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Hyponatremia is a common clinical problem among various electrolyte disorders.
Clinical manifestations of this disorder depend on age, sex, rate of decreasing in plasma Na,
level of plasma Na and underlying diseases. Postoperative hyponatremia in young women and
hyponatremia in elderly, or alcoholics or malnutrition patients have high mortality
rates. Chronic hyponatremia usually has mild or no symptom, compared with acute hyponatremia,
because of brain adaptation. Diagnostic approach to hyponatremia mostly relies on history,
physical examination, laboratory investigations. Some tests may be required. Rapidity of
correction of acute hyponatremiais different from chronic hyponatremia. Acute hyponatremia
should be corrected at 1-2 mmols/L/hr until convulsion subsides. An increase in plasma Na
for 4-6 mmol/L in 3-4 hours is usually enough to control convulsion. Subsequently,
hyponatremia should be corrected until the lavel reaches 125-130 mmol/L at a rate =1 mmol/
L/hr by avoiding an increase in plasma Na more than 25 mmol/L in 24 hours. Chronic
hyponatremia should be corrected more slowly to prevent brain myelinolysis. An appropriate
correction should be less than 12 mmol/L in 24 hours and less than 18 mmol/L in 48 hours.

Accepted level is also the same as acute hyponatremia.

Key words :  Acute hyponatremia, Chronic hyponatremia, Brain myelinolysis, Replacement

therapy.
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Table 1. Causes of pseudohyponatremia.
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Table 2. Causes of hyponatremia with hypervolemia, based on urine Na.

Urine Na<20 mmol/L Urine NA>20 mmol/L
1. Nephrotic syndrome 1. Acute renal failure
2. Cirrhosis 2. Chronic renal failure

3. Cardiac failure

Table 3. Causes of hyponatremia in clinically euvolemic patients.

1. SIADH

2. Glucocoritcoid deficiency
3. Hypothyroidism

4. Severe potassium depletion
5. Antidiuretic drugs

6. Physical and emotional stress

Table 4. Causes of hyponatremia with hypovolemia, based on urine Na.

Urine Na<20 mmol/L Urine Na>20 mmol/L
1. Gastrointestinal losses 1. Diuretics
(vomiting, diarrhea) 2. Salt-losing nephritis
2. Third space losses (bumns, 3. Mineralocorticoid deficiency
pancreatitis, muscle trauma, 4. Osmotic diuresis
peritonitis) 5. Partial urinary tract obstruction

6. Bicarbonaturia (RTA severe metabolic alkalosis)




Vol. 38 No. §
May 1994

annannmInaasnclofunluidandd
1. nmtndsed@  tu Yizdaliadssanen

g Q. J v -l -l ]
m's'lmu 3} ﬂs:mnau’lamw 1)1 mamuqams:mm

2. MIRTNIMY  Wedsafivaninues
Unasiuenisad 194 essquan, §  postural
hypotension, skin turgor mms’nmmﬁ'amwé’ngm
v23l3ne9 9 15U lsawale Tsnau Tindaulivia (Hudu

3. mIanInealjuEns

x )
MIGTIVNUZ N ATIINAENT osmolality
@729 BUN, Cr Qmsﬁ’mwaﬂm mns:ﬁunmg"m
a v v - -
lwdea sz anudutusanies WatiuuanySunas
¥ . d
Y2IUUBNITAY @373 osmolality maoﬂam‘::twag
auaNnlunstuiradle enmvszeulmdsnlu
P . '
Uaaziegdmadolodoylumalaniel

NIATIVALAY LTW MTIaIeau ADH lu
SIADH lagmlumiasafamiuialisudulunms
mamarainmzlndoalwiaad

4. MINIMINATIL

. ) d . am
NN water loading test INaTIDIUIRY
Az SIADH w3a reset osmostat!"

° .. a
NIINT water restriction test INaTIHUDN

primary polydipsia aana1n reset osmostant"'®

N133NEN

Toptumsinmanzladonluiaaa lung

& W e w o o o
Usmiduddliddeayidain  lavwwizludamams
wilein  easunladrodarritniteswainan: wan

. Sy & o -
mssnwlesnaly Juivamgrasmaiianzladon
lwRaaan anuguusivesens uwsznzlmdouen
| o Qe A‘ Qr » L) A
Wurfialdounauniazass nauazRTmImIsndl
L3 A 1} A Qo -1 -~ .0 Qv v A’
dayathaulafsaiunmilndvuluitoadaadolyil

- - > P - a
1. nnzlo@unluifena la@ouwau
a & o . & o«
(Petuluszoziadaunin 48 $alug) ovdiduanoia
Fialed 3nnazauaIvIuuas herniation®™

2. Fumuswsanudanzlmdouluiion
5 a & o ,a ' & val s .
aTiaiFey (Aunannnii 48 Talas) 1ad Imonuin
dihureadialduifiszaulndonlwianssliadlun Ans

amclsdsalmifonsn 239

3. maunlvnacladoulwiaaaainiemas
° v o s L 4 - L . . . 4
miiinduanuld fe i@ brain myelinolysis o9
unvziiauIinm Pons udnsunsatiaudtamuan Pons
16 @2 nalnlumsiia  brain myelinolysis aluiiu
A 1 L = b . d 1]
finmuuiuenidfisuesuydsulinaouuy 1w et
' o 1Y o o .
WztiuaTaanunIsuINLaEMIALI2IdIuLIENBY
] [ 3 ° vt . o
@199 vaITas M IWIMInauas myelinated fiber 1iia
demyelination %38 tAiaaniinsiNuLas oligodendro-
- . . - A o -3
cytes UIlItW perifascicular region By ruSiam
Pons 1¢lan3gnvinau9InA1IL osmotic  stress M3
- . . . - o a ' .|
(n@ brain myelinolysis uﬂwumuoagnmuamo‘noa:
v 3 -3 )
1eénsfadalyl
wanmslvaaussndanaunulunzlndoy
13 < a o &
Tudaaan TaomluasRasmnasdalyil

= ~ - L 3 -}
1. anulumunleGinietr rinlstieee
Uaaany

2. weulmdvutuidoainly feesdssany
- Y e oo
3. THAYIEIUINIA

Wiihzvautsmsinmanzlndvalwdaam
ganillu 2 @ A meinmazlndvalwdaas
siadoundu (Beduluszozatasnit 48 $2lu)
warmainsnzlndoulwdanariiadedy (Huamn
annit a8 Talae) innziinwandselumsinmnung
sznmisdnanu

o o = ; o < Qv
ﬂ'ﬁ‘if’lﬁ'\ﬂ’]'ﬁt‘ﬁtﬂ ﬂu‘lmaamm%uﬂ IRYUNARW

malmdpueriadounau AnflamIzuus
ua:ﬁa"mwnugo‘[mumm:'lmjm‘ﬁomqﬁau%otﬁwé’o
mida  wialungudgiany mmqwaoé’mﬁmuﬁgo
vosmengiasiiianzlmdonlbudond dolidu
Anwdaan widsinieuivitastuanumansols
msdsudrvassnasdanizludonludana  Lid
ﬂszﬁn‘ﬁmwwanﬁatﬁunﬁug'mumqtﬁmﬁ'u UAZTZAY
Tsdouanviniu Sesradunamrananuiialndnig
ﬁ'uqmsun‘%aLﬁm'ﬁ'aoﬁ'us:ﬁnaaﬂumWﬁ‘” MIINE
i’fuagﬁnmmqmaon’mﬁm utumslimmiuszinie

J v LJ v .O‘
nauny  dmivauusi lunsIRa I uasInRanauny
o &
avsialUi



240 lanm wniss

1. anud lumsudle  winlstesdasany
A- & & -] . 1 Qs -}
msunlandouldnu uasfaininazdsaany fa ms
- a & o _a - o
wusseulndonin  1-2  Jadlua/far/mlugCe™
o o~ < [ - - o A
wthongadn  lasmluszdvlndoniiniu 4-6
- o - o o a o v
aflua/aas e 3-4 1219 UnasiRpInann v
& 4 Qr A ] > ‘i.
gﬂwv&qmn‘“’ laruszozd W Raunsoiy
Todouludasntinsdszanm 1 Oadlua/fas/mlas
) - Lo .l J . L 2
TasworowlilWssaulmdouRnduninninszeunau
L - - - - e A L=
mysnwuiu 25 Nadlua/faiAu  Nedlasnunie

Y o a & (16)
UNITNTIUNWRUDINDNILNAUU

o - da . o “
2.  seulmdounieinUseany do unila
wzevlofuuiuddszanm 125-130 Uadlua/das
Tauandpdarmsuniets 1

3. wlevasmnianidutuyiunasvasi
UDNITAN ﬁwc\«fﬂwﬁmazmﬂfﬁmﬂﬁtﬂu 0.9%NSS
faailifinai wiandanziuin laslawizlu
Athogeayaasliidu hypertonic saline $uiun3lW
pnautaanelaun furosemide

msun lanazlnfasluifandrsiaisass

a a b e & e oo o
malnduuluteaesiaizaNuna iiflons
@ Qo A
wIzauaIdtia lunisUsuaiNesasuaIuIn N3
untansunullanaiiianizunsnden fis (i brain
) . wy d - mal .
myelinolysis & dsonafialans central pontine
myelinolysis War /%38 extra pontine myelinolysis
) i ) -
Central pontine myelinolysis anaiatuluszuzioan
Wwdundamssnmamaclomdoulwdeas lasilannns
a A a & ol e o« a a a
ugasfia Fuasaudsrulifands Srunvidl wodnssu wia
A ) -
mitndauinIfReUnG
- ~ Q. dld -l -
nmsansdaunasluauninzlodouluizaa
@uaziiia brain myelinolysis Wuiguaniivasliad
anuFuwuinua It leaazladouen v
1 . . =) J i Qo <h
TWIUNUIT  myelinolysis vzifelwlasraulmdon
a J ' a a Y 'l ILI (,5)
WNAwNNdn 25 NadluaAas w48 Talag
' Qe @ Qe Qe H nl ;
vRTsNuRUIdanuduRuEnuszeulmas RN U
Wit 12 adluasaas W 24 1lue0” wislmdou
- & » oe ' a a o <&
Wnduiinunlaunnin 0.5 Nadluasdassmalua®
v J [ - A\ L%
msdnsagadadunsiiensidayannnaisaoniiu
Tuanigawiniwuidn brain myelinolysis filamaifia

Chula Med J

- o - - & . P o
WaszsulmouAutinunnnit 12 Sadlua/das u 24
l'a b ‘l J 1 - - )
219 wiaszauladuunuiuunniy 18 Uadlua/das
1u 48 1lua®

finsdnwudoanunsutlenazlodoaln
\§a@@niunsifia brain myelinolysis ludainasasay
waeTonu Nenudungidunsnnlung e
agﬂﬁmauhﬁwia‘lﬂi{

oo a - S a & o

1. wyndnnsladouluifeaasiiazedy

(Uszanm 110 Hadluasdas) uam 30 u laglale
Fnw Liifia brain myelinolysis®®

-t - ° - X o
2. maunlvnzlmdsuluifeaariiaizads
(nnnin 72 7lwe) ewTialiialdife brain
. . P ' = -
myelinolysis wynzimsudlvathsnadlunmizladoy
1 - 5 a a - \1 .- . . . (1)
ULIRDAATUARDUNSULNLNG brain myelinolysis

3. gU@MINafia brain myelinolysis il
anuFunuilasasanua I lumsunly uazliam
-l “ A' : (|121)
Imdouniiunc"

na"n‘[@uagﬂﬁomsﬁnmﬁaumﬁ'ﬂunuua:n'ﬁ
P v ¢ . S - . . R
fAnunludgainasanis®innisiiia brain myelinolysis il

a e o e < d d
ANUFUNUS lasasInuaaNuas S mlmAsunusou-
-t - 3 - & o
wlaslumsutlenslmdpuluifsaariiaTads uan
:U -l el d [ Qe - - W

naniitaipauiuladmaiudndln

iledudnsdianisiia brain myelinolysis

) : Q [ ]
1. lnRwgrisedd ammlamuims Tsneu
burn leSupndudaazoiia thiazide mM3unealluaa-

(116,17)

WHeu waz Az hypoxia

2. szaulm@uyriaunisinsneinin 105
fadlua/Aas®

v Q' A - Qr (1 0 &~
3. mauwnledesannsiiullaldnsu

L% J ' -l
v«anmmrﬂwuagnummqmaom'}:‘[mmuu
1S A4 a ' a ' v -
TFeaan TITAULANEIINY W dufaanaaz
SIADH m3insfileusd fa misnaur aaldunty
. . A i Ad -

tlaae furosemide TrunuM s IndUTanwnde
goiwe rTwLﬁﬂmnm{liuﬁuﬂamv:ﬁamqmmTu
TaszunumsiildweaiGoudinzlduasidou
5 v A v . ) 'Y ¥
Moty duay saumsivasiiuasinfanauny
-l v o o [] J
Ivauusviasdalu



Vol. 38 No. §
May 1994

. L J Q- &~
1. unlvatnetnhg wallasnunmzunindau
t Qe .' 1 -~ -~ = -~
Tavliasiszaulo@uumnntwiu 12 Sadlua/das
24 119 uszlu 48 $2lue Linandiu 18 Sadlun/ans

@ -l ada e a
2.  sseulm@uunteiiUseeny fa Uszanm
125-130 UARINA/A0T

- Y o . o ¥

3. rievasmninfliluagiutSnasuenh

r L 1]

uanigad tinzanauInlsiiilu 0.9% NSS drlid

nzawr asiiu hypertonic saline a1alvendu

N v v “ Ry .~ - - & o«

Uaamziudy uddaare i lilvssdulmdouiRniniy

J A o

nimnmualude 1

a3

3

marlmdonlwfoan  ueufiaUndfing
1dvuan ﬂﬂuyunmaaann’m’magﬁué’@mmmﬂao
valmdon srdulmdonlurmeiy 218 LA UazN1IE
Buinuiudoitu '[mﬁuqm‘%ra%’a, mazlnowims
cj"mﬁamqﬁauﬁLﬁ@ma:Tmﬁuu'lw.ﬁamfmﬁomsmé’ﬂ

- al o ' a -
‘r\iaﬂugaa‘lq Na@\ﬂ@nﬂgan')'\nﬁuau ﬂ']'):I'Ul‘ﬂUu1u

A
-l o

.' -~ : Qs A 1 LY
WWaaan iazaNidnlidaamvTadonmaiay iwne
suaslnniumanliudimaAitdodasandumsdnlseia
MIATIVTHMY UAZMINTIINMIRBILFLEMT S0
msrnmainasauluuians®  msutlenmazladunln
Weaarialouwau Januuandnnmsutleniae
- “ 13 a & o ™ - S
lndoulwdeaasiiaseds umacladoulwfondn
-~ - -~ Y -~ - - &
sfadounaunsunlolwszdulsdominan  1-2
fadlua/Aay/Mlusaungatn laomluszann -6
Hadlua/das lwaa 3-4 Talug TnastReIne wasan
& v e a [ i d A a
uuurﬂm'lmzﬂn'[‘mﬂuunaumag‘n 125-130 NaAluA/
fa3 ludandszam 1 Sadlua/aas/1lue Taoliaas
v e - o & A . a e ar a
Wssavlo@oumRutiuilafisunussaunaumsiny i
25 fadlua/Aas W 24 1 lue msudlenslméon
- ° a & o . ' .« al e f
luReaariiaiza’y aaInssiesthg tatloanull
v oa . . . O A Qr 1 &
Wifia brain myelinolysis dasfivasanuiraziiiu
A -l ﬂl J ) -~ = = ‘If
aulm@oninanlaifiu 12 Tadlua/aas u 24 T2 lue
uazlu 48 Talus Linasiiu 18 fisdlua/das laodau
L7 Qr A A - - -
unlalszaulm@uunduunn 125-130 Sadlua/aas

nmlndoanlwionan 241

81999

1. Anderson RJ,Chung HM, Kluge R, Schrier RW.
Hyponatremia:a prospective study of fre-
quency, cause and outcome. Ann Intern
Med 1985 Feb;102(2):164-8

2. Baran D, Hutchinson TA. The outcome of
hyponatremia in a general hospital population.
Clin Nephrol 1984 Aug;22(1):72-6

3. Arieff AL
correction of vasopressin-mediated hypona-
tremia. In:Cowley AW Liard JK, Ausillo D,

eds. Vasopressin:Cellular and integrative

Consequences of rapid versus slow

function. New York:Raven Press, 1988.

4. Arieff Al, Llach F, Massry SG. Neurological
manifestations and morbidity of hypona-
tremia:correlation of brain water and electro-
lytes. Medicine 1976 Mar;55(2):121-9

5. Arieff Al. Hyponatremia, convulsions, respiratory
arrest, and permanent brain damage after
elective surgery in healthy women. N Engl J
Med 1986 Jun 12;314(24):1131-5

6. Sterns RH. Severe symptomatic hyponatremia:
treatment and outcome. A study of 64 eases.
Ann Intern Med 1987 Nov; 107(5): 656-64

7. Arieff AL. Central nervous system manifestations
of disordered sodium metabolism. Clin
Endocrinol Metab 1984 Jul; 13(2): 269-94

8. Lien YH, Shapiro JI, Chan L. Study of brain
electrolytes and organic osmolytes during
correction of chronic hyponatremia. Implica-
tions for the pathogenesis of central
pontine myelinolysis. J Clin Invest 1991
Jul;88(1):303-9

9. Melton JE, Nattie EE.

adjustments and cerebrospinal fluid pressure

Intracranial volume

in the osmotically swollen rat brain. Am J

Physiol 1984 Apr;246(4 pt 1):R533-41



242

10.

11.

12.

13.

14,

15.

16.

17.

18.

Tanoe wnss

Melton JE, Patlak CS, Pettigrew KD, Cserr
HF. Volume regulatory loss of Na, Cl and
K from rat brain during acute hyponatremia.
Am J Physiol 1987 Apr;252(4):F661-F669

Sterns RH, Thomas DJ, Hemdon RM. Brain
dehydration and neurologic deterioration
after rapid correction of hyponatremia.
Kidney Int 1989 Jan;35(1):69-75

Weiberg LS. Pseudohyponatremia:A reappraisal.
Am J Med 1989 Mar; 86(3):315-8

Narins RG, Jones ER, Stom MC, Rudnick
MR, Bastl CP. Diagnostic strategies in
disorders of fluid, electrolyte and acid-base
homeostasis. Am J Med 1982 Mar; 72(3):
496-519

Teitelbaum I, Kelleher SP, Berl T. Diabetes

insipidus and the syndrome of inappropriate
antidiuretic hormone secretion. In:Schrier
RW.,Gottschalk CW ,eds.

Kidney. Boston:Little, Brown, 1993: 2521-5

Diseases of the

Gillum DM, Linas SL. Water intoxication in a
psychotic patient with normal water excretion.
Am J Med 1984 Oct;77(4):773-4

Ayus JC, Krothapalli RK, Arieff Al. Treatment
of symptomatic hyponatremia and its rela-
tion to brain damage. N Engl J Med 1987
Nov 5;317(19):1190-5

RH, Riggs JE, Schochet Jr. SS.

Osmotic demyelination syndrome following

N Eng J Med

Sterns

correction of hyponatremia.
1987 Oct 1;314(14):1535-42
Illowsky B, Laureno R. Pontine and extrapontine

myelinolysis: A neurologic disorder following

19.

20.

21.

22.

23.

24.

25.

26.

ChulaMed J

rapid correction of hyponatremia. Medicine
1993 Nov.; 72(6): 359-73

Cluitmans FHM, Meinders AE. Management
of severe hyponatremia: rapid or slow
correction? Am J Med 1990 Feb;88(2):
161-6

Kleinschmidt-DeMasters BK, Norenberg MD.
Rapid correction of hyponatremia causes
demyelination:relation to pontine myeli-
nolysis. Science 1981 Mar 6;211 (4486):
1068-70

Verbalis JG, Martenez AJ, Drutarosky MD.
Neurological and neuropathological sequelae
of correction of chronic hyponatremia.
Kidney Int 1991 Jun;39(6):1274-82

Idem. Central pontine myelinolysis following
rapid correction of hyponatremia. Ann Neurol
1983 Mar;13(3):232-42

Laureno R,Karp BI. Pontine and extrapontine
myelinolysis following rapid correction of
hyponatremia. Lancet 1988 Jun 25; 1(8600):
1439-40

Sterns RH. The treatment of hyponatremia:first,
do no harm. Am J Med 1990 Jun;88(6):
557-60

Sterns RH. Management of hypo-and hyper-
natremia. In:Rose BD, Sayegh MH, Seifter
JL, Brenner BM, eds. Contemporary Issues in
Nephrology. Cambridge: Harvard Medical
School, 1993.

Verbalis JG,Drutarosky MD. Adaptation to chronic
hypoosmolality in rats. Kidney Int 1988

Sep;34(3):351-60





