 X % 50 mmHg % C & oI £ TiX radioactive
microsphere 2 X % JRETB M E D B BFAFRE IR - h
7=& Werner H¥23R&E LTk b, HEE®O LI L da
z~D TMP O#5Tix, RIMHTEE SEE OB 2RT
S ODHEERENIBD L hish ol & BTk
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&5 MERITHE CREMIEROZ R MM ER T
7o b HAMEEN 3R © 5 5 TMP 2K, \EAE~
DEEENRY I ERE IR T\ 5. Schmidt H*C X
% & ketanserin BRI T DEBERAC I\ CTXEHEBFAH
BixREih, 2o TFTERIIE2mmHg tH5. Lil,
Taneda, Hayakawa?? D NEIEIRGHEEZ LI\ T
TMP iz X BEIMFE 2 Xe-133 OB AL THITE L 7 i¥1i
MEEFEMIEE VI HESHB. —7F, Abe bNLY
TENRA-7 =V E=— VKRB FORMEREDO 7 V v &
v 7RI TMP 2 X % 70 mmHg ~DOMEDEK T X b
CBF IARBIET LLERELTWA. T, LA BY%
4V 7 v VBT ORHEARIEE R T TMP i©
X B EMERECIXEBFRMREIAEE S hicBER W
TEEBEL VA, KRB TUE TMP #51c X
5 MAP D 12 % & 26 % D& T s LMt & ish
BERrZEERITEBRERIRCh T2, MAP
D 34 % DETIZ IV CTIERINEE XS HETE
BhERDD, BHATEROEENTR I, O
DIFEL 74+7 mmHg THH Abe b DOHE X % i
WEOETE2RDME 70 mmHg X h EVWETHD.
STERA-T =V R = — VKB T OB BEZ TR
T TMP & X %K1 FERREEG © B BhFRIRE 0 TR 13
MET 74 mmHg fETH B & L BHEE S hie
PBEnz & X b, NAREIMERE:ZT 5B, NLA K
BRI T2 38\ Tk 25 %RREE 0 SEHIM R T X Z L1 i
TARETH 5D, Thil koMmEDET Tk E B
NEEShATEELD ) ERXILETHB.

& B

1. HEAB PR 2RI BE 20 BT LA,
7 = V& = — VKRB R T WAAB SR T R X 5 B
FEMKEECBRYHEEL, 7rAZ7F5vVF 4 VE,
(PGEDB LV Y 2 277 v(TMP)IZ X A{EMFERAE
D, HBEEHEICOVTHRE L.

2. PGE, X 0 TMP Ic & BIEMFEIL & b BH<
B - o5 PGE, @ 53 #i 1ifi £ (DAP) » & T & 1. TMP
T I o T

3. PGE, i s T F i E(MAP)IX 99
+16 mmHg X b 76+10 mmHg i\~ 7 % #9 24 % 1EF
T CBF CAERBLEIRD bR, HEFEMERIIRL
T e,

4. TMP Bz 3\~ Tlx MAP 2 111+£13 mmHg X b
82411 mmHg D#) 26 % D1E T Ti% CBF 0HEE %1k
BRDBRIE ST UL, ¥34%0IE T R4
+7 mmHg) e CBF 0AR il 03gh bh, BB

(I

BEDREENRR I N,

5. NLAKE:F e ®F 5 A& {EME X MAP ©
25 % LA b o> g1 FE DR F i 38\~ TR I 3 o kA3
DRETREMED D D BB R ET 5.

it Fi

a2 sichich, KIAERE 5 HEE L HRH
w2 & U BERER S B EREZERECL X D&
ol LET. Eh, AR LEEET S - B
HELL D BBREMCRH L Z T,

3 B

D B BeRN, REZFHE, BAMX, XPEHE E=REE
o, &N 2B, Re8e, E4KRF, ®E F:
B FERREE 7e & TP R ERIMEI R TS 7 r &
# 77 vv E, OFKRRER BESH 16 : 883-889,
1984. :

2) —& E, AFHSE, IR, BHERE, SFE
%  Prostaglandin E, i X 5 AARMEIMFERE:. &
PRIRERE 6 : 263-269, 1982.

3) Goto, J., Otani, E., Kato, S. and Fujita, T.:
Prostaglandin E, as a hypotensive drug during
general anesthesia. Anesthesia 37 : 530-535, 1982.

O kO, PEEA, &K A WA E &K 17
I, KEEEE, ZHXRE, B Bf: Yrxx77
v & Ey 1 X B A5 1 FERRBRG O RAM I B D B L.
SR 41: 766, 1992.

5) JbOBsEE, B BOR, HR O, FHEER, THE
7, T %K, 8 B, L=EH, REFHE: 1
Y 7NV VIRBRZ BT B MIE O CO, RIGH & B
BhFAMIAE. ARER 39 : 1607, 1990.

6) B B— EHEEAX, RMEHEL, BNER, LHER
B, B fBEB: Y mr22 25V vE RIBAR
PR {E. I FE SRR D B4 I 75V B V3RS 88, R 39 ¢ 138,
1990.

) REINR, HEHRL, BNEE RERA, SRA
B, SAEKER: e 2275 v VE, ORI
MmEE RIS HE. BRRRE: 14 : 481, 1990.

8) Abe, K., Demizu, A., Kamada, K., Morimoto,
T., Sakaki, T. and Yoshiya, I. : Local cerebral
blood flow with Prostaglandin E, or trimetaphan
during cerebral aneurysm clip ligation. Can. J.
Anaesth. 38 : 831-836, 1991.



77 4 VE,

4
Aﬁsﬂ’ﬂ&ﬁ[l}f#mﬁ%%%ﬂ% %‘@M&E Mt i

9) REEMR, BEEL, UNER TE &, BHE

B, 5RE— BXER BERHE SAMNX &
T, SUERR, PR B B, EMIEE,

HE I, RHGHE, SHFM EOERES
CeffithIiEEE S35 r A8 75V VE,
(G551 & bV 2 27 7 v HLESEERERER. R 32
199, 1983.

10) Wang, H., Lin, L. and Katz, L. R. : A compari-
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