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Abstract

Hypernatremia often occurs in patients with severe neurological disease, and its probability is
much higher than that of ordinary hospitalized patients, suggesting that there is a correlation be-
tween the two. The prognosis of neurocritical patients with hypernatremia is poor and the mortal-
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ity is higher, suggesting that hypernatremia may be a biomarker of neurocritical diseases. Hyperna-
tremia has its particularity in patients with severe neurological disease. It can be caused by a va-
riety of central mechanisms, such as affecting hypothalamic pituitary secretion function, damaging
hypothalamic osmoreceptors, using hypertonic therapy, and abnormal temperature regulation.
Understanding its pathogenesis is essential for the diagnosis and treatment of hypernatremia.
This article introduces the central mechanism, clinical manifestations, treatment and prognosis of
hypernatremia in patients with severe neurological disease in detail, in order to reveal the possi-
bility of hypernatremia as a biomarker of severe neurological disease.
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1. 51§

HIXH A RGN G FTA SR EAETER . EIEREN, XFEYERTRAE S IR, H
LR DIREZ B, XA E AR PO S R BLHIR, A AT RESON R TS 2R 2R . B
RUIBRZ 2N TR T4, 2B KRG, T R0 2 R R 3R S TP A
H, EAAIE 2 XA A R G DR R AL R BRI —

2. SIMEMEX. 7EETG

e R % LT B B IR FE e 145 mmol/l 5], 8 SRy BN ITILAE o (5 BR b4 A 2 2 4 LAk FE i 150
mmol/l & SN EEAIMAE[L]. IR E—Rek B e 7 Ak ey =R B R S iohe B i AN 8 ik
%9 151~155 mmol/l, = B iy 4 AR R M5 49 25 -3 B > 155~160 mmol/I, = B e R I35 40 25 1
WEE > 160 mmol/l [2] [3] [4]. BFFTHH, AR A I PE T 2R B iy A4 IAE 7™ R FE A 0 [2] . 5 E v A I R
BEFETHN 17.6%~29.0%, 1N 33.0%~40.9%, = JEH 52.0%~86.8% [2]-[10]. K, N IMLAEIFE
FET] e 5t 4 FORE R AR T R VA G

3. HAEESIESMMAERIHLH
iR FE S B IIE R AL AN A TR R AN A %
3.1 FEMEFINERR

M ERE B, AR N TFARRARRRE RS, BT 5HE T il - E 450 S 8UMER 2
WA ZE L AT 51 7S e B IALE 9 % A2 [11] o

Powner [11155 A6 782 BIAE QIO PRI A5 105 J5 (0 SR AN RS RE b, A 0 WA T e 2 7 AR i PR
FREZER, ATRES T b - AR 0 ARG, FEXSET R AR, KZ) 40%~60%HH LR
Fr o R/ B (A HT A A BRI B I, 249 40% H 3T 445 i FR) i LB HE 1L

3.1.1. HFIRHMES R
N L AR S 55 A% S AR, ORI FRR 0 Wbk, I il /INVE TR S K R IE B A, KE

A
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Wb, EAR SRR, IXFRERCEE R PE, KA 2 TR, TS B AN ILE 1) & A [10].

Li [10]145 AfE 881 44 &Mt & bt AT RE R R IAE 174 NRAFHHMESR BiiE, Hrb 6 A
(3.45%) R I N ER L = IMLSE, 27 N(15.52%) 4 FE AN IAE, 141 A (81.03%) A H B mif e . KA IR
FRER R, FET-H im0k 91.5% (172 N). Hadjizacharia [12125 N & B, ™ 5 MU0 05 83, RATE KA
#N 15.4%. Maggiore [5]55 At 130 il 7™ 5 f i 453475 S & WF 7 L, Herp 25 N (19.2%) K A PR A IE A2 i
B ITAE -

31.2. BB LR ERBRHAED G

N RS2 BRI, B0 R R R R R BOSEh BTG S RN 2 X, )5l
W b Rz R T PR = (Corticotropin Releasing Hormone, CRH)EAR 'S I fif Bz 5t 2% (Adrenocorticotropic
Hormone, ACTH) 73 WAs4 2 o T B i 73 b I [T 7, 4 0 5 G4 28 1 LR, S B0 B L 1)
A:[13] [14].

Koiv [15]55 NAEXF 55 il i o4 {4 28 5 b AT BB s R I, A% J5 1T 6 R, ACTH ¥ANEIFERENE & .
King [14]5 A% 13 491 o 453473 26 5 103 e 4 4 /)N P& — I L B I S i ACTH, 28 36 /M, 25251
ROV B ) JRRE S i3 ACTH ¥ 7t s, XFHrh 5 NEEAT I H a  ILRZ S B f%. ACTH AT F 45
T IEE K
3.13. TEMEEERZHZTM

B R BZ AT N il A% B IS B, I e X SZ AR, 2 IR IR ok, 3k 5] i K b,
SRRV IAE R A o X2, b2 SREIURREE W, HKE I, D S8 E s
i PR R A2 [16]

Marazuela [16]% NHiiE 7 —F1 N Feiifist 83, HBEBEIG . JRE K™ B mAnoaE, 1tk =Rk
[FIIS L, BN R Fe il B AR S A AE, DRI 5 kAR 7™ B AN IR . Kang [17]%8 A8 7 — 1) T Fr i i
JEATIOT RS, BRI G I R IiE , (R 8 & BRI PRI 2 IR H 1 .

3.2. &EMIATT

MR FEOAE B AR AT A P A TP S 38 v, KA KA P A B SRR AN S I AR B, 2 S BURAT
FAEIET . B R 70 T A 3 e s R E, (HE BB MUK YR, HR 51 S B IAE ) &
A

321 HEB

HEEREFR BB RN, e TR, 2 TR SR —. HEERERed &k
BB, MHLBK, HANEREFEACMURS A, MR M 3, A s it E5—m, HEE
R fe 5] AT /K AR T R AT, oK, 2k 32 [18], (EAR R

AR, EAEEERT =P, SIE R A %N 7.9%, 15T HHBERRITEE, i
IAE B K A ZR ]Ik 24.3% [2]

8 H BR IR T 0 8, R AR BN LA PR L6, il H 5 e fe FH I ) 184 00 i 184 - Seo [19]58 AR B,
R BERE K, 9.8%EESRATMIMGE, mESLRN, mAMEREREFE 15.6%. et H
£33 Nau [20]55 NBIBFFESCRE, MAiTREL, H R, BOEMBREMEHRHER, 1EAMEULY
TEI7K AT 2R A o Alyagari [21558 AR B, 8 H B BEva T 10 - R AR M IoRE , 2 P s B IUAE |5 35%,
HEE b 26%, HFE 5 38%.
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3.2.2. Eigdhk

EB KT AR BB IE K, @B EERK, SRR K, RIEREURAER, R R AR
EH, fEMEERERFPNHTZ. HEfMHRZ 02 3%k 7.5%MEEHK. AR, 7.5%m%
SRR B i R AT H FE R [21] o (HIAE AR A 5 MUK AR 3R AL I R P JRBRD . B 5%
7] R LR AT A7 TE 413

EB KRS IE N K, 0K 3Em, BENBAZ T AK, M 5] RS AN ILAE . Larive [22]55 ANAFF 5T
RO, MEEMER =S, fHEB KGRI EE, 74%HBE N iE, g 5007E 58— AR
LT EANIIAE . Froelich [23]1%F AL T & BRE IR 9, FH 3% miB shAKiR YT B 5 A4 3 3K i
F o, Eisih/KAlh 52.3% H B FE EanIioiE, 33.6% H B0 E Al iofE . i A= B 25 /K 414X 16.3% H B
Hh R AN ITUAE , 59 B R e AN ML

33. HEE

0 B RR A W] DR R BEALAR 1 A L . PR S R R A I TR M A, RO AR A
BTN FE A A AL AT X, 4 XIS A, AR R S, AR LA B KA il S5 BT L s
PR AR A AP R AT AR NSRRI I, SR RANIRE . B4, e SRR A N HUAMGE L
B, HURMOE AT SR IKIE N, S ECRBAIAE 05 E . A SRR RBE H & T RORRRERS, IIASREDOK,
ANBEAS I 5 BN AR 4 2 [2] [6].

4. R EAEEE S PR IGKRFFE

ENIIRE AT 51 2 M B, AR R AN BERE VA R, RGPl WdE, i
R
41. FEIGKFTRM

PPe BUAE SBH IR R B IIUIE RN, 2 BRI IS SOARIRERG e RO A E, HEMR AT 2R Th RERE RS
WL S s, R I R R E RO TI[2] [24] [25] [26]. HHI TS EAE R HRERE A%, HELLAE
R W v A IR (1 5 2 e A o

4.2. KWK FFERTE

T LI SEE AT 2 T N e B DA R A o 39 1A A A ek o o 28 i R 38 N I B & A R B IRE 1) R A2 3R 40 R
2.0%~8.9%, 11:F)E K& A E AN AT ) & A2 80N 5.7%~7.0%, HAFLEN [ K. Lindner [6]%F 981 {5 i
BRI, 90 B B A IIAE , AN BER B IR BN iE B oh 20 N, ETE AT 2%, 5 BT E N
IMAE 235 1Y) 23%, A BEIT TG s IiE , (R Be IIA) & AL i B IRE £ 3 69 N, AT S 1 7%, (BT
BV IMLRE £ 1Y) 77%. 69 45143 5 34 1] 2 e BN LY Z8 2 v, 59 1511(85%) 1 Ml & Ay i N IMLYE, 8 1511(12%) Ay
52K, 3FI(R%)H 3 K. FrEEM A 1 K2 10 RAGE, 12 K. Stelfox [7]58 NI#F Fi g, HAE
SR R R BN I RR SR (]S480 2 K. Polderman [25]%8 AW FC R B, 389 M EE A, A PBehf & 5F
FANIAE 34 N(8.9%), FFEENIIA] 4~56 /NI, ~PXJIS(A] 16.2 /NiF. 22 41(5.7%) 7E Bl f5 1 Bt 18] R A=
BNIAE, FELERTE] 4~89 /INEF, RELEMS[]F15 34.7 /N

4.3. FEBEEER

PP R B AR RANILAE, BRI T8k, I8 — SRR HEREAEIR, O FRAAE: B R
24 /NI PRERT 3 L, MANK RS 150 mmol/l, 145 /K N s 56 5 8 /)Ny 257K n s 1056 ) & 3L PR 5
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B <600 mOsmol/kg. @ EEERA, B BA ML MRS EEV R T &, HEETRE R TR
AL B L Sz 40 @ Akt B ARR AT, H S REAN R AR TS, TEB S K
PR B2, AN PEAT B AR T vt Tt B R A PR G R, e R GAIE S, A B 3R SRR — IR
FEOR T BN AT A RUHT X 52450 @ AP EREL: T N NS5, BRI UM PRIER S B R
FRERSN, ER SR ZREER AL, WK . (EHUIRIREER R . KA 27].

4.4. BEAERE ZRETIB

ren A LR S8 T AR SOV o AEIX S8 SR8 v, WS 1 JULRR W 18 ey A VLA B 11 PR [28] [29] [30]
FIE R PTREAE, AN IRE 51 AL (0 SRS nT 0 LA AR P 1038 122, AT RS MAAmAes 28 ¥, 005 28 11 I
g VL0 BRI AR [31]

MO SR 2 A8 T . Hd iR W2 E et s . Wt Ron, 10%~40%ME SOV f# )
BHF NI T DR R[32]. B ThRe Rl — MR AR T WA ARG 10 12~24 /NEFP[28]. HALHIEFE: DL
LR ENURMERLZE S NS, B NS BB S B R AE R, JULZL R ] A R R TS B AT
S LB AL 4 DA B JIEARGE A [33] [34] [35] [36]. WL AT 16000 U/L i, BRILIENILLH H KT 600
ng/ml i, 5 R A Sk ThRe i [34].

BEAh, BRSOV I T 5 3 ey B IfRE S ARATS ISE o« AT 5 A3 PO i 2R L IR s L2 O IR A5 (371
TR SUYUE i LA N K 4 e, 76 B BEVLAT I N TR BGHT IVBE T, /K A0 B e 4% 3 4
FAPY, AT A AR 7K P 13— 25 i [33] [38]

4.5. SIS OEER £

Fisher [39]55% A\ Xt 214 44wk R4 T i th i 83 W FC R B, A M IORE ) 28, MBS B | Tt
(KT 1.0 ug/L), Ze =S5l 0N (T 50%) UMK Bk K LR BT BT . 3o m B IILAE 5 0 Dh REAN 4
YR,

5. AR RIS M IEE

—RAEOLT, AU S R R B W Rk &R, B TR R, IR R R A 3
MR ER . BN TR AN 5 5 SR IIUE ¢ R I D . Alyagari [2]5F N4 FRE IR = PN
M) 4296 151 8 ARAR JEUR R AN Ay B G I R PO HE PR L G Ik RS s
MLy FRPY AL AR EARIR . RN SRR S L RS AR S R, AR, T
A4S T RE KR B 2R S R A AL , L LR g 25% (5/20), Fe i e i py e It 95 , JLE A 10.14% (95/937),
He Gy R A T R B INURE () A MR Do 5 st Iy R, G L3R 3.72% (18/484).

5.1. kPR TBa i

Qureshi [8]4F AX} 298 15 20 ik J8 fif 2 5| JEC bk [oX i~ i HA L SR A 98 K I, 58 4511 (19%) H 3 s 44 1L
o B A A UE (N B SR JG 56 3 R M) 8 37 AN (12%), 18RV sl iiE (NP2 6 K
FNBEHE 9 REM)EF 21 N(T%). MATERKI, SIS E IR A R . KAE s B MuE 85,
Tk 26 A\ (45%) i J5 2 . Takaku [40]45 A4R3E T 1000 {51 F5 Py 3l kR i 22 5| 2 gk xS s b of f B, 3G
rh 21 451 (2%) A AE A IIUAE o R AR BN IIUAE () S5 3, AR TSR ik 43%.

5.2. i
Kang [1715ARIE T 14 F e RS, BUTR, REEER, 51 mmaiiae. 23
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fEik 172 mmol/l B £ 5 AT JE vy 8 - Spiegel [27]55 N4RIE 1 1 41T Fr o A — i == i eg 1) 2, VIBR MR )=
SR IT R RO SR IR R T DO RE R K ot I S V(IR AR S I 40°C) K[ A vy B LA (L 594 B 7
160~170 mmol/l). Sano [411%5 ANRIE T 1 1N B Mo (000G s K A0 v = Bl o 7 FR) BB i 58 3 9 F R VB IR
e, HUR R SR, AN EhTE 141~166 mmol/l, XFi%HE T LUy KA e AR s &G,
A BN T B % 150~155 mmol/I.

6. HAEERESWMAERETT

BITHREN T4 © RRBEMIET: © MARI: @ Bukifl; @ #Eim
W © MR ANBRIE K R [42]
6.1. REKEMIISHA

S 3K e AN L AR B R ST A 8 R SRR . SR I IR T T B AN IIE A B0 K, Wi = A
FEPUMPRIAER « 18 2 S0 Y 85 A T 335 e [ R PR PR D S bl s 1 I B B S5 B VR R SR )48, o0
AREVOK B HE MR RZ BB E, INSRSCRFRIT % RIS IE K A AT Bl T AT B 5 0 (¥ 1) B
W 1o

Table 1. Differential significance of urine osmotic pressure
1. REBENENEX

TUES REEE W
FR 515 JE A% <300 mosmol/kg R R 0 B R
JRIBIE IR 300~800 mosmol/kg BIEMER IR
FRIB5 R >800 mosmol/kg ZEAE. WPIRIE. ERROKE 2, Mt 2

6.2. M&AEFM
R 2.

Table 2. Evaluation of blood volume in hyponatremia

@ 2. {REAMAERY LA 81T (E

Pk RHIE ImRFTIL YRIT
it i SESRAR (A2 B 2 /K) 16T AR AR AE
I 1L 75 B M v M L O FIK % T R4 P m“‘f% FasE, TULS%E &M + 14 5%
) 1/2 A ER K
S5 B R AN IUEE 42K — 5007 4 H 7K
e 0L 75 B 1 Ve AN L M Z F A K E I K s ST AT REK + REF R

6.3. BRIV

HoKE = RP/KEBE x (MK EI140-1). RA/KEE =04 x REKG). 2 14 24 /N PR FE Bk
JKI 50%, 4% HIFE 48~72 /N AR 5E[42].
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6.4. BAEHBRE

SV RN TLAE (48 /NS A TR B R A IR, 7428 ) 20 T3k B2 A I B P B /NP R B 1~2 mmol/Ls 12
P v B IMURE BT FT TR AN i R e BV IMLRE , 2 T T8 R B R AR, I kiR g /N BEAN B 0.5 mmol/l, 24
/NEFANEEIE 10~12 mmol/le RN IE SN IEE, PSSR AR IRGE I NS, 5K, M
11 5| S M DA il ) Ja

6.5. EEIEHERFR

6.5.1. #hifamhe
RS MR S kR (LE 2).

6.5.2. #EHAN

@© WS PR L T2 B B A 10 TR AR K SRR 775, (e A N 5 B, B
S B E IR B Ok, SRERCR 2 IR

@ FhRE: AR, T SIET B, (HAAOE S OIS % T I .

@ MEDEIL: X T/ E AN, B R e R YT 7 s REAH T s TE R4 AR A I gL, {HL
FEVVE MBI ARG E « AR L. 29ue SR .

7. HAEEREAHSHMAENTG
7.1 SAMERHIEFBE RS REN—FEDRICY

WL, e SRR A G s AL 0 LR B B s T R R, A R AN ORI R, SRR
(30.1%~39%) th, Lb. 15 3 55 3% 8 151 (10.2%~24%), A Pih BP A mAnIoae i) B, AET- ] iA 3] 34%~43% [2]
[6] [7]. FEAEBT LT Z 48 5 40%, ICU fFBih (Al K 28% [1].

Boland [9]% A%} 5100 44 th i A WF 7L R, &M IE R B2, 30 RNIET-RHE L. 12
I R B ITURE P B8 A A 28 BE0E R8 A T I A AR i 4 Quireshii [8]155 AHIE 78 7 298 {5k 4 I T Js i it £ 3
i 3 AN H RIS, OB IIURE S R 8 T AT fa R 2% . Maggiore [5]%5 A6 130 44 ™ = i figi 41
Pt 8 B ST R, v AN LT Dy TIN5 11 B 4R B[RRSO TN 14 R A BB T AL fE e R 3 .
BT LA, B AR 7 A TR0 o 0 R A8 TS By T AR A

7.2. ML EESNILENHEXER

PR B I PRI DA B N B BT 2 75 4 v N I A2 5 ) 63 00U P R A DB IR 3R [43] o I i Tk P
R, RTINS T 160 mmol/l i UE SN SE A T 2 AT fe R R 2R [2] o A BB & 5 sl i A
(1) B BE T3 (43%) BB S5 R A= e i LA S8 1 (39%) [6] -

Ii) e 46 B 1 9 IIE R 70 5 38 5 N e i GCS W43 &2 APACHE #4345 <. GCS /i .
APACHE 170, IR R, SRR . B s e iE 5P GCS W4 3 4+, APACHE ¥
4 34 4. HhE AN T2 GCS5 4y, APACHE F43 28.5 43 . % il ILyE H#-F- 34 GCS ¥4 6
4y, APACHE 174> 19 /3. I4NIEH BT GCS F4) 8 43, APACHE ¥4 21 43[10].
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