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Impact of Intracranial Hypertension
and Cerebral Perfusion Pressure on Spreading Depolarization
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Spreading depolarization (SD) [ZMMZEH-CHMEMEMGRE R ICFEA L, 2 IRBIMKNIES
ZElEE T AREND D, MEFIMEHEMBEITHENTTEZEI) 223 H D
25, BAZWHE (intracranial pressure; ICP) 78 SD IZE X A EIZOWTITIEE A ES
Mo TV, £ZTHEL, 7 v F&HAWT SD O MmATERER IS K OIS 2 %7
DLEAFENETLHE DB DWW THIZE L7z,

F72 % ICP e OVIMEEFR)E  (cerebral perfusion pressures; CPP) D54 T2 SD % i %
L7z, JBATIK I (regional cerebral blood flow; rCBF) | #H#kF4 5% 73 & (partial pressure
of brain tissue oxygen; PbtO>) . AMAHAEAN 7L 2 — A PR I I OV AR Aa A4 FLIER IR BE % 5
bk L7-, REOMEMREE 2 E &S 272 ®IZ Fluoro-Jade Y2 21T o 7,

E®WEMETTSD ##% Li2hE. rCBF X PbtOy [EHMMEIZ R/ Lz, —F T,
high ICP (50 mmHg) 7>-2 low CPP (30 mmHg) D54 TFTSD 2% %75 &, rCBF
0 PbtOy X EAMMEICIE T L7z, F£72. highICP 7> low CPP D &fE T Tlk, A
FEITTAIHER CTHEAN L7223, SD 355 % SV BT, K 0 2 < O sE % 3
»7-, HighICP (50 mmHg) T& > T% normal CPP (70 mmHg) D 44T T SD =&
¥ L72%E. SD FICHE Z 2 MATENRERIC K MBS IZIEE R T EED 53, #f
RABAESEIL SD FFEHMTH > THLIEML 2o T2,

AEIOFERIT, ICP 23 50 mmHg & EfETH CPP % 70 mmHg O EHEICHERF T 5
Z & T, SD FEAERE O R M FE-C R O BSOS DSNIEF IS RIZ A0, i 22 2 B3 <Al
BEMENHDHZ L amm LTV 5,
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Spreading depolarization (SD) &%, &R L Q7 U 7 HE OB RE TH Y |
JREBEZBERICEBCIER L TWSERTHD 1, SD 114 4 OEFEESCEEN I3
LC—RICREREEBZ5 &S Z L, MmO RHZz RE<ElbsEs 2, K
ELEB LA AL DEFEWIIEE B ATPase 1 A4 VR 7 DOIEMHIZ L - TH
BT 2, 20D, A FNEFHEOEIEIL ATP EAEREDTZOIC+5 R XL F—
HIREDPHEONDINENITEFEL TS, BHE SD REELTEE, THRTFRLF—
fL4E 2 15 5 72 ¥ 12 hyperemic response 732 U5 5, LU, BEEITZBGEBIZES W
T, MR A S A+ 70 fEIRIC SD 2334 L7256, @ 4 U 9 % hyperemic response
Tt LAKER L, Mmfta N HICENT 52 L T2 RMMEELZ KT, D7D,
R P ZECM PN H i, < & BT H I 72 & D i i R E CAMEEKBEIZ L o> THRE S
NI AZ B T 2BFICEIT 5 SDIX, 2 RMIMEBEZ KL THRARICE 5 AIEEMH
DR X AL TS 9 BNEEWLIE (cerebral perfusion pressure; CPP) (. ML ik 73 A If. &
REBAHBEDETH Y | BERZEIZEB W L EPRE (mean arterial pressure; MAP)
L BHEZEWE (intracranial pressure; ICP) OFE#ZE L L THE NS 1% CPPIIMH~D
MRS EE B L 5 X 5720, SDEHEICET A EZERRE L L THEINT
WD 20 i A R E I AME O B E T, MERESLEHENMMIZ L - T ICP A
TLETHZ BV, FIZZ o ICP JLEIXERERIFICERZEZ KT, EEE, BER
ZEIZBW T, 22 mmHg 8 x5 ICP EHI1T, AMEMMEBEICB T 2EFRTERE
DEEZLERE L THREINL TS BB ICP EHBIRICL » TA L M EE
2z T B ICP EFIC K o THEE S L7z SD BIREILRAR L 5 5 2 & b EEREH
ZEF N ERIRAFFE D W THE ST 5 20,

ICP RFFFIC SD BNEA LG A, ICP EREHH WL ICP EFIZL S CPPIET
25, SDITHIT L MmATENREOL K MR OG22k S5, 2 IRBIINTERS 2 2k 3~ "l RE M4
WHHERETED, LrL, ICP EARICP EFICH D CPPIETASDICE XS
HEBIZONWTIHIZEAE o TV, £ZTHEL, 7y F&HAWTSD O AT
B RE SR & O RS IZ %35 ICP & CPP OISV CHFFE L 72,
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AR, WA RFZEMEALZESOERLET OKFEEE: 51-001) | EEREW
DEH L HAICE T 5% (NIH Publication No. 85-23, 1996) ([Z#E U Tz, &
MERBIL. ARRIVE (BM#)EBR: in vivo EBROME) TA R4 - TEBBIN
72. A A Sprague-Dawley 7 » b (9-11 #n, 300-350g, n=95) (L., BEAZ= AT )L —
A &%t (Hamamatsu, Japan) 7>H AF L7z,

R & F ol YR

50% R L EESR & 50%BASE DIRE T AR 4% A VY T NT U EHENTERy 7 ANT
7 v MIRREEZ N T2, £ D% PE205 T —T VWV CREHEE Lz, T0%HR{LEFR
& 30%BRFEDIRE T AR 2%A Y 7V T kg E e FIC AN LR s E H 5
1To72, HSIT AN TIESE (SAR-830; CWE Inc, PA, USA) # W7z, A LIRS
P X > CENRIM D pH, B /3 E (partial pressure of oxygen; PaOy) . & LT, &
fbiRk 343 £ (partial pressure of carbon dioxide; PaCO,) % 1E % &N IZHERF L 7= (Table
1) , BB % 36.0-37.0°CICHERF T 572012, 7 v b &R Yy F (ACT-402; UNIQUE
MEDICAL, Tokyo, Japan) I 7=, KEREIIRICH 7 —F v (PE-50) ZHfA L., #
PR 2 BIARMIEE =2 U > 7 L g AT 25541 (ABL 9; Radiometer Inc, CA, USA) F D
BRI Y > 7 AR A AT o 72, KERERARIC 2 7 —7 v (PE-50) %A L, KR
FRIRNE 512 L 5 MAP i 21772, 7 v NENENMBEEEEE (SN-2N; Narishige,
Tokyo, Japan) ICEE L, ABEE K CHA LN OEA L, Hil & #EBEE2HE 7R
NOHEELZ TEICRE L, IME{LS U 7 A (potassium chloride; KCI) % fRERIZIZ
LBMRICRPTENCE®BAA L T SD Z# % L 1=,

ICP D#:AE & Lk

SRR & ERUIB% ., BRMEFZEERELZZEN L, 17 —7 /v (PE-50) #/r L T+
MEhE Sy (FE117; ADInstruments, Dunedin, New Zealand) (Z42&f¢ L 7= Z2Hl$+ CHX S 2 28
FIL7-, NTRNEREW (artificial cerebrospinal fluid; ACSF) DOEmE D& & 2% T 5
Z L TICP ##{ELT-, ICP Al iiek L7z,

ERAEHZRTGR
154 mM 1t b U 7 A (sodium chloride; NaCl) Ciii7= L7277 A< oA 7 1 &~
v b (ZEEEEE 10 pm) Z AT HTEERIZET T 600 um FEA L7-, MRS EE BT
(direct current; DC) &AL & FZE K (electrocorticograms; ECoG) Z @Gt RJIZFREK L
7= (EX1 differential amplifier; Dagan Corporation, MN, USA)  (PowerLab 8/30 .
ADlInstruments) , AEYMEEMmE LT, BRI (silver/silver chloride; Ag/AgCl) AR %
FHEN R T AR IR LT,

Jibé . 3% BT 6%
JHPTAX ML (regional cerebral blood flow; rtCBF) %L —H%— Kv 77 — Mg gt (laser
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Doppler flowmetry; LDF) (ALF21; ADVANCE, Tokyo, Japan) % W Ci#k L7z, DC
BN LA DOEBMRICHEE L -EEE2 N L THELS Lz, B LZEZFF LIZ LDF
7'u—7 (SEiREAE: 0.2mm) ZEE L7z, ICP i TNZ MAP #/ERTOD 5 53 fEIZ rCBF
BEHE L, EEE (100%IZEE) & L,

Jib4 HEL 8k P2 3 59 JE B 8%

et oY — (JedEfe: 0.4 mm. Type UOE-04T; UNIQUE MEDICAL) % AW T, K
—7u /7 7RI MERkEESE 47 (partial pressure of brain tissue oxygen; PbtO>)
ZRFE L2222, ZofgFErrr—d BREEFEEL AT LT 70 F 22— 7 THE
S, BER, REERO Agf, BEMEHAOY —IAZNHNE I TS, #IH
%, BeFEL YV —EMENSIETICHEIT T 03 mm AL, ERAET=4%— (POG-
301; UNIQUE MEDICAL) CHEfrIZiesk L7z, &EBROFIKICEEZEE LV —% 37C
THOEL, MEE LV —00EONTES%Z mmHg IZEH LTz, SCEOBE Z R
T L5, FiEFE o —oOfHBEIENT 5 B E TICHIR L7,

T a—2R LB OREE

ARSI 7 v 22— R R E (extracellular brain glucose; [Gle]b) & #lBE MK FLEA IR B

(extracellular brain lactate; [Lac]b) X H&EEFERE S EM (7005-Glucose-C and 7005-
Lactate-C; Pinnacle Technology Inc., KS, USA) Z#HW TR L= 232, Z O 14k
¥ — (GEdmAE: 180 pm) (XHE&/A Y VU LR THER S L, AgCl ZEEEM ) [F.O M
RICEPNLTND, A TV =000 Imm £ TOMIZ I Vo — AWmREER F
TR BMBEEEZNBAINL TS, ZOBERIL, JARom ezt L, @bk
T 5, ZOWBKBENEMOBLERE L CTRIHTEEIND B, ik, N
A F' o —% UK HIEEIZHITTO03mmEA L7, AEBRETIZ, invitro TE N
A Ao —Z LI TFTO®@Y ICEIE L=, In vitro T 0.1M U VU EiEE EFAE K (pH
74) RO N a—2AREEHBREICH T 2MICE LM L, BINE &R 2k
RBLTc, o, BELBIBREISH T HEEEZRAE L, £ L T, invivo THOHH
T=¥ 7 F v Z in vitro DO EBRFER 2 JTITHHIE L7z, ABFEIZI VT, PbtO, Il E K
ICF O N TZIRE PSR IR E O R & TTic . EERD[Gle]b & [Lac]b ZH#EE Lz, /A A
B —ITERPICEEOKTNEZD 9 5708 20, ERZICHBEEISE 257 L,
PRIE R AT 21T o 7o, PIHIERIE & EERZEE DR 24 FFFAICHE S L, BRERT
AELZ RO Tz, PEDRERICHRE CTh 5 EIRE L, FIHIERIE & BEEIK T AR ICE D
WT, FEDORMRIZB T A2 M I —DRELZHE LT, M T —DRE
ERIET D270, A A —OEMAERNT 2 BIE TICHIBR Lz, N1y
P—MODEFIT. 4T v xV7 v N7 U T 7 (8407-SE2-2BIO; Pinnacle Technology
Inc.) THEIR AL, 4 F ¥ VT F w77 X 7% — (8442-K; Pinnacle Technology Inc.)
LT, 7 hurs X EB e (16-bit PowerLab 8/30; ADInstruments) (2 A J] &
U7z, LabChart 8 software (ADInstruments) ZffH L Cié&k L 7=, LDF Vv —=7
FroY— ZFLT, MM AUV —DEFE, ENTh 1 BEIESLL T,



EB 1. SDHEL rCBF XSO HIE
EFRIOBEEFIC3 DORBEER T2, 2 OOZFEE; (7 V7 ~1DH 3 mmATs & 3
mm %77, £NEI 3 mm SMA) 1T DC BALARET H7-OIMER L, 580 1 DD%
BAES (v 7 ~0b 6 mm#& 5, 3 mmAMAD) X SDEFHICHEMH L], LDF 7 r—7
X7 L7 =5 3 mm % ORBEEICEE LIALEICERT 2, ICP & MAP %%ﬂ%‘éﬁ‘
HZETUTD 5 DORRAEREHEZHEL, 7y b (0=25) ZEEAIZE
7= (5 DL/EE)
(1) E% ICP (10mmHg) / 1IE% CPP (70 mmHg) (ICP10/CPP70) (== hw—/LE&f)
(2) FFE® ICP (30 mmHg) / F1EEK CPP (50 mmHg)  (ICP30/CPP50)
(3) EEF ICP (50 mmHg) / EEAX CPP (30 mmHg) (ICP50/CPP30)
4) F%E S ICP (30 mmHg) / IE% CPP (70 mmHg) (ICP30/CPP70)
(5) EE S ICP (50 mmHg) / IEF CPP (70 mmHg) (ICP50/CPP70) .
ICP # LR SEL720, W7 —T V&N L CRIRE 2Bt Siu7- ACSF U — " — %5
WLtOKPJﬂ*ﬁ*~%L%5&5& 7w TBEIZE D MAP EREZRTZ
BB, Ty THRENELTESEIZIE, LT 5 Z & TMAP Z#{KF S, CPP
L (EX1) ., —F5 T, MAP J:ﬁ%n%%é@é TeHlz, RAIvETY
VYR T R FAWT 12-65 ng/kg/min O CEARNZ G- L=, & EBRSMHTIC ICP
& CPP % 15 /MR L7212, IMKCLIZIE LEMRERZBIREREICE X, 10 5EIC
At 1 BpfE 22 #8 L7z, DC BEAL DO E Rt L #kiC EwT\HhGK%d<§%%%@%ﬂ&
BIEE L7-RME S mV LLEOE(LZROEHFEIZ SD & LThH T b LT Y, [BiflE
. IRIE. ﬁmﬁ%&k@SDE%%ﬁﬁbtoh%L %, L 2 >0 DC EAL
R EMM OEBEICE SV TEHE L7 28, SD FARFD rCBF 2L L Tk, YT
@ deflection points % & & #FAl L 72 : SD 4@ 30 #PE1. SD Z4EEAT. hypoperfusion
(first trough) . hyperemia (peak) . oligemia (second trough) . oligemia %4 1-2 7
#% @ plateau, & EFRSME T TD 4 deflection point (235 1F 5 rCBF ORIEZ I E L. F
Yl AR CIROR Lz, ®IZ, rCBF ZLoHERB L2 ERICRTZD
hypoperfusion FF® first trough, hyperemia Kf® peak, & L T, oligemia FF? second
trough DO EEE L HIE L7z U, #IENCHAE L7z SD & 2 [BH LAREIC 5 4E Lz SD CIfT
% ENGNRIR D EHRE I TWD 122930 2=, FIEl SD & 2 [EIHEED SD
BT %5 rCBF Z{b % Bl 2 (7 L 72,

EER2. R@REOHE

FRIOBEZEFTIZ3 DOREBELEHZITTZ, 1 DBOZHER (ZFL7<~nb3mmEH,
2 mm #MHD 1% DC BALEZFESRT H7-DICEHA L, 2 oH 0)”"‘5@4[3 (V7 =nb 3
mm % 5. 4 mm ZMAl) |3 PbtO,, [Glc]b\ DIAGN N [Lac]b @{E' AW, 3 2H®D
ZHEAE (Z V7~ 6 6 mm& S, 3 mm M) (XSDFERICEMLEZ, EB1 LFH
BEIZ LDF 7' — 7% DC ELFCHkEM D FEAE I T2 L?‘_u% IERE L7, Ehr1
& FIREIZ ICP & MAP %nﬂﬁkﬁ“é ETCUTD3IODDORGNDEREFMHEEFREL, 7
L (n=54) ZEAERIZEID 1T (6 IL/EE)
(1) ICP10/CPP70 (=2 1\ 0 — LEf)



(2) ICP50/CPP30

(3) ICP50/CPP70,

FEBREFMETIZICP & CPP & 15 /7 [MI#ERF L7z, IMKCLIZIR L7ZfERk 2 VT4
7y MZOE SD & 1 HFEHE L, ECIZAERREKTHR L7z, PbtO,, [Glelb, W
IZ. [Lac]b ®ZAt% SD FAEND 10 ek Lz, IMEEZEIEE (cerebral metabolic
rate of oxygen; CMRO,) (%, PbtO, & rCBF D [RIKFFEEKIZE DN T, L TFTOHXEZH W T
FOELL CEHE L7z 3132,

2-Ca-rCBF CMRO
Ph;()2=P50'h\/ CMRO. '~ 2-L2

~NEZ e fafnRE (P50=34 mmHg) & b VERE (h=2.7) 2B L CITIEEE %
ER L7- 3%, EBRFOEFIREEFIL 7.3 umol/mL TH 7=, A Y 7T VREHZEIT 5
WEDHREND, rCBF & CMRO, DR (£ £ 41 135 mL/100 g/min & 357 pmol/100
g/min) ZIull, MEMKIZ T DR OB/ NILE R (L=5.1 pmol/100 g/min/ mmHg)
ZR iz, I DC EBfLELsk %z A\ T, SD OIRIE & HimifM b ME L WEFR 1),

EBR 3. SD 1% D AERREE M

ICP FHBENMBELSI T ENE, SD A OMEBELZELLIELINE
IMEFHET HT=DIZ, adr— MFEEEBEM L7,

FERIOEZEFIC2 SORELZF T2, 1 ODHOZREEH (FL7~n53mmEH,
3 mm M) 13 DC BALZFEERT H72DICHEHL, 2 DHORIER (T L7~ 6
mm % 5. 3mm #MA) (X SD FHRICHW, £ 2 LRERIC, ICP & MAP = FH%& 4
LHZETUTD 3 DORLLEHRFEZREL, 7 v b (n=16) ZEERHIZHID FF
F 7= (5 DU/EE)
(1) ICP10/CPP70 (=¥ k1 —/LEf)
(2) ICP50/CPP30
(3) ICP50/CPP70,
ICP50/CPP30 #EDEERHIZ 1 IENKERIET Loz, AEFNH ORI L (5 T/
) o BFEBRSEMIZICP & CPP % 15 MR L2, IMKCLIZIR L7ofiEkZ v
THEAIDOSD #iF3 L, BESICAEHEBEKTHEE L, £D%., 10 2&EICHEEED SD
FHH ATV, B 1RGSR L7z, EBRZICKE L, REfIE I v FaX—F—
TEHEL, A KZBHEICERTE S L5127z, SD #F%MG L 24 KefZ I,
Ty hNeAYTNTUTHREEL, T 4 CITHAL TBWZ 0.9%4EEEEK E 4%
NI RNV AT VT B R (FUJIFILM Wako Chemical, Osaka, Japan) % F ) C.OPNEER &
Tot-, MIEAZRODHE L, 4% /ST RV AT AT E RIC24EBBEBIEL, T 71
WCEE L7, 776 35mmEFORIRMEI A % 5 um BICH) 0 L7,

MR AN 2 3 2 72 . Bé#E Ak % Fluoro-Jade C (FJC; Biosensis, South
Australia, Australia) CTH&EL7=, A7 4 F& 70%= % / — /L (FUJIFILM Wako
Chemical) T2 /pRl¥EiE L7k, ZBEKIZ29ER L, 0.06%iE~ > B »
AT 10 A vFaX—FL7tk, ZEAKT 2 oMBEE L. 0.1%EE: (FUIIFILM
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Wako Chemical) [Z##% L 72 0.0001%FIC IEIC 10 pHER L7z, £ D%, REKTI
SREIT O3 EEEL, SOCORATA RA v FaX—4—T5 gLz, &EZIZ
DAPI &% VECTASHIELD HardSet Mounting Medium (H-1500; Vector Laboratories, CA,
USA) ZfER L CAHN—HT7 A TIRE LI, T —I/bA U EEHEMEE (BZ-X800,
KEYENSE, Osaka, Japan) % F\ T, 81 % "4k L 7=, B3.LofEIK (regions of interest:
ROI) ZIEFFE (500 X 500 um) ZF%E L7z, ROI IZ& K EERICEWT, RE )
5 500 pm OFES T, IEFH2S 2.5 mm, 3.0 mm, = LT, 3.5 mm ONEIZ 3 &
O (K3) . MleDOKRE S &HEEIL, 7 1 /4% — (GFP-BP and DAPI-BP,
wavelength: 470 and 360 nm, KEYENSE) % H\TCH @Jﬁ@ﬁ L7, Z£ 20 ZD4 ROI
W (BZ-H1C, Dynamic Cell Count Module, KEYENSE) 23T FJC MM iE % B
BAYIC A U R LTz, 7ok, LLTF DOSRME \—Dﬁﬁ_é?ﬂﬂﬂﬁj& FIC GMEMRa & EFR LTz
DHERERIME 10 UL b (BEfE#EDH @ 0-255) | AP X 10 um LA k. DAPI B &
— K L7 REapE AR, FESDFEEME SDFRMOZN TN O RMLEIZIB T,
FIC [5Gl i %k (#mﬂaéﬁ/o.zs mm?) ZH v kL, 3 ODHRRD ICP/CPP &40 3 #
AL 21T > 7z, HIZ, (& DR REE O F B RHME 5 729 [F ICP/CPP
FEIZB T, FESDF %v\éﬁu}: SD #FEM D 2 BRI 21T > 72, ®IZ, DC EALRLH

ZRWWT, SD DiRlE, Fithkele o SD ERE AT LTz (R3) .

ok i

T — X OMH BT EHEERERFEE I RE (WAL EHE) TR LTz, 0FFh
IZ8 ONT K (whisker @ B/ IME~ & KAE ; box : (L& ; line : HRAE ; +505 : T
YIE) . XiE, ERloT — & K& L“Cﬂ—‘ L7z, &7 — % OfEFTIZIX, Wilcoxon fF5
BT E . —JCBLE BT, VIR L D& 2 ZuELE /0 #oHT . Kruskal-Wallis
ME. ZEILE (Tukey yﬁﬂ:f*ﬁm\ Dunn % B [LEGHETE) . Spearmen JIEAZAH B4R
BTkt A8 7E & H\ = (Prism 9; GraphPad Software, CA, USA) , 2 T® P fE |3 &
BRIE TITV, P<0.0S ZHEE L,



R

& ICP & CPP ODEEICBIT AAEFFH NN T A —Z DFER A3 11277 ,ICP & CPP
BaE#% C KCl BAAIZ & 5 SD a%%éﬁﬁ@éﬁéﬁﬂ;ﬁﬁaﬂqﬂ 2. BERR SD B EnsZ b
5if£ﬁ)0 f:o

SD DERAEET L BT

SD @ﬁﬁﬂ#%ﬁ I CPP &FAHE L T e (IR&EHI7Z2 DC BALK A MEX 2 2~ 7) .
EB1ICBIT A SD BEFROMKRER 2T, EFQAEEFIRE (2> he—n
iz ICPIO/CPP70) & e LT, ICP50/CPP30 BECld, SD DR RERI A 2 FICEE
L7 (17.3+0.8 versus 38.7 + 9.9 s; p<0.0001) ., ICP k& (30 mmHg X /% 50 mmHg)
IZBfR7R <, CPP ZIEH® (70 mmHg) ([ZHEFF L7236, SD OFRFHIZIER Th -
oo WMEMFRICHERZIRPoTZH DD, CPP Z EFICHERF L& L LT
B CPP D54t Tl SD DI ABE NN > 7=, SD DIl & IRIBICA B 21T
o,

SD O M ATBY iR i D&

= b — LR (ICP10/CPP70 #f) & ki LT, ICP50/CPP30 B TiX, SD #% %l
DLZEHIF rCBF 2MIIE 0 £ THEIEK T LTV (48.1 £ 7.9%; p=0.0029) ., —J5
T, ICP30/CPP50 # Tld, ZHkHF rCBF (Z& L L TWieino/z (M1A) . £/, ICP
L MAP 3E < T8 (ICP 30 mmHg 7> MAP 100 mmHg 2\ % ICP 50 mmHg 7>
MAP 120 mmHg) . CPP # IE% (70 mmHg) (ZHERF L7-456 ., 22k CBF OZ&1LiX
RonZzhroTz (M1A)

SD 1281} % rCBF OZ{LIZBI L T, ICP10/CPP70 #£CTik, HANCEFFRH DO/ S 72
hypoperfusion (first trough: 94.8 + 11.6%; &FRf:6.4+£23s) BNEL, TDRKRIZ, KR&EXR
HFAME D hyperemia (peak: 146.8 +£24.8%; {&MF:36.0+3.3s) NA LT, %@?ﬁ\ Bs
e F#fE 9 % oligemia (second trough: 69.9 = 8.9%) Zi 7 (M 1A) ., ICP EHIZ
£ o T CPP BIE T4 % & (ICP30/CPP50 Ff F 7= 1% ICP50/CPP30 #£) . & D
hypoperfusmn DNHEE L . Z D% D hyperemic response 238 & 72~ 7=, rCBF OIRME

(2B L TiX, ICP50/CPP30 B TOAHF EZE 4780 7= (first trough: 32.2 + 7.3%; p=0.0024,
peak: 58.4 +14.3%; p=0.0005, X 1 A) , F7-. K CPP F TiL4 deflection point D ¥ IF
ERZFROT, 2 ba—/L#E & #EE LT, ICP30/CPP50 # T, peak (59.6 +17.0
s; p=0.038) & second trough (241 + 24.5 s; p=0.002) @ 2 HCERFNFEICEERE L T
V7=, ICP50/CPP30 #£TClX, first trough (26.0+10.4 s; p=0.0067) . peak (83.4+15.9
s; p<0.0001) . & L T, second trough (213 +80.2 s; p=0.017) @ 3 W CTERENFEIZ
JER L Tz (1 A) . (RRAEYIC, ICP X° MAP 285 < T% (ICP 30 mmHg 72> MAP
100 mmHg 8\ % ICP 50 mmHg 7>-> MAP 120 mmHg) . CPP #1E% (70 mmHg) IZ
MR L72%E . SD ST 2 MATEREROG ITIEEF ey —v 2R L (1A .

2EIBLREDO SD ICBE LTIk, @EOHRSE & FERIC 2, £&M)D hypoperfusion (first
trough) IZTEFETIZ LA RGN -7 (K 1B), #1ED SD & [FERIZ, ICP50/CPP30
B TlX. hyperemc response DF2FE 2N BAZER L (65.3 +16.3%; p<0.0001) | peak (97.9
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+17.2s; p=0.0001) & second trough (237.0 +23.5s; p=0.0001) D 2 s CTERENHEIZ
ER L7z (K 1B) . ICP30/CPP50 #E % & L0 € DOMLOFE Tl ICP/30CPP50 #f T second
trough OEFRESEE L TW2LIAME, > bue— Vit & FEROMATENRE G 27 L
7z (K1B) .

SD ORBRIEDEE

SD O IMATENRE SR RSx4 % ICP & CPP OEEAZX 2 |2RT, 22k
o —/LEE & He#g L C, ICP50/CPP30 #£ TiX, SD #E¥ a1 rCBF (104.4 + 12.8 versus
54.9 + 8.3%; p<0.0001) . PbtO, (28.0+ 4.4 versus 17.6 + 2.6 mmHg; p<0.0001) . CMRO;

(333.5 £ 6.6 versus 290.3 + 25.4 umol/100 g/min; p<0.0001) . & L C. [Gle]b (1.70
0.13 versus 0.87 + 0.20 mM, p<0.001) NEEIKETH -7, —FH T, [Lac]biZBIL
TIXEEBEEERD -7, XRHEZ, ICP NEHICEM (ICPS50mmHg) TH- T
t. CPP ZIEHME (70mmHg) [CHEEF L7234, PbtO 2R < £ THOMEIZER Th -
72o PbtO IZBI L Cik, = hu— UEEL bl L T, ICP50/CPP70 & Cl3A B ICINE

(28.0 + 4.4 versus 20.9 + 5.7 mmHg; p=0.009) T -7,

SD N FEAT D L& PbtOy 1L = b r—/LEET 28.0+ 4.4 mmHg 705 31.6+ 6.6 mmHg
(+15.6 £ 14.0 percentage points [p.p.]) ~& —EPEHEMEAMEIC LR L=, —F T,
ICP50/CPP30 B Ci 17.6 £ 2.6 mmHg 7% 16.2+ 2.6 mmHg (-8.8+ 6.4 p.p.) ~& —if
HEHEMAEOEKT 207, CMRO IZB L Tk, = b —/LEETIX 3335 + 6.6
umol/100 g/min 7> % 371.1 +25.4 umol/100 g/min (+14.6 £ 11.5 p.p.) ~ & — @M HAR M
[ZHEHN L 7225, ICP50/CPP30 #ETlE 290.3 + 10.7 umol/100 g/min 75 254.8 + 21.2
umol/100 g/min (-13.4 + 0.4 p.p.) ~& —@MEHEBEORAD 2D 7=, FFHEAYIZ, ICP
NE < TH CPP #IEHICHERF L7235 4& (ICP50/CPP70) |, PbtO, DZA{kix =y b r—
JVEE L FRIEETC, —BMEEFEMEIC EH L7 (4141 £10.7 p.p.) . CMRO, DZEALIZEE L
THay bo— Ll i L CTHEEZITR S SD FRZIC— @M EMAMEDEN (+8.0

+6.4pp.) LT,

[Gle]b (B L Tix, 2> b — L BEICB W T, SD BAZKO D 2 47T 1.70+0.13
mM 7205 1.21 £0.28 mM (-28.6 + 152 p.p.) ITIK T L, ZD%., JTLOMED H-20 p.p.f&
EART LIRENE S Fivviz, oo — LRE L il L T, ICP50/CPP30 B Tl. [Gle]b
D ENEICEEIEL T LTV, L~L, 33> ho— Vi L FEEIC, SD 4%
[Gle]b (X —u@ME BEAHMEIAR T L7z,

[Laclb IZBI LT, 22> P — LBEICB W T, SDEADOK S DRICERKRER D,
0.33+0.06mM 7> 5 0.48+0.11 mM (+57.8 + 15.7 p.p.) ~DHFEM: 57 23R B R it
L7z, *HAYIZ, ICP50/CPP30 BEIC B W T SD #3364 X5 &, [Lac]b X —FEMHDZE
fbZzRL7z, SDEAEHN G, [Laclb T —1@MEIZ 0.31£0.1mM 225 0.24+0.12 mM

(-33.5+164pp.) FTETFTL, D% 040+0.11 mM (+38.9+24.1 p.p.) F THEHK
(ZHE L 72,

ICP 3 L ®< TH CPP ZIEFICHERF L7234 (ICP50/CPP70) | [Glc]b I TNC
[Lac]b I3 1E 7 &6 FH NI HERF S HL7=, [Gle]lb & [Lac]lb D ZALIZ DWW TIE, 2> hr—/L
# & ICP50/CPP70 B OMICHEBEIZRO -T2,
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SD ﬁé@%ﬂﬁﬁ@%

FIC 22 DOfERZK 3 1ZxRd, =2 hH ~/1/E$k te#: L C ICP50/CPP30 A% Clk
RBIZEBIT A FIC BrEmiazn,. JE SD #FF M (5 [1.5-10.5] versus 60 [32.5-88. 5]
p=0.028) & SD &%/ (10 [2.5-25.0] versus 126 [93.0-201.5]; p=0.039) FH{ZHJ 12 f%HE
7Jl] LTwW/z (3D) . . ICP50/CPP30 #1233\ T, FE SD %Ml & ttf L T SD

% R TIL FIC Fﬁrifﬁiﬂ’a%z@*ﬁi‘f@tmm% \b 7= (p<0.001) (K 3D) ,

KRR, ICP NE L | TH CPP #IEHICHERF L7354 (ICP50/CPP70) |
ﬁ%ébt&bf% Nc%@ﬂ@ﬁin/bw~wﬁkwﬁbf%ML@#oto

F 3 IXEBR 3ITBWT 60 MICH A L= SD d[al%k, SD O RG], £ T
SD O RfEFmFEM, £ L C, RIEZ LTS, > br— LR L EEL T,
ICP50/CPP30 £ T, SD OY-HJFHFehkef (16.5+ 3.5 versus 37.2 + 11.9 s; p<0.001) &
RIEFFOEREA (92.4 £3.5 versus 178.6 £ 23.5 s; p<0.001) 233K 2 fFER L T iz,
ICP50/CPP30 BEIZ I\ T, SD @ BRFERER & FIC iR & ORI H B /BB ILER
Dot (=041, p=0.13) .
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E5

ARAFFECIE, BEF 7R IERERMEEICB W TKC & E5I2X Y SD #F%¥ L, ICP
E5H3 SD OEKABFRRME, MATEIERS, RBRG, £ LT, mEMEET
FERICEDL I REEZRITTNERFT LIz, ZOER, SDIX CPPIZKFT S Z
EMBALMNEIR ST, ICPOEE FFIZE > TCPPREFELLIELTT 5 L. SDRAE
BT B MATEVRE SO ORGSO S AE U3, fER & U TR <0 Ak 8k [ 25 % 3
9, —7F. ICP A@EEIC EH L CTH CPP N IER R AFZAREICHE cx X, SD
WCBITARISEZIER 720, ICP EFHS° SD 24 ) MfEE IR E I N5,

1. SD OBEXRAEBPERRENE & MITEIRKIG
ERREBRZIRIL T SD BB AET H L, 13& A EDFETEN hyperemic

response Z 5| Z#L Z 9, Z @ hyperemic response |£, SD IZ & > TRE S E#)LZE
BilA AV AROEEICLER TRV X —OFENTET H 2 L TAEU S LHHIE
T\ 5 3536, SD DEIERER] & MATEVRERIS ZRET 2 E 2R FITERIETH D
EEBEZ LTS W33 JEAR T LR B 2512 K o TR~ D M ji s 2 1K
TEH5H L, SD OFFFREENER L, MATENRES G 25 AR D hyperemia 72> 5
hypoperfusion ~ZfL4 5 L MEINTWVB L1237 = EFEERIC, < HE T HIMm 3%
39 SOMEZE 4041 SMEMERKTRE 2 72 K DOIRBISME T T H . hypoperfusion response

(inverse hemodynamic response) N#IZE I 5, Z D inverse hemodynamic response
X SD 6 DT RV F—|KIFE LT EE OBMEZ R L, JREILKRZ 5] & # 2 A58
P & 5 63840, KBFFED rCBF Z{LIZBI3 5t bk, IEE R AEHZARERICE
VW, FEFERE] O hypoperfusion D%, ~47 p.p. % T rCBF 725 EH 9 % hyperemic
response a7, L»L, ICP FHRIZEZS>TCPPMETT 5 &, Hi7T 5
hypoperfusion 23&H L, % D 1% @ hyperemic response [F#EE & 72 V) | (T hyperemia
IZFB1T % peak DR NIER LTz, ZORRIL, MEZ#BIES S Z & TCPP 241k
SHETEITHEE —F L Tz, BT TIE, EEMET v h &L T, M+
KIEZ » b (MAP 42-46 mmHg) TlX, 56179 % hypoperfusion 73 L | hyperemic
response NEEFE & 72 ) | % L C, hyperemia (23T 5 peak DIERFNEER L Tz 1
3.8 KEC, FH CPP LT (30 mmHg) (&, FIEID SDIZE T 5 MATENREK G %
IFIE AR D hypoperfusion (2728 2 CU 7=, R D inverse hemodynamic response (3.
EEE N F 7T BTN M~ 7 T HEE T O BE I TN D 1290, BRIz ko
TELIEA AV AREZEE ST DI +o e r VX —RE 2N ELET 57
. SD EIE LM FftAaIc R E <IKFFT 5. LLRTO#HE & FERIC 137, ICP50/CPP30
DEAETIE, SD e OIER BB S iz, —J7 T, ICP30/CPP50 D Fefth: Tld,
ICP BEERAICIEH 2R EmME CH A I b 53, SD O MATENRERIGIC K X 7o
BIXAEURD 5T, O LD, ICP30/CPPS0 D&M, =NV X —FE Az
TRONEL+DICH D L 2R LTz, ICPIZH# 53 CPP S IEH &N ICHE
Fannid, mATERBRIGS SD OF R MIFIER N —r Zr L, 2O &
(X, ICP B1&23 SD O MATENRERISIZIF E AV ERBE RIFS RN L ZREBL T
Do BT, ICP EFIE SD OREAMEICEE L G X -7z, T OREIEL, —i@k
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DR ICP FEBNEMNT 7 ZIcBWTSD #3|Z& 2T Dloxt LT, B
72ICP FRIZSD ORABEEZEMETRNEWVI ZNETCOMBELZEMTEH LD
LB 20,

2. SD ORFXIE

SD Ik » TA U B[Gle]b DL T &, PbtO,. CMRO,, KX, [Lac]b o BLFEMERE N
X, EEEMIZE T DR BEEREOIEME (L Z 7R LT\ 5 4, SD XT3 5 PbtO, 1k
WZDOWTIX 2 DDE L DWMENDH D 324, Pilgaard & Lauritzen (£, FEFFRE] O EH (I
FEWTERBOKTAE IS &) PbtO, D —FAE Y — U 2H_E L TWHR, Z
DFERITFH A DR LB/ H> T 5 42, —F T, Balance Hix, —i&D PbtO, EH-
WHE—=HRELTEY, ZRITEADOFBREFEFITHELLTHE M, bk
REOBEWIT, MEOENNC—RRH DL EEZX N5, MEEFEOEWITZLEFFE rCBF
LU TERRAFELZRKITL, SDOMITEERISEHEILIELZ ENFALNTNS
12,45 KBFE CHWERREER T A Y 7T T, B ILEER LR rCBF #h1
EEZBELTBY, OB EEINLTCWAR[REM N H D, Balance & DO HFFE T
X, Bx DR L FRICA Y TV T 2 ER L Tz, £72, PbtO; DZEALIT R
HHDD, FxBR LTZ CMRO: O —i@EHEN & W\ 9 CMRO, ZibiTiEEDRE & [F
FRTH o7z 324,

SD IZ X %[Glelb &[Laclb DZ&ALIX, SEIERFELZHANVTRESNLTWS, &
LORESCHBRBIIHREICLI-TERLILOD, RFERTRLELIIC, &2TO
5 T[Glelb D —@ M & [Laclb D —i@ M EFA237R LT U 5 34444648 1 B g8/
DITHOX T, BEFEDS, HHLEEV—DES, Bo ¥ —2BALIEORE
X, ECHWEEWEOEWNREIZESZbDEEZLND, SD KT 5K
T B S DRy RS 7Y TR O B MRIC ML R R L —
BT A0, ZVa—2AOEEELBOKENES L TnHEEZ LT
6 3,44, 47, 49O

ABFFEIZ RN T, ICP 2% 50 mmHg £ T2 L < EF L CPP %% 30 mmHg ¥ THEMHIZ
KT L7255 E . PbtO2 & CMRO, OFfEXHEIFIHICHERIZIK T L7z, FiZ, SD 34
9% & PbtO; & CMRO2 (FILICHAMEDREA 2R Lic, ZHUTIERE RABEASEET
THIEZ I 172 PbtO, & CMRO, W O —iatE EJ/ L IT BRI TH -7, T
B OfESRIE £k L 7= inverse hemodynamic response |2 & % rCBF IR TR ER L& 2 &
D, CPP ARE LK T LIZIRRE T SD HAE N EREE 2 Bl S & 2 mReEtE iR
i,

B R&EZ LT, CPPMET LIS A. [Laclb TN A REEREA L (<30
p.p.) . TOBRERRICE > TRRIZEMNT S (25pp) &0V “HENY—U%
w~LT, Zy METAZAVEBEORETH, FKEO HEELBREINLTH
LM L L, TOHMETIESD 1 rCBF ° CMRO, IZ—i@MEHEMZ R L TEY .
Fx DR L B2y EBRFEITEMKETIZRWT LRI L7 4, Hopwood
HIX, BUNENTEEZ AW T, ICT 2 EEEFHOM S MmRICREE L -RED 7V
=R LHBOREEAEZPIL TV D N 2O TIE, FLERE X EMAEICHER
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I ERTAZ D RENTWS, LML, AIEIN7Z58I8 TD rCBF 2% £ O EK
TLTOWENEIRATH S, MEESCIN MM, SEHIMEL & OBEMZ AV -1
EDOWFFETIEL, SDICE > THREIZEF T DLV R EITER R HFER1H
HFEEINTWHL2 Lal, 26O CIEAEEZRHIE Lo fEI%kiZHB 1) 5 rCBF
R ICP, CPP BFFEINTWRWED, Frx DET NV EOHELUEIIAHATHL, @
EOMIETIE, EMRETHRELLEZSD RNERDLT U R—VAEEET H I ENR

ENTW3B, ZOMETIE., 7 F— ZAOETIZHABEA OB MR ER TlL /20
MEHERIL TV D B, Frx OFEBRFIETIE, —FHRILBEEOIK TN, HLBEL
BEEICLDLORON, BEBEEOCHEINICEZ2 LDR00, Wi~ 2 U
TIUABEIZLALDRONEHETDHZ EIXTERhoT, OO, Kif5E
IZB W T [Laclb 28 “AEHENZ — U ZR LTEBEBIIAHTH S, AR EBRTHWE
ICP50/CPP30 &\ 9 FEBRZE1L, rCBF, PbtO2, [Gle]b DETHAKETFTLTEY . B
REMRETH-7=2EB2ONDZ LD, MNICHKEE S -3BEIZ, SDIC L -
TEH LA A AR ZEET 272003 VX —HE L L CH A I/ REMEN
HDHEHER SIS M, MEMRREICERIT S SD BAEKLD /)L a— A EESCHEEE
EOEITELE IR ENTELT, BRAMANLETH S,

ICP "F L EH L7KEE (50 mmHg) T, CPP ZIEW&FH (70 mmHg) (ZHE
FL7ZBE. PotO, DiEHEIXT 2> b — VL B LK) > 72 b DD, CMRO, D
EHMED SDICBIT ARG L EE CTholz, BEOHETIX, 722K & H ICP
Z30mmHg F CEREIESL L, CMROBIETTDEWIRENDHD 5, FxrDfE
REFERHIFERTHY, TOHBIFIARHATHS, LL, CPPIZEFEET AL, F
%2 DA (70 mmHg) & H#E LT, @EOHE (50-60 mmHg) 1T L VIKETHY
Z D CPP DEWVWREHRL TS ABEMEND D, BLBREWZ 212, CPP 23 A BRAY#IFH
WICHERE S L7244 . SDICxET B 7L a— A0 OB K IS IE R 7p S % —
R LTz, THHDORERIT, ICP NERHICEE TS CPP # EF&BNICHERT &L
X, EE R MATENRE RSO KS 2 MR CE AR 2 RIE L T\ 5,

3. SD DAERRFHIRE R

s 72 KIMEZE Tld, SD I K » THEMFRIBENEL D Z &idn S, —%
T, JAAPRGL T TlE, SDIC & » THEMIBBIEDILKRAAEAL L Z N L<mbi
TUN B 353656 fhil 21X JRETREMLF > 7 FI23E LT SD IZ L - T spreading
ischemia®® & L T #1541 5 inverse hemodynamic response 234 U 5 & | B MIFEE D
PLRNBIEE Z S5 405738 KAFFECTIL, ICP EAIC K > TCPP REF LLIKT T
HE, FESDFHRANBNTHMHRMANE LD, BT SDFRMATIX., BTE
M7 Z 28T % spreading ischemia & [F4 D inverse hemodynamic response 734
U, fERMRENE AL & WO RERM GO, BR L2 X 512, CPP 23 ICP E&F
IZE > TERITIERTT 2L, ESDFHRMTH > THMBRMELL KT, ZiiL.
CPPIRTAEMAFHER LD EBZXHILD, MAPIKRTIZL > TAL S CPPIXT
CHEE LT, ICP ERIC L o TAEL D CPP K TITAMMIKEE RS EAFR T 572
D, LVEETHLZ ERRESIN TS 16, TIZ, ICP EH BAENSHRARES
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WICENAEZ LW OO NHRE L TWDE 5179 Dai 513, BE 7 v MIE
W, ICP R BARA, IEF 70 B/l & it 2 28 e MU & > v o b ifjilic 2 #
L., ZTOMER, HlHKBRCHEENAEE S, mRREELFISEZ T2 %
WELEZD, £, SMEMMEBED T v MET LIZEB W T, ICP &E XM D
MR E A~ B LS, R L CHRMBEERICENR S Z EblEIN TN
B, TNOOWFLEL, SDIZL > THEE I L MRMRESICEEL RIFTT R
MERHDH, Ll BEICEHRE SN ICP ERICER T 2w MafEE ) CPP IEK
T THoT VI ET, BEORELHEADOERICKEREBVREL TS, @
EDOMETIL, CPP ZffER L THMRBRMBEES X T 2V LR ENLTWNS S
9, —%., FxDEFNTIEL, CPP % 70 mmHg IZHEEF L TWAFRY | ICP % 50
mmHg |2 FH S8 TH, FESDFRMAE T TR, REQZFAXT—HEENELD
SD FHMICEBNTH, MRMAEENER SN, ZALOFRERIT, ICPHEMELY b
CPP RENFHRMMEEZTICREREELEX DI LR L TWND, 20D L) 72
FERIOFEDIBIIRHATH LM, CPP DEV GBEDHFFE : 50-60 mmHg & F ~
DOFFFE : 70 mmHg) P LEREEREOE D GBEDHISE : 6 B & Fox ORFFE « 1 B
W) OREELZAREERD D,

4. [RF

KHFFENZIT N DD DRFEPFEET D, I, RO EBRRFHIT 1 R £ T
ThHotz, 2D, ICP EfEND> CPP IEH OIRFEIZ IS 1 D iR {RERN AN, 1 B
WEBXCEOREEZTCEONIARAHATH S, TOHEHHBHD 121, KREOEHIERSH
JERIDOFEAIC L » T CPP #4252 Lid, AMMEEDEKRLRY 27 24£5 05
T D 90, KEFFETIE, CPP ZHiRF T 57-0IC MAP % L H X825 FER %2 &5
LThH, MEREEZFR LTy MIWRholz, LrL, 2T 1 EROERTH
ST T, TN FOERFM CTHLRBEORERNE LN E I NI ARATH

bo BT, AR CIIREE KA AWT ICP FROMEEZIT o722, BE ITEE
SNTZIZEBNTICP BTLET 5, MEZECRN M, < HETH M7 & omdmE
fie ECAMEMERNIRIEIC X - THRE SN MMMk L BT 2 BE Tk, B CHAFENRE
EINDZZENRFLENTWS 6 k9 HCHSENEE S NIRRT,

w72 CPPILEE B H O H O RIKFET 2 FEELH D B, F=1T, RIFET
RLTZE DI, BMSGHET TO SD A FTHBMEEEDERIC/RD B2 61T
XN, EEIORMBIIKT HRERNHE SN TN B 3656064 T ) FEE DKW
ECRPTMEM TIZ SD #FR LIHE, BB EDOIERKIZE U Rholo tHE L
TGN 5 4, Z OREEE DKW FIEEZ AWV ALIX, 1ICP50/CPP30 A TR R HE i [
EERHEIMSEDLZ L3R homEtEnd 5, KR TRV LN FER, LRIO
o2 < oR (FlxiX, B, ICPE, 2MME M BETME M) TRZR-T
BY, BB BMLETH S, FII, AL TIE, SDIT L DRSO
MR EIL, 2> b — L EE, ICP50/CPP30 #. ICP50/CPP70 BED 3 Seftb D T
L7z, - T, MHRRMAEEE Z[E#ECTX 5 ICP & CPP OBEIZABHTH S,
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rE BB

RRE S 2 HEFE U 2 WRIIIMAE IS & B3B3 5 7= 012, AMERIMIEE B E Ik L C ICP
ECPPEE=FY T LEBRT A LIFIASHERINATWS, LML, =F
FUARRBIZEY ., CPP OHKBEEIIREAHOEETH S, SEIOKERENS, ICP
2350 mmHg & F L ESWVIREETH->TH, MAP Z%E ¥ L, CPP % 70 mmHg O 1E
FEICHERT 52 L C, MRIEBIOER 2MRH 2R L., HRMEEELZBE S &
NTE B EHR ST, WEIC B L7 ICP IR 2RAR G IT., AR E D
AR EBRICL > TICPEZIETFTEHSLZETHD, ZOICPIKTRELNDETD
M, #YI72 CPP ZMEFF 35 Z L 1d, 2 R E 2 R/NRICI A5 Z L I2EHET 5
AIREMEDSRIE I NS,
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CPP: cerebral perfusion pressure; ICP: intracranial pressure; rCBF: regional cerebral blood

flow; SD: spreading depolarization
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CMRO:a: cerebral metabolic rate of oxygen; CPP: cerebral perfusion pressure; DC: direct
current; [Glc]b: extracellular brain levels of glucose; ICP: intracranial pressure; [Lac]b:
extracellular brain levels of lactate; LDF: laser Doppler flowmetry; PbtO;: partial pressure of

brain tissue oxygen; rCBF: regional cerebral blood flow; SD: spreading depolarization
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CPP: cerebral perfusion pressure; ICP: intracranial pressure; SD; spreading depolarization;

ROI: regions of interest
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1. FHZEHNT A

Cerebral
Mean arterial Intracranial  perfusion
Pressure pressure pressure PaO, PaCO, Base Excess Hemoglobin Glucose
N  (mmHg) (mmHg) (mmHg) pH (torr) (torr)  (mM/l) (g/dl) (mg/dl)
ICP IO/CPP70 28  82.8+47 102+ 1.7 725+4.1 7424002 12610 39+ 0.5+05 112+1.8 246.01+-41.5
ICP 30/CPP50 5 804+17 30.1 £0.7%% 503+ 1.4%* 740+001 134+t16 38+1 —0.6+08 105+ 1.0 261.0+33.7
ICP 50/CPP 30 29  79.1+£20 49.8+0.9% 293+1.5% 741+001 Il6+12 38+2 —0.6+08 12.1£0.3 28124535
ICP30/CPP70 5 1029+57* 308+ 1.8% 722+4. 741001 132+22 38+1 —1.0£IS5 12.1 £ 1.4 304.6+33.3

ICP50/CPP70 28 119.8+47% 50.6+1.3** 69.1+43 7.41+001 119+10 38+2 —-05+1.0 13.1 £ 1.4 301.0+40.0

* L OFE L HEE LT p<0.0001 DHFBEZEEZ L
#% fth oD ICP #E & HL# L C p<0.001 DFEELE LT
WERHMEAT 13— JC L& 0 B AT 128V ) € Tukey Z HE LB E 2 VT2

F 2. FEEBR112381F 5 spreading depolarization O &5 AE BRI R

Frequency (/h)

N Total # of SDs Duration (sec) Speed (mm/min) Amplitude (mV)
ICP 10/CPP 70 5 35 1731+08 27+02 36.0+5.0
ICP 30/CPP 50 5 28 20.3+0.9 27+02 31.1£89
ICP 50/CPP 30 5 26 38.7 +£9.9* 25+04 35.7+7.1
ICP 30/CPP 70 5 35 16.6+ 1.1 28+0.3 359+87
ICP 50/CPP 70 5 35 21.3+2.1 26+02 40.9+6.2

7.0+£25
56+ 1.1
52+13
70+1.7
70+07

* L OFE L HEE LT p<0.0001 DHEEBEZEEZ L
ERHENT 1T — JTBLE 20 B AT IS HE W € Tukey Z B FLEGR TE &2 F VW 7=

3+ 3. 3Bk 31231F 5 spreading depolarization O &5 AE BRI HF

N Total # of SDs Duration (sec) Cumulative duration (sec) Amplitude (mV)
ICP 10/CPP 70 5 28 16.5+3.5 924+3.5 364+t 18.1
ICP 50/CPP 30 5 24 372+ 11.9* 178.6 +23.5% 359+94
ICP 50/CPP 70 5 27 194167 108.8 +22.8 39.0+84

* L OFEL HE L T p<0.00l DFEZEZ L
WERHMEAT 13— JC L& 0 B AT 128V ) € Tukey Z HE LB E 2 VT
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Time (min)

EBRIZE T 5 MAP, ICP, CPP, rCBF, % L T, DC BN D MAIR /2 508k, ICP 28 50
mmHg £ CEHL (KEE) . 20H7 v 7HEICILY MAP A ER L7-, Bl L
T MAP #{8 F &+, CPP ZF% L7, ICP & CPP % 15 5y [WERF L7=# . SD % #%5%
L7 (RED) o 207 > FTILSD O MATENRESS & LT spreading ischemia () 73
B I iz,

CPP: cerebral perfusion pressure; DC: direct current; ICP: intracranial pressure; MAP: mean

arterial pressure; rCBF: regional cerebral blood flow; SD: spreading depolarization
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e 2

SD OfLFER 72 DC LXK, ICP FFHIZ LD CPP BMMET 9 5 & SD HiFM N iER L
7= (£%]) ., —F. ICP EH (30 mmhg F£721% 50mmHg) (253, CPP Z1E®E (70
mmHg) (ZHERFT 2 &, FERFMIIER CTh -7,

CPP: cerebral perfusion pressure; DC: direct current; ICP: intracranial pressure; SD:

spreading depolarization
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e 1. 5EBr 212381F % spreading depolarization O & 5 A& F R R4

N Total # of SD Duration (sec) Amplitude (mV)
ICP 10/ CPP 70 18 18 18.8+2.5 39.1+7.7
ICP 50/ CPP 30 18 18 41.6 £6.8* 389+75
ICP 50/ CPP 70 18 18 20.6+34 40.0+7.5

* L OFE L HE L T p<0.00l DFEZEZ L
HeE

TREAT IE— JC BB 70 B T IS He VW T Tukey 2 B FLEIR E 4 H VN 2

28



