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SREEMERETY A AEAE SR BRAE (FEAS /)N, A%
RARRHATROE ) B KW T BT T H
FEWEA HTS 7EFEAR ICP 751 B9 e AT 72
VFEAT meta 43 A1 A5 56 02 75 AT LR B 2L 7] 79 3
PubMed 52 A5 | 2% £ 45 1 . meta 53 H7 FIJC meta
[/ 353871 W, ESM( ESM_Hyperosmolar Fluids ) .

H#& I meta 43 M7 oK, T 58 BE ] ICP FE{K
10. 9 mmHg(95% CI 8.2 ~13.5 mmHg; P <0.001;
Bl 1), BIRR MRS (P =69% ,95% CI 45% ~
90% ;P <0.001) ,{E o FH H #8 Bt iy S ) 1 {22 1) g
FEAR OGP 1 OB 4y B 5 DL B 45 R — B (ESM_
Hyperosmolar Fluids, ¥ 3) ,

HAE meta P15 4347, FL4k ICP A5 =1 mmHg,
HERWEHE T RE{F ICP FEIL0. 53 mmHg (P <0.001;
F2), SRMEMITERE R 20% (P =0.255) 0K
FERREEEAR &, DRI PR R A R (R
FHOCHE ) meta [BIH 7345 T 25U 45 51, {0 5 5T
P #F & (P<0.001) (ESM _ Hyperosmolar
Fluids, ¥ 4) .

H R & AR 4 meta [71IH 53 #7, ICP [ 15 5
H & R JC ¢ (BB K 100 mg /kg B G
0.42 mmHg;P =0.478;3 3) . SR, &L IEWI 4 ICP
JE AT AR BT Bos , H B IR &5 ICP R
ZIA O RS BA it L (3 K100 mg/kg
F#A0. 78 mmHg; P =0. 003 ;5% 3) , Xt A X AT
P RBURRA: 23 B A5 IR 52 (B R R ) o

DA S5 R Rz RO R, B R A3 A LA 1 it
AR/, AT RS A R R R Al H R ML
87 77 PR T 3 Pl XU

HTS : i 4% meta 43477, HTS Al {fi ICP “F- A%
8.8 mmHg (95% CI 6.5~ 11.1 mmHg; P <0.001;
ESM_ Hyperosmolar Fluids, ¥ 1), {H 5 5t PR &
(P =77% ,95% CI 45% ~94% ; P <0.001) . {i Ff
LR ICP 545F HTS J& ICP FEIEZEFT ) meta [F11H
SRR T A G2 LR (R4 0.343; P =
0.040) B AFAE R T (I =56% ,95% CI 0% ~
91% ;ESM_Hyperosmolar Fluids , & 2 ) Jf: H. H: 712 I
WFFERY Cook FHES 3.4 1 1. 8 BRELFZI T REHE,

HTS )  : F)  A ICP BRI A% i A 2 5 4%
M, AL 45 7 5 N 4 ICP 1 248 & meta 115 5 545
HTEAS I FEXNRER(KRI) ., SHEE—
FE N IR Rk B4 AR

S AU SR HTL  H 88 A0 HTS 1 LLR%

I ICP, GRADE. X i & illds ( % HF) o

3.2.1.2 (A2 A5 TR R B [ 5 08 WA AR R AIK
ICP J7 11 H A7 AN (] A R0 (R0 B8 Al T 2% ) g2
(ESM SG2 Q2 GRADE)

A9 WIRCTs A T A [H] 155 8 W AR LU S 9
XA 97 ICP Tt & o6 WA 5% 4 X TBI i
F0BAT D T A 5 [ i AL 4G T OTBL Al SAH R
FU 1 TR A A ALS HREH Y 4 TEFSE R
THEEEER HTS 2244 1 mipFge e T H S
HTL[47] 5

—TUNREASEE I SR HTS L F H #E e
EAEE G IR AR, 9 ELBEA Rt 5 38 WA 4 4 ]
i, PR TeTs s HAa

B T — IR ) B G AR A
JIT A X 48 RCTs AYIESRZAIE AR AL,

LU A AR JR R i R B WA 1Y) RCTs (7 TR 5T
n=186): W5 (n=9,2 XLi&it, Bf.0) BoR
7.5% HTS/6% 47 e 5 20% 1 &% BEAH L 7E
fdi J J5 60 min I Y ICP [ & B K (-5 mmHg,
95% CI —10.8 ~ —3 mmHg; P =0.014) """, 5 4}
4 55T (n =202 0 =47 n=38'"" n=29'"")
SRR 7. 5% 3% 15% HTS Fl 20% H & e
fiX ICP I MIRCR AR . —IAFSE (n=9) LI T
7.5% HTS/6% 47 e W5 B 5 20% T #& B/ 1CP F¥
W, PR Al IE G 24 A 5 0E 1 720 8] e,
LISEAR O AR

Ichai %77 (n =34, ¥y ) BOBFSE B ,0. 5 B
/R HTL TEF#AK ICP J7 1 Fb 20% H 8RB A 3%, R
P41 Z [RI7E4 hJ5 1% ICP PR 22 58 Siit % X, (H
Il R A PR (2. 7 mmHg) -

F ARl 4 JBE JR R £ = 18 WA 19 RCTs (2 J0E B
38,0 =52) AEX BB 5T o HTS B35 35 g i T H
WL, N LA AT HTS. Vialet 457 (n =20, #rf
L) B W5 8o, 7.5% HTS fE i > & H
ICP >25 mmHg M UE7 ] L — 23833 F &2 1) 20%
HEBEEE AR (6 W3 K)o 7H—TifF5E (n=32)
7R, HTS/HES 200/0. 5 5 15% H 5 B0 L RE B %
F%ﬂf& ICPLSZJ .

GRADE: Ui i I iR WF 5% 259 S A% 5 o UE 4 ( S+
SR U TR E A ST 45 )

3.2.1.3 [l 3 AHAEATELT ICP Wil i1 ol
HEBRARAIESE S ? (ESM SG2 Q3 GRADE)
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1% =0.529 P=20
3 P<0.001 95% Al {5 X[\ : 0-75
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HILHFICP(mmHg)

2 Meta B35t BREHEEAMERANE(ICP) AEMIR, IRIBYIEETTET ICP, H{RiZ ICP ME8T/5 Z EAIHE SRR
YA meta [IJASHTHGRFFT 145 (1) Marshal ™' ; (2) Helbok !> ; (3) Muizelaar " ; (4) Mendelow %2 ; (5) Rosner® ; (6 ~9) Miller'™” ; (10) Launey ™/ ;

(11)0ddo" ; (12) Ware!** ; (13) Francony!®’ ; (14) Scalfani®’ ; (15) Diringer'2!” ; (16 ) Ichai!*”’

1 mmHg =0. 133 kPa

—Ti{E ICH & AT RCT (n =24) IR,
HEEEE A HTS 7EARE MRI PEAL 42 £ RS v 7
T AR A 24 o 2 AR T AT AIS FR 3 P kAT
9 RCT(n=9) f7x, HE&EES HTS X i i 1
T & 9 11 5 L W )2 B 1% ( positron emission
tomography, PET ) £ il % fis 1fil 37 &t ( cerebral blood
flow, CBF) 75 Tl F R AR > . GRADE : B fI it i
HEPE (KX)o

2000 WL 5% P BIF 98 A B2 52 28 22 3 ) R S
( transcranial Doppler, TCD ) [20d436] - pplatdol
fR-CTH 8 CT 3 4 (2 I 7 ORI RS 6, 35 0k
) PO P B R R T R e e
HTS BIZCR . GRADE: AR 5T 5t iiE 4 ( S Rl S Xt
B TROEMF R AR ) o
3.2. 1.4 [0 4 A UESE R DTS WA RE i i I
7 (ESM SG2 Q4 GRADE)



+ 92 . [ B i I 459 2% A5 2019 4E2 A58 27 %5 2 ] Int J Cerebrovasc Dis, February 2019, Vol. 27, No. 2

®3 [ERAINIE(ICP) BER(EA M EEHITHY meta [VF53H7

R Bk

it PME flifi P

A i 8.2 0. 0359 6.4 0. 003
Fili 0.42  0.478 0.50  0.182

{34146 1CP EE] -5.24  0.088 0.35  0.932
WEEICP  0.53  <0.001 0.34  0.039

FIEAIEA ICP #HE —11.7  <0.001 -85  <0.001
il 0.78  0.003 0.87 <0.001

WIRICP  0.59  <0.001 0.58 <0.001

RCTs: RCTs H A 5 1 %, A fig & I ¥ 17
meta 73 H7 o

—IifE TBL & P #7920 RCT (n=
226) o, i F HTS s A= B 3 /K 517 Be /i &2 75 1
6 A~ H B AR 3 [ AR5 9 J A S 30T B )3
( extended Glasgow Outcome Score, GOS-E) iF
51", GRADE: & Bt BHIFYE (X)) o

S EA3 WRCTs, — W7 TBL & (n=
6032 L) BEFTI RCT S, TR PR 0. 5 BE
/R HTL 54 BRER/KAR FEIF R M6 1~ A by GOS,
JLAEICP >20 mmHg (49 & 1F 08 & 20 ™ L 1
TBI & h it ATt — 0o, S HBEEH L,
JH HTL JG97 ICP FHi5 512 4 A BF GOS B A1 56
(69% %F35% ) , H X Fh 22 F LG iT# B X (P=
0.055)"", 7E TBI f & AT 145 3 I RCT &
R ,20% HEREE S 7. 5% HTS 22 [A] 195 4E 26 1% A7 2%
ST T O B R R 3X 3 W RCTs i 4 45 4%
¥Ipi%9% . GRADE : fICi B UEYE (JXT) o

WELPERT ST . 76 A 4] INTERACT-2 i3 (19 ICH
B A T A — T A 7] T 4 VG P B 9T S, H
BITH (n =1 533) FIAEH B BEIRITAH (n =993 ) &
FZ R0 G B 22 R . GRADE: % i #
FHE o

—IRAFSE s H @& BT AIS 5% ICH H & il
SRR T4 T R R T 5 — TR 5T A R
HTS/4 TR E I ] eI I TBI SR LR Ao
GRADE : I AR BT i U4

Asehnoune %" Y BIFSE B, v HTS Al
B3 TBI BE AR, (HX I8 e RS
SEINR KR, AR AAR SR
3.2.2 JRYTHER

1 #EUE A HEEER HTS A% ICP(3337%) .
2 AT HTL st TAF A BAK ICP A+ &80 — &%
ERERIERBEMEFEL(LIES) .,

3 EBUE A TR R R A 35 AR B B ICP I 5
5B G T (BIEE) .

4 BHEZELSGRANZBY EE R ICP TS
5EG T (RIER) .

5 EHLLSEAAZ TS AHGCSIE
FHMIE L T B2 5, RiEILRGHE & R AR 2
B, R*kMCT HE2R2FEWR) F
ICP >25 mmHg#k 4 & 3 ICP J+ & 89 5-i& 4
I3 04 ik R 8 AR (IR A )

6 EBCHICP >25 mmHg (2% = T H4b % &) 4F
A BN ICP 615570 Rk R 3547 (55
HH) o

7 * T ICP 20 ~22 mmHgZ ] ( #% & T H 4
T2) AT Rz AR S EK ICP 09554
7 6 R K AG AR, R AEIRARAEATIE 7 5 L ( L3R
#)o

8 FRAEHIFICP>15 mmHg( M= THMEF)
V& B 2 e A ICP 84 3% 74 7 09 ik & 45 AR
(3%IEHF) .

9  EBUEM f R B EEFe b IR AR Y B A
TR RER B (FFIEHF)

10 BN ICP * &5 R AR 69 B VAR, Y 5 iE
BT RER R (FBIEE),

11 AR & 5 iR AR A 3h Bk dn SR Fe i AR - 45 09
o A A B FRAR AR S B E ST R R

B (834E7%) .
3.3 i v A4 B
3.3.1 A {4 o b
3.3.1.1 (Al R 8 AR I SRR WA

(b PR/ P A e ) P~ 8 By i e it ( CBF sl IR ) LA
e EHE)92 (ESM SG3 Q1 GRADE)

7% AT X SAH F8 35 Wi B I 4 = 25 F1 DCT J&
HXH T 52 W A5

RCTs :3H Y71 (4 L/d sy I 75 5 | e i 0 1l
P BERMARIA T, A 46 PR T AN A R T ) 5 1E 1l %%
(2 L, iR LA S5 2 AT TCD 48 5=
ZEYESE () B LB )R CBF 51 4R 1F GOS 141
(n=32,2 ) " BRI, 76 SH TS 5 T,
e A (474 5% . Lennihan %5 (n =82, 3
) [RIRE S, F R M v I 25 T i (9 AR
AR ) 5 1E 5 125 58 A0 He X CBF | I 45 8 28 il
i RE A 50 . GRADE : B I B e 3 ( )2 X ) o
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LTS : TR (n=12) Z B B0 i
T AN R BT PEIR YT 7 R AR Rl A 48 A i BR
il R TR A I B — U . RCIETR AR &R
J& 56 W o AT T A B UEYE 43 G LI 5Y
S, T R AR 25 o SO AR E P 5 0 2 T e
PR AR SO S SR, A — TS 1 A e
PRI AR B g 2

M kF B & XF DCL if J7 B, Ibrahim Al
Macdonald™ (A5 (n =123 ) 573 {ff FH Bse 4% v 0 1
WA 5 AN ARG, 7 —TFSE (n =288)
LR IR A5 5 S B VAR RUARSE™ 5 2k
ST T I AR K2 15 (0 I A o 3K 3] 1E -
IR B A PR

TEARRR 2% I 2 347 48 1 22 B By o5 v
6 TSR T WA X) CBF fil CBF B ACIE b5 i 52
M, o — TR 5 S, e 2 (AR YRR A R
W) 2T BE RGN Jey R CBF , {H A o 35 i 2H 23 01 N
J ( brain tissue oxymetry, PbtO, ) ™' ; #H L 2 T, H:
A FE I S 7R (i HTS #4735 2596 97 Be 0% [5] B
3 PbtO, Al CBF™7*7) . fdi I A8 A HEA T B0
55 CBF WA kU T A R K 4 CBF % A %
M7 . GRADE : B AP 8 i 3 ( S5 a5 % ke T
AR o

3.3.1.2  [RJAE 2 i i 45 B A AT I 23 5 )

) ng? (ESM SG3 Q2 GRADE #il ESM _SG3

AllQs GRADE ischemia)

JUE FECTE SAH SR, H I S5 32 7 5 i e i
HHIE , A AT EARE B it P2 v B IR T IR 92 o

fE AIS B E h#fT iy —I £ s RCT (n=
1267) 7 , L A% BEST 2% (kWD JF T, 4% J b
FEATHEREIT ) 5 AR TR YT AH LR 23 2l As6 A4~ H s i
#07'7 . GRADE: H 48 B iHIEHE (F2 X)) o

16 AIS fBE v (EMER ST, n=193) , 4 H K
REE AR > 1 650 ml5 Ak 7K b A 5¢ (OR 13. 86,
95% CI5.11 ~37.60)"™' . GRADE: M % i & iF
() o

T T H A ST (R xR 4 R R ok
FHTATGETT AR 0E A5G/ INREAS B LS S 13 T, DA
meta AT TIESEATIEAL ) , B AR I B
(1) CBF : 7E45 - MU 251 SAH B35 v i 2 3
Hok(n=6)"" 8¢ HTS (n=35)" fEf% I % o3
CBF, 11 i 1L 7% 12 ( 48R 1 A BE R IF R 10% H i)

7 DAL i A o5 2 7 9 3 oA I 1) K ki = BR v fig fifE CBF
RS AR, AR A A& AT
DA S 308 3ot 8 B0 R B 4 £ 2 1 AN A e It
FTAEZS MR B 28 CBE. (2) I AR 15,
2 WAESE W , DAL 3 7 27 W W 2% 55 ( Swan-Ganz
) R H AR 0 A 5 (AR H A R I
sINLIR ) fe iR 22 550U 5 i 4 ) e el st bkt it
SHREFE T s R B (REAS RN, R A Y B
WL AR WA BAR BRI UL Bk = X
ZRARKIE) Wit 115 1 #0458 .

3.3.01.3 [V 3 8 010 A Fh S e A SR A i e
i (9 4 3 op fE T a7 (ESM SG3 Q3
GRADE)

TE SAH 8 F i A7 B — I 5 (n =
160) %7~ , B8 R F & 0 IR W (L/d) 56 A4~ H i
GOS FE 48 A~ BAH 3= (OR 2.53,95% CI 1.13 ~
5.68)"""" . GRADE: M fiJF fHIEE (23 o

3.3.0.4 )4 G 0 m R R M e i 2 v v A
B YT R fl & FE e B A& S g7 (ESM SG3 Q4
GRADE)

fE SAH B AT — 5 (n=10) BIR,
H 8 A (250 ml#fE ) 0] 34 & o0 BE 5 50T o 3
PbtO, " . KUK £ A8 B 7 vE R B £ Wl (L
DR R AS 2 A7 B, PN 3B 0 A 3508 550 2 AT A A BE 1)
GRADE : AR BT i UE 6 ( 3CHF) o

3.3.1.5 (Al S AR Dy RE IR0 ) AR Ak N S B AR
AedrIEH M2 S WA B H A5 57 (ESM SG3
Q5 GRADE)

2 TGRS 10 A v 2 o (AR H
FEBEET R 0 ) 1697 SAH B R0 & #2485
ok, b —3 0 /BB R B Ik 5 1 5 R iE AT
1G9 . MATRECE I BRI R B R AR
LA IR TT A RS SR, X2 T AT 5T 4T
AELETEE () Jr IR (REAS B /0N, 38 2o i PR R 12 Wi
AR JRTT A B E S, AR 2% I Z 7L
1E) . GRADE: M A% o il 4 ( S FF)
3.3.1.6  [A)E 6 7 Fili dite i i) A 2R v, B H AR R
AR IR IT R A — i Z H? (ESM SG3 Q6
GRADE)

—IX} SAH & #4718 RCT (n =160 ) X 4+
P 28 i B B A S 1) 1 4 O BT TR R I 2 AR 2K
(global end diastolic volume index, GEDI) & H #5 )
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TR B SR R AR B R T Tthiﬁc,/n%ﬁn‘ﬁ
DCI F13 4~ A B TR BRI 2w 5k,
XFREAILAL 532 1 R 200 SAH fB 3 ik Tﬂﬁ—Iﬁ%ﬁﬁE
T XM N 2 B AR AR B 22 58 Gt F i L
G AL ﬁlﬂ;ﬁllﬂ“’H%l%{’li%wlﬁ]é@%frﬁ%(%%

UL ESM) 4TI BRI o, o 45 R e gt
ijf X (DCI: P=0.101;3 N AWM AR. P=
0.054) . GRADE: #1485 Fi s iiF 4 (LX) o

3 A logistic [n] U A5 (1) PR B 5T 1
Z AT B A ( FH O DI REFE R FIGEDT™)

SEAMEEAR G . GRADE : B AR B RHIESS (3HF) o
3.3.2 AT
1 3 FAL R 645 3h bk e JE e A 2 2 RR S 1 18 4%

0 SRR kA A £ B4 5 £ SAH ¥ DCI
Bk P IR RAR S ST O RO (FRIEH) .
2 ?J‘X% TCD #il 49 CBF MK fisi 2 i & v
& CT # iz m A B 7 o9 F 3 18 i 0 1) zﬁﬁﬂfp
A REHE A SAH & PR 0 kiR g
# DCI WA A (B3EE) .
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