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Experts Consensus on the management of factors of secondary brain insults following
traumatic brain injury Management of Factors of Secondary Brain Insults Experts Group

Abstract: In traumatic brain injury( TBI) , the brain may be damaged by primary impact, but
factors of secondary brain insults ( SBIF) following primary impact such as abnormal changes of
intracranial pressure, cerebral perfusion pressure, body temperature and blood pressure etc, are
other important causes of damage to the brain. Severe TBI coupled with SBIF is associated with an
increase in mortality and morbidity, and seriously affects the prognosis of patients. Early manipulation
of SBIF is of great significance for improving outcomes of TBI. Based on the clinical experience of dozens
experts of domestic neurosurgery, critical care, respiratory and circulatory and related recent literatures,
this consensus systematically elaborated from the aspects of etiology, monitoring, diagnosis and
treatment, so as to provide reference for the clinical prevention and treatment of SBIF.
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£ R EREH" . SBIF T4 & T AEHAG G o9 &Y

JG A A AL R A I A A ek b 223E — % Bt ) g B
I AR IR IR E , TR A5 N o Fo il A
B o AmE 4k Z M IR 4% 69 /& 4 B 4 ( secondary brain
insult factor, SBIF) & & /£ R & M s R 4% )& , 3% 4o J
P9 JE (intra cranial pressure,ICP) | % # i /& ( cerebral
perfusion pressure , CPP) (4Rig \ o JE 55 3547 5 & & 5+
B, T RSB R A, T e gk M
it XTEFFREGIARLTIRZ A Z R EH
B& . ik & w3 E Miller #3% / 1977 5%
AR W RA IR, E A AR 45 /6 SBIF 49
KR A4 5% b5 A PR B A AR AR, A R AR
o JE 3K % A SBIF 69 FRE 445 % 4, = & 55 5%

WAEAEH: PP 28 A R — W R B 224

R A PN S N AN S S
Wapar . I6 kB ey SBIF 24 ICP 4% .CPP
2 Y A W R A B AN EUi & RN E k3
0 BT R I, A AR s )| By 4 ix 2k SBIF T 42 & A
TR 0 s KT B T . IAE L
# SBIF #915% 5 & B3t 4T 9 AR T .

1 ICP S

ICP 3% & (ICP > 15 mmHg) #& —#F% W49 SBIF,
EEAFIERAG LRI, XA FE T FHiL 50% A
EHICP EE AR R RATAEH EE W £
F, 0N R ) R AR A 4 00 B A R, A
FI G ERE R EFANNEAEZ LY.
1.1 AR ARG B %A B & ¥ T 33 ICP 4
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2, LR A R b e 5L A s R i AR
TR FRE W G 3] AL R RE S AR, Y B R B 3
o R A R A A

1.2 %ol stEA M EFRAEEA ICP K
M, T A AT N BEAGG 2 Bt & R A 5
CT # & AL IR A F 5 H oL ey 22 A # i €)1 %
FATAA)ICP Yol e & F LR sm ;4o s 450
Bk & & ( Glasgow coma scale, GCS) #F 4 P ik T
MeAzit 2 4, R A& kA CT XA w445 TALRT,
T Ak B ICP Yaml . ICP Mo og ot 18] & 4 4 2 5%
W AS R, BRI PR 4545 A s AR I AR B L s R
T ICP A G F T B F RABET ~14d7
Wl 7y X ls R L5 R 3R % 69 AR 4] ICP Bl h £,
OIERE RN EE R E R AR kAT ik fe il
BESN RS, s RS2 ICP Ml eh 2 Ar ™ o |
i: % ICP A3t 22 mmHg B B ARME 5, & T A
FEEORTEREW M . EF RN RS
25 SR L, 015 ICP RMAB Y AV ZE A feth E
Aok B E RS

1.3 &7 /RN 432 ICP 3 & & R IRA GG L&A
it , T 2% % 2 ICP 89K, i 2 % 02 ICP o9 & %
JEU2SE B e 0 CPP, fhom 1 13 3) 4 k4 R
BT R $E 4T 9% B 08 T o

1.3.1 ZHHWEsnr RAEBWAREAAZERE
7R AR ICP™  feat & 4 s SR TS 04 B4
Bz R IER. HEBRSZSEKEFTANS
B e B A ERRZ P, LA
PIEBIE 5 F AL 35 ) ICP Bk & % % FUs 7 @ 0
H o 45 R H R B AK ICP B, B 3%z Z L T 94
(1) HEBEBLAKSL ST K B B F T RRREE
R,EEEAMAAEZ RO EMA A arx g™,
Q) KBPRANEEAHEETIIARAZETIRER
B, mEE B B (3) TR AHE
BEBLAR G B B F i Bm e BB R, R HEE
>310 mmol /L B4 55 B2 BLK 2R A PR, B9 4% 5
AR LRI . BeRF B AH G RE. GFE.
iR R R (4) KERKEHBLAKE L, L
HARES LT EL, p BN 5. 8RR R
SRR R . B A R EAK A AT 5] A 04 i bk o
T P ik BB IR A SRR A, AR 5 A &
LK 25 5| A2 04 &, iR B L.

1.3.2 ¥R RBEBMET AH AR
VR T DR B RS L NDAR b e AN % I
B 0 TR, VAR A R BT TR ARG AR K e e TR
EE G ST B8, AR IS R B R R AR iR
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B B A% e B8, Y A AR TCPT T (1) &
F B € rb- & 25 4l 2 i K L 0k 09 BR E R R A
BAK ICP e A £ A P ER R RS, B RAER &
UG, MR A A AR e £ 5™ (2)
FTAERN T R AN =89 S FeshFHE 7 B 5, 15
R B M ICP 3¢ &, 3 F AL KA 20
Bk, kM ERIER RS N FA
Z U (3) RARIEHMEA B A B ICP, 2 1 A
)& WA R A, T ALl iR, KA = R A B
AessmEtin" .

1.3.3 @A77 ARadREMHEFGITET,
PaCO, & & E AT TR F. $F#H AT VA
i@ it B4k PaCO, % ¥ s A2 5 & ( cerebral blood
volume ,CBV) , A A& ICP. M FF4&3E E # 5.%)
I, ICP 4 AKX, —AEAE 15 s, 3 4: 29 30 min & T ik
FlReA L. FTERAART T EETRAR R
I, e ik 4K ICP 89 5 k. i JE i AL & R T Al
308, VR 3R B T AR ICP, 42 e & i Bk e 4
R o B2 E e R, m B R iEE: (1) A
Jeith J& 24 h W F A CBF 2 & 4K, 7T A8 %,
1A A (2) BT ICP F &6, RIgHF K4
1% ) i i AL R 4 4% PaCO, <25 mmHg ™ .

1.3.4 JfmA&slA EEEIACSF A&7 ICP
W BRA KN FikZ— B AR Y &6y CSF, 4+
VAR KAZ JE Mo 4K ICP. CSF 3] 5% B 5 188 9, 1% 5 it
e, b F 2 ik B R ( Cushing’s response) #34E A ,ICP =
KT s F 5o /iAo CPP 2 B 4K, 35 A Ak 2 X &
BRI BT R ERE: (1) £424) ICP K-F7 &,
b CSF 7] 57 55 247 7R 1 R 0 00 450 08) B e 5 ) 37 9
AR e TFEAMEE RS, BEINATRS
# ICP 4B X K (2) T GCS ##4 <6 209 &4, 7T
¥ A5 )6 12 h WiE4T CSF 3157 A A& ICP™ .
1.3.5 XEMRER HZEMRERZETZA
el G Es RS RN EEFEY . BRER
BHERRETHBERGEFIEAE (1) 2F
Bz R A R m A e, B R 2 (2) A
PEAR T o i b BRSO, e JLA R (3) TR M K
T /R B T B SR R R A PR R 45 RGH K (4) 4h
ViER N B AL R T SR K (5) A ICP %47,
ICP >25 mmHg( #%: 1 ~12 h) ¢9 &% . s TRz
ERAA IR EFH, % ICP >20 mmHg # 4: 42 i
15 min, B2 1 h AxF—&KE 75 ERR ZH, Wik
BB E R B KT AL ICP, 5 4542 ICU 42 2 &
AR ERLAG B 6 MR MY RN TG E
%.( Glasgow outcome scale-extended , GOS-E) ‘i‘Féy\D}] o
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WHERFFVRTMH(R DT 12 cm x 15 em) B JE
R, LT AR ER FE 45 & F e F, et
TR 5 Rl

2 RMUE

J& o JE % —FF 5 69 SBIF. Klauber % £ 1989
FIE , AR K 45 /& ( systolic blood pressure,, SBP)
<85 mmHg#d 15 & & 69 L= % & ik 35% .
AR CAE AR fn B AR TR 0% o B K 6 K L R R T
FebA T EEMHR .

2.1 AR (1) BFRE N RGH LR T E R
2 (2) %8 B AT AR 2B (3) SIER AL
2.2 B AR &, ERE A E AR
A&, BATH &) ) k4G E E 2w e SR . AF A R
AEAE )G , 7T R A A Al 7 RE B ol R M
M7y X (1) A4S hrdE & iE 8o R Y (2) A
gy X 2 B o & W M (3) s # Bk JE ( central
venous pressure, CVP) 3 &2 2%, B{4:50 ~69 %
o %, 44 SBP >100 mmHg ' ;15 ~49 % % >70
%4 %4, %4k SBP > 110 mmHg 3 # 3 2 .

2.3 A RN EBE—2BIAKRE, B Y
Eo BARR R B ® S T 7 X, B4R ek
EEh A AN R AR R e E G S
(1) AFF 3B fo 3FA2 P 4 W B 2 F B MK e 09 1k 52
#, B RMBATF R SIAANL R (2) mARA K,
T3k R dh R e I R R, — AR SR AE R ah AR, B Ak
R, ¥ Bk 201 vl AT 42 5 (3) R b
SRR FAE R AR R e AR, BT 5% %
H B M AR A B dm i A IR, B R 3R B
B TR AET - @ik EERT ORI 53
Zh Bk JE ( mean arterial pressure, MAP) v 7R An & i 7K
I AL B AT gk Z JBIE B FIESH . IRARR TN G
EGAA LA LA TIRAK B 22 AR A, &
T (4) TR FBRIKL S B A AR
JE, BTk B % ik s T 6 R R B
EHAL A LT E LR FAEA e B2 M) YR iR
HHEAEKT(5) LBARESGELEL, Y
BRI, do PR o A5 T AL A, B BB AT TR
F Rk v s i SRR

3 CPPZHY

CPP A o RN AR B PR A 20 2 18) %5 i e 7 R
WEAMIE, = MAP 5 ICP 69 £18, f— A2 L
BB AR 3 I 20 4R 09 B Ae ik 2 it . CPP % & —
AR L SBIF, H i AR S & R A T Ak o i 20 2 1%
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FRARE o CPP i K2 3% ik i Bk e, 3 3 ) 7T 48 38 %,
oA 58 RO fis K B G AR S K . Sb b, CPP
PR B &R AUh e R & ICP B AL 6 B .
— ANy, CPP 43 78 7T 45 50 B A B, BUAR =T VA &
2 ICP w323,

3.1 J%E CPP & MAP 5 ICP # £ {4, MAP 3%
ICP #9572 % v CPP™ . Mk 345 5 ICP 5
2 CPP AKES % LR B o FAt R B 6145 4K o/ I
AN O R e SR

3.2 Wl xrEA R & 24T CPP Y] T
B Y6 2 AR R TR R LR S
FElEn &4 CPP, A 2R ICP A e JE-FA5. W
M 7 X0 CPP ¢ B ml 1k # T 1CP A, i@ % & 5 &
A4 1CP %) ¢4 & s b, 38 i Y5 m) MAP £ ICP /&
P E R B 6 CPP B ARMA AT 60 ~
70 mmHg """ ; 42 B A7 & B0 A Ak 49 CPP 44 .
3.3 7R (1) CPP 5 MAP.ICP L& &% B
GIPRFTHREREWN, FEHEAIIET BT T
& CPP %%, & BARIE R B ey JE 3R &, 18 1T 4251
MAP F= Ak ICP VA 443 4 Bty CPP, 7k & fn i3
Eo AT CPP B &, W 542 4] MAP, & % Bf 1K
PaCO, , i 5L Sn 48 7K 7y , % 4% i I B Ao i A
(2) BARYE B B Jm i ANRALE B CPP, A AT ML
BT H T %43 CPP, ™ B 48 Mh) R4 6
BH M BB EAK CPPPY . TTARIE ICP. o JE B
f iR 1 B S 4% ( pressure reactivity index, PRX)
AR CPP™ 5 (3) R otk A ARk A R AT E
2 44 CPP >70 mmHg #9734 77 7 ik, X 238 m A
SR B RIE M (4) Y B A S RA A
F AR ER AR ET

4 (REIME

KB4 2 SBIF 2 —. & & & s M A5 69
BEP L HATHA /3 09855 KA E; £
J& -3, B4 42 4 6 4K B e i AL 238 e st T R A0 5
57%%[3’33: .

4.1 mBE BAREKAQEGRELE, ¥ $BRE
F A, 04 (1) BNAAR P B E AR (2) B
(

BB A TR (3) REABIBAHRLEFF; (4) &
Je i T 5 A R34 (5) oFR P AR 2 B I, LT
PR A5 B fe B F 2 B A A 3E RE AR (6) A1

H A KB EAKREF

4.2 Wl Wik (1) ARG B EE L
i 4 Ao B (Sp0,) , ARS8 I 5 £ X e Fde Fo AL
HAT M 2L F B R AR AR R BT g
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G e gE B, 2 SE T AR R A (
M A4 £ PaO, = PaCO,, 7T BBk ifi /6,38
(3) # #% Ik o B 40 Ao B
saturation, Sjv0,) & W5 ) fii Ak 2060 38 AR 2 —, % 4
SivO, $5ml 3 4K ICP Fodfn B 7T R % 238 Fo B
{8: (1) PaO, £ £ H LA 90 ~ 100 mmHg, 1% T
60 mmHg /& T4k A oz ; i@ % Sp0, ¥rmHA £ %,
T Ak B IR A AL AR LA A B —E B 3547,
— LT Sp0, < 90% T4k 4 B H 1k A o g%
(2) SjvO, A& T 50% M) 42 7 fisi e o - 22V .
4.3 BHARN () AZREFEIHBIERT A
18 AR PR A AL BATE BRSO, 2F TR R A4 S ICP
¥ EPTE S (GCS 45 <8 &) , it ZinErd4
R TR ERAT A E M B — RN iE S
ALEE () M TFRAEEFLEE i
S0 Bk, BT AN, TR R R AT
Bl A, 2 RIB AT R E B RE AT RKETFE,
HIREH L AL, 2V E £ 6 L/imin i 5,3,
(3) A TERARES, DA RAL T, KA S 7T
RemEROLHENAYZ RS, 4GE B ilik 2 A
”&”mez TS T (B A E T d
Z R) k2 R BIEYE 4206 R LR E], FIAE
M AR AR E TR SR X e R R, m AL
IGE s A Y (5) EA AR R B
HFEATHARE A0, B AR A0 R KRN, B3
AT EEE B AR K 6 R TR L E TR
B (6) Aﬁk&ﬁ%@%ﬁﬂmaﬂéﬁ
JER A B E, A AR B A a3
(ﬂ%#%ﬁ%ﬁ%ﬁ&%@&kﬁ%&%&ﬁk
W BB 2P BT AR A5 B 0 TG, B, A AR O R .
AT A SRR . R MR Y A, £ pH=
7. 20T Wt %, AR A AR S AR R . 23T T
ICP 3 %04 % 4, AL b & ok Bk oy W) o 28 2 1Y
(8) & fRit i i &, T Ak PaCO, 7= fiii Ak = A AL 3%
2 J/E( PCSFCO,) , A i FAK, ICP , 42 [5] B 4 7T 3 & fi
oo G 5 B B o, TR R 2K B R Y
(9) BB & 7: FTorR A8 [, doiR B e B F
fﬁ;ﬁ’]fiﬁﬁ’i%iﬁlf KRG Y4 L A EHEE R RER
RA—FITZH R T ik TG0 B R T
AT98 R FRGHR I A B BT RRETR K B K T3
I H IR 2 RS (10) x¢F &0 ™ EeF R I AL 2B
B e G mi%&%ﬂ%%&m%%ﬁ
RSB RL TS

5 {KEHS
B H A SBIF 2 —, RF R B § 84k im

2) Bh Ak &, 5
K5

( jugular venous oxygen
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BB X B E R AR b, b FTAFRE
FlRe kB HREAFRL T .
51 BE (1) &ERE, o3 A F AR R,
w&%%%%%%@%wwmﬁkﬁwk%
2) PARME ZH A, RAKIEAT PARZ BTG (3) R
vafiﬁ F5 45 )5 b dn Bk IR 04 e 4w A Ak, 5 BN A B 5]
AL 0 B o
5.2 Ml W gk @35 H 4 EROR B3 K AR
(PSR E) ERR LSRN R R R R
AREORZ WS A 8] BRVERR TR E M 2 £ B AR E
% 3% ( targeted temperature management, TTM) 7 #2
B, R R R IR R BB R B AT R S M) .
BIE: 2R E A 36.3 ~37.2 °C, &M X JEIRE
%36.5~37.7 C,TFiHE# 36.0~37.0 C.,
5.3 RN (1) BHEPTEE I, BARYERAT IR
S E R KRR BB AR T AT AR
TR R A M BB ER B RE,
BoAtAsE R A ER G HEY(2) wERA A,
AR ENRBERATEER(R) AEEL K
EREFEREHEAEBRGB G (3) HTE
ARG BT RAEFEFT AEIKED
TTM “; (4) 2% Mk 75 6 13 iR B M FR 1 & R B
T2 A TTM A RAK ICP, B AR E % 32 ~35 °C %,
(5) BT rMaHi4s % 4 2G4 TG EAKE
BAMAF AR NAFRAI, K >3 d) A
MTKBEFTEEREE O R EETE";
(6) 5276 TTM B, K2 A AR IR G 77 20 08) , B2 5 o 50
TRERRSA RS R ASFRITHER
MR (7) BAKE TTM iRt 42 B RS 4212,
PR AR, % BBk AR F 0.25 C/h, AR E1
FEHHABCIKBEIT.S CATEYVHST2 h, A
B AN &R (8) TR FEEIFE TR
( bedside shiver assessment scale,BSAS) A7/ +F4E %
B, DU SR8 R AR 4R RIS T T ik (AT TR R B
PRIR 4R 2h) 08T FERK, Mo R A DUR S A R R B PR
HAAEH 5 (9) TIM & 77 8110 % L84 5 K % &
o SR KRB KRR K H B A R
o SRR Y R o B A) E K RO B o KR G o
JEN RIS T ORIk f A T R BB AR A 5,
s, 2 ik AR 2 Yo S A o) Y

6 LERE

SR F & SBIF 2 —. Miller £ 3R:i8 , £ 44t
ARt E 24 h A shidE 5ol ey LA F
A 53% ; F RIS Fhit 4 Fos Fhit ik Ao v B E
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6.1 A FEERAG AR TE R CHER
A B BB AR R VA RO IR R T 1% s B it
i, REMGH P 3 ICP ¥ 3 450 & B R 5L A
HFEFEFTIRCHTE. LR FBEITATH
FpE SRt KT %, (1) PARMES FE T
FERAETRERARAA LS REZFHPT P
P 3L, LAEIERE  Jo il @) B IR AR e RS (2) AE
AR R E: £ BT EBEHRAIC IR, A
Rt BT R, AR AR B | AL S AR A
6.2 Bal BwFyEAARFOELBPMELE
M, ART T BAe g tmtm e T, P TS
W AR ik, i AR A F 0 T AL 4 Bat AT
CVP. B BB %, B4E: & & 60 ~90 X /min;
F.5 # Bk E 50 ~ 120 mmH, 0.

6.3 EITRN M TERAZLYH B UMK R LG E
FRBERETHRFLCHERFTOFR. 528
AT YK F L Pa0, ICP % Ak, & Bhik & Fu/ &,
TRAEMEETHREZEZ S FRAFFOEIN. AR
Ko NIk IR X T iR R KRBT . (1) s 4R
KEBTACHERXFTHFRAEXRFER, TARSLT
PSR E N BARG TSR A R, 2 B
FE VeSS AE K E R B AR E o AR R e A7 A 4R K T 89
S RS TEAE R A RS AR E S, AR
B EAH R H R U A R BB EH AT .
(2) #31% ik S % % (0 & <40 K /min) , S A8
& F It 4 (8 BOR R ARIEK Y E >90 mmHg, 2,12
it A N B, RIS LB R) F LT
T " ORZHCEGHY, § R RNLRE, 4o T
F#20.5~3 mg ERAFMIBRAVEZ G M4 F L
MBE(2 ~10 pug) R+ A A K ERE (50 ~
500 pg) ' @A AT H ARG T R T RR, F
7% 0.25~0.5 mg/kg, KB 2T 4#HH T, 0%
PR 25 A AE BT, ROE AR N BL R BN 2 4y
DI S IA R LT, TR R 6 iR % B 5
F 4% F [ ( atrioventricular block , AVB) 2 1% i& A1 .
xR FEHFEILRR, 1° AVB R fifsh A 48 £ M,
B & &%77; 11° AVB gkl R R IEET K,
TR B AR A AR E & TI° AVB 4 5%
SRE, AT FARERZEFY . (3) A
Meig A EMRE T LB SEEFHE LA FR
AT IEIR , R IS IR R ARAE R IR, B B AT
JEw F ARG, EHo kR E LR OHTER
WA MARH N FFEHETELT B LR F S
IO (4) BRI E RN E BT RER, e
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AT AR 2 B 5] AL A AR By R Stk &, B R A AR
R T 3T S AR T A, W) R AT RR S A RS
TR S TS S F. 3 L E T ST T
JE, W) P A AR5 o

7 K RN BT ERRA

KAnd AR B E A e T @ AR
FRAER 3 R AR S B R B AR A, AR R
YA E S E BENENERERELE L. £
I 4545 J& , AUAR 04 (B 2 B2 T Fe AR R A 15 23,
B AR Y BRFHFI, AT SBIFZ—, A
Hohis A RAEEGTUE .

7.1 JRE ARG G SR AR T F .
RB BB R R, T AE AL A Ak ik & ( antidiuretic
hormone , ADH) % '§ £ A% % J % 2 ( adreno cortico
tropic hormone , ACTH) & B E) BRA 4 sk B &, F 8RR
R B BR BT FELe 697 T HA a4 PR A KBNS
KA ABAR IATEHHRE R, THAZE®
BLAK R B4 ek o ATIENGT § AP HERFE AT m i
FREBAANLRE KR ERAERELF OETFH G470
JE ATRAR R Fe e kit % T FHAKAT T2 A B
F R, BB FHBR S RERALERRTS
HOARMPER P . PR E AR A K F T FHTFR
WP E. BN, kb B BRERELLLA
AR AR T A Ao BR AT KR 6w LR A .

7.2 BB EE Wik #ikdh BT AR Fesh
Bk 5,5 M7 BIAE: foiF 4k A 135 ~ 145 mmol/L; £
F47 3.5 ~5.5 mmol/L; f27F & 96 ~ 108 mmol /L; &
A% (pH) 7.35 ~7.45; PaCO, % 35 ~45 mmHg; = 4,
s %2 24 ~32 mmol/L; PaO, 4 80 ~ 100 mmHg;
BB SAE(HCO ™) 21.4 ~27.3 mmol /L( AB) ; #| 4
#(BE) 4 -3 ~3 mmol/L.

7.3 &I RN

7.3.1 Hibhhg YhiEMETRESEEFL
B ( >145 mmol /L) B AR & 4h f JE , £ &7 B 2 & AK
BT o P AR Z 40 fn s o fEAK A 2 B0 H LT
VAAR T K ( PR ANA) A 2B 2] IE 5 AR M R AR
JER S RS R R R E T, B AR R BE BR
FEmEEERREN.

7.3.2 AkAhdgE A E T REATEFRLR
( <135 mmol /L) B ARAKAA £ 3% , B HAKBPEBLAK 5,
W8I BT E HER FOR) s & 5 ik S 42 A-4E( SIADH) Fe
A 3k 47 A 4E( CSWS) o 2 M AR A4A o g 5 B e ik 2
I, F R KL Eik AR 0.55 mmol/(L + h)
12 mmol/( L * d) ; MK 2 N BLBRAN,
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B E R BeRL EWiEE KT 15 mmol/(L < d) , T
A IR AR AR B e Y

7.3.3 RARBEILFFELSIMLE L h
<130 mmol /L, f2 %% )& <270 mOsm/ (kg * H,0) ,
Jh >80 mmol /L, bk R > 5 R, o
ADH > 1. 50 ng/L, # B B 5 L IR 2 48 % 4 A 4
AR E kWA, (1) TREIAKE, — &
40421000 mL/d A A, & Z 8 T A vk KR BLK,
) B R AR B AR R R i E S R R E (2)
TntAMA, B RABLR R E EIEFALA T B T4 4
78 37K 250 mL/d, % f 3% Na & < 120 mmol /L Bt
A AR TR Al EANR 3% ~5% Bk K, &
T e F Na K 2 mmol/L 4 #F
e, 5 fiE Na R E @ H £ 130 mmol /L k™,
7.3.4 FHAPhE % b iEAPRE >5.50 mmol /L
A B IE, (1) RERE A, KE TR, T4
AR E (2) TR M B W E) R, AR o R 2
JSMAT B T @ mie M, BARERHEALT, 4T
sk EAARGE AP HE 5 (3) T 2R [A & F A G R
FMF AR EATHE M (4) % f A 47 > 7 mmol/L S,
H IS A KR B, RS BRA 10% F) # AEER 45 10 ~
20 mL#FRRES, F L0 T/ S min 5 E LA, VA
AR 2 57 28 Ik 09 %5 v SR AL B T 4 T 3 4
P Bk % 4K 98 J7 ( continuous renal replacement
therapy , CRRT) vA Ak S JEAS 45 64 K e S

7.3.5 A&APfegE % iE47 <3.50 mmol/L AR A
IRAP L E o B R % B, B BE V8 57 JRR % SF AT .
(1) aJRANAF, % B 10% & 447, ok 47 B &
(2) # PR ANAT, R B A 30 ~ 40 mmol /L, 3k B A ¥
15 ~20 mmol/h & A % 4, 2620 7T R A F R #r
i (3) B P AL EM A RAMY

7.3.6 ARHHEEPE LIk pHAKT 7.35, 02
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