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EEEMEC SR T Mg S, Bo
B TREL DEITHEICHMEREI AL EL,
FRLRENETEZ R TREILRREIC 2%
RfER e LT, LISLITEAB L iEEE
FL26T 0, BEENAEEEAL-ELE
BLRMBEN—D > T3, > TEFNRE
IZoWTEL OB LI NTCELD, LBR
BHORS %, TOTFHREFRIIRS THET

5., —RICEBEREEOREE L, MmERE
& T 9 % 4B cerebral vasomotor paralysis 12
& BB f R OB, Bt & (cerebral blood
volume} DEMIZ L 2L NEEFEZ LN TV BV
FORBARFICEBL TRIEZSICIIBHINT
WV pua,

o

Cerebral vasomotor paralysis WEE & L T
X OREEFEFEZ bRTw5, — D3k
HF, TbbRBBCHFETLLVbATY
LRMEEESPENPIEIC L B LT 58, b
5 eI BB EENE (intracranial pres-
sure ICP) Joilc b &7 ( ndlon~4 KX &
P, TP xic b DABEERTENL TH
MEREETHET L ET2HITH L. EFEDL
LEER L )RR FoOMS #HHE T 5 BT
Wi i R IR AT 5 EEZL N T BHE
BER T b bR TERE AL, ARk,
B UEBEREEROBE HERE2IT-TE&
729098 ZfER, T 6 OIBALOBEERE
EERAERRELETY LA L, BRSNS

743

WHERE, 7 EETHIL Y &2 & 5 ICP TR
B CoORBEERRE > RIERIER * SEic B8
LD ENELL L5129,

EZAHTICPLEEZE 2T L) —DOFRET
& B WG FERE | — A i i i BE PIREAE > 7z o M8
By OEMIRE L, £& L TEEMENM

ISR, HOBAETW-- DNFETBHINE
Eh, SMRERZIZ-30XFE N, BHF
BEOLEL2 L LANCHE SN T,

L Lahis, BENCT R¥ v &bk
T HEREMENRRIC L L2\, EEIMER
HHNTEI L VFH LB SN L K% -
R, EREIIMEBESERICHET LA
PRI R BB I B MR Ok & 3k, B
Bl -HFELEFL T2 22D,
LAad kD BEE L THTEORMEBRREEC (2
FEFEELREZRL LTI L ErH#
EINDODOH B, FRERBIC L ERIMEI
SRS T T iR EY B L AMRIOESERN
EEICHET ALV IRELALNIHICE
- 7‘—: 10).

X ZTHAMRTIINBENRENERETT L
Td B HAER RS # /B U, B S E S P
FAET 5 & SNLEMBERY (reticular forma-
tion of medulla oblongata MORF) #% ##L
2R, BHMERICSHFT 2IRIEEOREC Y ol
TRHERrBLIITY, BhnERRETICY
&0 B E RO AAYZER O ICP i e
LHEE 52 I ONTREIL 72,
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EBRIKREL 22151 TIT - 72,

KR 1 TRIZEOKME Vv, EHEEREE

(MORF) #I#DEHER, L OFEHEEC L
5 FER OB RICS 2 2B ERETL
7o, RICER 2 TIIUIANHRMZ v, HEEE
Bz 317 2 MORF #8508 Afvfisa it 3% 8 (local
cerebral blood flow, |-CBF), FirkiniEE

(CBV) BIUBEENE (ICP) ic52 5%
EREL 7

KB 1 CIIEBRS T 4B, 18
O 8 BT XY L TIZBRESIB % /5 F'ic MORF #l
# % 17v>» MORF # &> IEE RN BT AKS B
B2 BEEYRE L. 828 8 EITEE
RIFIC & D BIRRE# /B L, MORF #lgiz1Th
Lo RBEETHY, 538 3HITERIEEC
& 0 B E 2 fER i MORF H 8% 47y, Bk
SBICE 2 ARBICONTRET L 72, FiZ, MORF
Rz mEFREH ) 2 &4 5, MORF ##1
BTk FROBIFE~NDEE LA LD,
FEREREIC & 5 B E/ERKE Angiotensin 11 %
BRI 5 L, MORF # 8% - REEEcnE2%
FRE LY, TORKTEIZEZ 58I
DOWTSTHTRETLINEAEL L,

EE 2 TI3245846) ¢ CBV, ICP % ##hyiz
L, MORF FBAIENEILLBEL 2. 24
FA*1035 T MORF #I8H], & URIE305 LIA
) 1-CBF # #1172,

1. EREMRURER, IFRERETE

KE2 5—4.0kg? L AH565E % F v» ketamine
hydrochloride (Ketamine) 10—15mg/kg % %
RS L /EWEE W2 AR
BB EEEE IC BE L 72, Pancronium bromide

(Myoblock) 2 mg/keMERIRMAESIz L 1) EH)
iLL, vAEL—2— (Igarashi Model B2)
iEREL, ERNERICTHEGFRZT- 72,
Ketamine hydrochloride (2 B8 & L Cx/E1# &
MDA & L, pancronium bromide (3 AL
CEMZS L7z, —RIRREEIRIC ZRLENE
JxFrvFa—T7%BAL THRNF 2 —7
B=E=FEREMALTE T R F 22— — 8k
L, Statham M€ = % — SP-1401ic & 1) M+

E Ok

(BP) & E#tHlE L7z, BIRASF 2 — 7% 503
SLEI Y > % T —10ml/ke/hour DEET
SESET A E LI, BREAZIT-R, F
72, BEBIRMEZHRRL, 7—=r 7HMLE
# ZAHTEEE Model 165/2% F\v> TEMRM A A
S, BiERTHELMEL NS+ EHEEH
RS X ISR E S, —EERELFTEIL 2.
(KB IS BRI B v 72 heating pad = & 0, 37—
IBCIcRIFL 72,

2 . Cold induced edema DYERGEE

REXERYBELEAELZHL 2% KR
& L ERBENTESENTHEF 1 em, SMEI~1.5em
AMEERZ PO EEN lanEREFEL([R
1 b), Pappius DK EIC#E L T, aceton-dry
ice 12 TH—50°CIgHI L 7256 E£E 8 amD &R
BOmF* 7277 4 b, TEEZETCIER
I 1 oI R 3,

3. MORF Al ESMA (K1)

Snider and Niemer N [X&'2iz k 2, P10.0,
L+2.5, H~9.0{nucleus reticularis medianus
IEEE) oEE MORF |- B0, 8mEGHEE %
FE L) MI0BEBIT TR/NIC TERTEYIC R A
L, BAREHESMYSEE MSE- 3 R 8
L 7. BESEZR(ziz %A Surflex F THW, &
FAEZE L7,

i bEonPikizEsl, 208 TH B,

4. B GEBOAE

Nelson ?FEIC# L, Bk EZEE HW
TRk EE2AZEL 72, £7 K,50,%100C
TARE L 3 721412, #935.19,5.74,6.28,
6.83g # EB L CHEEKIOOmUCEREL, £4L
FILHEL 0406, 1.0447, 1.0489, 1.053003Z
BEBREERL, Koo sidblic, EBR
T2RMERIICHE DB E W & MER L 2,
Bromobenzene 42.5ml+kerosene 82.5mlM{R
& (HE1.0350) * bromobenzene 48.0ml+
kerosene 77.0ml>iBAHE (JhEL.0650) 2 %
250ml, X R ) v F—NIcTERBT A LIC L
N, %L THEOELT 2HELERL, =
NICHIRDIERER % TH T L 301/ NNFOAL
BRHBILCI T 7REC 7Oy b L, B
WEMENZHDOEREMREERLZ, #®, #l
FICIZFERIRIK0. QL LN LB N EAR 4 H
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Corcnal slice

Cold lesion

MORF
stimulation

MORF stimulation-

(1msec,10V.50Hz,10min x4)

(@)

Cold lesion

MORF

stimulation

MORF stimulation-
(1msec,5V or10V,1 O~50Hz,1-29n1in)

(b)

Bl =281 (M1a). 2 (B1b) NERHEENL = —~ %Y.
E81 T, EHEEHO—EMALIC cold lesion ZERL L, BERINIC CRMKSELREL 22, EB2
TSRS E 2 > — 2 38 LIHENE (ICP) %, AEETIHCmOKE (CBV) £ y—%5%
EL CBV #, MAAARNAEE ABHCHEEELHAL BFknitE (I-CBF) #&~28EL 2.
TREREERRR (MORF) 1o EMTHYIC RIBTEB % RIA L 72,

L7z (E2), EBHRTH, Bl CEeh I bk
FROHL, X1 ann BEERE S ICE
25 mOBERZ 74 X 2ERL, @Ak
B EEEH T L 0B/ AR (10—20mg) 23R
WL, HREXNESEEDICHET S 0HENS
) F—ATOHRBELFRIL, BEERL M
MBILEL RO, BEICEL T, &2
firdk N Eet% 2@ ERRL, 20FEHLES
Xebiz, A AN BENBATERKS&IE Nelson
ICELIRR L) Kb,

BHEBKSE (% g water/ g tissue)

_ 784.93

BeARRE L E

5 . Mm#ESEIFY (blood brain barrier ; BBB)

EEM, B L UBIREOEBFRE

EBKT 2 BEETIC 2 % Evans blue 1 ml/ke
FHIRAICEELTEE, EBRARTHRICHEHL
B TERMTIC C, Evans blue » MEMRHIC
INFHRIN-BERBOBEIBREL 2. 212,
R 2 EM10% R VICTEEL 7274,
B2 6 p ERkkrOERYF % H EREL,
GESREE, JRBEMOMBENELE R

—684.93

sPCCItic Bravity

10800

s

o480

10350

0 w n 1 w " @ " ] » W
Scalc

X2 REEEENZr—Nr WEOERREE T
1.

PRERIC ThRET L 72,
6 . ICP #lizE

ICP (3 RAEHEBIEROBRE- 2 BE L )
MECERESmm, ER1.3mNT L Ay 7 2508
FMAR ICP > H—%FAL, ZhE2FTL Ay
7 2AMET 7Y 77— (TXC-24A) oKL
TEKEAEL. (K1Db)



746 o)

7. BEFRoEE (CBV) RE

CBV o#ll@iz Al & W Z R L RBRIC L
DAERBERTRE (—AR) R NER (&
HERTHEMBHDILG 744 —F (& »
—7ERBSBC-225) L N L5 EBRM LV —
AL, CBV 2 @EKEMEL (X1 b), 2o
FEIBUINERD LB S ik B~ 7
ot RBIZENVBULENAEZRIAA—FT
BRETHZ&icd?, Ry Tbber4—T
DEAEFEAY 1 awic BT 2 CBV & bE BRI
ERAEST 2L 0TH N HEMEIIRDLNL S,

¥ AEBIC I3 Adhesive (kerr, permlastic) %
AL, R Sulflex F & 2%, R0
K EMT2OERLERTE- 2. Y
—# BANEHE RM-5 /57— 2=y FicHE
L, EFAELA. @1
8. FEmE (1-CBF) m#ilE

KEZNVT I RERZHA, EB2ICOVWT

pH PaQ, PaCQ,

7.40F 100 40}

7.35F 90 35}

7.30F 80 307t

WoOIE

NHAT- 2, WEBEE LC, BEEN0 D=
— 7 274 ANEE UH #—%— PHG-201% 1
Bl FEEREROEET REELD 2—
3onEEER) L EHE (WMEE LD H15mER)
L UMM R R, OB ERZ AL 2.
REA A BEIIEANER IR TR A% L
TIFvr, 2> F vw—/i, MORF #l#G5i, MORF
H BB AAF103%ICBIEE 24T » 72, 1-CBF &
Hizid Aukland'®iz #0, kX E Hw2,
0.693
T1/2
1 (MmO ERE) = 1
9 . MORF #|85E B
EE1 TR (R a) o —fl 2w
MORF > E&## L7, 1, 2, 38Lbicl
m sec NEEFH, 10V, 50Hz THRIBREE %105
M&L, b5anREE: B 545 4 RoBEREYH
BEIT- 72,

1-CBF =1

ml/100 g /min

PaC Oz -

before

stimulation

during af ter

stimulation stimulation

X3 MORF #ic & 5, 88kl pH, PO,, PCO,, HE(L% 73, MORF MI#AE], &+, B TE T £A—¥

—HEEL a2,
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1 EEBR1iIBlT 5880 BP n%E{LETT.

Normal+MORF Edema Edema+MORF Edema -+ Angiotensin II
Number of cat 8 8 8 8
*BPmmHg 125+18.0 132.7£18.7 134.3+16.3 126.7+£12.4
tA BP 55420 53421 50+17
meantS. D

* MORF %% & 1 Angiotensin IIt5 ERT
t MORF #l#(% ¥ Angiotensin I1#5iz & 22k

1min

MORF stimulation
(10V 50Hz )

Angiotensin |l

K4 Cold induced edema i~ MORF ## (%#l) # & Uf Angiotensin IN#H5 (HM) 21T~ 72k BP,

ICP VZEAL & REBI TR

EE 2 CliRlEc & 5 ICP, CBV o RUGHKRE
PBE 2ohts—l $ 7203 MORF % 5 £72
1210V T10—50H,, HIEeEM 5 —2057& L, ®
&5 oM@ LE 5 E, —FEICDEERDRE
#4772, (E1 b)

Bz MORF R E®RIC 3 mA T 140M@
T, HEEAERLLE MEemEL, 10%
we) vERICEE L. 2:8R%, BT
DEZ 2 — 3 mDTTRM D BRI =L,
HE #£%47\», MORF DgEENLE, HH
# AERAY, JEERRJICKRIERL 2.

B, SGIAFHAEEREICIE, Student’s t
test % V>, $iflil: mean+SD T#EL,p < 0.05
UT2FEZLHEL .

& R

(%8 1) MORF &< & 2 Rk ENEL
1. MORF #ll#c ¥ 5 s 2 DAL

MORF #l&#7, ##H, ®#H#105EDHNER
1o pH, pO,, pCO,NRIE % 10 TIT- 72, X
3B D KT A —F—DfER F LDI2H D
Thb, K37 A—F—k {2 MORF Fll i,
Fgh, FMERICERELEILE RS Lh oz,
2 . MORF #|#4# & U5, Angiotensin [1#%5.(c

%5 mENZEL

L BHFHIMENE (Bl 2R 1K
4. MORF #g %17 > 725 1 8, £ 3B TI3H
Bz X N efmEEFHxALN, £0LRRE
i3 F# N F+55+20om Hg (n=8), 53+21mm Hg

(n=8) Th-r:, & 4H T2 MORF Rk &
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EIf2EICmE A L3 L9 Angiotensin II 3. Cold induced edema iz & % I %&:E B ENEE
DWEFRATEIT 72, TOREFZXA4 2 b, B UHEBEFERIFTR
R Cold induced edema EBCI8EF 1% DN Tl

Evans blue Oif i3 HEER 8 E RERH 15tk

X6 @EHEB (@), L coldinduced edema

K5 Cold induced edema YERG 188 R £ N BT (B oEEBEEHRaENEKREETT.
Wr&RT. KRRENIEFEBEDNRL, MR Cold induced edema B T3 HIIEE AL
KENIZ Evans blue DiRH % RY. kb & UEHE N rarefaction 7886 5115,

WERLER - 1, 2
Cold Lesion PRS- 3, 4
EALER - 5. 6
RxI@ - 7.8

1cm

M7 BERENC 5 3 BARKSROBEI LT, HRREE > OEBIC I LT, R (7 bR,
1. 2), MG (8~15mm, 3, 4), SEATHS (16malll, 5, 6), 3 & UBRAEE L2,
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Cold lesion + MORF stimulation
Normal brain + MORF stimulation (n=8)
(n=8)

Cold lesion (n=8) (hn=12)

K8 IE#M+MORF ## (X8 a), coldinduced edema (X 8 b}, cold induced edema+MORF #iizt ([X]
8 ¢), cold induced edema-+ Angiotensin II (X 8 d) DEFFBGKD B O FHMEDH % .

2 BEOWBEIRY L0 - RERKSBOBEESRT. * : cold induced edema+angiotensin 112z
MHLTEEZHN. (p<0.05) * :cold induced edema BT L TEEESH Y, (p<0.05) % | IEE
Bl L CHEEES ). (p<0.05)

distance. 5mm 7 om 10mm 13mm 170m 20mm cpntralateral
from lesion side
Normal+ MORF 67.420.9 67.551.0 68.1%1.1 67.941.8 67.3+1.2 68.0+1.8  67.8+1.1
Cold lesion > w W A4
(n=38) 71.8+0.6 70.5x1.3 69.4+0.7 69.1x1.8 67.0£2.¢ 67.0£2.0 67.0x1.8
lc\:/lo(l)%ifs’.on_i_ Sk » Yok - Gk s - - e
(n=8) 74.3+1.1 74.2£1.7 72.9+t1.4 72.5+1.9 70.4xt1.8 69.4+1.3 67.6+0.5
gold_ lesiox:H-H . - - - %
“g'(cr’fi"g‘)“ 73.0+1.1 72.4%0.9 71.3x1.1 7L.1%1.4 69.3+2.2 69.1+1.9  67.4+1.2
mean+S. D. (% g water/g tissue) * significantly different from induced hypertension (p<0.05)
control 67.6+0.9 + sigsificantly different from cold lesion (p<0.05)

¥ sigsificantly different from contral (p<0.05)
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FTEH LN, FFEER TERREH SN
272, FRIEREEOIEEEA~DRAIR
Lz, B~L=TRBHLNLEh 272, K
S5IZNRENTIHTHL, H-EpfBic L 24
AR T, ¥R D6k & h~EE
Al 58 THEHE ) rarefaction <ol I & BE o> B ok
%o SRR R bz, (K6 4)
4. Bk E (|7, 8, 9, £2)

F AN BHEDBKSTENIEEBEIIER 2 IR
3i<, 67.6+0.9% g water/ g tissue(n=8)
Th-tz, BEHEIN Tl EEMEE (K7
-1, 2), 8—15mm% FRE (K7-3, 4),
16omll %R E (M 7-5, 6) & LBEH»
LRI & ABATIMAKSEDHE 4T - 72,
I EBEIC BIT 2 S HEER L LRI A

Water Content
(% g water/g tissus)

E &

54 2 COBFIBKS BN TFHEDTHERL
2L DTH 5. IEERIIC MORF MIB %47 728
1B T1367.3—68.0% g water/ g tissue & &8
frz kL FIRIF—ENET, EFELIFREER
7r ¢, MORF #l# (3 IE ¥ BeAb o0 B Al ko &
EEE B LTI LVWIEATRENT, DER
cold induced edema fERIBEFHIENE 2 FET
I3, BEBEREM TIXT1.8%, 70.5%, "RREERT
1369.4%, 69.1%, BN TI367.8%, 67.0%
LSRAEER, PR TIREFBEICENL.5—4.2%
DEEL KRS BEMD RS L2, BUBE
URAHAICRIAE L KSEmMIBH SN L -
2. Cold induced edema i~ MORF ##& % in 2.
728 3B TIEAIERTT74.3%, 74.2%, FHEIER
TI272.5%, 72.9%, BEACERC69.4%, 70.4%

* Significantly different from induced
T5 hypertension
* Significantly different from cold lesion
JCold lesion+
741 moRF stimulation
Cold lesion+
734 Angiotensin I
72+ Cold lesion
711
704
69 1
68
Control
67 -
66
:F T
(o] 5 10 15 20 contralateral side

Distance from Lesion (mm)

B9 28 cold induced edema, % 3% cold induced edema+MORF ##, 242 cold induced
edema+ Angiotensin I DBFRAS B FHEBEH L ) DES#ICIG L ORYT, S2BICH~NE 4B TRE
BEEE N 13mE T, BIEHTIETmE TEERLEMI AL, E6I2, EIFIE 4BICHLL THEER

L N10mF TIHEEL KRS BEMD AL,
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CHRBRABRTIEIE 2RI VBRI 2—3%DK
SRIEMASERD LN 72hY, Rl TldhnssE
HbLN%uH -7z, Cold induced edema = An-
giotensin [T 5 #1T- 2 4 BT, BESE
IERT73.0%, 72.4%, HRAERTT1.3%, 71.1
%, BEHERT69.1%, 69.3% EFE 2L 1 —
2 % DK EIEINARH bz h, BEIEICH
NEDEMEINT D FERICH - 72,

B2 B3I BABROREMMASELR
58D L DBEBEC IR L TR L 2DH K 9 TH 5,
Cold induced edema % {ERL L 727213 D& 2 B
A, cold induced edema (= MORF #l# %17
272 3FHTIIEER L D 17mE T2 3 —3.5%
DEELKFERMAITRENILZH, ZnENE
SLTIEKRTEMEIZ/NE L RIS H - 72,

Cold induced edema i~ Angiotensin II % #%
EL7EABTLEBHLN1I3mE TREEL
KoBEEMATRD b 7z2hs, BESEH 5 10mmLL
NOBEICBWTIIEIBIIFSIHCHLAE
ZkpEFEmMERLZ. RIS D, EEEEE

transient increase in ICP

mmHg 2min
200,

+0fICP By
s WWT{WM%WM

CBV

E e e

Car No.10

BIl Stimulation(10V 30Hz)

(a)

10 MORF 7l ks,
nAERH—FIZRT.

fikiic MORF H % 4T - 72 B3R R AL SR K 55
EHEMIC I3, MORF #lgic &k 2 iE EF DA%
573, MOME» DRFHEEE L T B TTHEMHE
VIRV (A
(28 2) MORF #ll#ic k5 ICP 3L 1FCBV,
1-CBF » 2L
5. ICP %1k,

MOREF #ll#1%7 ICP 025 1kit 2 Bt ohn
2. hbb AR —BEICP LA#E BEF:
ETHICP LR TH B, AFTIE MORF #
Btk 1 — 3 Wik, CBV oin & iz ICP i
2B ERL, ﬁfﬂa‘%fz%ﬁﬁésowumzﬁﬁﬁc:ii
L #D#%B2ICIET 2R 2 RIETE S D &iE
L, FlgEies & MERET & IZIZERAL
TICP VT 225, FIEEEL D I3EEzZ R
FTESHBLARKETHD, 245FEH1558 (63
%) T LTz, BEIRIEFLEEL CBY
Ic B L T ICP (2 T1Eic ER-L, #IEHaE
#20—50% TE&40—100mm Hg 122§ 2 T
2458 958 (37%) TH L7z, BEHIEICH]

progressive increase in ICP

mmHg 2rmn

200 BP
’J Wikl e

1 oo 'u[,‘

ICP

100

ﬁ% o "awﬂf'mf«»*iw*ﬂ'” i
il
e o
’
)
: ’
CBV i w/
mY ™!
\‘//\v’ JMMMM
/./W\W -

s
Lt.Stimulation
(sv 50Hz)

——
Bll.Stimulation
(10v 50Hz)

(b)

Car No. 9

—i&M% ICP L& (X10a) &:&fTMEICP & (10b) 2L 72 BP, ICP, CBV 2 h #
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E %

Changes in ICP by MORF stimulation

Ice 4 mmHg

20
transient

increase in ICP

80

70

60

50

40

30

20

10

progressive |ncrease in ICP

before durlng

L]
after
stimulation

L 4

after
stimutation

before du;lng

M1l —Bi ICP L858 & #/7% ICP LA8Hc &1+ 5 MORF ##&a0, &, % ICP 57§, MORF HIBHI "

ICP 134T ICP LABTERICREE L, *

#3 —BEBIUVHETHERERNELTERD
MORF #Ig8, #, %2 ICP oEzRT,

before during after
it;al"éi;“‘ increase 14.945.6  27.3£0.5  20.6%4.8
n 15 15 15
progressive increase o5 3.5 g0 418455 63.0%17.3*
in ICP
a 9 9 9

mean+S. D (mmHg)
* gignificantly different from transient increase in ICP (p<0.01)

[ B THEAT M ICP A% L& L 724 & Jor [l 71 %
Tld—8E ICP FRIc# 723 0nRIE/» %
wit, Bl STEAEICHBZEZEET 2 LT
HICP ERsAabLlzflicatton, #hEFhn
6HH, 3TEICAHA LN, TNFNORERLH
ZEI10 {a, b) ¥, K11, 3 ITHBET,

Fg R, #EEo ICP FEENELE 2 NEE
ETRLEZLDTH B, —@i ICP +FEE15H

D —@HE ICP AN L THERICHEME. (p<0.01)

& AT ICP L858 9 Hlo#8K8T o ICP 12 AT
ZH714.9+5.6mn Hg Tdb 5 DIkt L, %#E
25.355.8mHg t EEICHME2RL (p<
0.01), & 1 BESRELTBANG L 72 0KHBI BV THEAT
BHICP LAELERINILDLEZ LI,
6. I-CBF sk (X12, %&4)
EEBNI-CBFIZEH, AgETEnsn
56.8+12.1(n=8), 21.7£5.2 (n= 8) ml/100
g /min T# - 7=, J1E L 7210802 51+ 5 MORF
FIRERTDBEE S L ONRORE - 5980 1-
CBF oyili3—&% ICP L858 (n=7) DiEE
B TIZ N #N38.245.4,14.2+3.7ml/100 g /
min, HRITI43.7+1.8, 16.8+2.5ml/100g/
min TW TN EFBEICENETL Thizb48
BT NVETT @RI H > 72, #ATHICP
BB (n=3) DHEBM TIZ31.414.8, 12.3+
4.2, #TI342.245.4, 15.6+3.8ml/100g/
min & £ THBIFELALIC BT —i@% ICP 8
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Change in I-CBF by MORF stimulation

eprogressive increase In ICP
%of otranslent Increase In ICP
control

100—— o S
50 .
0
stimulation™ + - + - + - +-
Gray White Gray White
Leslon side Contralateral side

X12 MORF FI#R1H L CMEFOHBEE, #EREE, GHN 1-CBF 277, MORFHl#iz X v v¥id
FIBLRTIC o~ 1-CBF DIy & b o df, & s T ICP LR OB TIZ MMy L MERAA b7z,

#4 MORF #lign], MEsomEKEE, AHE 1-CBF Of&E 77,

transient increase in ICP (n=3) progressive increase in ICP (n=3)
before stimulation during stim. before stim. during stim.
cortex
+
(m1/100g/min) 38.2+5.4 59.0x8.3 31.4x4.8 73.3x7.2
Lesion side % 699 % 104111 55+ 8 128%13
white 14.2£3.7 20.7x3.2 12.3+4.2 27.416.3
65+17% 55+24 52120 126428
cortex 43.7+1.8 66.0+7.2 42.2+5.4 69.8+8.7
Contralateral 79+2 % 1059 4x7 123x15
side white 16.8%2.5 22.2+4.5 15.6+3.8 26.9%5.4
77+11% 16420 7017 12414
control (n=6) mean=£$S. D. (ml/100g/min)
cortex 56.8+12.1

white matter 21.7+5.2
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Sites of stimulation (P:10.0)

N.R.Paramedianus
N.R.Parvecetiularie
N.A.Gigantocellularls

N.R.Ventralls

H.R.Laterniin

Prograsssive Incroass Trans'ent increase
in ICP In iCP
{N.R.:Nucieus Rellcularis}

13 MORF RIS+ =¥, #1T% ICP LB
AN, —B% ICP ERE* HRICRT.
EITHE ICP LR HORI#EMRIZ MORF £1E
i #, & < |2 parvocellular reticular
nucleus, ¥ & U gigantocellular reticular
nucleus B2z ArE L 72,

LD L XS LFIET HA 5 7z, MORF #
BMEITH) E—BEICP LA CRESERT
59.0+8.3, 20.7£3.2mi/100 g /min, XM TI
66.0%7.2,22.2+4.5ml/100 g /minic % N £
DEML T M I EReH 5 172, —Fi#EdTH: ICP
+88-Ci3 MORF #)8ic & ) EEM T73.3+
7.2, 27.4%6.3ml/100 g /min, *f il T69.8+
8.7,26.915.4ml/100 g /min & FEIZFE L v F
AR s N7z, 2 MORF #EEIENEEE
7 1-CBF 02 {b# 4% & (K12), #4171 ICP L
FEZ MORF RI#0C & 1) RUBAETIC He~60-130
% MEEmH A LN bzt L, —i& ICP
FABETIII0—50% I FE - 7.
7 . MORF FIBERAL

X13ix A, B #0 MORF RIBUEMRmALE >
RLELOTHS, ABETERIIC BEEEERMC
Y &, E#ATH ICP ERITIERBRENR kR
1K, 475 nucleus reticularis parvocellularis
#* & nucleus reticularis gigantocellularis iC 3
T A BB TERIN.

% B

AUEET MIEME, FIMBEELE
EEMMEL & TR TEERIIC, SRATR
BIZRAIERT AT EBRENC RIERAER &
MU, BEESROEREE HRMESTZO
BRI ERLICE DWW () (B, Bl

E %

BEAT) & L THERKAGD»EET L%
— R IEIE LR L T B, ZOWEIERE
BBDAL LT, TOMRE, BEMKLELS
PAY 0 A7 N NGB SR RV DA I [79) 1 7Bl D
bNTERZ, TbbatiBEBRAEEIC DN
T Langfitt &2 KOS AL f20 b2
AT HZ LICL ) FEL ICP TH#RES
B L, EEEBREC BERERIGRETLE L
b, ICPITH#IC & 2 MIEIRMABESIC L N K
D ANA KX T, T F—2 ADELEZD
HRBEODERRET»FEEBINTZE VI is
chemic vasomotor paralysis D& % 3208 L%
BHERTF MM L 2. —FH1966%, BH 2L,

FIDER T EHE AR ANEEE £ % /BT %
Z XL ) BMBIERSTER I NS Z EEIRL,

IR FAEBTF OBSEIC & 5 RN FRRET A
ZHRTHAHH) Lz, ZNs0BFICREENR
245 515, CT 2% » > DM T 519705 LIAT
CIIEBROMELSIFLTH -T2, 201, CT D
WAL FICREEC BV T IR IREN
DRELIBIBTE B L HIc ke » 1o RER, SR
FERRICBET 2 BRI E L MAL 72, 19784
Zimmerman & '7{2, /N EIEERSME1006] 2 BRET
L HLHOLTIESTFEL ZWIZ bbb T,

B ZE R ETENEHREERE LoTH T, CT
TR OB RO ERESEDH LN B E L
2 LI ORROBEL LN LD E
acute general cerebral swelling & 18, Z &
k& BEORNERILE#ES & D, CBF Rl T
RMFEEMERLA-Z &5, ROLERNEX
I2& % CBV NB¥MpZ DARETH S5 HEL
T3,

Langfitt 594 *3Xe f#iEikic & 5 CBF #iIE
T, BHEELEOEREE 2R EEEHRANE
BELTIICBF 33 & 4% & 325, CT
L diffuse cerebral swelling # Lsb L 724 9|2
FTRCFEMKE S 25> TH Y, = s diffuse
cerebral swelling KR TH 55 +#EL, B
RNEBERLEMT b0 E£ 272, 372 Kuhl
HIFE L EESIMEREIC " Tec T5~ULL
727RMEk % B V> T emission CT ¢ CBV #% Bl
LBELLEZA, ICPHEHicTitt L 72T
i3, CBV %8, 8512 CT XFx 4> b
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DRIRE & —B L 72 &S, 2 b O,
BEBERNRBICMMERRET 2 L0y L
72 CBV O¥Mph b Twab I E2RmTLD
TH 5,

& AT, RERRIFIEIR Klatzo D1R0E | 7-4%
S & D EAEMIC vasogenic edema & cytotox-
icedema D2 DD I 4 FICHFEINTE 220,
bbb, HEIEMLENEHEEORE: &
5 MAEEERIM (BBB) mEEHEETTHEIZ LD, X
MRS PRAEREICREL- LN TH LN
L, HBIIWNEMBOBEL b, ik
MRES L ALY —RBOEEIC L MR
BA 4> (Nat)p8mL <, KoMbast» 2 4
BA~NOBEIRI D MERL KT &
ZCH 5D, HENBICASL NS MTERR
vasogenic edema »# =K E EZ LATEN, 0
BEIME~RL L 72k BN KT & L7 ICP
HERTHEINTWE, BE-T, BHEMER
BLUBEEIIZOHEEIIR L 25, wihi
HEAFBEOBAICL & ICPLIC L Dt
BEELEEILDHIINEEZ LS.

B Yoshino & 813 & &H DR~ oo —[H
REBREICHRSTEEREELE CT 2782 %
¥ > ? CT ORIUEEHELD & contrast en-
hancement NEYIZEL, 7% H LRMEREIE
B4 2 2 & H°CTE % dynamic CT scan 3%
SEERAME BB 42 N IC N L R E R 248 1L
PUCHEFT L, BOEH & FFBFERINIERENE % L
BMEt L7, ZomEic kB X IEHSES TidE
HHEIOFEAERT CTRIEE D E— 7 5545
NFEMBHASHEL T oot L, BIEFIT
BEEFOFBARZHLNT, L ABEER
LD EEZLNDEBLEE ERIUHEE L TH
) wEkThHN, £EmENICP FLEL TS
bz kv, ZOHRLNELIZESIMER
M- 35T CT LR MIERR& % 7361l
fERE 2 LN Tz & ) L EEESMEEE I B
FHEIIRELTEB), L2LEEMTIEIOGLA
CBV o> & N s iZRENFE A Z DIEENIETL
#, VT FRIzBELTHEEEZL, 20D
B%i%0E % acute brain edema & #xL 7z,

F 72 EBRBIC Y, Bk Tornheim 590,
e | TGO TEER 2 TS 5 B ME D KB

TTNT, FTBE0FLUNCT CICERE, B
UVHER KT EDRINE Evans blue i HA52
HoNZZ Eh b, MEERBEIIEREZ 5
NTwz k) L BARICRE L EBEWNIEFEICHE
ELTh3EHEL TS,

= 5 L7zEaskey, SEERAOAN RIS TEEIMERD
BHMBRIERIC A5 N5 B EENETCEIC T
B g NBEMEH» 0 Th <, SuRTBIKSE
OEMT b LREEIES L TWEI 2R
BT A2LNDTH A,

EIAT, EELIIBUNERERRICEIT S
WEMRTOME£#ET2HMT, NET
B EREFIRDOEET 2 & SN LB
B, MBERLTOINL OEUOBEERE D
Wi EEEFETELOHIELTALLICLTE
72, T bbEH LNIRE T NAIRE (DM),
EGHERRE (MBRF) B8 L 218, EEME
A B % BT % & CBV EFICRIEAL 72100mn
Hg iz TE L& ICP LN ERINL EHEL,
5 7 &0 b B e A% B U0 B R UF T BB U M 2%
MORF ###47-> T ICP FA»ALNDLZ &
7 65, MORF |z {3 _F3EMIRES % 18 5 TR RS
FASTICHONER R X T RBIEET
PEFTLL.BERERLVIMICERNICZE
Mm% e L, DM, MBRF &2z
MORF ### 72 & = 5 &% ICP T#ENERS
7z, 0id MORF # #8481 ICP #°20mn Hg
DErsawlEmzrLizz EHs, SEMER
Bt DX EE - L CEEE RS BRI L ke
BB ENVBEETHL LIEHL TV, %
72ERRAYIC L BHEREIR BB £ (2 NERE
BESHL T B2 L2020, RIEEIC L 2T
BAALNEZ 3L CT % & THL»H LT
b, LEOEI DT TIChEEIC L ) EEmEss
Bl Ty B REBICNE SR> BT 5 Tr
B®s, & <1 MORF ik ien igiE, 5 &k
Ul M ERENETICHEL2 52, SEMICP
TLER DL TREE DB EEZ LB £
ZTHAHR TR AT BT T L
ELTERENT Y5 cold induced edema %
FwvwZ iz MORF Rl s oz - 58 5 4
— % —, ThbbLRKRSE, MNOMEE, BNk
B2 L TICP 0BfbnRET 21T & & bz, &
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MERN I 1) 5 B ICP TUEDREBIMF 2 5888 L
&I ERAL,
1. MORF #lgomkamics SITTR8ICD
W
Cold induced edema (319484 Hess & f
Taylor*ic & 1) BB ERRE SR TREPENI S L
eV IHMEICHERL, 19534 Classen &529%%
Ko GHER I kD isopentone & liquid nitrogen
2ER L7225 & T cold injury Z/ERK L 7202 E
$ 2495 THb. 0% Klatzo®®??, Wright 52
ENFZA4TAR2RAVIHFEIRRERN
Zhic & » THE L 72 cold induced edema M
WICBE L Tid Bakay o #480 #EHH 529,
Bakay i J AU H MMEREENKEE -7z F
GAT A AETORBEO/NRLBER LD Mg
B AERANEEORER & KIZILh - T E,
24—48RFfI TlRAEICEL, L LIdF—EKm
HRNEHHICEFTLBL L bbb, Z0Z
sz & 9 iz Z 7 cold induced edema |3 7ME
HERFEORBMELEIRELDL L, FF
P Ti3 Z 7 Bakay N HEL#RXR L7z Papius &
DHEIVCHE 1 72, Bakay 6222 & UL edema
VERR24BF IR DI DB Tid B E N FEHKRSEIL
EEBIC IS 7% ALl L, 72
BBB 7 + v —4%—"T# % trypan blue DEHEIC
X M ENRHNBRETIE 1 REBICIIML A
LT, 6EREI%, EEES NHERCEENM
BEWRHD A LIS & 510 ) 24 RICITR
B BB 2 KIZ [EAY - Tz & v 9 Reulen 539
|33#12 cold induced edema #1ERK L Z DEFAT
Bk o & BARORBBTELREL /2L Z A1
IR AL & BTS2 T THEBEOEDER S
N = OERETEEEIL &2 DERM DMK ENTE
mE—H&LTWBZ EERL, ZTOEEENE
BEBOEEHICLNTH ) EHELL. 2
DI & TR EERAIY & K925mnBE i 72 B AL
CTIEIE SR DMBIE » F— & % ) KGENHEM
R2EH T\, AEBR T BEREORIEI
47 T was cold induced edema fERKT%18
B IR BB TR B EENE D b E
FIAPT TC—ENDEE L - 72 KGEDEM DS
Zbtl, BEERL D 25mnDERGL RS T
kS EOEMIZA LT, ZOBRELIZIZ—

E ¥

BLI-ERIELN, £72 BBBo b v —Y—
T4 % Evans blue DEHETI2IUTRG BB NN
A LN BEHE T THORLHEED L1, BHIRE
ST RN RrRS sz, Thbo
$#EFR 1T cold induced edema H75&i12 ik~ 72> Klat-
zo D5y¥A L 72 vasogenic edema TH 5 & & Lic
EER L Y QEE L » Tk DOBEIFEL 2
ZEREBERTILNTH B,

IEEBIZ MORF #l#% 17> TL HEKTED
MRS LN o722 &3, BBBHXEET
biud, MORF ®l#H 5 3B L smik E
AGELCLRGBENIEL L WEE2RL T
5, —7, BBB M8 3 105 &R MORF
Fl# 247 ) LEEBUE PLICAEKTENE
BEoMmEiEdnl. 2oERO—2E L C4E
To-RBERTRELFIOE R 2HE-THY,
INHREKRTBICHE L5 o L HES
na,

Klatzo (32V5#i2 cold induced edema % BB
L mENZE I & 2 BIFE~ DB /2K
BTEHEX AT 6 M TTE23E
W LREETCCE L b E FEARES Y
L 5ES R /2. Marshall i3%%cold in-
duced edema i tiFE H # B L 2B CIIER
RcEREONE ERFMZ 72 b 0 & HNEH
kR # 386D 72 Z £ A2 5, cold induced edema
&N CIBAE o QERETREAIRE L Ty
feEric iE LR &L 5 &, ESOE T
& 5 MBIIRAILIE, BMMERE - BRESMOE
DEATAL, OEFREL YVREE~L Y KED
BEEIBITT D THS S ERNCns, =
N & 5 IRRERGIT 35\ T IUE L F A7 IR &
HBOEBEL KL, TOBRKGTBE L HE
AELHBFIIMOLN TS, LéL Angiotensin
%52 &) MORF #lgss L RREECLEY
LR LT 4 BEOKSFEENC L T, MORF
Rl %#47-7: 3BT, BEWNL ) 16mAT
BFELBOKGEOBMSED b7z, Z0R
i3, MORF Rz & 2 18 EHERAE N KT E
e 3 fE ER LS ME» ORFoHEL
TR ETRETALNTH B,

Molnar and Szant®® 3% MORF % E&4l
8¢ 5 & CBF o#in% 8, I U3t ic i
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252 uh ol 2 b LR BR R 2o
ORI EER L ERREZETELHLD
DEHEL T3, PSR _ESEARE,
BUEEVIM %L MORF Rikic L " RO E
Bmc—H%L2ICPOLRAZ2BHLZ 25
MORF Fi#id -8R % A& T I E BRI R
I EZRRET2BHRT2LDL L, —A,
Hayashi £33 K% VKB 7 £ E T HIfLT,
H o LHETENRENETTERE % Bk L
TBWT, RKRTER, EERE TR
WML MNT 2EZ LI NTW D
barbiturate (Pentobarbital) AT 2 &, it
BRIERRRIE ABI ) A 1 TSR T Mt & 172
Z & H &, barbiturate i & ) MORF iz& % &
25BN EES PSRN R THD &
R, ZoOWMEyEnERERRGTHLD
LE3 72, 20k 51z MORF DRISCKIEIL B
Mo E R R ETELD L EFRESIN
Tna, AERICBWCLREER LY CBV ¥
e —# L 72 ICP @ L&, BEMLE H.0ic
CBF o482 LT 1, MORF #l8ui#
RERC BT LA ERRE BRICETELS
LEHEEINS.
Starling MR & U M BEREIIER %
BT, BAKTHEEERIC L) MMENR, BEAEAS,
RIS CHEBOKDBTIITON T B E W
58 e LA OBF T E BIROETH9E
2 EERERESEEMNED SHIRICE TE
gk IEREES L, MB~EATL 2
KEFFBIREIANIE R Z A TET VLD SEK
M EEI BRI N5, MORF ##iz X
- T ESGE OB NSRRI L &
DETFT L, ZORTEBFICL > TROHE
PHEINLIBLE2OREE L TEZLNE.
—%, WEIpL DT /T I CEBEE

L OB B ir B LA TS Z LT,
INETEHLOWEICE NERINTEH7,
Raichle £33 7 A2 0 -SAMRER £ YIBR TR
150 T~ L fek & BRI HS L, nor-
epinephrine (NE) =2 — 9 > DERLETH 5
FHE P BEMET 5 L, BKTROEMAE
BINrHEL, TNEPREENEREZAL
CEMME L RN TOKRFEBED TTEDTRIE

BN NEALLTWA, £ FCIRE
BERRE R LR T EB, TEMAICES EATE NE
Za—urNOFEEIMLNTE N, MORF #l
iz & O PR LATERE N L, REREY
BHMnE oS8 ukIc EERS L - TEkE
Lo rEbns, FEBRTIEOEFICL-
TKGBBHAThN LI LR WD,

B iSRE B AE L 7R BT T g (MORF) o
FISCK RS 0F T 2 &, RNBIE (OkSHE) »*
BEICIIRIN BB RBEEN, MEENH S
BEOBBIECTLIFRBCB8»EITUL
TbhwnwtEZLS,

2 . EEERIC 31T 5 MORF #l#tic & 3 CBF,

CBV, BXIWICP K&

1) 1-CBF %4t

MOREF #l#gi#£9 1-CBF ##&5T L TA5 ¢,
FBET 1-CBF SRl L 7210603~ ¢, mfilo
BE BEELICER L NV EELZRL . 1-CBF
ETIZEERTEL {, BT ICP LAE
TLVIEEETRL 2, ZUZEREC & 5 ICP
FBEHIZRBOET R, LEBE~DOBEAE
BLZNEREEZ L84, —K, MORF
Fl#iz o 1-CBF (3150, SERBA R CEE,
BENX G {ETH ICP _ F R THRIBATIC
LENELWI-CBF iEms A LN, 2T
iz bk~ L S c—@E ICP LRBRHCIEL T
ZOEETIE MORF #l#uc & 0 lmERES LY
T L, Bl EEHTiG9, CBF 880, CBV #§kK
R, BRI EITEICP FRICE-2LD
tEZ LN,

2) ICP &4k

AEEIC BT MORF ##uc & 3 ICP nZE1L
I EOP ERES I TOEICET 2 —B %
ICP BRI & R k% b T ICP »° k.
AT 52800 (BHERIER) A L0z,
—3@tE ICP 8 R si3 2458+ 1588 (63%), #1T
# ICP ERRIGI32458F 9 38 (37%) 12580 5
nr.

EZAT, TNFETICL S MRERSRICH
BERFHEE5T 3 L NE DEBRMBELTH
NnTw3, ¥4 bt Teraura L4203 L% F v
RiERER T2 NEALICE BB ERAL 222 25,
R T EREER A & wplbiic AT T80 DRI A 4
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BT (1 CPLA. DEARANRME)

MORF SRR - e MORF 3038 £ Rk
28F
mELR R RIBET
B X hydrostatic ederna . O B K
Bk Rigm
ANAEAETE

14 ZEFEMERAK (MORF) #Ens & » CRMESE
PRETUENFRRT 2 8F

| (5%) ORAT, WEERIERSNL LR
HL AHLNIRA I HCHBKRTEHE ST
R ONEE, FBEREIT» 29T, 565
658 (#910%) i DIERRERATERE N2k
HEL TS, ZFLRELYZIATEFERL TE
BEc QETHLZ/ERL ICP 2 L2872
9 2 CHRBHEBEROWE, H#sfTo72825
23VEF 4 0 (15%) icpMEREREL &L
2. IRLOHER, FTNEFNEREEIZRS
FIRNBHMOBEEREIC L) S ERERE»BRT
LAREMEZ B RETELDTH DY, s
DWE L BT L L, DERERORHARICE
WITAEBROFERREL EWEERL TS,
AER T, MoRELrBL), EBEESENE
% LR 24572602, cold induced edema # B
v, MORF Ol g% 1T - 7=,

MOREF Rl &R ICP # 1T 5 &, #ATH
ICP LER,—iBH ICP LREHICH~NEEICSE
fE% L 7z, EATHE ICP LRBECIIBERIC &
3 ICP FRM7:HEEENA L ) BilmLL, B
A A IR L D A6 L ET R ERERA
ICHEN L 72 D B EROEAIC b &0 R E
YEBD T TICHBIBICEL TW B 26, HThD
KL CBVOEMIC L - TEHENICP LR
PHETIREICH - EHEINDE, £I~NE
(Zik~72 MORF #lgkiz & 2 CBV m#¥n<eiaf
Rz Bl 5 B KT BEDOEIMNAIHEE - T,
HATHENE ICP rBR AN LD EHES L,

E K

- T, TCICBIRIES L L TR ICP »7T
HEL T 2R8I T Ak (MORF) oRISek
omb s &, FIATRT & 9 e BRERITK
BNLEEESEY D Bized, BRIZBWTL+54
EELZTNS LW EBbS,

3) MORF [ BT 5 FREFTENBAE

Kiz MORF i i ERRIC 8 & 5 L3 9
M ER A 12 -0 v T it ladecola %93 F v +
MORF ¥HN Il #Ric EXRF B % 7Tv>, nucleus
reticularis parvocellularis, nucleus reticularis
gigantocellularis AHR(HE Thie&kicE L &
LE L RO % 28, & bic FEREY
b & UE—-TER N L Eff o m g % &2
B b LhigE HTT 2IRRENFEL
EZTwBH, B 5IICHTE S I AT
B, SRR MORF # ESRFIBL 7218, k&
s REMET ¢ CBY Mimc R L 72 ICP L&/
PERLFLL 2T Eh b, IO RME
BERICFLEEL T b LEEL TS, Zh
LEE, RUAEBERICLY, MORF &<
12 FEENAEERR I F ORI BORREIC & 0 B
MEFBOET2BRTLFRIFETL LD
tEZHND,

e

SYERIEIR O RIMBF 2 BT 2 BaY Thad
BOREHERT TN TH 5 HEMIBE % 1B
L, BOEFRREZFAGFTLERN—DEEN S
EREEERK (MORF) # ML 2288, HEmIC
AT 2 EEIES L UTRENE (ICP) ictnf ¢
LR 5 2 5 ERIICHRT L 72,

EEBIT 2 DIz TIT- 72, EB 1 TI13288
D& 2% AV, 13 IEERIC MORF ®&%
21, 2B GHBEOANE, 3B B
IREVERLTEERT 42/ MORF %% 0 2 728, 4
B OREEHRERCHE MRS ERES OB
4 BT CT4Tvs, MORF RO IE®IME £ O
BEEBOBMASBICE 2 2285 R 12,

EBR 2 TN A 2% By, HIEHEEER
#17eER%ic MORF ## %47V, ICP, BP &
Ul AE (CBV) oZ&fba et %72
245591058 T MORF #1840 Hi1 4% o ) Ar i L 7 2

(1-CBF) ##&lEL 72,

B
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EERAEOBKDBIZ67.720.9% g
water/g tissue Th - 7=, EFEIEERM T3R8
IR S E OB S BIZT1.8% & ¥4 . 1% 5
ERL, FEILERICVBICHEVESL,
Rl CizFEENBMEBH SN L -2 &
FHRMERIC MORF #4352 7209 & B0 Heh
BETREICL.6—3.8%NEELEMH»EDH L
1, T Angiotensin IT#5.(- L 2 fiE L&
BCILTL1.3-1.8%nEF LM TH -7,

BFEREAGIC 31T 5 MORF #l#tlc L 2 ICP o
Z=itix, 24BP 15603 RIsHic8.9+16.3m Hg
7 ICP H—i@tkon R/ % 526572979 T CBV »
e —B U CE#ITHE ICP FRA»EH LN, 4
i~ MORF /IE i 55R1 (reticularis parvo-
cellularis) o#lELc & D& ICP rrERI Nz,

INLOFERIE, TCICEEEIC L - CHEE
W7 Bimik L 72 3R 88 Tld, MORF DRl #ik ke A<
RATL &, MOFREBETERICL2CBVY
Hing & HEERIEETORRLKIBED
o, ICP I3 it LR L, BRNIETED
ICP FLEN BRI R A L T2 RT L
DTH 5,

TaE#2 5ICEA, HREL 2 HEE KM%
0 - 7- BATEAR FHR L EEHNE & RABE8W
72, REABTNEMAENEFE L A, BEAE
EBOREENBERTICL L ) BBl 7.

B, ZOWRIXOBESTEASE B A s e
2Be (RR), $460 A RpSENfEets (K
) 2BWTRELS,

physiologic and biochemical alterations : in Head
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Acute brain swelling and edema by stimulation
of the medullary reticular formation in the cold injured brain
Masamitsu KAwWACHI
Department of Neurological Surgery,
Okayama University Medical Schoel,
Okayama 700, Japan
(Director : Prof. A. Nishimoto)

The purpose of the present study is to clarify the effects of stimulation of the medullary
reticular formation on brain edema and ICP in a cerebral contusion model.

The study was divided into two experiments.

Experiment 1 (32 cats). The effet of stimulation of the medullary reticular formation on
tissue water permeability was assessed using normal brain and cold-induced edema. The cold
injury was inflicted by applying a freezing probe of —50°C directly on the dura for 1 minute.
The animals were divided into 4 groups. Group 1 : intermittent electrical stimulation of the
reticular formation of the medulla oblongata (P, L*:;, H_ss) of a normal brain for 40
minutes ; Group 2 : cold lesion only ; Group 3 : same procedure as group 1 on cold-induced
edema ; Group 4 : administration of Angiotensin II for 60 minutes. Water contents of the 4
groups were measured by a gravimetric technique from coronal slices across the lesion.

Experiment 2 (24 cats). The ICP and local eerebral blood volume (CBV) and blood pressure
(BP) were continuously measured during stimulation of the medullary reticular formation in
animals with cold-induced edema.

The normal water content of the white matter was 67.7+0.99 g water/g tissue. Seventeen
hours following cold-induced edema, the water content adjacent to the lesion increased to
71.8% and gradually decreased at areas further from the lesion. There were no significant
changes in water content in the contralateral hemisphere. Medullary stimulation of brains
with cold-induced edema produced a widespread significant increase in tissue water content in
the injured hemisphere by 1.6 to 3.8%. In particular water contents adjacent to the lesion were
significantly higher, by 1.3 to 1.8%, than those of group 4 with induced hypertension.

In experiment 2, the BP, ICP and CBYV increased abruptly immediately after stimulation and
the response patterns were divided into 2 groups. In 15 of 24 animals (62%), temporary
elevation of the ICP ranging from 10 to 25mmHg was observed during stimulation with a
concomitant increase in CBV and BP. In 9 animals (38%), progressive increase in ICP and CBV
were produced by stimulation and even after cessation of stimulation, ICP progressively
increased up to 60 to 100mmHg. Progressively increased ICPs were evoked with stimulation of
the paramedian reticular formation of the medulla oblongata, that is, the region around the
nucleus reticularis parvocellularis.

Stimulation of the medullary reticular formation accelerated brain water permeability and
increased CBV, resulting in acute intracranial hypertension in an injured brain.



