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[HE)] B KRR ELEE %% % (European Society of Intensive Care Medicine, ESICM) 3¢
THEEERPRZREGTHE R RMGERTREREZ N, &t 72016 410 R BIFH
ESICM LIVE 2016 &l EAE T~ 22 FERERABMNLIRER &, HEERA LB BB E
RQUAMEL TS EA T RILIR, FiE  BEEAR. T H. X b #4E (population, intervention,
comparison, and outcomes, PICO) [6]fH , \RIFTEHITHEFH F B IIEWBE . AFRKHE3 A FEY
() BEEE WP BENREE TR Q) SR REESAEER PR A; (3) %RMET &
e R R AR R i A AR B R, S 2 SCERR R, R IR A R B TEAY 0T 5 74 ( Grading
of Recommendations Assessment, Development and Evaluation, GRADE) 2 8¢ R N EfSiEE R E ( N B F
WRAK) , QT R (GRELSS) , R AR R A RELERAN, ET UM RERRUMESIE
B, NN RERIET R (FERFR R ARAMRRE) =“ERALHBH, g8 BAHLRE
HEE32 KA, H P13 KRR, 17 FABWEE, S FFVRREREEL, & RIX
i T — 1 % T2 TR ST B E AT HO SRS B0 A PR SC BRHERE
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1 5|5

WARIEYT Bt 2 B 5E 5 37 ( neurointensive care,
NIC) KB ALY, T NIC & —BRIBIE(FREH
sy ) A 25 7 R AE [ /5 N JE (intracranial
pressure, ICP ) ¥ i #0138 & ¥ fizi B¢ I ( delayed
cerebral ischemia, DCI) #4038 ), X F NIC BEH
WARIBIT RV 2 0178, B AN B AR A Lo N
B,V EATES ICP HEBRAAEEAFRS,
NEIBEAZHRREIERERIE RIEKREEL R E

SCBAARIRTT B TR AR FE AR IR S,

FIEALRWEMERTARFTEHE NIC &
HW R E A RS, FEEH X34 HE.
(1)NICEHE W — BB IAREIE; (2) HF ICP EHH
BB, AR (3) T DCl EHMBIKIAIT. %
TRAEBBEINA S, G HEFH R TR/
FHE, MY H RN RE RN S5,

2 7k
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NIC 35 % 3 Ry /™2 B 45 4 i 4 ( traumatic
brain injury, TBI) {5 2% 7 3 Bk Je8 1 ook 0 B T S o 1f
(subarachnoid hemorrhage, SAH) . & AE zh bk $4 5k
P = At (arterial ischemic stroke, AIS) BN H i
(intracerebral hemorrhage, ICH) J& W) B 4F f& B IE &
K [ M FI ) B B 3 ( Glasgow Coma Score, GCS)
T4 <9 4y | B
2.2 Bl

ARGEH Y7 % 7RI E EAHT PROSPERO
(ID:42016052123 ; https //www. crd. york. ac. uk/prospero/
display record.php? RecordID =52123) ,

2.3 ¥Bh

FRIRME S 0 Re . BRI EAE BE %2225 (Buropean
Society of Intensive Care Medicine, ESICM) A E IR &1L
R T RERE

2.4 FlEwhzE
BAREHARS SHEEWE IR, ALY
REBAEZHE,

2.5 ZEHRESMAMEE

5% ESICM\ & BRI ¥ &
(Neurocritical Care Society, NCS) A1+ T 3& I fizi
£5 B% B4 ( Latin America Brain Injury Consortium,
LABIC) 5 . EE KA /% B ESICM NIC 44
ik, —&5NPRLE (Danicle Poole) #/1t T GRADE
MR ITEET A SF,

2.6 [AEERY=4

RAVEH BIEbr /R IERA, T A TX m
KW EYIIA R IR TR, I BESW
FREHEG T SUBRRE R 7 5 VUE4E 0 R LA Bk AR TR
i

HAUh NIC B EAE S8, (HBE AT &
PRTTE L R AT A SN, MR 8RE
B K em RN oy A3 A (1) — R E (K&
IF4ESRY) 5 (2) T ICP BRI S BRAE; (3)HT
DCI & BB AKIETT o

WEHE/NARFRS, HILASWER
(Mauro Oddo, Giuseppe Citerio) FIBE-S F ¥ ( Geert
Meyfroidt, Nino Stocchetti, Raimund Helbok ) 1 3% i%
B HAREBEHU AR TH. KGR
( population, intervention, comparison, and outcomes,

PICO) &4 4,

2.7 MEREM BESSIEESR
RERBAEE SR, AFEBRE T T EW

meta 7} 7 Fl meta [ 9 53 47, 1 0L 76 28 #b € 44 K

(electronic supplementary material, ESM) ,

2.8 IRz HBE

fif AR B AR JEFIAR , 22 T8 5 ok B Sk [
RIEEME R BRI BIR, SRR T W%
B3O 3REESE B GRADE PEM 453, FEEE 3
R SR BT P IG R TR A, A4 MR
A7 B BLL K35 A (4 R5 ) REM 1(GR
FIARE) B 10 GRIUFE) #ATIFr MR, X
) ELE L % R R A BLEERANR .. RT 4
BB G R E B4 (1 ~10 47) Z5h, 8
BEE F I HEREMITS, B—RERELRYA
BRI EETF AT T . SREHT B E Rl
IR LA K 56 20 F5E 80 B ML BGHAT 4047, RE B
WA AE(1~34) . R (4~T745r) FE (8~
10 43) , FEEAT X B 43 1. 2 MR A THE R
CREMEAREE B R, A R AR L R B A F
EWR LB R, FRMNATITTHE—STRA
TR IRME TR ER A R, R B AR BU
B2t . KT E RIRA T RA , HEREHN
FER(HHEEHRBRABEMEANESR) R
FIREMRIEIIRESE " RBREPEHFEIALE
KA,

EFXE REE NPT, B E R ELH IR
PR, R — B R, S R IR A T RAF
Bo) o Z8° 3 A X L 43 M A & 2K 4 R 5 22 ) ) S 5
Po AT B KRR BE i /b X — 2 R) R AR U IR
WU, IR R BB RO KA HEREHH
FHER, RERASRBRHL R,

HERARER U T ERLN. (1) EBT
80% FH Z2 18 51 B4 R [ AR L ST 3 AR 4
FECKFFBR ) 5 (2) 78 X FFBUR X (G 55 B IR
A) R EIAF 80% 1Y AR BUSS HEHE; (3) EA
£ 80% WY AR THEFE

N SR /INH B B3 X e — ) LB A Ay, Al T PT LA
EHRREEN, HERSES, RNEERIE, BRTRER
WE, IR RIER,

BT 32 KRIGITHERE, B RNAMARK
B RS IE AR B B 2 ik B P SRR
BT HEFRRIR AT A, (B 7EE 3SR B Rk
BT, AT F BRI , B e 5
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®1 MAEFERP(NIC) BERKGTHRERECERFEE" 85

NIC BEH—BRAER

AR GE R NIC BB AR B s (SR HERE)

A AR S E RSB BAR ARAEN NIC BENERBIRGRER)
ARG A P BB A XR (20% ~25% ) AR E (3RHEE)

EUE AR AEIERILE NIC SEH—2E R HHH)
AEUUERA T A BB e R IR NIC BF 98 k(%)

ARHEREE P S A B RS A R AR B WA E S IR NIC BB (SRR (SR HER)
LR/ IR (4% ) AE BN RILE NIC BEMEFRIECGRES)

N0 1N RN

10 ZRBNIC BEMANELUE ¥ 780 B (HHE)

AEBUHRIAFRIR(20% ~25% ) AEAENRIUE NIC 25MEHFREGHEE)
ARBUEAR BRI RLE NIC BEWSHIRIE(HER)

11 EFERABES o, SIS — MRS NFSHORE S, ML NIC BERIRGTCRIER)
12 B RATH K IE R AT 8E S NIC BELRIAIS T EBR R GRNER)
13 B AHARE R (FInCHE R SvO, (MFLER R ) Stk NIC BERMIRGTT (i)

14 AEFBMEFP.OBIKEMES NIC SERIRSGIT IS (RIEE)

15 RERINIC S R PRI R ( L RARIA Sk Bl AT ) (B3H)

16 ENSERBATRESD NIC BEBIRS TR S (BEE)

17 2 UIEARE (Na* F1 C1 )1EN NIC BEBEAEIGTNE LR (F5IHE)

18 BIUEIRS BRI NIC BERESTIE 22 S (HIEE)

THEFEAPOEIKENES NIC BEREISTINEL2A S GRIER)

19
ATEHE ICP FHRER S B
FRUUE I H REREER HTS (K ICP(353E3%)

X F HIL BEEAE AR ICP FHE N —SB BRI R R ML TR R ()

1

2

3 BUUEFRMEREMMETSE 3 ICP BB ST ()
4 EEESSWRMMELTERES ICP FHEESEIRT (FRIEE)
5

EHESERMADREIL(E Sy GCS B4 THR2 4, BHFLE 33 I R A XR, Bk M CT K2 B~ % 46) #IICP > 25 mmHg
(1 mmHg =0. 133 kPa) fE4)3 3 ICP FHE MR & IR AL BT (SRZUER)

O 00 -1 AN

ICHICP >25 mmBg (M3 THAER) MRS S ICP BB BIGSTHALE IR (SIHE)

KT ICP 1820 ~22 mmHg22 8] CHisL THAWE R ) R BN B AIER SR ICP B EIRTRORIUZ BT, FRERBUE AR Z RO(THRS)
AHEERFICP > 15 mmHg (P37 THAWRER) FF 18 SHEE 1ICP MR BRI A EIRCBHER)

BT I 3% 28 TR AR AR BT LB D20 TS B R (53R

10 ERUUUTIN ICP X RS WA SR LIS BB IS T RN ( S5 HERE)
11 I B A Zh Bk I AT AP R e R B IR LI B B 1Y TROR BB (SS9

R I B A R

1SRRI E RS T RRBURE R M B A E BAUS ZE SAH # DCL B EPIFMEIRIGT s AR E(RER)
2 EUH TCD KilEY CBF MG IRMEESGE L K CT M RIS Bon 89 3983 I R 45 48 1E 0 IR B4 o1, 7 SAH B E PIFMlikiss s

DCL WA (S8 HE3)

CHF i L3 B ; DCT: 3R & ARSI : GCS AT Ef Bk B3  HTL . B PLAREL  HTS - B B EhK s ICP « MBI IR s SAH.: Sk U T B i ; SVO, - 1 &

BRif SR s TCD : 2R L B A

FTERENRMBER

2.9 BSMEE

AR EARBR, AEFE S EE, X
Fils RSB, A LR E B T e B B R 5544, A
FTE R X T8 5 58 AR OC 89— 8L Ie) RE Y
FRRRR R [ IR AHIE DRI R B R P W R H &5 &1L
( syndrome of inappropriate secretion of antidiuretic
hormone, SIADH) Wi #Exh &5 & 1F ], LA L n @i &
ASREBEESER, AXRLREIRENLLRE
DA K o A ST/ 15 s B U7 O 80 BT e, 132 3 A 00
ARG AR T A — AR LA i PR SR R

AR FEZH R IERE R NIC BE BRE
BT BRI S B R G R
#,JERRT R ICU BT, TAE M T ICU B
bR, SR, WA R HA 2 e (R R R
OIS s m s B ERR) . H R EE

(cerebral perfusion pressure, CPP) A #i T A& €] ¥
ICP Wil (FFHETEAE AT 3t 7 #RREZRAT ) , BT LA E 1B
sh Bk i B/ Y4 3l Bk ( mean arterial pressure, MAP)
1 ICP, T A #4438 CPP,

3 £8

BUVHHREHMMT . T8RS, &F
GRADE Ji 2 X} o] FHUEHE # 17 4047 ; YR Z | i 7
Bt K KA RES 3 BB AR HE B, ¥ 4R & 1B
i) GRADE (%51 /nj & 1Y) GRADE ¥ 40 ¥ B 2 I
ESM_GRADE)., B W R GMERITHEE.
FIAIRITEEHT T B4, R2RERE
1389 B AL %t BB iK% ( randomized controlled trials,
RCTs) #4177 B4,

3.1 NIC BHEM—BmikEM

31,1 W R
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2 WMEBEERPREREETHREYNRRERLE
B IR HAR FHR% poy:cl #I9
— R
(EHANGERR)
Ginsberg!*! AlS 841  25%HEA NS 3 A A Bt mRS T4
Myburgh!®! TH 420  4%EEH NS 4% HEAA S NS HAH AR FE R E & (33.2% %
20.4% )
Lehmann''?) SAH 36 TR NS/HES TSR T PR R R R 3R
Roquilly! ™! THI 41 AR B/HES NS/HES SRR T BRI R U R 4 R
Shackford!'! THI 34 1.6% HTS RL HiBERTHY GOS TR
Cooper!®! TH 26  7.5% HIS RL 6 i~ A BHRFER A GOS-E (T8I
Baker!'") TH 64  7.5% HTSI6% GO NS 1 /4~ A BHEFERF GOS TESMEIT
BTERICP A&
ORI T
Ichail'®! THL 60 12 BEIRE B RN NS 5NS #t, ER PLEBRNAE T, ICP FHi& Mgk ¥e 1
At GOS ¥ T B A % (60% %50% )
Battison'>" THI +SAH 18 7.5% HTS/6%EHERERT  20% HigE SHEEEAA N, (R HTS B ICP BRIEE X
Francony!?! TR 20 7.5% HIS 20% H B FEFEAR ICP AU
Cottenceau' TH 47 7.5% HIS 20% HEBRE TEFEAE ICP FURSEH Iy ERURARNT
Ichait®”’ TBI 34 12 BRI LR 20% HE&RE HSHERML, B2 ILRAERK ICP AR Mm%
1 F£GOS W45 B EEA M (69% 3135% )
Vialet!®! TH 20  7.5% HTS 20% HER SHBEHL, HTS 7ERRK ICP FHE I EA M
Harutunyan!?)  THI +SAH 32 7.2% HIS/HES 2000.5  15% HBE FERRE 1ICP 7 ERURHLE
Jagannatha®! THI 38 3% HTS 20% H Rz FERES ICP 5 ECRARIE
Sakellaridis |’ T 29 15% HITS 20% HERE TEMIE ICP FIE SR AIE
Schwarz!?! AlS 9 7.5% HTS/6% GIEERT  20% HiEn TERER ICP J5 HRCRADR
Misral*!) ICH 24 20%HER NS FEFRAER MRI 1 B RO PR o 7 T R R
Diringer!*S! AIS 9  23.4% HTS 20% H B 8E FEHIN CBF J7EACRARE
itk ezt
Egge!®! SAH k7] 3HYTH(4 L&k i AR (2 L R CBF EEE R LR 8T GOS TP
HBARIR) ERAHE)
Lennihan!®! SAH 82 SHYT S (SRR ) %% ?;E % ;;%ﬁi BRIk CBF | I B RS FIRAESE & 4 A
; )
1AS8[™! AIS 1267 mgﬁg& %&mﬁmm NS 6 T ASPET-MEEREN S L BAEIE
Mutch!®” SAH 160 é’éﬁﬁﬁﬁ&*ﬁ%ﬂﬁﬁ PR R B ERRE I & 4 5 3 4 A BT mRS AHiA
"

AIS: S MBI AR ; CBF : Bl 3 5 ; GOS AR HDF % 198 % GOS-E: 4 BAG BN B A B3R  HES R IR H  HTS . BB 3K IASS : B A 2
AR5 ICH: i 1l sTCP < S5 R s MRI: R IR AR s mRS : BB Rankin B3 NS A 340K s RL: FLEGHRS 1 ; SAH: Wk I 5T J6 s Jf ; THI : B4%

#ith

3111 B L AEEEZXFAEQRTHRER
g2 (ESM SG1 Q1 GRADE)

—WiXF AIS BEMWZ .0 RCT B8, K&
(25% )HEHA (n=422)90 dBf 515 54 Eh K
H(n=419) 24", —IH LB BR,
AIS BE(n=82) AN BEEASEFMES
X[ H H (odds ratio, OR) 1. 81,95% [ {E [X [d]
( confidence interval, CI) 1. 11 ~2. 9415, 2 B
i) GRADE: & R B iE4E (&3 ) o

SAFE 58 W 240 53 47 B 7~ , TBL B /R &
HEA (4% ; B3 E 260 mOsm/L;n=214) 545
K (n=206) tHE R R EF (33.2%XF
204%)'%, B4 TBI BE MWK E X F G
[41. 8% X$22. 2% ; # X f& 05 £ (RR) 1.88,95% CI

1.31~2.70], MEEHE TRl BREFEREL %
B X, GRADE: K& IEHE (&3T) .

TE SAH £ # 17 19— 35 £ o018 1) 3 43 0T
BB FE (n=5 400) """ Fn1— X5 [3 o5l {4 26 v O BF 5T
(n=02)¥ &R, 5REBRML, ANBEEASH
RINFER I E HF M1 %, GRADE: 1K & &iF4E (X
) o

3.1.1.2 (o 2. AR X H R AL T Rk
g2 (ESM SG1 Q2 [ Q6 Q7] GRADE)

£ SAH B 47 B9 — 0 e 3T 43 VT BC A 55
(n=123) B/~ , B AW (1% A BEWE B . J 8 F1/ag
HEA) X DCU/RRESEE A , 2 56 ErfEEE
SEPAEBRBREHERIFHEZEMEY . GRADE:
R EIEHE (RXT) o

ERE 15

gufde,medﬁvén


http://guide.medlive.cn/

- 88 - B A i B 2 2019 422 527 % 42 Int J Cerebrovasc Dis, February 2019, Vol. 27, No. 2

St A2 BIRCT W) SAH B & #4785 —
F(n=160) B/, 8 H BB EBERR (4% B
6% IXIEH) 56 4~ H BHE R B 7% 13 B R ( Glasgow
Outcome Score, GOS) ¥E4r ¥ £ 4 2 (K IE OR
2.53,95% CI1.13 ~5.68) , M Sk 5 GOS W4
H4FAH% (KL IE OR 0.27,95% CI0.11 ~0.67)",
GRADE: R R EIEHE (KA -

TEEME TBL EED, AR OHRE(n=171) 1
Cox WHIXBAER B, BRREMF R SRR
F%", GRADE: HAR B BHF4E (T A) o

3.1.1.3 ) 3. YR S HF SR R AREAE TR v
ARG ? (ESM SG1 Q3 [Q8] GRADE)

5BI7E SAH B # (n=36) " #1 TBI £ (n=
36) ' AT IO TF/IVEEAS B R RCTs R, 54
FEER K AR HE, % v 5 VR T BRI 1 LM AE R AR R
(RATBIT I P ROIR B 645 ) o X2 T3
A B 3 R BRI SR P AT meta 28T (RR 0. 57,
95% CI0.37 ~0.75;P <0.001), H TREARE/N
RO B 32k B2 B XU 7T RE S B0 8 S HERR , B LG IGIE
EorEA" . GRADE R BIFE (%),

A, 76 TBI BE P #ATH—I0 RCT (n= 34,
2 40) B8, 55 B K (hypertonic saline, HTS)
FHL, FLERHRHE MR (Ringer's lactate, RL) REFEAR I 17 4
wERBBE" , GRADE MRIXFEIEE (L) .

A BT % B RN, Bl AT
RMAEER I, HIE AR B4 e TR B R M4E
E BB HEER R (FlIInEBEE KSR PBR) -

3.1.1.4 N4 FIEEZIFREBEEENETE
WAL T4 B W/ANS? (ESM SG1 Q4 GRADE)

Fra B a9 —1E TBL B F T,

—J5i RCT H#K T Beri#ED: (250 ml)7. 5% HTS
MRL(EHEZ113 FIEE) HER, SR Bm6 A
RHRFER A GOS IEA L £ R, GRADE: &R &
TEHE (KX)o

TE— L 7. 5% HTS/6% A IEBFAmw 54
FHEIK (AR 250 mIE W &) B RCT (n=64) H1,
Baker 21" % 30 RIRILERM GOS WAV ERT
Giit# 8 L, GRADE. KR EIEHE(RI)

Shackford 21! 7 — i /NBE A RCT (n = 34,
2ANPL) BT 1.6% HTS 5 RL BIBEE
WR,ERERLNERN GOS AL EEE R,
GRADE : fR IR BT &AE 88 ( KL 3T ) -

3.1.2 BRI

1 EFEABREREHSNIC EFRELHGE
®RARCRIE),

2 REHEEARKR. S HBRERAF L
AR B R R OB OHEH NIC BE N ER R
HORBRE)

3 REFEMBRAMEFEZHFEAKRMNE
(20% ~25% )@ % a(&HEHE),

4 EDUE R SRR AE A IR f R NIC &89 — %
EARK(BERE),

5 FAAEBERAA LA RIEARRA A2 & NIC
BEMAFRR(HEIEE),

6 RARFAE RS H EHHE RS R AR L BAKE
BARAE A Ak B NIC &5 69 Fok k(3R
#)o

7 FRBE/EADHEL%)AFOEHKLE
NIC & # ¢ 8 Rk (3R H)

8 FEBUEARMNE(20% ~25%)a%katH
Ak e B NIC & 64 B k(554 5),

9 REBUER &% R KM A KA E NIC &4 69
AR (BEE),

10 ZINIC B4 W4k AEF REZH B A
(BEE),

11 BEXASEXFE, AEFHMEL—hK
B A A A T, A NIC & 693k 4k
7(REHE)

12 EFE B R B AR fo 5 Aok KT 545 B NIC
BARMBRBRETHETELE(RIBE),

13 #EASLLET F(H ok E.Sv0,
LBk &) RALAL NIC B F 092 K8 57 (55
#HE)

14 FRBFHLamE AP oHBREAEA NIC &4
BB THRE(RER),

15 FRABUNIC &5 ARBEERKRKE (AL
ARG THABAR) (B34 E),

16 #EiAE AR AK-FHEH NIC B 5 KE 5
HEARE(BIRE),

17 Z BRI BAA(Na F Cl7 )44 NIC &%
BRARBFORALALEI(BRE),

18 #BALEEEMA NIC EHRKETH
A% E(HIRE),

19 FRpHERA T HEKEAEH NIC &FRHAE
BROEALE(RBER),
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3.2

3.2.
3.2

+ 89 .

10.9 (8.2~13.5)

¥, REEH TS nK i (95% AHERD
Marshall®! (1978) 8 E— 43 26.0 (16.1~35.9)
Helbok (2011) 1 ,__..__| 6.5 7.1 (0.6~13.6)
Muizelaar®(1984) 31 () 9.5 42(1.2~72)
Mendelow®(1985) 41 _._| 7.8 47 (-0.3~9.7)
Rosne™)(1987) 16 ;_._.__g 55 15.0 (7.1~22.9)
Miller)(1993) 5 |__.___| 4 17.4 (6.9~27.9)
Miller™1(1993) 3 |___.__{ 44 11.0 (1.3~20.7)
Miller®?)(1993) 5 |._.._| 7.2 13.2(7.5~18.9)
Miller®(1993) 4 } { 0.9 14.5 (-12.9~41.9)
Launey!®/(2014) 13 ,__._.| 6.2 14.7 (7.8~21.6)
0ddo(2009) 10 |__.,__| 6.1 9.1 (2.1~16.1)
Ware!*(2005) 19 : p—a—oij 5.1 209 (12.5~29.3)
Francony®(2008) 10 ,,_._' 7.8 14.0 (9.0~19.0)
Scalfani}(2012) 8 |_.____| 7.1 6.7 (0.9~12.5)
Diringer?'(2012) 6 . ,__._,_| 75 7.8(2.4~13.2)
Tchai*"(2009) 17 }ll | 10.1 7.5(5.3-9.7)
it 207
R FLA R R ¢

P=69 (95% @f {§[X (a] 45~90)

Q4%il® P<0.001

Ly

20 -10

0 10 20 30 40 50
B

P<0.001

Bl REESHERKENE(ICP) FEIRE meta 47, Rik ICP MBATE 2 B AIHE X EBR
WA = H BB SHA ICP K (mmHg) |

HTFE®RICP AGHEBRIE

1 o FE#RAS
L1 [ 1. BB EEHE UFBEM ICP 1?7

(ESM SG2 Q1 GRADE)
RCTs: fE EH 4F TBI B H $ 3 1TH — I RCT

(60 B ,2 ) R, 48 hiESEHITE 0. 5 BER
& B I M E: (hypertonic lactate, HTL) ZE b5 ICP F+
% ( >20 mmHg;1 mmHg = 0. 133 kPa) 75 T e £ 38

thok EAH B (ICP PR IE:30% ,95% CI -50.4% ~

-4.8% ; EEIRIT IR B :3,95% CI2~21)1",
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MRS . REFA R R (A8, k3t
BEHEZHTKE) , EXEMEHEHRERTTH
BELF HTS e ICP JrmaA B ") Wi 2
VEEAT meta 43 BT 36 52 75 7T LA R B S [ g a4
PubMed % & {55 . % FE47 #E . meta 4317 FIJC meta
B )3 4387 ). ESM( ESM_Hyperosmolar Fluids) o

HBE meta 77 8%, HBEAF ICP &
10. 9 mmHg(95% CI 8.2 ~13.5 mmHg; P <0.001;
K1), BRBFEHEE (I =69% ,95% CI 45% ~
90% ; P <0.001) {EE I H BB /G M EE Z B &
BEHEENEBRES TS U LS R —B(ESM_
Hyperosmolar Fluids, /] 3) .

R meta [EIF5347, ZLE ICP 351 mmHg,
H BB BB {F ICP F£{K0. 53 mmHg (P <0.001;
E2), FEREMITERZE 20% (P=0.255) B8R
HHEERES, DUV EERBZER. BREE
XN meta BIEMERE T RS R, BRER
B EF W E (P<0.001) (ESM _ Hyperosmolar
Fluids , [ 4) ,

HEEN & BE meta {7247, ICP 1B 5
HBEEMNE XX (5 K 100 mg kg & 1K
0.42 mmHg; P =0.478;% 3) . AT, RIEF L ICP
BEHITHZEESTER, HEENES ICP iR
ZEKXFEBEFRITFE X (EFH K100 mg/kg
F&4E0. 78 mmHg; P =0. 003 ;3 3) ,iX F X A RSF
AR TR ENES (BIRERER) o

DA b 25 5 R GRS X R, B R A A R e HE O B
REEKD, AT EBBER, REHEABEIR
IO 7 BRI T SR R

HTS: 3 #& meta 43 #7, HTS W] {# ICP ¥R (K
8.8 mmHg (95% CI 6.5~ 11.1 mmHg; P <0.001;
ESM_ Hyperosmolar Fluids, B 1), B R R HR &
(PF=77% ,95% CI 45% ~94% ; P <0.001), i
R2 ICP 5%F HTS /5 ICP FEIEFHFTHY meta [
SRBRATHERITER XS R (R 0.343;P=
0.040) , REFHER (P =56% ,95% CI 0% ~
91% ;ESM_Hyperosmolar Fluids , /8 2) 3+ H H. #2 I
3T Cook PEES 3.4 #1 1. 8 IRFU I T R,

HTS A& . &R ICP FR{KA B A & R
i, AR BB ICP LA E meta BH LR
ATRAFRIT¥BEXHME(RI), SHEE—
B, BB R S R,

B2 AU HTL H BB HTS W LA

fi£ ICP, GRADE: fii/ii &k () o

3.2.1.2 A 2 . AR R AR B R FRK
ICP FEHAAANEMRRE (REEFHEE) 57
(ESM SG2 Q2 GRADE)

I£H9 WRCTs L T AR & B WAk LU i
HKIE 7 ICP FH&: H 6 T BF X £ Xt TBL &
F20 D MR RN AT TBL 7 SAH &
FU 1 RS AT X ALS B E, 4 TR L
THEREEM HIS22Y | BIRFR R T HERS
HTL{47] .

— T/ A R MBI AT X 35 HTS T H BB,
BIEIE B , 3F B8 L5 2 ik i 8
I, R TGk A M,

B T — TR BEIE ) BE SR R A AR AR ST,
B X ¥ RCTs MIESERZ S IAK R

PR R TN B R B MR ) RCTs (7 TR 5T,
n=186) : —IRH5 (n =9, X XiRit, BHL) BR
7.5% HTS/6% GBS 20% H BB LLTE
& J5 60 min Af 9 ICP F% #E ¥ KX ( -5 mmHg,
95% CI -10.8 ~ -3 mmHg; P=0.014)"", 5 4}
4 JHFFE (n =200 n =471 n =381 n=29[#7)
SNBRT. 5% 3% .15% HTS F120% HEEELERE
K ICP FHEKI SRR, —THE (n=9) LT
7.5% HTS/6% H HEbE BT 5 20% H % B #) ICP f#
8, R B I IE ARG R 1 s AT 40 e E S, B
LASEARR B AR AR

Ichai 27 (n =34, B0 ) EFR BIR,0. 5 B2
/R HTL 7EF&{I% ICP J7 T L 20% HBEEFE AL, BR
FHZE7E4 b/aH ICP RIBEF A HIT¥EX
e K E XA FR(2. 7 mmHg) .

ek & BE /R I B B 8 WL AR Y RCTs (2 TBF
F,n=52) EXEMEP HIS WBERNRTH
&g, H A FF HTS, Vialet £ (n=20, 8
L) MR B R, 7.5% HIS ZE® 2 & H
ICP >25 mmHgFIR ¥ HE L —F B ER B 20%
HBEEAM(6 K3 K) . H—THIE(n=32)
8%, HTS/HES 2000.5 5 15% HBEMLERSE
R ICPT

GRADE: i LR 8 53 39 9 K B B iiE 4 ( 3C
BRMBRRTHRERARER)

3.2.1.3 A 3. BT ICP M AE LT
AEBBAERMIEIES? (ESM SG2 Q3 GRADE)
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R3 ERMIME(ICP) BERIEAD R ERHETH meta BIFSHT

HEMN FBhk

i P{H Mt P

{5 B 8.2 0. 059 6.4 0. 003
R 0.42 0.478 0.50 0.182

{044 ICP BB -5.24  0.088 0.35  0.932
FHEICP  0.53  <0.001 0.3 0.039

FERPIHRICP #PE -11.7  <0.001 -85  <0.001
iy 0.78  0.003 0.87 <0.001

FIRICP  0.59 <0.001 0.58 <0.001

RCTs: RCTs R A R [, F e & 3 # 17
meta 5387 o

—WifE TBl B EP#HITHEZH L RCT (n=
226) B~ , i/ HTS 24 B K17 Be pT 2 77 19
6 A BT IFHGE [ RIBY BASR T TR R
( extended Glasgow Outcome Score, GOS-E) ¥
#11, GRADE: & & BiE#E (K1) .

BHERXE3WRCTs, —Hi7#E TBL BEF (n=
60;2 A4~H.0 ) i 4THY RCT Bn, BB R A 0.5 B8
/R HTL 54 BE KM I R #Ee 4 A i GOS,
RAFICP >20 mmHg B B AE R B E W™, 7
TBI B & H#ITHH SRS, SHBEML
P HTL 3897 ICP FrE 512 M A Bt GOS EiFM X
(69%%135% ) , XM ER XGE ¥ EBE X (P=
0.055)“", /£ TBI B & P T E3TIRCT &
7R,20% HBEES 7. 5% HTS Z A MR RIRAE ZE
R Tk RRYE, X3 WRCTs iFE %%
Y¥i%% . GRADE: fXEEIEH(KX),

WMEMEBT ST : 75 A4 INTERACT-2 2% 5 ICH
BEPHTH—TMR mIES LR RBR, HEE
BITH(n =1 533) MIEHBEERITH(n=993) &
EZEIMBEHNLEEZR ., GRADE: KR &
IEHE

—THR B R HBEEXT AIS 5 ICH B & /4
SUREEIFIEREERS B RN ER
HTS/45 WEws B il B0E I 10 E TBI B & WA
GRADE : 1R i B iE 48

Asehnoune %' BT B , FFSEHITE HTS 7]
%% TBL BEMARFE, BXMPFREELRTS
SRR KFH, HCRAWA AR,

3.2.2 JRITIER
1 #EiUE A H &R HTS 4K ICP( 553#),
2 XTHILATHABIKICP A HH —KH%
HHRERIERBIETRAEEL(EREE),

3 BBERAFULREGBRLIIFLEF ICP A%
M 5iE T (5BHEAE),

4 BEZBLGAEAPHZBIFTEEZICP 45
#sEL T (RIEH),

5 BAELLGBERANZAHEEA(ELAHGCSE
HFFL T E2 o, R LR HH R XA
B, LM CT &2 EBEFTER) F
ICP >25 mmHg#k % & 3 ICP # & ¢5 5 % %
Feg A AR (RAEE)

6 HIFICP>25 mmHg( L FREETE)H
ARFHEIKICP 95 F B TR B EIEH (5
#’E) .

7 #FICP /20 ~22 mmHgZ i (4% % F i 4
FF)RGEBEAKRBIHBEIKICP 9k E%
R IEAR, R RBETRAERL( AR
#)o

8 RILHIMICP>15 mmHg( L FHEETE)
Y4 2 2 B4R ICP 893534 06 7 49 Ak R 45 4
(3BIEH)

9 i fe RHEESYBRART BES
FORRERR(BBHRE),

10 # B ICP 3 &5 R BB ARV HiE
BRARRRE(BRE),

11 BB R 3%k R 2 3h Bk fn & For i KT 7 64
B e A MBI AR VB EEFTHRE

R (8BfAE),
3.3 sk R
3.3.1 T[RRI T

3.3.1.1 B 1. BEA BYHIEE SRR E Rk
(SRR /AR ) FH T8 i d8k o ( CBF s K ) LA
E# 192 (ESM SG3 Q1 GRADE)

1% B AT X SAH B & Py i B =28 F1 DCI &
HXHE AR R

RCTs :3H J7¥4 (4 L/diS L2 & | & 10 Fe 7 0
BREBREET , AEREBRMSER) SEFNE
(2 Ld, ) b EASFEWESR TCD MEZE
EHE I B A LBl B3 CBF 81 4Rt GOS 4
(n=32,2 ), R, SHIF M RT,
Fork B BB AR M, Lennihan %% (n =82, 8
Hul) RIRE R, BB R I A BT (RS R
M) 5 1E% M4 248 th ¥t CBF ., &= ZEM
RS FE H A B0, GRADE : KB BHIF4E () o
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WMEEHR : B TR (n=12) ZEHEPLIEF
AR/ BRMEIRT 7 R RIS RRR
L EREEEHSH e —IEE, RERXEE
J& , 5t6 MR H#AT T HAEIEE SR JLIMHFR
B, ERMVBREERBAREYES ML
JBALAR AU R T, R — BT 56 9 45 R B
kAT EmAR",

Y 4% 3] 4 X+ DCI & JF B, Ibrahim 0
Macdonald"! B9BFZE (n =123 ) B (68 B B 44 ¥ i IE
BEELEHESHRAANBRHEX, 5 —THR(n=288)
L EBRIER T &5 EER IR BARXE R T,
R IR 2T BB R AR IEFE, B
HIEIEFRERFR

ERWMBREBARAETHRITFRENBR P,
6 I3 T WAk X+ CBF 1 CBF &R 1giRi &
W, Hep—Io B, &M A 8 (B ARR A& &K
) &RERIEER CBF, Bk EMA RSN
J (brain tissue oxymetry, PbtO,) ;MK Z T, &
fu B 7 W) B~ F HTS #4759 21877 RE % [R) A ok
# PbtO, 1 CBF"™ | {EREEO#TY HIETF
5 CBF F&{RA %1, i MLk % CBF %A &
w1, GRADE: AR iR & 38 ( s R W Bk F
WRER) .

3.3.1.2 (AR 2. ik o B 38 o B AR IT 2 W

%357 (ESM SG3 Q2 GRADE #1 ESM _SG3 _

AllQs GRADE ischemia)

REFEXRE SAH B4 , (B a0 385 i i
A, N AT B AE BRI PR A B H ST OB .

EAS BEPHITH—TMLELHPL RCT(n=
1267) B/, A R 57 15 (B Bk VI FF Cl , 2R )5 #b
AT ) SRMERITHLLR S8 N ARE
#A , GRADE: &R EIEHE (KX)o

fEAIS BEF(MEHHAR,n=193), BHHE
KBEAR >1 650 ml5 TR KM% (OR 13. 86,
95% CI5.11 ~37.60)™ , GRADE: & f i & iF #E
(&),

TEs s T HARBEET T (GRIHR 2 E R i
TG #RIE , s/ MEA B E RER T, U
meta ST L HATIEE) , FEUFERE N EHK:
(1)CBF: S MERER SAH BE D, EEAR
Kk (n=6)""E HTS(n=35)" gk B Ek %
CBF,MENAR(BEL AIEEE M 10% B )

7E R 1 8 28 25 T 8 T AR K B9 K B 3R P BB & CBF
Ex™, R, FAREKRMEEARTT E™
LA K38 1o bk U0 F B - 3 2R A0 G BERE T o
TEEMBRRS R&Wi CBF, (2) MR A
2 TBFFE BR , LA 3 3 77 2 5 0 22 43 ( Swan-Ganz
SE)MERNRLAFR(BED . H . G R
M) REER SR BEENERLELBLHER
RAEFES), — s RBR Y (BEA R, KB L3R
LWmMERE, BA BEEETE LU RRZ MR
RERORE) Piis T B HARE L,

3.3.1.3 (818 3.0 B 45 B9 E 48 ST M 4 Uk 7E i
m#Y 4k 38 & R F & & | B? (ESM SG3 Q3
GRADE)

FESAH R EPHTH—-FMWBEERR (n=
160) B, BAFEBHKEW (Ld) 56 A B
GOS ¥4 A~ R A% (OR 2.53,95% CI 1.13 ~
5.68)""") . GRADE: & {6 & BiE4E (R 3) .

3.3.1.4  [9RE 4 f Y5 0] FAAE B ki 7 o R A
BIT B Mk R 5 bR B 4 5 8? (ESM SG3 4
GRADE)

£ SAH 2&5 P #ITH—HE(n=10) B,
HEA (25S0mi#EE) AT E O MEEFSE
Pbt0,"*, REXFZE BT EMBLIRME, B
HEE A2 A R, A8 530 3 FE 1 7 78 58 9,
GRADE: R AR B 1F 38 (324F) o

3.3.1.5 [ 5 METhEER B AR AL N T Bk AR
HFEFONAFBRABEERBRG? (ESM SG3 -
Q5 GRADE)

2HHMREN THEARNAER(AERS. . Hil.
AIEVEBT S M 3R ) 69T SAH B E WM EHE R
GRER, HP - B EEMN S ERS T HIT
67 . MATRERE I BRHREERMFIEE AN
B BIGTRA MK R, X2 B
FETRENRRE (AR, 8@ I RAER 2 B
MEEE RIFERA R E L, KRB RE R HTE
1E) . GRADE: 1R 1K &It (3ZHF)
3.3.1.6 @ 6: FEMBRMAEE D, BHERS
FEREIETTRER —F 2?7 (ESM SG3 Q6
GRADE)

—Ti%f SAH 8 & #17H RCT (n =160) Xt 4 §%
HAMBBRHEARNENR 2 0FHKRPIETRER
(global end diastolic volume index, GEDI) iy H#xK)
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BAEESIRERIRE BT T IR, &R BRx
DCI #13 S AR PR R RBEAELW , R,
STREDLAL 7 B BB R 5 SAH B3 4T ) — TR T4k
EXER,2 AR ERERITEE XL,
EREAFLAPRRASEERRINSGIT (S
W ESM) #fTHMEF T E R R, MEERI LK
FEX (DCI: P=0.101;3 M ABHEIARR: P=
0.054) . GRADE: P& EIEH (3F) .

3 TifsE A logistic BIAE BRI MEHH R B,
2B REBOR (8 O D RERS B fGEDI ™™ )
S5EEAMEM X, GRADE RIKFEIFE ().

3.3.2 IGITHER

1 3REAE R Q35T Bk o /B Fodb 22 25 b SR 3R 14 4E
) S X kA 284 5, £ SAH 4 DCI
BEPIRNRIKE T HABERBE),

2 #EUE TCD 4l &5 CBF MK s i i B L
BZCTHRERBR B TH-FHBT et A H44k
HRELE,E SAH £ 5 PR RKEHFE
B DCI AW (BHRE),

TERIFEHE
A SCHITEL IR A (https//DOI. org/10.1007/s00134-018-5086-z) 47,
FHFEAE, THREAUH P E
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