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Key words : acute brain swelling,

cerebral vasomotor paralysis,

neural factor, metabolic factor,

brain-stem lesion
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EEERMEFICL BRI N D BERMER
(acute brain swelling) 1, BBk BEHENRE
KEELIZETHENDIEERNE (intracranial
pressure, ICP) bR #4725 L, £@Tiks*
BHTTRNFETH B, BFECT HEAL
N, BEBIER % T EEREID R IZ B
BETINAER, Kl oEEDKMDEEE
(cerebrovascular tonus) KT iz & % B i AR
DK, 5F VMK E (cerebral blood vol-
ume, CBV) NEREHEMLZNERETHS ) &
W) ETIHFERND—E AT 529, L
L, ZOREBFICEL TEIBXREHECLS
PhoT, KRTHLE»ELC, Lid-THE
RUEREL L OHBNRTH B,

BHRERO R ERE & L CHER L N Mk

543

KF (neural factor) # & UREMEETF (meta-
bolic factor) # /ML THi M EREIET T 5 &
W) 2ODEFENIEITLN TS, BiEIIME
o R A B RMEREE FE T 5 B RS
enREkE L, BERMERAHOBESHOE
RENABRFLET, 523k LEESFKE
(cerebral vasomotor paralysis) 2#8X$ 3 &
EZBLNTH 5.
EZAYEBOBRREITIE, Zhs 2EFD
wWENA—H A EB TN ERRETICEST
BRI ERTGLAMNTH A, ThbLEEER
SMEFITIZ, BIAEZ & ICRRIAE, BENH
M iEESIC & 5 ICP JitE, xR, MRIRyE
BA 4z & % hypoxia, hypercapnia, shock %
AL, BTN 2 RFHEHEICREE LA
FH I M ERREZEEICETRELOTNST
BetEATE V., Lo L 2o 5 MR R F & ARBHE
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RF & HHMEEICERL 72854, MMERRI W
bR BEEITEY, FREHRERNREE
WENLHIZBIGL T a2z 2 THMICR
FLAHEZRR|ITENWS, 22 TRARBCED
L, hypoxia, hypercapnia, ICP JTif% iz L 1
RBEERF 2 i L ORI ERENERT A3 TIC
FELTOIREZ A ICBWTERL, ke
TR R IREFAE AR (cerebral vasomotor
center) ¥ FET 5 K FTHME AL (DM)” 8
X U REERAR (MB-RF)®0) B (L A9REEE % 17
o7, &L THEHERFIC B N E R RIE
TR BB EREEEOREIMb S &
BMERENS LIV BB 2T T2 %
EBRAICKRETT A EICLY, SMRERERE
BFEOBHAZRAAL.

y;) P

1) EEEs & CRREE, MIRBERERE

EBREIWIIAKE2.2~3.5kg HEIHT0%E = H
Wiz, %3 (40mg/kg) *BARKRSL 72
%, RAEUHRETVEHEL, /v 7v=7.
(0.1mg/kg/ 1~ 2 hr) % #IRNIZSG L EHHL
L7z, ALMPRS: (A+EERTEXB 28)
PRAVWENZERICTRERER 2 17T - 72,
Radiometer % BMS3MK2, PHM72MK2 %4>
e TEDIRIL 7 2 1E, BeiE 2 A4 % @ RFRl
ELEBENEEYICEY L ) SRRAEL AL
L, ZEIZHLTTREER#BRAKS LB
BEEHENMELT- 2. MBS CER
184 37~38C oL 72, KEREDR L b FLEE))
> VI (5 ml/kg/hr) DR S % 1T Bk
BELTHMBALR., KBBRLDBALLZAT
—FNWIZE 7 v AT 2 —H— (Statham #
P37A &) ###KiL, Fw@lkmE (BP) #lE
EEIARML A AT R ORM %77 - 72, BP EF
R EBELVI—F— (3 FLEVP
6541A &) |2 TH5EE 2 cm/min 2 TERE
&L 72,

2) ICP 8L UrCBV #lE

EEEFEAREMEE EEEICEEL, BE
*ERYFLEZERZ2ZEL L2, ®@HAF) L
TERES &L KRR LORENH%F 1 em,
S ~1.5cm OFEMTRTEI 2 F.LcEERM 8

MB-RF

.‘ Icp
7

H1 KRBRBEND z—<kTT. GHREENECE
Lot —hRELEAZNEI CP )%, EFE
ThEcmEE (CBV) >4 —%8%iE&LCBV
R ERBRAEL 2. FHRRKTHRE %
(DM) 8 & U BBk (MB-RF)iz Efrfic
WEAEREZRMAL L,

<R
G

mm NEER*E L, HAICIZEENIEICER6.5
mm, E &1.3mm» QLB E £ > —
(Telemex 8 P-16S &) #i#FA LBERENEZ
HEIEL, L-TICP & L7z, FEBOmEE
TRECIE, BNBERE RS A A—FEN LB BR
(et —2@FAL, ALLONERL2AE
FBICLNBERCBV £t L 72 (W), %
DHFEDITEEHMEEN RS (MERHTE
3 SURFLEX F) # AV CEASE L BRATEE L L
72, ICP i BP L [El%g, v 2 — & —c TEKEH
L7,

3) BHWHA

ER0.8mm, & &10cm THRImLST 2 4% L
REBRHFEHRLFSRICEEL, EE2 mm D
423 & 0, Jasper and Ajmone-Marsan N [X
O LD AR T HE NAZ (Dor-
somedial hypothalamic nucleus, DM : A,;5s,
Liso, Hoso) BL ¥ Snider and Niemer X
FE &) WM A BN HE R K (Formatio
reticularis mesencephali, MB-RF | A,,,
Liso, Ho) DFt4 »ATICEMBYICRIAL 22 (K
1), RUAEML L iRl F M EN R I TRASET 2
LELRERLBEE LERIFEEREL L.

4) ar b o—nE L OREREER

E/RFI A%, BP, ICP, CBV, BilRMLA Z5
EB L UEBIEEFHEIREL Thb, a0
— VBB L U hypoxia B, hypercapnia &, Hd
FEEEE, 7€ THiMm (subarachnoid hemor-
rhage, SAH) B 4 BOREVKREZ RELLUT
DEBRZEIEL 72,

a) o> bo—BEE 1288
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B £ WM DM 3 L ' MB-RF 0Ft 4 »
FriCRIA, 1eeRitkd DEREZ B L 2. BhAR
M4 ZASE, BEEFEHIIERKTRE TEE
BYSEE I HERR L 7,

b) Hypoxia®¥ : 115§

8 ~10% DEER L ERDIRAF R THRENT
BEiTo72, ERBRTHTI CHRLERSE
(Pa02) #50mmHg fiifgicR2 & 5 ICiB& L%
FEI L, @AROKEES ZSE (PaCO,) i34
BIEEEIIC R - 72, hypoxia fERBIE 1 R &
) BBRIRE X 1T 72,

¢ ) Hypercapnia & . 195§

#5 BNKEEHRAEERNERNDBETRIZT
normoxic hypercapnia # kL 72, PaCOziz
70mmHg#i#£ & % 2 & 5 icH@E L 22, PaOqid
80mmHg Ll 1 %% %, hypercapnia fERFA%5 1
BEMEIE & 1) BB ERIE % 4T - 72,

d) BEES . 95

MAETERRICHIEAZ B TH 5 mm O EE
2L, MER/ SLV— 2 @l % EAMHRICRTIE
BB AL 215, wht RS A
ICCRASHL 7. INERFICBERICRIA L 22 BB
BOEA~NDRMICE VBB LWL, &
DISN—CEBRIEK R 2 ICEEDOEA
LIEE X B BEE 2 17V, ICP #40mmHg &j
BICH B &) MERL . BB 1% &
D NEBRERE £ 1T - 72,

e) SAH B1958

BR#BRME 4 ml R LE L2219 -2 D
EHEHC CTREMICKENICKH 4 FM»ITEA
L SAH #4ERG L 7219, 1 BeRii% & 1 Bkl
21772,

5) BMEMEEEELS X O RIE B MR

£B & L DM, MB-RF lficEA 1 #FrD
2, 0~155HRETESEEIC L 2HEL1T-
72, &3 12 i3 Stoelting # lesion producing
device # A L, MABE* BB, MNEHLE
BEL, BRI mA 2 1 7EEELL. &2 4
A DB R ) BP, ICP, CBV nZ& (b % F
OIRES L 22, BELHAICIIBIERTH% T10%
KEEAAR/A, T XEATov0, PY*S
Trr#E, BnFizL), BOEDRELS R
R & B BFRERAE (autoregulation) DA

B|EMR LA, BER R - 2RHEER2EH
EL 72tk BOICTERLELICSREZRHEHL
10% k=) iz TEAELZ, 2~ 3BH%IC
B3 1 mm DB %2 ER L ATiR o) X7 - 2
DT ENENNBRIEE (lesion) % KERAYICHE
BL7, ERAAICLVEENICHESLEL
R 2izkAL, & 512 DM, MB-RF LSk ic kg
EOEREIN TV EBERZTOFIERN A LR
FMRENDBRAL, BL5N/EMRYL DM, MB-
RF B S 2 £BFI% (n) & L7,

& 2

By A TR LN REKERDKE XL
DM #*1~ 2 mm, MB-RF #1.5~2.5mm T
HN, BEBMTERII -7, BRENREL
72 A 2IZTOBEAS4FA TR RENERHTRHRMNL
2, BBRCBIIEBRFERZUTIRENS, %
B, BHICBITARENREY, HIBEREK
(EEFI%, n), MBIERAER OEIR MO pH,
7 A45E, BP, ICPofiz%k1lic, DM LU
MB-RF ##8¢ BP, ICP, CBV &b iERE
2E2IC, BEED Lo BP, ICP nZE{hnikk
EEX2iCRT.

a) avbru— LB 95

Fi %% 5% 3 B 54 B AT o) 8 Ak (L pH, PaO,,
PaCO, |3 £47.38+0.04, 100.1+11.5
mmHg, 30.2+2.2mmHg (FH)E+ 1B #RZE)
THho-tz, 2032 ER BP (FHmE), ICP
{34&4131.7+18.7mmHg, 4.4+2.2mmHg T
Hoilz,

DM B | DM ICBE R AR b /2D 9
EHREREA LTI (10EBREF) THo7.
VERFF IFlc—FENEMERL, BEICE
N BP »# T (—14.1+6.7mmHg) L, #h &
L CBV #sfnL ICP #*ER (+7.6%7.0
mmHg) §53 &) AENELIBLNL (B
{bDBKIE), 2 b DGRy —BET
341 AR THIBERINREBICEL 72, 1EBR
#Tiz BP, ICP & bic ERAD A LT,

MB-RF #1# : MB-RF B3 B 47586 5 1L
7znid 9 EBRHIT, £6IT DM BIREE & [E4R,
BP #* Tl (—10.2+4.8mmHg), CBV ##m
L ICP #* L& (+6.0x5.6mmHg) 3 2 %&{bs*
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K13 Po— BB URIRELREL Z4BICBIT RN E LA 2E, BESNL
DM, MB-RF S8 (ERFI%), Mz BEROSkn PH, BES5E(PaO2), &k
B A E(PaCOz), F#HmE(BP), ICP #/R¥. hypoxia (3 PaO, 50mmHg, hyper-
capnia # Cl3 PaCO; 70mmHg, %/F:8( brain compression )& i3 ICP40mmHg % Z%%E &
L7, 7eBETHL (SAH) B Cl3 B RKEAkM 4 ml 2 KEEAICHEAL 72,
Brain
Control Hypoxia Hypercapnia Compresson SAH
Number of cat 9 9 14 7 15
DM Lesion 10 14 14 8 16
MB-RF Lesion 9 14 15 8 20
pH* 7.38%0.04 7.37%0.03 7.1120. 14 7.34%0,07 7.4330.06
Pa0:"* 100.1%11.5 47.424,0 103.2414.,0 106.9+15,.8 96.5%14,3
PaC0:* 30,2%2.2 32.1%5,1 71.4%]12.4 30.714.5 31.124.6
BP* 131.7%18.7 143.1%17.7 126.8t15.6 124, 4426.2 133.3£10.7
Icp* 4.4%2,2 8.5t4,52  29,6t]5.8°  36,9t4,0° 12,215,8°
statistical sianificance to the control group (a:P<0.05, b:P<0.01)  * meaniS.D.

£92 o> bu—LEBLURIEKIESRE L 4 BICEIT 5 BEHER 0 BP, CBY, ICP %1t
#RY. (n: EBRFIK)
a) Control b)Hypoxio c)typercapnia )
n_ BP CBV ICP n BP CBV ICP n  BP CBV ICP
DM oo}t £ VRN R T B ww )}
Coogulotion 1716 ¢ ¢ ¢ Coagulation 1714 |} | l Coogulation 2/14 | ' {
MB-RF a9 § t t R 7 U N s 4t
Coagulat ion Cosuiatton L/ ¢t {  MB-RF ns | | |}
/14 — —= —=  Coogulation 515 f } }
/15 —» — —
d)Brain Compression _E)SAH
n BP CBV ICP n  BP CBV ICP
DM s ) 1t DM s 4 bt
Coagulation Coagulation 1/16 l l 1
MB-RF se |+ MB-RF 820 )}t 0t
Coagulation Comoutation 1720 |} } |}
Vo | — —
Control X2a)
420 L+15
DM L e10 MB-RF 410 X2a)~e) 2 bo—n
(n=10) (nz9) BBLURSREEZSEELLR
s o AR5 5 DM, MBRF
+101 Z WiEes o) BP, ICP %{to
mmHg 0 0 mmHg 0 == ommHg Bt KfE (ABP, AICP) %7
T, EA—£BFHABP, AICP
=101 1] PEMTHATH D,
20 -201
ABP AlCP aBP AICP
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DM 10 MB-RF ®2b)
(n=14) {n=14) o
*5 410d (5
mmHg 0 O mmHg 0+ 0 mmHg
-101 I s
=20 204
~30 =30+
-‘o.
ABP AICP ABP AICP
Hypercapnia DM L+10 MB-RF L+10 X2c)
(n=214) (n=15)
+104 S — 5 410/ ; [+s
mmHg 0 — 0 mmHg 0 0 mmHg
-10 5 =10 % -5
-20 20
=10 =10
aABP AiCP aABP AICP
. . d
Brain Compression DM » MB-RF \ X2d)
(n=8) (n=8) 10
L4+5 L+5
mmHg 0 7 0 mmHg 0 L 0 mmHg
-20- -20-
~-30 -30
ABP alcP ABP Alcp
- X2e)
SAH oM +10 MB-RF F+10
(n=16) (n=20)
L+5
mmHg 0 O mmHg 0
-101 s -1
-20- -20{
-30 ~30-
ABP AICP ABP alcP
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@BHoNz, FrRIGOFERREREL3.4+1.85
ME—BYEThH-7z, REFIZREIIIRT, %
72 DM, MB-RF ([CBUIEE DR 5 17z H
#H4I2RT, :
b) Hypoxia # : 958
B B B 1 BA 44 1E BT ) &) Bk i1 pH, PaO,,
PaCO, (3 &4 7.37+0.03, 47.4+4.0mmHg,

Control
DMCoagulation MB-RFCoagulation
e Cat No.T-50 mmHg Cat No.T-47

|
|
N |
100 | ‘

== 3mA 1min == 3mA 1min

X3 o> bFo—nBRERFICBIT 5 MBRHEIEREN
BP, ICP, CBV it ~d.

iz

32.1£5.1mmlg T & - 7z, BP, ICP % &%«
143.1+17.7mmHg, 8.5+4.5mmHg T % -
7z,

DM 33 | BB RO 5 N DIZ14ERS
THotz, 20 L13FPITHEIZL ) BP »*F
f% (—17.5£13.3mmHg) L, ICPi32.3+2.6
mmHg L& L 72, RiGHFH#HERIZ1.8+1.1%
MTh-7 1HTIEHEEIC L) BP»179
mmHg & D136 mmHg ~ & FL, ICP 4 9
mmHg £ 7 mmHg~ &b $ToIic TEEL 2.

MB-RF #5148 | BRI B 14 R BB 5
n, 5 H12BITHIEICL ) BPId TR (—9.3+
7.9mmHg) L, CBV iz2#inL ICP iz b ¥ Hic
E&H (+1.6+1.2mmHg) L7z, KEOHkT
1L.7£0.79MTh -7, BD 2EKBRFITIX 1F
HBPAOLEAE & LIZCBY, ICPI3 & { izt
m, ERL 7255 o 1 61Tl BP, CBV, ICP
WEITEL o7z, REFIZRS5ISRT.

¢) Hypercapnia & : 1458

Fisi % B 3 BR 44 1 A7 ) 8y Ak . pH, PaO,,
PaCO, i3 £47.11+0.14, 103.2+14.0
mmHg, 71.4%£12.4mmHgT & ", BP i1

L s

X4 ifll DM, MB-RF (282 bn 72 4R, (B BER: 1mm)
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Hypoxia

DM coagulation
(P.%:s‘“m)

ml[lll!lllll'lllll |

cev | s

MB-RF coagulation
(PI%‘7.°I|IM')

H’Iﬂllﬂ]"mnummnm i e
- 3MmA 1min - 3mA 1Tmin
Cat No.26 Cat No.25

E5 hypoxia A ERSIIC 1T 5 lBEkEs o BP, ICP, CBV &+ Rn.
Hypercapnia

DMcCoagulation
(paco :76.8mmHg)

aC0,:76.8mmHg)

MB-RF Coagulation
(Pacoz:s 1.4mmHg)

300> 206, 062
I A
e
100
m| Hg
mmHg ,, m
e ka1 | T
W AT
0 o
ol e i L
R TR il :
csv T i il ”|||]||I|I|hh|l|l|||IIIIIIx,:vaJ
=3mA 1min ==3mA 1min ==3mA 1min
Cat No.19 Cat No.19 Cat No.15
X6 hypercapnia BftE=BIC 1T 5 MuEakiErs o BP, ICP, CBV 7 &%+ ~7. MB-RF BT
12280 nEr@BH LN,

126.8+15.6mmHg, ICP /329.6+15.8mmHg
THotz,

DM Bi# : BB I3 UERFICED L,
IBUBITIY Pu— B L IE R - B bR
AL, BE#ic & WBPIz TR (—11.4+5.4
mmHg) L, CBV i34 L ICP L EfL T
(—2.2+1.3mmHg) +5 &5 —ifk (1.2+

0. 37 NELERLL, BRY D 2ERFITIR
a3y b o— L E% BP Tk, CBV, ICP
ib¥rickERL, 1ERHITIE BP, CBYV,
ICPw§ndy ERAL,

MB-RF 8% | 1565 B Flic TR E»EBH &
nrz, 2@BNORERABHLNL, Tihb
b, 9EBRFITIZ DM REAF & [F4% BP »* Tk



550 ¥ 15

Hypercapnia (PaCO, 70.5mmHg)

Cat No.45

(3mA 1min)
X7 hypercapnia BBV CM, F) X577
> #5512 & 3 BP TReEE L, DM RiEes & I,
ICP, CBV |3 BP{kHFMENZ LEZRL 72,

(—9.0+4.6mmHg) L, CBV i34 L ICP 12
—i&% L.0£04R) IcTE (—2.2¢x1.4
mmHg) L, 5ERFATIIL{¥icBPIZILRE
(+4.7+1.6mmHg) L, CBV {3#mL ICP i1
—i@M (1.7+0.85 ) i L& (+2.1+1.7
mmHg) L7z, 727 1 EBRFTIRBERICL S
EL3E L b o7z, REFIZEH6ICRT.

% 7= hypercapnia & 5 58 CHk# (DM) 5
MERNCHMm (5 ~10ml) H2WiE ) 227
7> (0.1~0.2mg/kg) NEIRN %5 %2 47> BP
# T &4, CBV, ICP nZ1L% MEdiiEes
TN EHBL, TR, B, PV 257
7512k N —&ic BP #10~20mmHg
BT &45 & CBV, ICP & &IcHE#IL TR,
THT 20D LN, KICHEE#EIC L) BP
TR 72384 4 CBV, ICP (34 FEgENZE(L
2ELZ(H7).

d) BEBE: TH

B R BB A E BT & IR 1 pH,PaO;, PaCo,
138&~47.34+0.07, 106.9+15.8mmHg, 30.7%
4.5mmHg ¢ & - 72. ¥ /2 BP, ICP {3 &%
124.4+26.2mmHg, 36.9+4.0mmHg T& »
7z, 2D SN —MEICEL B EE KD
A5120.8~1.2ml TH - 7z,

DM A3E © BHER Y BRDH LNz D( 8 EEPI
Thotz, EPlicE W CHSERBERL ) o>
Po— B EREIBBP A TE (—25.1£12.0
mmHg) L, CBV #inicFE#HL TICP H LR
(+7.5+4.0mmHg) 526 & 1172, ICP A5
BEICET 5 THORMIZ3.621.60ETH -

Brain Compression

DMCoagulation
(ICP:36mmHg) (ICP:35mmHg)

Cat No.12

== 3MA 1min

X8 MuE# (brain compression) BEfLEFICEH
It % BiskigiErs o) BP, ICP, CBV miték%
wY.

== 3MA 1min

7z,

MB-RF### : AU < 8 EBRPUCTRIBEE SR
HHn, £FDMBER L RRNELELTL
72, BP D TF%1316.8£9.2mmHg TICP » E
FA134.8+£3.2mmHg TH - 72, KIS DFHEF
f122.6£0.67MTh -7, REFIER IR
7.

e) SAH B : 1558

15887 3 BECI3RiEraRIBIC & ) #1THD ICP
TLERErERIN BB TS, KRSH125E
TIRRIGIE—BETH - 72, HERIERAER
N EYR M pH, Pa0,, PaCO,i3 &4 7.43+0.06,
96.5+14.3mmHg, 31.1+4.6mmHg T &% -
7z, #7: BP, ICP(38E#%MK<{)I2%£4133.3+
10.7mmHg, 12.2+5.8mmHg T&H - 72,

DM B3 | 12BE B R AR 3 Nz 1L 16
EBRUITH 72, Jb15FIH Ty b o—nBEL
FIFRERAAE % & ) BP I3 TR (—16.7+6.8
mmHg) L, CBV > #m¥2 &L 4IcICP iR L
A (+2.2+1.2mmHg) L7, KibO#FHKIF
2.1x1.09MThH-o 712, BN D 1IKRBITIE
BP, ICP, CBV & § Tk, AL 72,

MB-RF 53 | 1288 /P 2052 B 5| CRiHE B 938
HHNTz, 5 B18FlI BT DM Hiies & FH
BP » Tk (—11.6+7.2mmHg), ICPH LS

MB-=-RFCoagulation
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SAH
DM coaguiation MB-RF Coagulation
mmHg (ICP:23mmHg) mmHg (ICP:22mmHg)
200 200
BP | i I IO gl
100 T 100" . o
mmHg mmHg
50 50
IcP | == I e ey
o o
+

U] i i
== 3mA 1min

CBV :|

Cat No.60

== 3mA Imlﬁ

Cat No.56

X9 7EETHMm (SAH) BARAIC BIT 2 huEHER» BP, ICP, CBV »

HERETT.
mmHg
Cat No.35 40
———|icp
60 95 150 0
4 ) 4 i }__mln
SAH RY S e Rt
N/ A4
DH MB-RF
mmHg
60
60 175— —130 0
7 o e b
SAH Re it ROt mHg
Wi e 100
ICP
Cat No.61
0
60 120 180——
L
SAH Rt VL[. Rt VL(
i MB=RF i
80
p—
1CP
Cat No.62
¥ e e
SAH Rt R [t min after SAH
N/ N/
DM MB-RF
Cogoulation Coagulation
(3mA Imin) ( Imin)

X10 SAH 2 v T BB O E{bA— B %
Th-7:13 (Cat No. 35) nICP »iZ@
Ny x—2EEEIC, [ERERSEL
338 (Cat No. 39, 61, 62) #LATICRT.

(+2.2+1.8mmHg) #3851, 1.8+0.85
THAERTOREICEL 22 B 0 2 EBEITIL,
1 %%* BP, ICP, CBV & 4 RI#AL TTR, #id
L, 16ITiZ BP #* ThL 724* CBV, ICP icid
Bl EL Ld o7, KRFAZRIICFT, 12
BEOERBORETIE, MEEICHBOME %
BHLLDH L, EICKEICHEYEZRNE
mzHBRLTw3L0ETHY, SAH DREE
B—Tl3 L7,

ETHED ICP LR BRI N 35 :
Cat No.39, 61, 62TIIHI0N Y 2 —=NT &k
CRABRAEEE 20 2 2 12 D4 ICP IE S ER IR 1= F
ALBENICPLEKEICE 72, T4bb
SAHER #% 2~ 3 B TICP 1240~80
mmHg ~& E& LIZIZ—F & % » 72, BiEEI
ERINEIRM pH, & A 2ENHEIZ, —BHNZE
L2 ELLHRDOI2F L FHTH - 255, ICP
13% 227, 20, 47TmmHg & &A@ A & 1L
7z. X11ic Cat No.61% BP, ICP, CBV »%E
BXECSR 2 REMAURE & & ISR T, RRIERT20
mmHg T&.- 72 ICP #%, BEEI%#4ic>
NCBV DM & & L IHER T B IZ 13440
mmHg 12 EA L7z, F7- BPIdBEERT & D 150
mmHg & BBECHRFIN, 20%I 5l
EERRGEHEVZH L ICP I3 L 3
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100

5P| ik W g Wit M Wﬁ'

mmHg
50

ICP MMWW

o
W —
1min
+
RtL.DM LLDM RMe-RF Lems-sr
C: C C
3mA
(3mA 1min) (3mA 1min) (3mA 1min) (3mA 1min) Cat No.61
—160 120 =/ /- 150 / /- 180

min after SAH

X1l BHERERH,ELS N/ 158 (Cat No. 61) o BP, ICP, CBV & {bnitskd nd. MMEh
Rk, CBV ol & & 41ic ICP (320mmHg & Y 80mmHg i EH-L 72,

X12 2MmEREORE, CBV o —EASL ) Foim L 228D i h 38 &5 7z (Cat No. 61).
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X13 b)

X13 a)

X13 a) EFRAICIASE, WREZRT S Emfilx
BadERIC 35 & 4s SAH %8807, SHERRERR
& N BEIERECL, SRTEERD 7 EETE
OMEIZEBEEN T2, RENZEHRINE
ML 728845 %77 (Cat No. 61), b) R+ 2
DRMHERICIE MHBA T L Tz, ) AR
I DFEH B BRI E > &AL FB 2
287z,
#121380mmHg & % - 72, FA a D ERAIIC
CBV x> #—#HAMOBEE IR T 5 L FTMm
L KBAEREL ) IHEMEICHET 20088
AN, BUMERIEELZDNDEEZ LN
(R12), FAanEHK%, EE FEEZ2YEBL
2l A, KBFEICBLRSAH L Hick
I TEi L 7Rk At 56 5 1, Ao BRI
DEBIEIC D ME T L Twz (X13), £/
B IC THL U MEBEOIASE L UVBNEERN
DHMIEEH T2\, D 2] TL FEBR LR
Rrionr,

% =

WhW 2 MAERR (cerebral swelling) 13/A3%
IR BEROBRE w2 S THRET TR

X13 c)
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BIET 55N, MIEAD 5 I3 HREE D KS
BOBEMIZED CHKEE (brain edema) &,

B 10 B BRAE AU & B B LI AR 43 ) B I D ¢
BMERAERE (acute brain swelling) & i2K5!
ENns, N LBEEENBERIc L Z ST
B2NBEENAREHL VT FREBICA
B | ICP U, BiEERAHMEEL £ T2
R, BEREBEZOMBEEEEZ LLLTRE
Thb, BBENKMFEIIREFAE» D1 ~2 BHE
MLTHERBRICRE, EITT520°%0D
XL, #®EO SEMAERRT EEEIIMER M
nEREEIMFCREL, B2 B8 %k
AHENBEAICL 52, B TEITED S
EXICPL#% L7256 L, 85 ICP BE#E
LIBEDRLC, BERNICBO CEE L AHE
Thb, LCRMEETLEREFMPICE
ET5L0BMEENEL SHLIBRERT S
EZATHN, HEEHLNDFTLL 28HIaE)
HICEELAE*EEL L, BHTCFEFRRD
RETH 29,

SHERERIIMEERICE L AEE NI TR
SRMDET & & 1213 cerebral vasomotor paraly-
Sis A EBREL L TRETHILIIRBNOLWE
ZAH5THHH., L ITME ARG (vasopres-
sor response, Cushing response) % fv31718),
MEAEMOELMEERL L L2 FBEME
(capacitance vessel) IZHEAT 2726, EHET
IR EEEREZNI~ 4% hhH%
Vi IR A2SEBUC B R U B A RS B b
REEEZ L b9 | L [&iL7% cere-
bral vasomotor paralysis #f\ 7% B FIc &
NEBEINDIPIIELICIEBHIN TV N,

B M (I ER300 LUT OMEIIR) BEH R
HERFE L CHBRERFOEL L T2 o008
BICEOFREGINTWEZ L L D82 ikl
FERE O S EBIE % & < DT ORE - KD
L DR L EINTET,

% 7" Langfitt 52723 BBENSL—> 2 B
IR HERAICEHICP, WMEHB%ERL, £l
R RIC B ERERIRET A L2 BEEL
2. Thb bt ICP &AL 72 6 TREREEIC
& - Thi hypoxia, XHKEN KB A 2 B H
B, FORBRBOERBRNMETIELEINS

iR

&5 ischemic vasomotor paralysis D&
ZREL, RMERTFE2EREALL T3,
SHICELPIE R INHEIMEET VT, SHME
BICET 1R A&l & 5 hypoxia, hypercap-
nia *BMEBERREEN—ETH 5 L BTN
50, MOWREIZL>TLEHMTEE L
hypoxia, hypercapnia ic & " &L % cerebral
vasomotor paralysis 7" L 5 Z L PRI N
T\ %299 BERGIIZ 5V T H BEMRERD
A, BERICHREREZSES CEEICHESL
TWBEEZ LN T3 F Rl
BIRE % & L BERAH T2 BT 2 L &
LEIANDLHANEBEEETEHH» B EN ICP T
B§35036) 5 S i RR °7 ¢ PCO, #° kR, E
REEA A > (HCO,) »b L EENT & F—2
ZRBTHIr LY, MESICTIEH LR
BEICEDCBRAET v F— o AN ERE
BT LEECEFE2 LD EHPMEASI AT
5. %L CHEEN SV— 2 & B BinERRE
ICRET 52 ERERE TV EEERIMES
1233 L < THAM S0 7 4 VLRI B TH
5 & DO R m R RETICKFEA
A (H*) 5L Twb 2k, o N RS
RFNEEMEZTHRTLLNOTH S,

—%, BIECT 2 MEEREERFICEL
Tid, 19284 Forbes & ‘YA ZEERAT MR %,
19324 Chorobski &2} H [l # #% B ) Bl & R
MEERRIMT A Lic k), RMIERKIEERA &2
INHE, IRT 2L 2WMEL T3, Zhucm
2 A HIEREIC A T TR D KFT 2 RIS 5
ZEick VBBENILRAE L S EE® L
D, BEICHNERR BMIEREEECIER
T 5 HEMERHK (cerebral vasomotor cen-
ter) DHFFETHZ AP LH,IZENTER, B
5HIZKERYIC IshiiPIZ K TER, Le Beau 549
% Meyer &®|3HH4, Obrador 52233 & <
ICENBREREIC, S24EE2MALZ DHKER
EERT A L2k D, BRRAIC L Nornes
LI RIREBEEEEAOFMIC L ) SMEBERD
REMALONIZZEERELTED, wThb
cerebral vasomotor center ?)HEEREHE A<M i
ERNBE A (BHMIER) nREICH
BGLTWaZ L& TMRL T3, fgHss-
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{3 & 2 # B\ cerebral vasomotor center N
ET2LEZ LN LEROBVRTHE FUMKE
WA R g, #iEsko BP, ICP, CBV %1k
PEBRENC L b 2, BB RRE O MRS
ERAHRAE L 728 R B R RIE T, CBV 80
PELICPHYLRETAZ L2 EENICEERAL
2.

L ZATHEH S DIMBRIE 21T 5 22 & 25658
h6IE (¥10%) TN ICP L L & LIS
SMERERKESER I T 559, &) 5058
TIRITRT—EMD CBV HEficE & -7
Zr&N, TNLO6TETIETALLDRERICE
N TICRHNERRVET LS EREREED
KR ESNELEL T TRESLEZ SN 5,
F 2ERIRIC BT 2 ERERIEEFITIE, 1TIR, 18
BAeICP i L plmmBEEIC L,
HERFEML TRHOLERRIMETL, 251
— KM, ZIRVEDBRERTAHESY 9 ek I B BRI
TICHEZ»ITARELLURFET S L EbN
5, ZZCEBDERFICHE L RBEGLER
EL, TTICRBERTFIC L ) HOLERBEIE
TLAARETHBROWIE 21T - 54, ML
RERVELICHEERFENLTEDL ) IZR
EINsreRET5Z L, SHERERNS
EBFERHTLILETESTCEELEZ LN
5.

FIRBICHVLRBHOERERICE LI
THETHDY, 7513 1EHRENATE
MBETHT, TNz 7027408
kS CEELL 72, T THBIEAIERRRIC
BYTicr s s v #&E5% 1BMULETSED,
WRERIC L 2 BERAHB~O B IERTE
55950 % 1 MBI fAE AT ) BP, BRI A
A4 (hypoxia #, hypercapnia 8% % <),
EEiE X F#T (hypoxia B, hypercapnia & % &
Y arvto—ABLEEEILZ (R1).
W 2 IC BP, BhARIM A 25>, BeiE - FHT DM M
FEREICE 1T ¥ % %3 hypoxia B,
hypercapnia B % &\ 72 2 BETIZERTE 5,
UT&EBIZOWTRET 21T~ 72,

a) avru—n#iconT

19E BB 18BIc 5 v THEH 559 L EHENE
BER %8/, ¥4 b5 DM, MB-RFBEIC &

N BPIXMET$ 54 CBV, ICPiz—#&HIc3
~ 4 53f, ¥, EAT3 e —EnELD
BH o, EBEEEROBRTHMLS -
W22 77 %51 TBP 2REETRYLD
TH CBV,ICP 23 L A EFEILL vz &Y,
BIIRIL 7 RAYE S O BALD e\ 2 &V L,
DM # & 1 MB-RF #3851 A & 11 5 CBYV,
ICP »#in, E&HIZ BPOETH B WEZ IS
Sl KAERFENTEL0TIERL, &3
ISR MR R 1o 2 ¢ EHRAY 0 B B SR VE D
L NBFELENDMBHRALET 2L E 2
bNb, F72BPO—BENTRE#A5IN
{2 DM, MB-RF Oz & ) SR TN EAL
RREARE AR & EGE O L MBS PR (car-
dio vasomotor center) & DHRHUEEKDD—EL
PHERERIC L D EMI NG 2, TREEE
RO—RRLRRETHFEL LD LBBHEN
350, R L g H 555 IE FRAARRARIC L REE
BEERLLD, BEEREE L CREEON
K#%#175 & BPOE#HNHRAMESLE L FCBV D
%, ICP D LANKKMEANHEL, RIGOFH
FELERT 205, RN —BYETHE Lt
REBTWSE, ZHNRELNVBBLSEIZE K
BERE L UBNBIROIER M+ HRT 5 88T
L, b H—ERo R BRI S X e
EEICHLEEICHET A HAL T2,
AERIC BT LR EIER D BP, ICP, CBV
D—BENELIZOWT L RROBF 2 BEL
T3,

b) Hypoxia iz DT

Pa0, #50mmHg A77# 1= PaCO, 13 =AY &5
BlICH#R 3N, BEEMNICP i3> bu—L
HINEECH(W2E2 R, B8ERT
iz Pa0, 30~50mmHg T~ "B E gt R
BL, RBERTF2NTHBATERRAETIC
S NBMBENHEMAIET 22 ErBREINTY
pen~68)  EEERAgc & PaO: 50mmHg 871413
Boi M & A B e L, ALIRRDEG L %8
ANBLXNTHB, BREMETIC hypoxia A%
£ T 5 LBIFR L ) — 85I PaCO, 13K
LBOERIICLAIELNFNHELE(Z
T35 Z e LN TV B, RERTIIAES
MR T ThHBDTPaCO, Nl > bu—n
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BrEEZEILL, RER~OBEIIEHRTCE
5, BEEEEEIC & 3 ICP, CBV nZ&{bn iR
DM, MB-RF 4288 #1# 2561 (90%) T2
YEhue—NBERAKTH -7, BPOTRIZD
Y rue—LVBELREEEIR> WY, CBV fiEhnic
&3 ICPO EROBKES & U R 7 R by
MIER (BRE  p<0.05) 12/ & 0% HE
LTwiz, ZHERBER LD hypoxia BT T
TIRELERRNET, CBV omb L Th
N, ZNICHER cerebral vasomotor center
DHELMZ TLHREERF % A9 5B 0ER
RIET 245, TORERREFINZLNL
# 2 L7z, 72 hypoxia BENIEERTD ICP #¢
arybe—nEEL)LEC (p<0.05), FEME
WHEENIELZRETHIICL bbb T,
DM & & * MB-RF 8z & 3 ICP» LR
Eidh - 72 (p<0.05) » Y CBV oighnsd
TOIEERBLAZLNATHS ), ZHERK
ECEHSERERIZE LB EEESN
5.

¢) Hypercapnia iz

REES Z 3B TV EIRIERE A L
TEY, ZTOHEL L ChashiReEE F g5 Mian
O pH DETICED L DHO"VHPFEHTH
B h%, BRI REE R BUGHE % il #1954 H
FETBHZELLEETE WD PaCO, & Bk
mFEEDEBFEIELOWTLELL NHEL A
5279~78)  Reivich™ 2 T A 7L HWT
PaCO, & B i & & » %R % 58~, PaCoO, »*
20~60mmHg > & B T I3 B M H A1.11ml/
min/100g/mmHgPaCO; » R, ¢ HF iz Bin
L, PaCO, 80mmHg THi ik ENEIMIZIZIT
BRKICETHIEZ2BEL Twa, 4HIZ
PaCO, #70mmHg i 58 & L ICP {3 #30
mmHg 2 FR L TE 9, FKBIRE ¢ 1Bl Bk
BATEL TR EHETES, MBRKEICLS
BP, CBV, ICP mn%{tii DM, MB-RF 4529
EBRFIR RSB TN AL IR L » @R %
~L, 25%8%] (86%) T CBV, ICP »*BP{k
FiEcHBL T 5%, BP 2 DM BiE Tl314%
EFIPI13FITTRRL 724°, MB-RF##E TI315
EEBRHFIHP IFITTMRE, SETIREIZERL 2.
hypercapnia #¢ MB-RF ###C BP |2 2"

=

DA 1L 72 EH 2DV T it, hypercapnia
T T RREERLFIEL R NIz RKEBIZH D,
BT 2 BEHERRR O M BB BB D B R
#y%i A% normocapnia F &3 R% > TRH—L
b LI mEHDHY, £hic DM, MB-RF
DESERNKE S, WENDLT LB, #
Blddrwizds5icHlg L - TP, #HREIC
BP DRGIZ 28 ) DRERPEL 2L D L HE
Ins,

Harper*®iz PaCO, 70mmHg L. £ ¢ hyper-
capnia T i3, Bmigiz BP &Ko ZblL, B
BROBEFAGREIEEINLZ L2 X THE
LT3, iiEBaAEAnc Blbh 2Vt b ) £
7 77icd) BP 2 T3 265 L DM BgIC
& % BP TkeEs CBV, ICP mZ&{ki4€< BP
KEETH-122 &N, SEEREL 72 hyper-
capnia TT{ HEIFRERG T TIREEINT
BY, »OREBREIRIC L 2 HEMERFICED ]
B MLE~NDEBENIERAER L2 Z L8 L H
Lol AEBR L S ICEENRMOELRE
8 Z 7 hypercapnia T T EABRBZMHEIEL T
LSRRI IIBITLH EHEI NS,

d) BEEEICOWT

ICP FLEEX B LRI B LT T &I > Tl
BHTE DBENLINTWEY, ICP LA
nNFE, BESOHEROMERICLYSLOD
HRBREL->Tw3, AESFOMRECEER
WK% & 2EAT B v bW B hydrostatic %
ICP EA TI280~100mmHg*»~29 T, AN L
I U= L B HHERETIETTICI
mmHg™ " CRnRET, MAHER 2 RE
ThELwbNTWwa, 50 ICP NELEEIZ40
mmHg T 0, $TIzlERIC L 5 RELLE
L, RBEEFEAL CRHOERRNETH»H
DREFEL TR EEILND, MEBEEIC
&% BP,CBV,ICP nZfbiz =z~ F v— VB
HALiEm%mRL 77~ BPOTKIZDM (p<
0.05), MB-RF &y 2 b uo—L# L) kEW
%R L 7225, = ICPh LEEEIRa~
O— VB LIZIZENER R L 72, EENREEL D
vha—LBINELPIE, 2N KT
FAT YR > T2 —F, BRIKERD
BP TRz & 2 BMEIRE (cerebral perfusion
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pressure) N{ET 28I K E T, B EER
ik RMERRICE LITTHROMBEM TH
REIRBELEZONS, LELZINRED
ICP TET T RAHBEERF 2 AT 2 MOE
ZROFAHMHTRAEL, S 6l L Hhnayic
PEERL 5 5 Z LARERAE iz, BBET L cere-
bral vasomotor center ND—¥RDREH TI3 2 >~
Fo—AEETALNZD L R, MOEREDN
ETiR—8ECLEE), SHMERIIREL
oz,
e) SAH#iz>w<T
Nishijima 5 DEEZL R EHARAE = & 2 FETH)
NERBREFICL S L, HORELD 2HUAD
HEHFECHITIY, BL N 0BRERDICELY
R EERE I NS & &L IR ER ORI
BIC & N BRI R L2 fl, BMENFERIC &
ZEHLMENMBE L & L IchERZ E2L T
WEBIBA LNz E V), 2L ONFIREK
& T3 SAH BEFECHITIL RN AEDE
iz L 7B FBE R O SR
LN LN EELRBRENIFEET 54
HHEHEN TS, SLEBWERD LW
SAH S DEERBINKRETIC & 5 &£ SAH i
LN BEERBIRITODEERES &2 LoV, BN
REIETL T2, MEHEADMERRIL
WICET L, WEIHREL TE 097, ik
i3 BP OEB)C & ) ZERICERT 2 RKIBIC L
N esnenss) ERME DKL ARGHELEEI N
T\ 59098907 » HEFHI N T 3,
Hroonien iy SAH o) SR i efk ICP BilE 217
W, ZOBHDFET R AL cerebral vasomotor
paralysis (- & 35 CBV /o #inic &7 { #1714
NICPTLEILH B ERFL TS, Tibb
Hunt ) grade M~ VO BETII TN LEER
(pressuse wave) D4, grade »*EfL
¥ %%2 cerebral vasomotor paralysis & E
THY, grade VTIZ7T I 7K EIZRYL ¢
MRiB L FEHL 2EEN ICP LA VRBH L NLE
HECICES Z L #@EL, MOERROFAL
BENRE*RMT 5 ICPRENEEKL %34
HALTWS, PlEnZ & &) SAH»#RELR
BR, BB LIS, B & - T cerebral
vasomotor paralysis %4 I, CBV 7 &% #n

I & 2ETHED ICP Tk (BHEMIER) 4
EEINLTHEMEIREINS,

SAHBISEEFP 3B CTHRERZ T L
CBV, ICP#*Ee ey ¥, £ & L40~80
mmHg O ICP 2% 5 W7z, BAH128TIz
> b e— B R, BIc & %5 CBY, ICP 9
B, ERERRRN—BEICK-S TS, #E
DRI IIIEHEIERK I L BP iz DM, MB-
RF &5136 KB HIH3561 (97%) TTREL, Z1b
DEKEIZZY Po—nBLRABETH- 2,
L & L B2 B #5 1 A7 7 ICP i1 hypoxia & &
hypercapnia #niizHHE£27RL, 2> u—
NEEEDIEE (p<0.01) KEEZEL T
Y, BMEBREEEIC & 5 ICP LR K AfEIX DM
(p<0.05), MBRF &b 3> b u— B L D/
EWERE #/RL 72, hypoxia B R, TTIC
Fii 1l B R IRDE T HFE L T2 MR R
FENT M7 MEIRIRTF R 72 L 3#
Z23INs,

K LB ERERNOER I N 3ETIR
iR AR ICP (231 3 20mmHg L E &
BuEmERL (p<0.05), FA 95 1M
EERERGIZE D ICP LA BEIN TS,
N 3FTETIE, SAH I & 5 HEHEBIRINEE
ELEICICP L&, BEENI V7747 X
DETH L ORIcm A~ HR L MBRERIC L
Bt i 5 SR SRAR AR OREAE R E L 2 0, %
I~ AR cerebral vasomotor center @
BB b - 72 7o H SR ERZE - 72 T 8B
R E N, EEERKIGIRE 522 0@
PRETILNDEE L LN,

f) SERERREERFEORE

SEREREEERICEWT, HRERTS
JURBERF>RAOAERRETICENL Y I
BELTWwao2Mb B0 TLBNRNEGER
BELZ, 2L THRBMHMERFiIcEZ D TURLE
RROETHTTIREL T aREBIC2 LItk
(¥ cerebral vasomotor center (DM,
MB-RF)##ic & 2 #iRERF AT 2 &
DILRAEAEZMTML, BMABFRRNE{LE2BE
L7z, BuspRfiBic & 5 BP DT RIEEL S
BERT OO FRRETH»EE LI E BRI &
AT MBI RIT G L AT 5 2 &,
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F o BRARBICEB MBI A4 L T v 3 hyper-
capnia BT, BEREERIC LD, L1z CBV
CHEABLRTROBOEZRRETIIEAS
TWIZEHKBLEEY -T2, Flzarybo—n
H2ao, RNEEEEIC L 2 HnERRET»—
W TEUREL 729D cerebral  vasomotor
center 2B IC R ICOM L T 5o, T
DFREE ORI BEAIER Tl E B IR A <
LOrEZ LN, THOERERIZ, SAH #%
BRCREBENBT TIE—E o cerebral
vasomotor center NEFIE 2 M2 T L SHEMIE
BRREELEENZEZ2TRTLINTHSHS, —F
SAH #CI2155EF SFRICBMERERI L L
727, BERIOBIGRBRINEEIC L 5 ICP L
F, BEN Y774 T ZADETICHBRNA
NaEaEmAHE) Z &k D, BROLEREN
AEEKE, BST2 & EMERREEDEMR
KEL B LDHFEELTE Y, £ 2~ kAL cere-
bral vasomotor center DMIEA M 2 Z &
&N BEBERAN L ERL 2 WHEI GV EE
P Y (-

WEwe L ¢, REERTFERSLWIZENIC
cerebral vasomotor center ?)—ERNDEEIE AN
bo TLRMBERIIREL#NZ EHLAE
Ehotz, LALSAH D & BRBIREE
I2#&D< ICP B8, BELKIC B L sEi8,
B fFET T, kA7 o cerebral
vasomotor center NEEESMb B Lic k)
SHEMERIBERINES Z L HERIICIER
ANz, ZOZ EIESERERY, BRIREYICH
JREE %15 SAH 28, —IkiE, ZIRIEREE
B ET L EERBIMEFICLITLITAMHT S
EEXFEMITrbnLEI LN,

#®

BAET08EE Hv 2> o — LB (normoxic
normocapnia) & hypoxia (Pa0, 50mmHg),
hypercapnia (PaCO, 70mmHg), BEE (ICP
40mmHg), SAH o 4 O IREIKEE # FERL L 72
stodraEL, ABERT24L THLER
BT TIRIET L T v 5 4K HE T cerebral
vasomotor center & E 2 L N HMETEEA
% (DM), HE#EHE& (MB-RF) % E4089ic

B

BEL, HRERT M 50 OERRRAL
RBEERFICEINEN L) EBEZZIT S
BP, CBV, ICP ##iGllE L LA ME L 7.
2> } v—) LB, hypoxia B, BEEEE T
BRIz L ) BPIITHT 5—F, BMOERE
DR TIEBEOBEEIC L Y, CBV, ICP i
F#AL <, &L 72, hypercapnia B Tii
BP iz TEH 5\ i3 LA L, CBV, ICP {2 BP %
B b L2, L LUE4BEOZEIZ T
NL—BUETH)ZERERIIEBEL 24 -
72, RBMEEFEAL -ROERRET 4T
KBTS ERERTIT > 2 RBREDRBEET
i3, BRERTFE2AMT 5 HEOERBRNMETIEA
BRHBTHLNLEEZ b/, SAH B15EF
7 EETOEMNEFRTH - /= 3 BICHEIHRE
IC& N BERERERESIN, )b 1ETIRO
EE& G % % ICP 12480mmHg i L& L
7z, BNI128ATIZa > } v — s AEROEL
%L 724 CBV O%init hypoxia #% & 1213
BECHH NG, DEoER, SEEEL:
FHEGT CIABHE R F 85 T SRR
BREELENC L, TTIRABERTFENLT
HHEEROLERRIMETL TWTL, DM,
MB-RF /N E WHHEEN A TII—BEICE 5
IR ERELET I3 00, ETHENE
MERRET®RE (BHMER) FTRIREY
BNZ AL E L 72, SAH THIENE
BREEES L ognic k2 ICP EA, BE
W7 74T > RMET I 2 BEBNBIE, B
BEBHRO LEEESIC & 5 EEE L RMBRD
B, BEEESFEL TWHERTE L ICH
#0) cerebral vasomotor center (Z1REAMb
% &, BED cerebral vasomotor paralysis 4
BREN, SHEREEN BT LFRBEIR
Ban, IEFERGIZEHICINEMERTS
LnLEZ LN,

FEmaiciis, HBBL 2WEE L HRAEE
boBHER BHR L EEHNESLHBEL
KIETEW - RB A EMHAT 2 M, BHENEFREN
BREFOHMERICLL ) BRHBELET.

kB, FRIOEERITHALE B RSN BES
#Be (W), $28EE & FE2AE B A BEELRKRS
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Experimental study of the causes of acute brain swelling, with
special reference to the interrelationship between neural and
metabolic control of cerebrovascular tone
Yutaka HONMA

Department of Neurological Surgery, Okayama University Medical School
(Director: Prof. A. Nishimoto)

It is widely accepted that an increase in the cerebral blood volume (CBV), secondary
to loss of cerebrovascular tone, is essential for the development of acute brain swelling
(ABS). Studies have shown that disruptions of metabolic and neural control of cere-
brovascular tone are responsible for cerebral vasomotor paralysis, and subsequently result
in ABS. However, it is not clear whether metabolic or neural control of cerebrovascular
tone is predominant in producing ABS. The changes in cerebrovascular tone created by
destruction of the cerebral vasomotor center of the brain-stem in animals with decreased
cerebrovascular tone due to loss of metabolic control were clarified and the interaction
of neural and metabolic control of cerebrovascular tone was observed. Seventy im-
mobilized, artificially ventilated cats were divided into five groups: groupI: control;
group II: normocapnic hypoxia; grouplll: normoxic hypercapnia; groupIV: increased
intracranial pressure (ICP) by brain compression and groupV: subarachnoid hemorrhage
(SAH). The systemic arterial pressure (BP), ICP (epidural pressure) and CBV (pho-
toelectoric method) were continuously measured. One hour after the parameters stabilized,
the dorsomedial hypothalamic nucleus (DM) and the midbrain reticular formation
(MB-RF) were bilaterally destroyed by a stereotaxic technique (3 mA, 1 min).

In group I, brain-stem destruction resulted in a transient decrease in the BP (DM:
—14.14+6.7mmHg, MB-RF: —10.2+4.8 mmHg) and simultaneous increase in the CBV and
ICP (DM: 7.6£7.0mmHg, MB-RF: 6.0+5.6 mmHg) for three to four min. In groupsIl
and IV, the ICP (groupll, DM: 2.3+2.6 mmHg, MB-RF: 1.6t1.2mmHg; group IV, DM:
7.5x4.0mmHg, MB-RF: 4.8+3.2 mmHg) decreased after brain-stem destruction presuma-
bly due to the preceding vasodilatation caused by disruption of metabolic control. In
group III, the BP decreased or increased, and changes in the CBV and ICP after brain-
stem destruction paralleled those of the BP. Marked hypercapnia probably yielded the
maximum cerebral vasodilatation, so vasodilatory effects by brain-stem destruction were
completely supressed. In groupV, 12 of 15 animals showed essentially the same response
patterns of the BP, CBV and ICP as group I after brain-stem destruction. The remain-
ing three animals developed progressive intracranial hypertension up to 40, 70 and 80
mmHg just as in ABS, with an increase in CBV after destruction of the brain-stem.
This study suggests that in many animals, ABS is not produced by small lesions produced
in the brain-stem of animals with preexisting decreased cerebrovascular tone, as in this
experiment However, in pathological intracranial conditions such as severe brain-stem
compression ischemia and disturbance of the cerebrospinal fluid circulation with intra-
cranial hypertension, ABS might be provoked by destruction of the cerebral vasomotor
center in the brain-stem.



