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Moderately Nausea without vomiting

severe Confusion
Headache

Severe Vomiting

Cardio-respiratory disease
Seizure
Abnormal and deep somnolence

Coma (Glasgow coma scale <8)
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ei 4 MaTleduuenaNauanensasang lumaiemzlsdes ldead’
Volemic Hyperv- Hypov- Euvolemia
state: olemia olemia
Underlyling CHF, Bleeding, Salt Adrenal Primary Drug SIAD
diseases: Cirrhosis, Diuretic, wasting Insuffici Polypepsia Nausea
Nephrotic diarrhea syndromes ency Hypothyroid Hypocorti
syndrome ism solemia
Edema 4
Blood low low low Low normal/low normal/low normal
pressure
Urine sodium low low high High low high high
excretion
Plasmarenin high high high High low low low
activity
Additional = metabolic response hyper- hormone hormone low
criteria acidosis to kalemia, dosing dosing BUN
(in diarrhea) Saline hormone and uric
infusion dosing acid

CHF=Chronic Heart Failure; SIAD =Syndrome of Inappropriate Antidiuresis; BUN= Blood Urea Nitrogen

4) Glumj'm hypotonicity la&d1Lun
= I n;nl . . A
L‘ﬂmqwm hypovolemia euvolemia #1958
hypervolemia lag [ Fnsilszivuvnsadsinain
MIENUTEIFTINAUNTNTIATINMNMY ANNAL
LA TNAT NADAEAGMTNIAD LATAIMTLN
dj = 6 | | d‘
Fomaaviiazlaani sluﬂmmmqm WWanS
aselsnuavdinmaiudnealy aehels
[~ a Y o @ a 2l =S
Bnuamavitedtie nnlsnfNYeg pLeme
eNTra @Sy a4

anunrasnzlapanluiaana’
snarsnuLislel i 3 naastasinluil
1) Anemagievielafenuazii
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eifudndldtuog lutlagiu udadu
eNUFNNANLNT (older antiepileptic drug)
LLasmﬁu%ﬁﬂa;ﬂmN' (new antiepileptic
drug) enfudnngalnafuseansamlums
Snnwhifungaim usinadhadestioand G
ﬂavl,ﬂmiaaﬂaw‘%ma@m i 3 nabnwdn™
Ao fuffanvineneed sodium-channels
WaY calcium-channels NASEIHTHD
gamma-aminobutyric acid (GABA) Tneoan
E]‘VI% GABA receptor I@mmﬁaaﬁqw% laesen
ﬁaamw%‘ﬁu&miﬁmmm sodium-channels
wtafinunudufouuuang (selective)
wasuuuiufmaenalnsandu (multiple
mechanism) Iagendiy faunuany e
&N carbamazepine, phenytoin, oxcarbazepine
LAY eslicarbazepine %ﬂﬁﬂﬁzﬁw%ﬂmmuam
I’i@am%ﬁﬂl,mumwwzﬁ (partial) LLas;Lmuﬁﬁwa
flavN&IUYBINE (generalized tonic-clonic
seizures) LLa86@@’3134?%%?@9&13@@34%‘?1 e}
mﬁaamw%ﬁu SamenalnTauiis (multiple
mechanism) 8 sodium valproate, topiramate,
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! I3
MINA 5 NAlNNMIEeNnMTRAUNETARUENaR YR NN
eNAULN nalnmsaangws Wndraanans
Blockade Potentia- Blockade Oral Plasma Volume of Half-life
of Na* tion of of Ca* bioavail- protein distribution (hours)
channel GABA channel ability binding (L/kg)

Older AEDs
Carbamazepine + - + (L) 70-79% 49.8% 0.8-2 12-17
Phenobarbital - + 95% 47.8% 0.5-1 70-140
Phenytoin + = = 80% 92.2% 0.5-1 22
Valproic acid + + +(T) 90% 73.9-92.7% 0.1-0.2 6-17
Newer AEDs
Felbamate + + + (L) >90% 47 9% 0.7-1 16-22
Gabapentin - + - 60% 0% 1 5-7
Lamotrigine + - + (L,N,P) 98% 65.7% 0.9-1.3 12.6-58.8
Levetiracetam - - + (N) 100% 3.4% 0.7 5.3
Oxcarbazepine + - + (L) 90% 39.5% 0.98 2
Topiramate + + + (L) 80% 19.5% 0.6-0.8 21
Vigabatrin - + - 50% 17.1% 1.1 10.5
Zonisamide + - + (T) > 50% 43.7% 0.8-1.6 63
Lacosamide + - 100% 14% 0.6 13
Eslicarbazepine + - - 90% 43.8% 0.9 13-20

ndrRaueEa BTN NgNIeIgI
WUy nonlinear pharmacokinetics® h)
WaiiamInaEn enanudsenden luwanan
WNTUMS D8R9 b FHRUS TULUULE U
graanenfuinngalnaiduuny linear
pharmacokinetics A8 NN FNANUSU
& & Aﬂl =) =
NN nagen waaan WawlSeuiiay
Fuesisenaasen wud enfudnngulnad
NUwNIAeTuesRRE RN etuEnngs
i asann nadamasenuaaFuTicy s
4 v W d‘ (% 1 L2 }3 (%
1Henfugnifiamssnem wud Al 1%en3nmn
A e oA s v ¥ X
WiedhidenSouay 80 uasldendiauns 2 dam
U Saraz 20 nsldenfiudnannnai 2 6 fwna
Tumsiistlszdnsnmlunssnsannniinms
INaAL
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\T NS D drug hypersensitivity syndrome
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inappropriate antidiuretic hormone



secretion (SIADH) 3an11¢Afin15uds
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Lﬁmﬂﬁﬁﬁgﬂsﬂad antidiuretic hormone (ADH)
LLazammﬁuaaﬁﬁﬂadﬁw ﬂﬂiﬂﬁwﬂé’fﬁa o len
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ﬂ’iséjumaﬂ vasopressin 2 receptor (V2R)/
aquaporin 2 (AQP2) pathway bagiia
ﬂi‘::‘i_l’mmi‘ﬁ collecting duct ol arginine
vasopressin (AVP) 9UNU V2R U basolateral
membrane bbs Sﬁizéju G protein Mtbadenylate
oyclase Toasifiasssi cAMP udalunasdu
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protein kinase A (PKA) &1 AQP2 QﬂWaaIW
318%4 15190 luminal membrane F95Na
m‘:?l,ﬁ'mﬁdaN'mmaqﬁm‘%nmﬁa@aqﬁwm
collecting duct Toenalnmanit smuluen
carbamazepine bag oxcarbazepine

e Afmermrmelmdenldond®
1/5¥NOUME carbamazepine, oxcarbazepine,
eslicarbazepine, sodium valproate, leveti-
racetam, lamotrigine tt8¢ gabapentin ’ﬁaxﬂa

AR A
ﬂim@ﬁﬁ’]ﬁ?ﬂi‘%@’ﬁ’]ﬂm 6

o v P v oy A 9o a PN
M99 6 ‘Uaﬂuaﬁi‘Mﬂﬂ‘iﬁEﬂﬂ%‘h’ﬂm%ﬂ’]%ﬂ%Lﬂ@ﬂ']’]%I“EL@HS\IGL%Lﬂa@GH

21M5 mMsA0NS

#n masuianm
IadaNRaUnG
(disorientation)
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SFuam witos
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$19n 018 Pl
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1R FUaU

vienen CBZ wiemedn

Sodium valproate

%enen CBZ St
6[‘1/’1’ 3% Hypertonic saline
7ejnen OXC 1% 3% Hypertonic
saline
1% 3% Hypertonic saline 151
MILAYEN OXC 600 mg/day
wrisliuas 2 afs anansnl4le
inananh WAt
Levetiracetam
semeuaglAEue
Gabapentin ELﬁ 3% Hypertonic
saline

#eJMeN Sodium valproate

neaeN Levetiracetam &emen
I Sodium valproate

7eJneN Gabapentin

Faen Q’ﬂw AUIAE 52821381 @1 Na A Na
(874 WA) ia¥w  mafia  baseline Juifaains
1.Carbamaz-  ty541% 600mg/ 2 &uenth 143 125
epine (CBZ) day mmol/L mmol/L
7591 1200 6T 5 112
mg/day mmol/L,
2.0xcarbaz- w575 900mg/ 3&Ueh  * 115
epine (OXC) day mmol/L
w33 T® 600mg/ 1 &UeA ¢ 113
day mmol/L,
3.Eslicarbaz- 740U 800mg/ 7 .fau * 113
epine day mmol/L
4.Sodium 67U 1,000 14ifaw  136-146 120
valproate mg/day mmol/L mmol/L
wes T 300mg/ 2%m * 116
day mmol/L
b.Levetiracetam ¥761° 2000 6 Lfau * 127
mg/day mmol/L
6.Gabapentin Y 67T° 1200 127 136 120
mg/day mmol/L mmol/L,
“|aiidoyamens
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Carbamazepine
}75% £ a{d 1 1 A 1
l#Snmmatnifinasadmunigiule
POIFNDI BALDINITFNLNTINTLGNYIIE2>
A 6 a A v Y
QiGlaraaapital ‘Lu@m plsrandn Soeay 4.8-
30 A A X 6‘L N
31.3% anuiFsainuluythegiey anms
Anw999 Lahr MB™ wud1 fiheengsnnnd
30 T iiNaNMEES 4 wh Tumsfenaglndes
A ol d{ = a (% Ll v I
Twdeedh WawRuuieuiudihenytioanh
301 msleFuenlumnegafhutiadodeslums
= =) A al L2 i I 1
Aanmeladunlwdonsh Al tawlvny bl
! 1 édld = U =
ML FIUNFRNNIMTUEAS AD Ll
MFINTN FUaU ndswe
I A R 32 1 7
NNTaYANTUANINT T8NUN Jie
=Y =t a a A v; 1
wigeang 60 1 1AiennglmAealwiansaehs
usandsleen carbamazepine 2 &lens
mauEnsasiie fa Somaueulindy
= a AV ve i
Beudaws lnessasna? 50 carbamazepine
v a =S A OI A
wdiAanmelmdesludan sz 3 e
& A R :: L2 =Y
NnaganseenmuanaInt giemvijaang
54 % MenadisNen carbamazepine 600 mg
GING 2L 200 mg WUIBHDIMIIENRUY
generalized tonic-clonic seizure I@Em'ﬁ Yo
Iﬁﬁlﬁwﬁuygm 143 mmol/L. Mevadiled
[y 6 o | A A A
Mdn wnfRsiaeladusludon fa 125
mmol/L wnnEAfadanzdnanlaaenln
A o S A AR A DX
Hane wanNUUANIMUNAL Nileme
018} 569 T Baen carbamazepine 200 NaanIw
daTu nswAadn 1,200 Jadnsusain
fenidn M@ hydrochlorothiazide MENAISH
LY U = 1 =S ‘ﬁl
1 6 Ju piulionseawnie Weaems
A 2&’ 1'% | 1 A A A
anAun lwdosdununenlnfonludon fa
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126 mmol/L sunneAfiaseaafaainen
hydrochlorothiazide LWag#e|AeN carbamaze-
pine TING1E MeVaRteANTE SIADH e
maﬂeﬁlﬁ‘aﬂmﬁamﬁm&J'm;wm wnneifiasey
1 1fin iatrogenic Yasmelnideslwdnnd
Oxcarbazepine
Fsnmmatniisinadad g le
Gﬂaqﬂmad%y’ﬂuwﬁmmﬁﬂwm 1NIMSENI WU
sL‘%%ﬂ‘l:ﬂIﬁ@aﬁa\lﬂiLLﬁiﬁi’mﬂaﬂ%’J (bipolar
disorder)” gifimaninisifin Souay 23-73"
fadelumaifin Usznauney sy wwneen msl¥
en92is Tae e len i 1 6 seanEes
Z0eay 16 MM 2 67 NeMEEN
Eoeiay 25 SaLRNENTTN 4 67 anfiemaEes
Av%auay 80" wona Nt mqﬁmﬂ%mﬂ'mmm
B9 1,014 whuaemslFeniudnTiaiuendy
e ANAMIEES 5,597 wh®
mﬂmjm:’ﬂaaﬁﬁ@ﬁammmm% L%
Sun3s eanld feu nwlAsuulacemsd
&6 (altered mentality) ‘w%aﬁwaamwﬁ
waenadly ludthafifimdandesludan
@ﬁ'wa&ma;mm WUMMENNGIkasnIsme A
Jumad daulggwulugaa 3 ouvdaBuen
oxcarbazepine pENd Loy MNMANETEY
Kutluay wazansy” wuh aazland oslludoneh
Lﬁﬂmﬁiu 483 %ﬂmwé’q L’%S\l 81 oxcarbazepine
andayanItidinm™ gihemueiy 67 1
AN &Tﬁmimn’%Nm oxcarbazepine 900
NeanSusatu 3 Ui Harmsdamuss a1den
faameaninn uasazan enlnduslndon 115

mmol/L LAY éﬁﬂﬁ BELAGIANNEN oxcarbazepine



;’j = A R 39 P2
WAEVIEREN UBNANNTUANTIAFNIN™ Bl
A A o @ v o 2V ya
218 7 U AenmsEninsanIeenynea A9LFEuen
oxcarbazepine 300 NaANITNGID I MUNRILNN
450 JadnSnelain Mevas 2 Wwan Kiel
DMIEANES 998N U enlndesln
\39@ 113 mmol/L WANEA4¥IN159974
computed tomography (CT) Lay electroen-
cephalography (EEG) Tugnas liwuany
Re1n@ unwneAtiaseainen oxcarbazepine 19
wemenaziasueiiu phenytoin
Eslicarbazepine
v oo e v A
mnwmnaqﬂmw%ﬁﬂmmmmﬂﬂw
=\ 1 1 :gl ! A PV~
Anasiaduniavlerasanng viae luen
(% A [~ ald % [ A £%
NN Lﬂummﬂmamwﬂuﬂ@mL@mﬂu
carbamazepine Way oxcarbazepine®
giienenimaieiouss 0.6-15° seeulaben
44 v« 4
WANRINDIINLUTENIN 8 FUMALLATAIN
Mend 2 haurasmasnmn® ihegeengvize
%% [~ (% dl
mivlmuamm@q@Lﬂuﬁaamam
NNMIENRY Villanueva hasnmue®
=y L2 | bl a
frnlugihe 327 8 woh frhafenne
lndeslwdandr Senlmdunlugig 116-128
mmol/L 9 518 waslifiainsuans 8 .
UANNNI NNMSANIVEY Gupta DK LAy
43 1 5L v cild o
ane® wudn b dlsgeangnlainisdn
MUVAIENDIALER 32 Atk 162N eslicarbaz-
epine AN 400 NaANSH 119 1,200 AadnSu
o RanmzlnAundons Soaz 12.5
Sodium valproate
enfuEnNANM JUsEEnSmwaIaNns

FLLUWANDADE (absence seizures) LALAINT
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Frinfenszaningh mawdehiifianay
I a SL A o X o AGLDL o 2
AN AR TUNTLUNALNT L LU TTNIN

AR O a 4
NUNUNTUENIVBILILNS™ ag)
83 1 VLG?WJ%UEH sodium valproate 300 NaanIx
61271llazeN phenobarbital 50 HaRNTN T
o oV o I | A A Yy
2 @59 n&alden 2 Fu femsdaeidn aduld
a 9: £% L2l Y o %
AL INVTNANAY ﬁgﬂ’mmﬁumﬁﬂmsl,u}ﬁa
WeNLNAGEMmALN 116 mmol/L wnne
WUEWMADW UNNEasdamIy STADH a1nen
sodium valproate Mem&memen enlaidea
N 125 mmol/L #9na lnwasen sodium
cil o Y a =) A
valproate Witienih WiRamagladuslubon
el liuiFe usead eanenfinasdons
MNULDIRaYe luasmIL SIADH
Levetiracetam
nudnngnlng l¥3nmmadnadie
partial seizure 1w lwnjuazifinengsnnni
=t (% 4:!' a =) A
4 1 Tadudusrasmafanmelnfon b
¢NaNeN levetiracetam A WWATII KL Lig9
ey M3 envaneafiaTintiu (polypharmacy)
lsaseidnin 1w lsalavEalsndaue®
= A KR 45 LA A
ANBNUNIUENN® pilemeaie 76 U
AnsEnuuy complex partial seizure
Wwinel3aEN phenobarbital MewaIK1lE
a | =< 6 A dl
Fo1m 99T wnndARsodfenduen
levetiracetam 1,000 HadNTH May 2 A9
Munds 6 W Fiheieemsdninisnszen
meh wuenlsmAesl 127 mmol/L eosluasa
2 = 6
290 mosm/kg wﬂﬁfmvlmmmm{lﬁ WNNE
RaNsosmEREN levetiracetam Wueh ldes
| dl dl ° Y A
anRd LLW‘wﬂqummq}awwﬂwm@m’;g
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A A o 6~ A &
Tndeoslwdand uwandiasonaeuendy
sodium valproate 600 LaaNITN WU

1 =3 1 L2l Y
ehledies 136 mmol/L usinssendfiheWiihe
33eN levetiracetam 500 HaANTH WAL 2 AT
Merds 1 &lendt enlmden 130 mmol/l,
wnnd R l¥ngaen levetiracetam
lmResanaimelis 4 Tundemenen

Lamotrigine
v | | 14 v A 1
mﬂmmﬂ@ﬂm 1#5nnmsiniinasia
fulesunilasanasmmatnindanszan
Y1617%
a =S A ol
Taenalnmsifenslnfasludand
felsiuside ueenaanafieainnmy SIADH
MlfRemsduaunaasdidninglad log
#0511 dermopressin AN MNTUTUTTL
fsuilauaynazdumas$ cyclic AMP Uag
NN U a9h®
= A KR L2l =Y =t 47
ApnunIuanmptennsae 37 1
Aematnindslaisnanannuemsdnldea
o =< 1% 6 % (% %
FUNIEFNLETT wnne W n1s3nmaapen
carbamazepine, lamotrigine L8¢ venlafaxine
wu31 nagladenlwdsndisintuniay
SIADH uwnngiafiasenanafieannslaent
Fanmienh Aamcladenlwdoss
WA
Gabapentin
N LY
mﬂmmqﬂw TNasBuMTSnm
minfifinasasiulagimilentuionms
o tﬂl

Fniflnasionnauasannd lul giuazdn

v 1%

Graue 3 Tainlye
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= AKX 49 2 a =

AngnunIenesn® wieniany 67 U
VLG?T 81 gabapentin 5381 100 mg S 1,200 mg
Meras 12 3 fihefiomsfuauiazaasn
WU enlsnfes 120 mmol/L WANERaITon

% (% U dz 1 a

NYAEN TUNAN H18IMTRI e
132 mmol/L

Qs al' Qs % q' o v
ﬂ']ﬁ‘@ﬂﬂ']ﬁ'LNﬂﬂ']ﬂU"ﬁﬂLﬂu%l')uqdlﬂ
a =~ o 5
nancldnanluiaanmn
WalmMszuMIsneILentuEn @i
£ [ A A dl v 1
ma¥aszeulandunludon Waldnswuen
X ., e e T oA A ¥
W%j]%“ﬂmw”ﬂﬁaLLﬂ%ﬂ?‘i’)@izﬂﬂiﬁL@HNaﬂﬂiﬁ
MENaINISuentusn 2 dleinsanmeln
3 aunadENeNTuEN MITamInnelafe
A ol g L% L% =3 A da‘
Tudeadautuszeulndfonlmion nIoid
rihefinaglndeslwdon 126-130 mmol/L
v (%3 a = gj o 6 =
lemximﬂsmamnmmﬂ 3-4 §Uensh Ntk
Aewidn msszlaselamafannelndus
TwAensuuLTulse ST henaInInaN
[ ¥ A 1 1 & LY AI
mstnlansald n la ldaansnUsuia
PUPLNIUEINTNOUANDIMITN |FF 2T
(% 1 =) A dd‘ U a (%3
nzseeUe nAuN ldan Natif rthedsyen
Tnfanlwdnnsing 125 mmol/L uikeanin
2 Ussinm fa nawd bifiamsuansuazngud
flormauans launguitbiflonaugaas ans
1N (fluid restriction) aAYALINULN
waziaelgAsunndlaiaunssyiasedy

29,50

TAesd 125 mmol/L AT 1
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| > 130 mEq. | | 125130 mEqr. |
!

o A a3
LQT%iS@UT‘EL@HN aNAN

A4 3-4 Fowidalyl RO

VI,SJ Monitor |
¢ ¢ - nneeTih - NNeETh
T oA - AOUIIALEN 800-1000 mL/da
enladeln 125 - 130 mEQ/L oo
AAVNALVITONER

Ham> 130 gy
. 1A P TN
Joenlmsualudon o
- NTOMTAT TS

\4

.
1 @ [ a 0, 1
134 Monitor sesimssimafienmaslnde 1 3% Hypertonio
Twdeadathsuias saline
- USnwunndianny

mMIQxIMIENn

Timssmmneny | [isszduenauguenmsdn
PNPLTILRN IFuasangiasssulndon

T

| 125-130 mmol/L | | <125 mmol/L |

Uaudiua1ms

o o A v o A o fwa A 2 o
ANN 1 LLﬂ@ﬂﬂ?iQ@ﬂ?‘SLS\IBF_I']ﬂ%‘ﬁﬂLW%EJ’J%']GLWLﬂ@ﬂﬂg}m@&lé\lsl%ma@@ﬂ

ATEHANLA 13 §.0.2561 WAnEATasy nMylmde
2 1 =" L% a t; A
@mmmv[m@ a1y 77 U an3U15ms 12 o
A YR | =y d‘ wva [~ ] L
§.0.2561 JangownaY witae ﬂszwnwwnﬂwiuﬂaquu
Usidmsduthelusdia Nihewmiion sawnaey
5 JUNawEITN. [ wmIanuiss mel WNANI9A523979M18
wian liflynifen 4-5 a3e/u Vital sign: BP 128/76 mmHg, PR 60
1 SunausnTn. wios sownae 11819 beats/min, RR 20 beats/min, T36.5¢, O,sat 96%
mama’ﬂsiﬁagmﬁa@ 2-3 A59/ 1% Lungs: clear, equal breath sound
4 52 lssneusnTw. wittas thadlas s Extremities: no edema
WUUATINen
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CXR: no pulmonary congestion

EKG: no ST-T change

%
anusaua
NANITATIATINLIINAUAINIIH D
YATHNT wnwned3fase hypovolemic
hyponatremia 21NN13AAN BILFLLL
BUUNAY LmeﬁﬁummmqmiLﬁ@mw
Infenmdaameanaafinainn
Uszifingiuaanen
E2 c,: dl o o Y A
sLuﬁgﬂ’smmu enfiasdevi liAnnay
e lmions A 1 oxcarbazepine
& =3 =S
NNVOYANTANEN WU lm ANl
Baae 3 1haw WadSNeN oxcarbazepine b
U : a (% % [ A
wﬂﬂ’;mmum@mmimﬂ@m 70 34 MDA

mladuslmdaneaingn oxcarbazepine

e M aEndane 450-900 mg Tudiheme
:j\l % 6R Aaa [ A
#l& 600 mg/day wnndRntasunclnfeN
Tuldoad1ane oxcarbazepine Mnas
Lwaﬁﬁwmﬁ%fﬂmImmqmm oxcarbazepine
eLﬁmiﬂiﬂ 3% hypertonic saline 1000 ml rate
60 ml/min K8 IMINADLANAILAZAT

=S A (% [ A
Imdesilwdosndugenng

AN AU NN ENAUT TN

1R 6 dl Aa ‘EQ’ [ cil [
I Asdseasd MAnauriuaAgedalae
Naranjo’s algorithm WUANNFNAUS U
2193yl (possible)

MEUNAS 5 1A% WWNgRAITIRIEHEN
oxcarbazepine (300) % e T Iuiu sy
UTEMUDIMNIVALYIUEN LA LRI IN TR AN

1 =) A 1 B2 13
almauslwion wua @ﬂaaamﬁm%m

. % | A A I
oxcarbazepine huazenlnfunlians gflu

6 A A [ A
NN (UALLDHAOIGNTINN 7 LAY 8)

Me1eh 7 WaMIaTamMaviasUfiang

18/4 12/6 13/6 14/6 15/6 18/7
Sodium (136-145 mmol/L) 135 119 122 123 128 139
Potassium (3.4-4.5 mmol/L) 43 4.6 47 4.1 4.8 48
Chloride (98-107 mmol/L) 98 84 88 90 92 101
Bicarbonate (22-29 mmol/L) 26 22 25 24 27 27
BUN (8-23 mg/dl) 12.9 135 - 7.4 121
Creatinine (0.67-1.17 mg/dl) 1.256 0.98 - - 0.97 1.14
Anion gap (8-12 mmol/L) 11 13 9 9 9 11
Troponin T (< =14 ng/L) - 9.87 - - - -
NT Pro BNP (< 125 pg/mL) - 93 - - -
Cortisol = 54 = = 10 =
Serum osmolarity (275-295 mOsmol/kg) - 258 - - - -
Urine osmolarity (50-140 mOsmol/kg) - 654 - - - -
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Drug list 31/3 3/4 9/4

13/4 28/4 15/5 12/6

13/6 14/6 15/6 18/7

Oxcarbazepine ®
VitBl+VitB2 (Alinamin-F)

Diazepam L

\

Pregabalin ®

\

Eperisone o

Para with codeine

\

\ /

dgiluna
mladanlwdans Wuilymady
@iamﬁﬁ‘m&zﬂaaLLazLﬂNmmL%m@iaé’mwmi
e dae mﬁ’u%ﬂmj:wml,t,axmiﬂmi Whianie)
S lunsfandlndunluwdanding
A A v A .
A enwldUay @a carbamazepine,
oxcarbazepine mIAamzlmfslwdane
Wuarnsldfedseasd Aaansnrinwme ba
SisnnaaianNwaen Sxasa 7 lesuen
uariladedue) 1mn 2 AWMENTIUEN MIhesy
ENNUTNAA TG
AR Iy X a
ANNTUANW WUeTeiiAaN e
a A ; [ %3 4 .
Immmﬂmaammaﬁ@ 81 oxcarbazepine
600 mg/day W 2 Wau 13 T leeseeu
ANz uresmsiiamgnisal il e
Usvaad fa a1magld NS linsusLIanis
o R X A o & v
WnFrnITARNNeel Ao Tunndayams
a v = = A ;
Aanasadsnzladun budaasiaing,
oxcarbazepine MITULUNITINENLNALAE
“« U 1 2 Aﬂl = %
gl a0 eneinld WafmsUSuasawe
ENTUGamNe TR aN ldea”

v K [ v

nIasentinfedaevasn Uiy N3
a £ I a v U1 dl v
mmmz@mﬂéﬁmauLLagmismmmmva@
(% [ (7 cil 1 Y Yoy Yo
iumﬁwmwmmxamxmﬂw@ﬂ’gﬂmu
Ustlomigegaanmssnmuazangidnisel

a =3 6 =

mim@me;mimﬁmwaﬂﬁzmmmmaﬂsﬁm334
Twdaash

naenssNUsznA
0OV LUNNEINTH Y0296

ITLUULTEEY ISIwenLnafB Nl
myned] Aeunshuanfisifisdagye
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