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Hyponatremia

Kwang Hoon Lee, M.D.

Department of Internal Medicine, Yonsei University Wonju College of Medicine, Wonju, Korea

“HEF (Na)& 2 A 29 (ECF) ol H23}& ool
Loz Axooe] §F AR £0f (effective osmole)

o] NREEE Axjsiel AlZeAel A (effective os-

molality -2 tonicity) S ZAAsE= F23 A Ao]
o}, webA Azl JEF F ok Alxle g4
2 AA2 JEF FEE R S Azl
2% onlsted ALY (ICF) Y 44 & ZAg

AAA, AEulA, A 5 Azojole] HE, §x

5 ¥ =k (effective arterial volume), @}, %3} o}
EF A 5 WisE 2R F4% 5 45 F42
T Alzjle] Aada) FEFHYzke] YAZ Aode]
By AelE FAFEE JEE S5 A3 uiAde
ZHY,

AUEEYEZL A 23 7159 Fz252 Ax9
o] 8 ol YEF o vld] AdH oz Frigdos
A E3 UEF FE7F dbd 22 130mEq/L H,0 °]
2z g AFE, AAA ojAF b &9 I @
4o} 1~4% A4 s glep?,

HUEEFEFE 714 A= £ 8 % (pseudchypo-
natremia) & A A EEEF (true hyponatremia)
o2 7R 5 Ut M AV EREEL Ay &3
of g =e] e GEFY FE7 Aoz FAle
He Aol nhlg Zol} nA A Fa} o] HA
Well 2Al Aol F71E o Ve 4 whiF 94
AA 9 JEES &435+ flame photometer ¥l &
ALgate wbx] Aol YEE FEU 9 ARE Mo
= 7ol

AG AEFEF L A2 ALYl YEF FE

7b Aade AEE olREE Azl AHo] iy
AZ WY Ao} Frlsle Aolt} dzE 1)
E ¥ 9l mannitol, ethanol, methanol, ethylene
glycolsl 22 ol f-& A% {29 &A1) nHgz
o2 Qg Alzoale] AH Friz ol Azl 4
Eol AZ= o] Fso] YEFo] H4gozH HUE
FYFS Yol A%, 2)Hdg2us Gy 24
% (Immunoglobulin G multiple myeloma)$] 7 %<}
ol AW ool AuhFzuele) Frbe Qg A7
1YL 4] S8 Jedo) Az, d£(C)
7} @A HE o]F3le (Donnan &%) # YEFHEFo
vehdrh A2 ojole] Aeg kgl 7§ Fol YU}y,

A7loll A& AA 2 Ao B o] Faslo] e AA
AV EFEZ(true hyponatremia with hypotoni-
city :ol3l AUEFHF) Y LA 71A, dal, FA o
A& WAE A2 et

oY =3 =F (Regulation of Body Fluid
Tonicity) o 4a|*

AUEEEFY Helde 3 Yalg A slr] Aol A

of Aol 24 71A 7 Aol e ze F53 54 7
A& AEEA 71€dlnal g,
A4 A A el HAlE 0.4L, BAE 25
Lo w& A5} Ao o) AHF9He 290+ 5 mOsm/L
H, 02 A9 A FAHm gloe oj #89 4
2ot Aol Aol 42 wide] 7ol siualA YL o
2w ghet,
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A% (thirst) & AAlelA 440 Y2 ofulsie
o, ol FEATE AeiH ARtz E A ALY 3
2ol Fboh SA Sgolut Aaksh 7ol A £AZ Q)
YR L, A2, BAEE, AZFE 5 A
ShRE F8 FHYLS 2 ol Yk

>

7EE FUHA7IE F2A7449 centery osmor-
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eceptor =44l anterolateral hypothalamusel] &)
gota el glow AZod AH FrlE ols of
center’} ®4-EH A=5 e, ojd 2FE LA
7= Ad A 9] thresholds &olx T2 2o Hul
217 = threaholdell ®18] 2 10 mOsm/L H,O
= ¥o & FHERY 24z A A5 MAE
Z ol 9lx] ¢==l Angiotensin IIo] 2] 2]
paraventricular loci (OVLT)ellA] o] Fo{x|+ Aoz
A e,

3ol I = Z(ADH)4l AVP(arginin vasopres-

sin) & A7 34! propressophysin®] hypothalamus

oM,

ol 914+ supraoptic®} paraventricular nucli o A A4
= % neurosecretory granules® ¥ A-E o] x4
Z odo 4] neurophysin 119} AVPZ $-31=o] Fu]=]7|
AR} 23ol Ao,

AVP¥E A (osmolar) ol & & 53} vl A (nono-
smolar)oll o]k &pFell &l Ful e}, Aol o3t =
=& 7425} osmoreceptors ¥ 2] OVLT2} median
preoptic nucleusell A3 AVP ¥u]lE osmor-
eceptor?] threshold®} 7+<4~4] (slope of release)ol| <
] A"}, Osmoreceptor? threshold: 7falZ gl
Aol #at olr] e} & Ao A= Aj7E 2 Abo]7} vpx]gt
HAlz ALl Ao 1~2% A= Frbol ot
osm‘oreceptor £ 7hA 2 25 dbo} ul s} Ay
o] 2} 3} osmoreceptor? thresholdt Alo} Azl F
719 347} (luteal phase)oll £ 2 10mOsm/L H,0
743 opiumE ¥ X7 o7 A Fol o dEFE
2o}, Osmorecepter?] A2 A#d o] Fofst A
Z715) 2 7iqlAal ol gl ub threshold ¢+ 2
Az g AddeMde A =g A4 Ade
osmoreceptore] 7H44 W3t glovt g F71% &
A7 ol s, 2ZAFEF B lithium Fo 4]l
£ F7he,

AVP2| Bu| & fusdle 22 AFEF 28 3

£ 5E SUYFe 7-10% o4 Raolch o] T

£ Ao Alukg £33 A9l baroreceptor sen-
sortt ZAuE, 52, A 5o A& stretch
receptor | A A £l o] v]FAlH o) dalAlAE E3)
o149 nucleus tractus solitariusell A=2Hct, $& &
W kel A3k ghao] og Folw 3 2R Fu AF
L Axejle A zhtiof o8 Fu| A AFE 57}
3] AUEFEFol FA=A He, o]ede FE, F
ZF, AAAQ 2Edls, cdFd FAZ Q3 A A
Tl AT doln T EFo] FulHd,

=g ojz] FEEL AN 3 vlAd Al E
A 4+ e, ole %2 AAs) Folnsa e
analogue o| Av}, <fgo] dolud 2o FujE &
= Ange] e Folni e P 24 A3 A4
7] wj-golc}(Table 1),

Al Alxst T2 23S 349 Pl Al
2GS AsRI2 g0,
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1. 29 M (Proximal Tubule)

o] AbTAM o] 28 AndS FHE
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FH w9 FF3 Yol AP FEFE =
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Table 1. Drugs Associated with Hyponatrmia

Antidiuretic hormone analogues
Deamino-D-arginine vasopressin
Oxytocin
Drugs that enhance antidiuretic hormone release
Chlorpropamide
Clofibrate
Carbamazepine
Vincristine
Nicotine
Narcotics
Antipsychotics or antidepressants*
Drugs that potentiate renal action of antidiuretic hor-
mone
Chlorpropamide
Cyclophosphamide
Nonsteroidal anti-inflammatory drugs

* Antidiuretic hormone release may be secondary lo
underlying psychosis.



HAR 4 de 549 3L 29 AxBd v »
3|4 3} A o] A 2E & Henle'’s loop 22 Fo7te &
o] ool whe ek, whebA ARF-A] o Fgo] ZaFA
Y 29 AlndolAe] EEFH FE AFFIH F
7hate Al +3 Wi 58 & w4 53] Hk

e,
2. Henle’s Loop

Henle's loop2 9] 34 A o] Alz}sl& Tl
wo RS Y Aol 0|2 HArtal WAk of
1/2(150 mOsm/LH,0) A =2 3447}, &4 vasa
recta®t?] countercurrent multiplication 7] A& %3
AlgA e ARehe FoMA ez A wot ARAE 54
T £ ES AFFT 7 U AeHE ASYH, F
Henle’s loop& 32| 3141} F3&of B5 Foldte T3¢
olr}, whatA furosemideE +H&3te] Henle’s loop o
A9 NaCle] Mg+5 A 29 4HFshe 83
Asqtst wlad o A A 4] Aude] dFge
2 ozt v "o,

3. 29| Mz ® (Distal Tubule)

219 A %2 Henle'sloop 9 thick ascending
limb#} Zo] 430 & 452 ¥+ Aoy NaCle
2oz AF4 323 22 Henle’s loopel o]o] A
& 84 AA xof AFohE ATl o]2r] Arta ¥
Ao} oF 1/3¢18F (50~70 mOsm/L H,0)Z 3|4 A]7]
& F7koloh, welA thiazided AHE-she] U9 A=
o9 NaCl AF55 AAshd =9 F45He] 24
5o, @F YEF FEE A F Y

4. T #& (Collecting Duct)

A Axadg A=A 4-Feko] 100mOsm/L H.O
o3tz A4 H i A FIL FAEA 2o Mg
2 ¥% 9 4 gl+dl, o|= Henle’s loop?} vasa recta
o ofd) F4H A4 nAFd AR Ao AL
A 3o Bae B S8 Foluw S o] W
o}, ol FAYE goly 3R] o} A4H 1
AFEqte] 24 of Boll wle} F A E AV 55 AFHY
3 (A4 50~1200mOsm/L H,0)& AAds= +71
o]t}

MUEERHS2 Hel 42| 3 el

AUEEEZE €49 VEE ool vl8) Afdez
% ol Frlslo] HAe] FHo| 4 HFE &
Z--of A9 wjdo] HA3A £ AE wglct, o]o]
g AL A2 57iRlE AAd 4 gled, A
29 3t A, B4 ol 32F(ADH)Y o4 ¥
ul, A5 Al A9 w34 75 AR A7 FF
4 (free water excretion) s}, Wl osmoreceptor]
reset, tt A Al ANP (atrial natriuretic peptide)el]l 2]
3 38 Folt,

AR, 59 I} AFHol 9 AegHEFL H4
el 4l 149 & 84 So| 196 o 20~25 Lol
95l £3 & 4 glov S AA A3 SAjelA
ntaql ¥ AH = AYA widF, AAA HFF,
A% 34 Sol Sisle] 4% w4 S0l AL 4
ol A FEd F8 AHE g Aol $ATE 5 3l

A, Polu 2L o|4 Eule} gL dite A
o] A Lol E L3R olnw 2 28] Fuls} oA
R g3 ALH oz Yulsls A4S whgth o]& 1) ¥
%24 (nonosmolar) &+ Fell & ¥+17+ 24 (os
molar) 21=ol &8 28| AAE 5718 AT, 2) 4E
o 93 golx ZaEe] 4], 3) SIADHS 7o 3
o) ojil Wlol A ol 3L AT AAekAL
Aoz Foly TEEY EuE FAAE AF FF
el gieh,

Folu s o Bulg Fude v|AHA AFF F
23 shie FE FUERY Baqd, oA 7E,
4, ol wmAl A,
salt losing nephritis, cerebral salt losing syndrome 5
7 & AAe Ao 44wy Bt HAY 4R
o] Aofo] third spaceZ A7 Ho 2N P o] 4
Aeo} ARA, 2AWF, AFET FolA £ 5 302
o] barorecptorell ¢l Ztx1F Tl o|9]e] wFHA A
Fozlk F, AAAQ 2EdA 55, UM FF
el ok, 74 7% AskE, FAFA 322 75
T EF Ut

SIADH (syndrome of inappropriate secretion of
ADH): Foluns e 2g 3] A7 4 9 Aefexal
Z27%o0] WAY Aol Foln s 2Rol Yoz ¥

mineralocorticoid deficiency,
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Table 2. The Most Common Disorders Associated with
SIADH

Malignancy
Lung
Duodenum
Pancreas
Lymphoma
Pulmonary disorders
Pneumonia
Abscess
Tuberculosis
Aspergillosis
Respiratory failure
Positive pressure breathing
Central nervous system disorders
Neoplasm
Encephalitis
Meningitis
Brain abscess
Head trauma
Guillain-Barre syndrome
Subdural or subarachnoid hemorrhage
Acute intermittent porphyria
Acute psychosis
Stroke

< e, F2 S v R 44 F4, 7
Z Al7A 2] AL E4 et (Table 2),
=EAE ol T Frv WA u DA
4 A o] Fr71ste] SIADHS} ul<=dl A4S BolE 7
+5 A=,

A, ol 3223} BAglol A AR wg4
8 Aslslo} 489 A9 wHe] FastE H-olth
o]2] 4} of| 2+ hypovolemia®] 7%} Zo] ARFA] o
Fgol ZadA, 4 AndddYg GEEHF 5
o AEF7 Frhslo] » FAe] A= E Au T2
o029 ¥ o]Fo] A=A, thiazided] AHEo = 4
9 Ane 1 34 FHo| BalslE F¢E F 4 U
c},

5, Osmorecepter & reset-> osmorecepter ¢
threshold”} 813k A5l 7 folni PAloj, FtA
Z, AAAY, HFP FolA £+ 3, SIADH &
ErohaA 3 A3 5 golx 328 o] ubd2 AN

ul
5
ol i

Table 3. Symptoms and Signs of Hyponatremia

Symptoms Signs

Abnormal sensorium
Depressed deep tendon reflexes
Cheyne-Stokes respiration
Anorexia, nausea Hypothermia

Lethargy, apathy
Disorientation
Muscle cramps

Agitation Pathologic reflexes
Pseudobulbar palsy
Seizures
Stupor
Coma

o]},

oA, ANP7F Ao GBS Bl v o 3]
o, ANP+x Ao} ZALo4) $u]5l& peptide 24
4% F7t2 A% Ao el 93l baroreceptor
7t A A Folx Fa el o3 Eulgch, ANP
£ A gl Foh Andelde] JEE AFSF
A, renin HA 5% FH FEF nF wjdE St
AA HEES] FEF WE 5 UL YH22E feed
backs &3HAv AR Ao e golx 280 AF 2
4% oz uF 489 WA E F7MA 249 v
EFY ¥2E ¥4 £5 A0 AUEEFAMY
ANP %ol gisi4s ANPS 2|71 £2 #=ke] A
o} A e} (hypovolemia, euvolemia, hypervolemia) e
utel ciestmz AAAq dAuAdE FEA gfont
Wilm’s tumor'?, | 523} 282 59 A9olA & 5
Eo] ANP7} AVEFYZY Ao T 4T<
T Qe Aoz 53,

ga¢

NUEERHZSe 5% 4 B4

AVEZHZY AL AlEoHe 2 242 +F
o] AlZHZ §UH oA AL £H o] Frso] YEht
o 259 7, 47, H23 Sol yehd 4 glevt
z Zzare ¥8zd 93 FAEe|th(Table 3). =7
g4 UEEF $57} 120~125mEq/L H,0 o} 4ol 7
23} e A7 B LA A o), FA U
o AUEFEF] fid 55 Fog aqlez 2
g3tk w1 44 A3l FubEe 55, AN
ol 2EH 2, B Eo 59 o] 85l o3 Fol
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B 3EE0] FUHE Aol A5 4L FFE A
(53] AR 49 Agw),

azide§ ¥o{3 751—?-, 3) AAl A3 FAte 7upA el 4
T =0l #2 A7 ol 3=}
AU EFE Gl *rr‘%s’ Aol 49 JEFY 5=
7} 120~125mEq/L H,0 o4 U2t Aai5e A7
& HEF FA7E b 4 Qb 2@ $7) ol

Table 4. Criteria for Diagnosis of SIADH?

Hyponatremia and hypo-osmolality
Euvolemia
Urine less than maximally dilute
(urinary osmolality >100 mOsm/L H,0O
usually >200 mOsm/L H.0)
Normal renal, cardiac, hepatic, adrenal, pituitary, and
thyroid function
Absence of antidiuretic drugs
Absence of emotional or physical stress
Urinary sodium>20 mEq/L H.O*

*Urinary sodium wmay be<20 mEq/L H,O
patient is on low sodium intake.

if the

164 olstel ALt AR A4l AHSo
2) olol A thi-

Faol A3t
;}_15)‘

a3 A a2AL TA A9
(hypovolemia, euvolemia, hypervolemia) & 3t} 3}
o2 QS FEdla Js YAS A W §45
(Table 5),

1. Hypovolemia

YEFo| A2 A4S A third spaceol =] A 2]
(sequestration) ¥} 948 2 2 hypovolemia2) oFAF
< Holx ASE olghd 24 Mgl W, A
9] collapse, A4 A=, I& ey 714, QxS 47
+ Holm HALAL JEFY 240 Al oA wb
Ag AfelE YEFY 2F wlie] LI T (<20
mEq/L H,0), ¥% BUN, 24kx19] 7} 9 2o}z
W x¢ we} @A v (U/P creatinine ratio) 7} &7}

Table 5. Diagnosis of Hyponatremia®

Euvolemia***
(near-normal total body sodium)

Hypervolemia
(increased total body sodium)

Hypovolemia
(decreased total body sodium)
Extrarenal sodium losses* Diuretics
Vomiting (steady-state) Hypothyroidism

Diarrhea
Fluid sequestration in
“third space”

Drugs

peritonitis Respiratory failure
pancreatitis Positive pressure breathing
Rhabdomyolysis SIADH

Burns

Renal sodium losses**
Diuretics
Osmotic diuresis
(glucose, urea, mannitol)
Mineralocorticoid deficiency
Salt-losing nephritis

Glucocorticoid deficiency

Pain or emotional stress

Extrarenal disorders*
Congestive heart failure
Hepatic cirrhosis

Renal disorders
Nephrotic syndrome*
Acute renal failure**
Chronic renal failure**

*uninary sodium concentration <20 mEq/L H,O
**urinary sodium concentration>20 mEq/L H,O

***urinary sodium concentration: vaviable but usually>20 mEq/L H,0O
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2. Euvolemia
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SIADH¥ Euvolemic AU EEEF 714 £8 4
gle g #of dAZ 7#4%7) iA=L table 49] =AF
o] sy At & gl

3. Hypervolemia

Aol e F ko] Frlste AA HF9 4718
ol AgEo] olo] £3ln] 1 J|HozE ARA, 7
HEF wl AFFEe Afe Zﬂ‘/ﬂ«] % ‘*HE—% ke 7t
sof glovt fE FHHR HA I 3
Fo] Bulsl7] e Fola Al AFe 78‘-?*% Azl &

A FH ol Zasty] dlFojctk,

AEREF ke 4 e ohE AfA ojde
olxw A Ahgolu} Fulsl+ hypovolemia =+ hyper-
volemia 5& wAlA]7] & 4dqlel] wel chokgt okalS
zolA X<}, SIADHS} #e] A e fo F3F glo
o Friute 2 FA4slo] AUEFHF] WAES
iz A7 EE 7445 K, HCO, 59 o2 A4 5=
5 74" ez dEHuy AAze Al A o

hypovolemia A #jo| = H % 1 bicar-

Sgolch, ol 4—%91 A% % 3741 w3 veF
ekl S $YHoT PAR AHEEUEE ¥
o S8 BE A4l 4P AoE BAW ol A
obd walAix e AZs) dz z2Este) BghHe)
g Y 47 glo] Yo ATHo] Aok grho,

B

MNUEEUES X2

AVEFESY HaAoe 4712 29 & 1) 34}
Az A, 2) AYEEFEF] A=, 3) AVE ‘é
o) wA &%, 4) FAY AF 5L meid X7 v
3 of ek,

b wA gxiel Az deld sedsiol dh=d
Hypovolemiag FHHe At g 4945 T3

o

of 34“’ 2=

nN
o ofy

__.

B2 485 FHESGL i fEFoas ol 322
]9 4al-g AAd ek 3tz, Hypervolemia® 7%
' AAE AREA €de] He X—Jfﬁ% Aol
X z8llo} 3t} Euvolemia®] 7-%-oll &= 43 A|dle] 4
Holxul Wal AAN AT HE °°1 wE Ag
5 At A8t 4R g2 A7) gl

T H5-Fol F) A EgAdeet 2L AR F

3|

CES
Aol FEE e Shabe] Al Auiel A glol
3% A4 59 2AA ’-‘—1°é‘-’i‘—§ Fod#of dt=d] AA
3 g 9k AEEFESS VT F9 aydd o
AL 9] g2l Ho) demyelmatmg Azl CPM (cen-
tral pontine myelinolysis)¢] ¥y Fo 2 LAT 4+ gl
o}1®),

A2 Ao AL9Nol AFA7H(484] 7k o] A
X FE S ol Z7lolE A2 &A o] FobEiR|ut A7}
ol AFA3HA YEF, ZetgsY AAo|y olv]x

AL 59 %] AH%A (organic osmolytes)2 Al X dteo
2ok Axe] £33 AR wlel ¥R
YEE FEEF §3 714 # 238 HA L] g4
7F B+ Ak

»]8 demyelinating A &2 2 35 *HEM- 2 oy
A A ARt AEEFEFE T3 23« HA=2
o] AsjAe] f7] AFA wid F43] %‘ Fate] whAl
Aoz deiA Qoh?, o] A& 48217k o] Aol A A A4
3 A" A IEFEF 2854 A% 2mEq/L HzO
ol Ab i 244 7)ol 25 mEq/L H,O0 0422 Y&

FEE F3 e of 44 d=s F%n central
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ponsoll F2 WA ¥ o] of& oM x P 4 g
o Y AEAZ 24l A5 ALY 7S]
2t AP Ad4ze w4d 4 9k CPME ¢
A gefof Ase} g7l Apx|uhu], FoF (dysarthria),
Ao} F (dysphasia) 5] vEbted Aol £4 Ao 2
chEIglet dAle Aak b3 #odoly ArlEdga
(MRD2. 2% Adhe] 753tz F3F4 A9
(auditory-evoked potentials) A AL = Zthol] 5. 9-0] 5
123

ueba q5Fol o) Arin gL A4 F
AP AUEFEFY HEEe AVEEFEZ] 44 &5
of wtel & Py-g ] siof Y, 48417k o] ol
YA 2 FAbol A FA AVEEFEZY et 4
7% 1~2mEq/L H, 0 452 834 JEF $58 =
7HAZIEH FAbe] EAEE mYLEE H3e] 447
Qtell F=9] Aol 20mEq/L H,0 0|4 5Hx g¢x&
sjok gk, s 48417k ol Aol A wlmA A3 W
AH 2 FA7L A4S AYEEE S e A8 =5
CPMe] WA ge] gooy ¥4 YEF9 F5& A7t

o)

% 1mEq/L H,0 °]3l¢] &% 2 %7147 5~10mEq/,

L H,0 A= %old AL F4) 3484, 23y &
el 3ol glo] 2 ol e NEst g HelE 2
2|7k ololl 15mEq/L |4 ¥5 5 $E|x 2 2% ¥

= FEE A i 5E Aol A, =g
uEA /‘1712 & T Re T AR AUEFEFL 9
4oz 7158 ARIHe o] atAs,

ABE 3% AT ZE 24 Ade) B Al
4% ¥i4 (free water clearance) £33} hypervole-
miag #= & $13 furosemided 84tk Furose-
mideE AH&-3hd @A AHEsle] FAMY 534 w4t
FAHd ez 244 A d4-9 87 furosemided Fof 3}
= furosemidedl 23l Y EEF3 429 EAA 442

"

2=

24 At i‘é‘o}“i AT 432 A4S 2R

s Wl »+E SE EolA Hre}, ol Fojsie
a7k Alg E}—FJr 22 FA s Fodghet,

Increase in plasma Na=

[(iv fluid Na— Plasma Na) X iv fluid volume] /total
body water

olgelx AUEEHF A8A| F228 YEF 5
o] dgoz Qi ¥HF DAL WA & YA
Ad4 Al Mgt furosemides AHgstAY

urea® FoI3le] osmotic diuresisE F4)7]E upa
TE AHEE T glov) ol Ao g BAG =
< git,

ZAo] & euvolemic AUEFHZL 2 Uy &5
o} fAgle]l £ Aoz HFshe Aol -°d’i‘.°l‘+ T

B Ag utoz HE3 AL Foln T =229 z8-g
A37] Yl demeclocycline o]+ lithium 58 *]-—8-’;_}
4 Sieh, Lithiumoll ®ls] z-&0] AL demeclocy-
cline SIADH A 84} E7}4<l Ao2 odeix glor

B 200meg 2~43) Fol sHeu] A% 7%l Al
9 A% Aol Felslolol Goh, ooy AS Hr
Gel de e 2e Bl o9 ¢ + Yok,

Total body water (TBW)=body weight (kg)x 60%
Excess water= TBW —[actual plasma Na/disired
plasma Na] x TBW

E< £
AvEgdFe 41121 e A iz g A2 &
A F7te 53] H4-F9 FA7F 2" £ e A
Ao o] Aoz o "a“B FEo Ax me A 9
o mpet T4 -7t AFe] @ vehr] wfel 2
E AR olof gz} depA ok e}, AUEEIF ¥}

AT wle WA oA £AN FAs wo At
H A £22E Y5 B9 AR 4§ HAxhsi
21‘4‘5 85 ddE 5z A5 WAL S

ol He}, Aun A2 AL FA4L Bole AUEF
%T FAE A2 w AYEELZ] B £ 2
7hEtd Mg S5 HA3 2ddo 2 54 B
¥ 4 gl+= CPM (central potine myelinolysis) 22 Al
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