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Adverse drug reactions of antipsychotics
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UNANED

Tsa3aunn dalsamssansifanuiadnfvasnnuia mﬁu;ﬁmzwqamm 2IMINNARKN
‘ﬁ'ﬁm”ty % 8INNIABUAN (2171 aMIRAIRE Uszannraa) a1MIauway (a1 VL&iﬁLLsagast%aLﬁaﬂm
89 nraEudug) LLazmsLﬂﬁﬂuLLﬂaoﬁmmmﬁ@mﬁuj wen3esIngvasliniainnieatosiums
wWasnulsadalasssanasninfiesauamansusim lagwumadasuwulasmvineuuesssuussae
U2’ INBANYTEUY LT% dopamine, glutamate WaT serotonin ﬁaiﬁtﬁ@auuﬁgmmaﬂm%mannﬂmm
AaUnfuasasFedszan dsasunanalnueslsaldussmlasianizanmasuuan EEIPIRIR b
Tsﬂ%mﬂuaaaﬂa;wﬁa conventional antipsychotics L. atypical antipsychotics %Jﬁﬂ’a’lmwm@i’mﬂ”uﬂ’m
\A&§T3ANY1 ey conventional antipsychotics aaﬂtm%gilyll Eﬁi D, receptor vunan luw mzﬁ atypical
antipsychotics aaﬂﬂﬂﬁfﬂ"]_lf_% D, receptor S34UNU 5-HT,, receptor {wran mﬁ%ammjwﬁaﬁwamaﬂﬁﬁﬂ
Auanarsnulaganizanmslinolszasd agnglsfiony e1lunda atypical antipsychotics udazziiad
ANULANANINHEENN IUAUIATIFIINAT ANNEINNTDIUNNTIUADAITY WaZNATIILAEY BeriDnig

ANMVUTUTAWUAT M N TN TATALAN

Aad q'ty : Iﬁ?ﬂ%@lm‘ﬂ, conventional antipsychotics, atypical antipsychotics, a7 LNl seasRvaden

Abstract

Schizophrenia is a psychiatric disorder with aberrant thought, perception and behaviors. Main
clinical symptoms of schizophrenia include positive symptoms (such as delusion and hallucination),
negative symptoms (such as avolition and anhedonia) and cognitive changes. Pathophysiology of
schizophrenia involves alteration of structures and functions of many brain areas. Changes in
neurotransmitter systems including dopamine, glutamate and serotonin have been found. Accordingly,
the neurotransmitter hypotheses of schizophrenia, which could partly explain some aspects of disorder
especially positive symptoms, have been established. Currently, antipsychotic agents can be divided
into 2 groups; conventional and atypical antipsychotics, which differ in their pharmacological actions.
Conventional antipsychotics exert effects mainly through D, receptor blockade while atypical
antipsychotics exert effects mainly through D, and 5-HT,, receptor blockades. Therefore, these groups
provide different clinical outcomes particularly in adverse effects. There are large differences in chemical
structures, receptor affinities and side effects among atypical antipsychotics; reflecting the complexity

in pharmacotherapy of schizophrenia.

Keywords: schizophrenia, conventional antipsychotics, atypical antipsychotics, adverse drug reactions
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1. Ts@daLnn (Schizophrenia)

13a3aLAn (schizophrenia) BuN8E9 TsaidauAndnfvesninuia mﬁuiua:wqﬁmm
anmaidudadanuadas 6 1@an I@ﬂ"l;iﬁ&ﬁL%@ﬁﬂﬂIﬁﬂﬂNﬂﬂﬁ 81 RIDENTLENGA HINANIZNUGAD
Tymdudian mynu wisguawisvesdithe anugnaseaineilinianndszanmiasa: 1 uas
gudnInizaulanvaslindsznm 0.5-5 da 10,000 dall dandulwwangiuazinamalndifoanu
wazdnlnanuluibiuaeudasisivglnajaaudu’

sunguainmaifalindanndslinauuida Wadrlsadanmiaandasusiunuszning
w”ugﬂssml,az?}mmﬁaw Fadusuusaedlunsasuionalnnsfalsafidnindesolaiiodasunits
fnTudadsnugnITy MIfnsmusmaaiwudl danuduWusuesdunataiuiauii (polygenic)
LazRANTENUTaILAss fuatafnansninfiniieatas (pleiotropic) §1WsLNAv0IRILIRRaN Sifas
Frmnunfsuiusiunsialiadann ww Ysraunsoiiardelugisdusesisa meggmzsﬁﬂ
dseiansniutheluede dszidnsltoianda ﬂa@ﬂ'm%aiﬂsﬂ%@lLnﬂLﬂuBﬂmmﬁ@ﬂﬂaﬁm
WAIWININITZUULIZEN (neurodevelopmental disorder) lapnanguakuayuie maasuudaima
FrmwiigunustuanufiaUndvesmaasywam LLa:mmé'aJW”uEﬁ'um@;mitﬁﬁ@ﬂﬂﬁmwﬂmiﬁw

nalnmenendsssinenaeslsndanninnufisrtesnunndasuudsndilassaivasaued
WRIUUILIH LT cortical atrophy, enlarge ventricle, white matter pathology LL&:ﬂ’]iLﬂﬁi&IuLLﬂadL%d
winfvasaues 1w anuAalndves reward system, emotional processing AMUAAUNAAIUNIIINH
284 prefrontal cortex ﬁ%'mﬁ'una"lmm”uLsﬁaa‘uaﬂmaqa wumnﬂﬁﬂuuﬂawaag@ﬂszmuﬂszam
(synapse) Foduusnmdandoszninomasyszam Mmldnssssyamzniasslseamialng
WUNIBNLEUVDILTAALIZRIN (neuroinflammation) ¥ lwiAasuudgnunisiialsaainmysniay ol
snuoinauadonulsedanadn g 1w lsaduad (depression) lsnansuniaasda (bipolar disorder)?
vi9il faunfgwilsniainnienudunustuanufiaUnduasszuossfadszam ledur dopamine,
serotonin WAz glutamate® ® Meazidoaazlananisluridanaly

amMIsneaainaaslsndannianurainnais LL‘u'aLﬂunﬁjumnﬁéhﬂ”zy@”af?

1. 8113@ULIN (positive symptoms) RUNBT armsfedndmAvsnndtanialy dnwy
Tugr901m1385 150 laun a1n1swasiia (delusion) Uszanwaan (hallucination) LT e LA
Waak ANURAVEINIWG (disorganized speech) ANWAALNAVBINGANTIY (disorganized behavior)

2. 81MIUaL (negative symptoms) wunafis emsiaUndniznansaunwsasluanauialy
| @ee liugasansuni (affective flattening) Waasnialina (alogia) VL&iﬁLLiagast%Lﬁaﬂmm
(avolition) m’wﬁy‘%ﬁuﬁ (anhedonia) lansanu (asociality)

3. mﬂilﬁ'z/uuﬂm@”mmwﬁ@msﬁ/j (cognitive changes) ;jﬂmﬁmmausla (attention) LLE&3
fdymianudr darwldld Aadunadunaldld iFuanusuisnlunsuinisaans (executive
dysfunction) LREAURINNTD IUNTAATHL LLﬂtL%U%iﬁdlﬁﬂvL&ivLﬁ

4. n1idguutaan1versunl (affective changes) dihpe1aid@nyndnsuiu lisuiola
(dysphoria) In=Bauain (depression) nuAMaILa

5. MRN8 (suicide) WUANNWLNIINNIAINYILEZ 50 LAZOATININIAINNLEIIIDAE
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mysnslsadainndsznaudisnmssnmlasmsldltouaznssnslasnslten MIshs
laonsldlten laun asshunaae’ Wi (electroconvulsive therapy) LazmTTNEINT9TAlauaTFIAN
(psychosocial treatment) gdj’ﬂaﬂ‘ﬁ'ﬁwqﬁnﬁmﬂuﬁumwU@iammam%agﬁu windadldIunIguaatig
Indga sududasldsumyinsuuugiholy dwiumsinmlesldsn daduidladAgeininm
Lﬁ"amuqummsmﬁmmza@a’lmiﬁ’lL'%u madenlgonduiuwanadass laud aamslaRseaad
MINBURUBIRBLT NTLANTULT 107 LLazﬁﬂ%?ni%'ﬂmmaaqmﬂ 813n1113a3a (antipsychotics)
ﬁﬁ]ﬁlﬁuLLﬂdLﬂu conventional antipsychotics LLas atypical antipsychotics ﬂa"l,ﬂmsaammﬁﬁmiaaﬂ”u
suumIRelszaniiisatasiuanudziuninialsaiawnn Saduasuisainsduwuanidunan
uaﬂmﬂﬂTﬂﬁJd’L%”l%ﬂﬁ%‘ﬂﬁﬂiﬂﬁﬂLmlLLa:ﬂéjumﬂﬁﬁLﬁmﬁaaLLéﬁ antipsychotics £3d%aus b lulsans

a A ) 6 & =< % 3 ) . 16
IALITLRZNNICDY ¢ LTW Iﬁﬂa’ﬁ&lmaadﬂl'ﬂ Iiﬂ‘ﬁ&llﬁli’] N1ZLWBAN (delirium)”

2. auuagﬂ%msﬁaﬂi:mﬂﬁ'un’mﬁmfsﬂ%mm‘n

15a3aANAAINNFUNUTALANMNAAUNFV0INITAIINUVBIFNBIRAIHUSIIDE LAZANT
Wasuulasszaumsrhinusssaae sz s mwanssia miéaﬂizmwﬁ'wu’hmﬁ]ﬁmmﬂﬁm‘"ry laun
dopamine, glutamate LL&g serotonin rialvﬁﬁmauwagmmuﬁmkﬂmﬂmmﬁ@ﬂﬂﬁmaamiﬁaﬂizmﬂ Y
eazdoasidelil

2.1) The dopamine hypothesis of schizophrenia
Dopamine (DA) Lﬂums?}aﬂs:a'm‘lumjw monoamine {la39a19tdu catecholamine ARNEARY
ﬁuawsﬁaﬂizmﬂ epinephrine L8 norepinephrine AT dopamine (dopamine receptor) wiatdn 2
mjﬂmy: |@wn D,-like receptors (D, waz Dy receptors) Was D,-like receptors (D,, Dy W&% D, receptors)
é’a%’uwﬂaaomjm‘i’mﬂu G-protein coupled receptor F95anuLana IR wATRAT8I G-protein AR
1@y D,-like receptors 9 &R ANU G-protein mﬁ@m:@u (stimulatory G-protein, Gs) Tuwmei D,-
like receptors RIRTUUNILANTIW G-protein RAsUHI (inhibitory G-protein, Gi)’
ﬂﬁjmfﬁaﬁﬂszmﬂ dopaminergic ﬁmim:mm"’aagj‘vamﬂ‘vsmmﬁnmluszuuﬂs:amﬁmnma
Toofafdszamiiaanluanas 5 3847 ldun (1) Mesolimbic pathway fariuiiaan ventral tegmental
(VTA) Lmzﬁyuq@ﬁ nucleus accumbens (NAc) Lr“'imﬁaaﬁ'umsmﬁmmﬁﬂ laslamzanuianiinala
waziduaadisznaumames reward system 3adainifivszamikisatasiuanmsduuanaaslsn
ﬁ@lm‘}’]mﬂ‘ﬁ'q@ (2) Mesocortical pathway ﬁﬁl@]ﬁ’uﬁ@%’m ventral tegmental LLazﬁwuﬁg@u%nm prefrontal
cortex Lﬁ'mfadfﬁmqaﬂiw‘ﬁlﬂuwa%’mLL'NQ(]SLE] uaﬂmﬂf: dopamine luanaiaiu prefrontal cortex Y
UﬂUﬂﬂLﬁUlﬂTaoﬁu cognitive function anaay 13w AN lFunazanNanla (3) Nigrostriatal
pathway ﬁﬁg(ﬂﬁ’nﬁ@mﬂ substantia nigra LLazéutf‘mﬁl dorsal striatum Lﬁlmﬁadfﬁmﬁﬂﬁuquﬂﬁ
Lﬂﬁiauvlwmﬁ aladruradalanu extrapyramidal system 184 basal ganglia (4) Tuberinfundibular
pathway ﬁﬁ;@ﬁ%ﬁ@mﬂ hypothalamus LLazéuﬁgﬂ“?l' anterior pituitary gland Lf‘]"mﬁadn‘”ﬂmimuqumi
w8 prolactin F9Tununlugisingnn1snatiiuy uaz (5) Thalamic pathway LIwsfUszanamn {79
Aifiannnatsusiaoaly midbrain WAz hypothalamus g4 thalamus £4ldnTuunuinmedszann

A a P )
RIINYINLWDA
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AsuAafnanagtn anuAan@ves dopamine lasumadaiiosndunalnananvasnisifia
lsafaunn dnangiudiany 3 Yszn1s®® fa (1) snsnunlsesafisangnisuds postsynaptic D, receptor
TuszuudszamaIwnasdnaanaIni1saawn (psychosis) niaamisuwuinuaslsedawnn (2) g
Nmﬁ'umiﬁwmmaq dopamine L7 levodopa, amphetamine, cocaine, bromocriptine ﬁwamze}”ﬂﬁﬁm
AMMEEaAnfitinangn (drug-induced psychosis) S9n1zainsnaiuunyliuandisainainisinule
Hihodaunn (3) msﬁﬂmauawaa;&”ﬂ’aU%‘@anﬁvhi"l,ﬁﬁ"umﬁ'ﬂmﬁ'sUﬂ']LLazLE‘%U%%"l&JLLﬁ’; WUINENDY
283512803n81132ALU849 dopamine receptors 1NANINLNG ﬂ'aivﬁﬁmawuﬁgmﬁsaﬁum’mﬁuﬁuf
senianufialndvasanidetszain dopamine fulsniainn® amu@gmﬂ@ﬁ’umsﬂ%’uﬂ;wmm%gd
mnmwujmﬂuﬁn%ﬁwmamu’ﬁﬂﬁmnfu r:%m%’ugﬂuumgal,auﬁqﬂ (version 1) na131 1sadaian
\Asadasiumsriniuaas dopamine lugnasiinduannninung sgnelsfiany auuagwuﬁleimmm
aﬁmzlmmsei”mauLLa:miLﬂﬁﬁuLLﬂaaﬁwummﬁ@mﬁuﬂﬁ gﬂLLuuﬁﬁJ%'uﬂﬁ;m”@m (version Il) N&127N
MIRNNIITRLa9 dopamine T subcortex (17w nucleus accumbens, striatum) SAWWSTLENNS
UL VoEAin138aN13791u B89 dopamine Tida% cerebral cortex FUNUERALOINITAIMAL UAZ
mﬁ]ﬁ]:ﬁ'uw”uﬁﬁ'umsmﬁﬂuwﬂaqﬁmmmﬁ@mﬁufﬁﬂﬁ’;ﬂ sUunuUTulysarga (version Ill) lale
ﬂ’s’mﬁ’lﬂyryﬁdﬂ’a’mﬁ@ﬂﬂamad dopamine H1%N4 D, receptor lusuaIgin subcortex LLazL%ﬂmmm
AaUn@aInandny “@rmIdann” nnin “lsadawan’ (gﬂﬁ 1A) Favin JUNAFIUVBI dopamine IR
lLisnusnaturonalnuazennisveslsadannlanivua Lﬁ@ﬁﬂﬂﬁﬂ’sﬂm%mwﬁﬁmuﬂﬁﬂﬂ
ABUEHEIFENTioaNgNIEUSINN 51U dopamine %ENINH 81N TFIUALLEENN T ADRLT RS

@i’mmmﬁ@mﬁuj"Lajmmma%mﬂ@‘f@ﬁmamﬁ@ﬂﬂ@maa dopamine WALNEIRIN

2.2) The glutamate hypothesis of schizophrenia

Glutamate (Glu) ’%Lﬂumiﬁaﬂizmw%awuiﬁmnﬁqﬂumju excitatory amino acid ¥233:UU
UsTamMaIwnand a3y glutamate (glutamate receptor) udadw 2 UYszinnde (1) metabotropic receptor
dun mGIUR group 1-8 LAY (2) inotropic receptor ldun AMPA (a-amino-3-hydroxy-5-methylisoxazole-4-
propionate) receptor, NMDA (N-methyl-D-aspartate) receptor LLa< kainate receptor né‘l;&ll,‘ﬁaﬁi(ﬂizmﬂ
glutaminergic ﬁmimzmU@'ﬁ‘ﬁ;aLﬁ‘m_l"qn‘u%nmluizuuﬂi:mﬂmuﬂmd LLGZﬁUﬂUWﬂﬁﬁWﬁI%SZUU
ﬂiza’mmunmdﬁ%mn%mﬂ lag glutamate &ﬁ’]ﬁﬂﬂﬂ’]ﬂi%’?ﬁﬂiz&’m‘ﬂadﬁ’]igaﬂiza’msu q Vﬁiﬂsz@ju
mwﬁi‘lms?}aﬂi:a’mﬁﬂ@ﬂm\‘i ‘m%aﬂ’u:ﬁmwé;ams?}aﬂi:a’mﬁumﬂé’amhumiﬁ’m’mmad GABA
interneuron uanmnf': glutamate ﬁuwmm«‘im”tgiu neuroplasticity %a%mUﬁam’mmmmmaﬁ:uu
Uszanlunsusuudasdelassaisuazninfionudasouasoniifouudssly Taonalnanaivades
ri"umsm?iﬂuuﬂau%ﬂmaqa 193 q@ﬂszmuﬂizmwﬁaLﬂuwamﬂmsmzéju glutamate receptors’
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A. The dopamine hypothesis
@ Aol

D, RecCeptor

VTA NAc

B. The glutamate hypothesis
@ 4-@ @
Cerebral cortex NMDA Receptor

A
@ O

VTA NAc

C. The serotonin hypothesis

S
5-HT,, Receptor
Cerebral cortex

N
& ®

VTA NAC

5-HT

Raphe nucleus

gﬂﬁ 1 auadgussfelzanfiistamuamaduuinuedliniamnn®
A. The dopamine hypothesis mil,ﬁlumiﬁﬁmumad dopamine 14 mesolimbic pathway
B. The glutamate hypothesis N13aaYiN91%Ua3 NMDA receptor 1w cerebral cortex 11
NAYINLANIYIN9UV89 dopamine li mesolimbic pathway AN
C. The serotonin hypothesis MIN3A4 5-HT2A receptor 11NNINUNG unarinldnns

o . oo P 4
N1NUVa3 dopamine 4 mesolimbic pathway LN

anuiaUnduasaideUszan glutamate snaflanafisntosnulsniann swasudszam
UNNTHA LT phencyclidine (PCP), ketamine aanqw%gﬂ'm% NMDA receptor Lazvinldiinarn1snass
dzanaseafinuainszaslindann®’ auuagmmmmwﬁ@ﬁﬂ@maamsﬁaﬂs:mﬂ glutamate Ny
Tsa3aunnaansnasunelddanalnnisrnuiiaasswas NMDA receptor (NMDA hypofunction) U513tk
cerebral cortex (gﬂ‘ﬁ' 1B) luuSiinasnani iwaalszan glutaminergic ﬁﬂ@”mtina:daé'tymwwmﬂ'ufa
L IaRUIEE N glutaminergic SaUfigaINIuNIIN9Iuas NMDA receptor Ut GABA interneuron ¥inl#
ﬁ%’fyrgﬂmﬁnmsmﬁﬂizmﬂ glutaminergic ﬁﬂ@?’uﬁaaﬂﬂ 89 mesolimbic dopaminergic pathway Aanumue

IS

Wusyimsan anuAadndvas NMDA receptor LE9aUL3170s GABA interneuron v li&ty i asi s
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a8 UIrRIN glutaminergic A1 LTAFEIAARS \Junal#ldtyy1mnszdu mesolimbic pathway undu
Aadnd mluﬂagﬁuﬁﬁlﬂmmmias:uu glutaminergic 154 LY2140023 (mGIuR2/3 modulator),
ampakines (AMPA receptor modulator) Elux‘]a%ilui:%’j’lx‘]ﬂ’lﬁﬁlwﬁlLLﬂszGlIW] AIANEINIARRANLINEN
lunﬁjuﬁﬁﬂszﬁw%mwiumﬁnmmmivﬁ]mmiﬁmum AUAL Lm:msmﬁﬂuLLﬂmﬁmmmﬁ@mﬁuf

lulsadaian®

2.3) The serotonin hypothesis of schizophrenia

Serotonin (5-hydroxytryptamine, 5-HT) Lﬂums?}aﬂs:mwiuﬂaju monoamine #laTiaiatdn
indole amine @23U serotonin (serotonin receptor) Widtdushatias laat1ides 7 ngw A aurInua
aadn metabotropic receptor %dﬁﬂ’liﬁ’m’lmﬁﬂ’aﬁ’adﬁh G protein WAHTHA ANLI% 5-HT; receptor G'fid
§auu ionotropic receptor 1ila serotonin Qﬂ%é‘ﬁaaﬂmnﬂmﬂﬂs:mﬂ miﬁaﬂs:mﬂmu%ﬁwzgmﬁu
NEUNNUNNY serotonin reuptake transporter (SERT) Gatiuiinwansaassnduduesn uazsnsnunlsn
a9 THe ﬂﬁjm‘ﬁaﬁﬂizm“n serotonergic ﬁmsmzmm‘i’aﬁ;ﬁLﬁaunﬂu'%nmimwuﬂs:mwﬁmnma
lasfqarufiadeyain raphe nucleus %am:mm"’aa%ﬂuﬁmauaa LU serotonergic SUNLNNRIAT
ARINWATEY 173 LS REN e InT N AeTa9iLI993IN TR URAL (sleep cycle) LSk cerebral
cortex Lﬁm’ﬁ"aqﬁ'umzmumﬁuf(sensory processing) an3Nakl AMWIAN wazanuaula’

auAaUnfuesg13FeLszan serotonin a1afanuiisadasnulsasainn gnsaudszan
UNNTHA LT lysergic acid diethylamide (LSD), psilocybin filasems19Aae serotonin LLazaaﬂQ‘nﬁflu
5-HT,, receptor agonist Fnl#iAnUszammaaufingoadsiuaimssuuinvaslsedann®® vait naln
0191 TaInUANTWATEY serotonin AasnsREUIZEM dopamine W&z glutamate (gﬂﬁ 1C) lagrudd
Uszamandfia mesolimbic pathway @371 ldnanaislu the dopamine hypothesis luifiszanasnann
\raal =8N dopaminergic "Lﬁ%‘uSﬂﬁwamuqummsﬁaa{ﬁi:mﬂ glutaminergic %aiﬁ%’uﬁw%wamqu
ANALTaaUIETEIN serotonergic W% 5-HT,, receptor 5ﬂﬂa@mﬁd ﬁtytywmﬁ@]ﬂﬂamad serotonin N1
drsudsnanfinaiRua I glutamate ‘1153 mesolimbic pathway ¥inl#iin1svinsuaas dopamine

 ana o o 1o
gIIUHAUNE awsau

3. g13nE1l3AAM
#13nelada (Antipsychotic drug, Antipsychotics, Neuroleptics, Major tranquilizer) Ao ﬂﬁj&l

sfilEsnmiansvaslsaiann wananitenaddevsldlulsedanaiu 9 8ndae 1u Isaansuol
wil3Usausasts lsadn@agnvin (obsessive-compulsive disorder) sn3nunlsasaudsladu 2 ngy lag
onafinanadalsaniuanensna

- SUNAUEIALMTAUNLLAZWAIWT baLA (1) first-generation #38 conventional #38 classical
antipsychotics LRz (2) second-generation antipsychotics

- L%'Uﬂmwﬂavl,ﬂmsaanqw%{"l,vﬁm (1) typical antipsychotics L8z (2) atypical second-generation
antipsychotics

a

Ax o , . . . X . . s a a &
lunftvadauustdu conventional antipsychotics L atypical antipsychotics SBININURLLDLANI
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3.1) Conventional antipsychotics

Conventional antipsychotics W38 classical, typical, first-generation antipsychotics mluﬂﬁj&lf:
Lﬂum%'mmiiﬂﬁmjul,lﬁﬂ Qﬂﬁuwm%l,l,@il,ﬁmn 70 Onaw m‘ﬁﬁ(ﬂLl,iﬂqﬂlunﬁjuf:gﬂﬁuwuiﬂm_lval,ﬁmﬁa
chlorpromazine qulﬁm‘i'@agnﬁju antihistamine LL@iLfiaﬁmﬂ’ﬁﬁ'ugTﬂm%mnﬂ wuiihedanives
Tsassuas msdnmaanyilinmuin namsinnlsedaunnfifedwinasfoatasnugnslumsguss
dopamine receptors lagLaw1z D, receptor*® @T@ifumlumju‘f:‘fm finalnnansrunudeidu D,
antagonism g71N§4 conventional antipsychotics ﬁag}"lmﬁy%m%ﬁﬂ WHITIA W.@. 2562 laun
chlorpromazine, flupentixol, fluphenazine, haloperidol, perphenazine, pimozide, thioridazine,
trifluoperazine L8z zuclopenthixol (@1’15’101’:1' 1)

= . . . Ao v a o ' A 6.11
®13191N 1 Conventional antipsychotics Aflu UTIIRRNLAITIN W.A. 2562

Hoen ffen wwenlisnmgiislseiann  awesndes YUIALIRAULY
ualgand DONONDITTA
Chlorpromazine n 400-1000 mg/day 25, 50, 100, 50 mg
200 mg
Fluphenazine n 5-20 mg/day 0.5,25,5mg -
IM 25-100 mg q 2-4 weeks
Haloperidol n PO 5-20 mg/day 0.5,2,5mg 5 mg
IM 50-300 mg q 2-4 weeks  uazdzuuuuein
2 mg/ml
Trifluoperazine n 10-20 (5-30) mg/day 1, 5,10 mg -
Perphenazine 8-64 mg/day 2,4,8,16 mg -
Pimozide 4-8 (1-10) mg/day 1,4 mg -
Thioridazine 400-800 mg/day 10, 25, 50, 100, -
200 mg
Flupentixol PO 6-12 mg/day 3 mg -
IM 20-300 g 2-4 weeks
Zuclopenthixol IM 200-400 mg/day - mﬁ@aanqwﬁ%m

1NNa19 (3 %) 50, 100 mg

NANN3IN®113A3ALNNTBI conventional antipsychotics LAAIMNNSHULIFYWIBALAAIINNNS
UNUILNINY dopamine NU D, receptor 11 mesolimbic pathway n13vitauunALinluvesdfidszan
o ' ~ a v o . A o & . AR o~ A v
a9nddnnuiAuITadny positive symptoms (3UN 1A) aattu s lunguitdadnaddasinisdiuuan
L wnan Iummzﬁﬁawaﬁaﬂ@iamﬁﬂmmmsﬁmauLLazmsLﬂﬁuuuﬂadmmﬁ@mﬁuf wanani

M3V D, receptor anavnliinamsbinsdszasfang g
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'
=

81T ALz RIAAWLLaeUa conventional antipsychotics aiir

Neuroleptic malignant syndrome (NMS)

NMS Lﬂum'gzﬁiwuvl,&iﬂaULL@iﬁmmguLmﬁa%em Usznausheanislu 3 szuu a9dt (1) 520U
Uszamnainnate fe 81MIneaNIEnen ldun o quan waznuagd (2) 2UuUszaMonlule
e gaWnDIMBgs Twania ﬂawwd’uiaﬁ@gd wae (3) suundwtite lefun ndaiitauds ins wu@vl,&i%’@
nalnraanaifia NMS ifisatainunisaaszauad dopamine Tuawatatnasinsy didanadadtyywi

\iA9INNMIIUAKIEAINS dopamine fiU D, receptor NAARIALNITULTS ENAFNNUTALEINTAINGY

[
v o ¢ o

léuA conventional antipsychotics L8871 antiemetics (metoclopramide) uaﬂmﬂﬁﬁdauwuﬁﬂunﬁ%qe\
mﬂq:&l dopamine agonists SLul;;ITﬂ’JF_I parkinsonism®

MITNHINGNBINTT NMS %aNNNNTAEALN analmIsneuuudszaudszaas laun nsaald
nstfasiunzunindauddndaldun nazlwwamdoudn waznnzlanodoonsuiiosan
rhabdomyolysis kazMIENTZI NIl uma? fmsum Ui wzaeltenasde Ui

- Bromocriptine 114 dopamine agonist 1%luuu1a 2.5 488034 N4 NG tube nn 6-8 Fala9
PNAFIFAAD 40 TaANTN/AY dautoaduwam 10 5 lsainsadusecan g aaas

- Dantrolene tJ% muscle relaxant lgluauia 1-2.5 Sadnsu/Alansy USHIINIvaBALRAG
walwd ledluama 10 SaansuAlansusi

- Benzodiazepines ﬁﬂﬁpjﬂaUaauu,azaaﬂqw%mrmﬁﬂmfta yuapfiliae diazepam 5-10

Qs

JRANIN UIHIINIviaaaLiand

Extrapyramidal symptoms (EPS)

EPS Lﬂuﬂéjwmﬂwﬂmwumimﬁauvlm fanusunuinunssussfumAullves D,
receptor Tu nigrostriatal pathway #30U51204 dorsal striatum A3En1lasmnadia brain imaging WU
N139UNY D, receptor luauadlszanm 65-70% iBIWadanIIaIugNaINIdIuLINTadlIndainn
Y AinsIuasne 80% IwlisuwuinuennsluRedszasd EPS™® mansautis EPS (uriiadonld
ANUBINTUZINTUS arsda L

- Drug-induced parkinsonism §81n138w (tremor) nénutilaudainss tadenlnaty nia'la
waanln snwldlasUsusevuasias niawasuenwindwlyle wialdtnguduladiuasan 1w
trihexyphenidyl 2—5 JasanInIwnie diphenhydramine 25 TaanINAN

- Drug-induced acute dystonia ﬁmsvmm?aﬂ”ﬁwaaﬂﬁfml,f:avl,ﬂmﬂ@mwﬁa 11w aada
(torticollis) ANLWEaNT w1 (oculogyric crisis) wuuiia d1eada snwldlasle benztropine 1-2
§88n3W IM w38 w300191% diazepam 5-10 §a8n3U IV W3a diphenhydramine 25-50 Saansu IV Lia
oM 3eanauIalRensUlsenwlaslyt trihexyphenidyl 2-5 Sadnsu/in

- Drug-induced acute akathisia Qﬂaﬂﬁmmiﬁ%ﬂ&ia@ﬁ fanuidnnazdunszas vilddas
wndaulwiagdaiiias I@almimﬁauvl,meﬁ’aﬂmaa%iuaﬂmﬁaéﬁmﬁmh snu lalasdsuanauiasn
aamnduldle w3alwen propranolol 30—120 Jadn3IN/% w38 benzodiazepines L% diazepam 6-20

o e

YaaNINA
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- Tardive dyskinesia sinfianmsnadannlasueniduszoziiarwiniin 6 1deu nalaiiartaany

o o = A & .
mM3dsuavasszuudszann lasdinsuaasaanwad D, receptor WANNNNUBLULTARUILEN postsynaptic
(D, receptor upregulation) HilipaziioniTadeulnifaln@uny choreoathetoid Filuainiinizan
Hunumaadenlninaivgulilduszaguennitadruaiole ifanunduiiiauTiomes 9 imu lunh

a o X & Y Y A )y A \ = o o o
(uaaedninds) sauthn 1@sadan) An (LALA®) Jouaziia (1AAEWINI8E19TIALTIUALALNAL) TN
ldlasUsuanvmasas wiangaomnidulyle

Hyperprolactinemia

D, receptor b4 Tuberinfundibular pathway danTwasanTsusINITHAS prolactin 910 pituitary
M36UE D, receptor AinntAnly azvinldszauzaslun prolactin lunszuambaarinds anzfiidy
na U9 NS NTERD prolactin 'l galactorrhea (Sinuunasanmdiny wuldnslumouas
Will9) uaz amenorrhea (1U3z3Laau119) uaﬂmnﬁmas‘mNa@iama:w%tgw”uflu@m@aSn@i”’m“'s wIn
wudywisessnsunusiumnddouudaivessaslan gu WanIzgnanad AaTlwaailuunaun igu
estrogen %38 progesterone WIBWHAL wialauuwen udIYNIATI920 prolactin nAss™

a1 nslaiieilszaenan 9 289 conventional antipsychotics®'>>"®

AzAnlainern1sldNsUsza9A U9 conventional antipsychotics A9 N&1IN1T1IA U
ANMUFNRUTAUNTEUHY D, receptor luszauyuusiuaz laigunizuiian adnalsfiana conventional
o v a A $ o o o e & oo o A A A
antipsychotics gnalviianadu 9 GyrasunusnugnIdudIaITuasTelszaInanwaninitaann
dopamine loun M,-cholinergic, H,-histaminergic L& o,-adrenergic receptors HIBNA N 9 ey
NINVUUTR
% 09// a 6Aa > qq: 1 v Aa 1 R {d‘ [ o 6 o E> qq:
- WagUESlAAIBaIIN MITUEI M, receptor AialiiANaIMT INRIUTEEIANTUNUSALATELES
J2uUUsERNIN U LERA taun ﬁaa;dﬂ tnuiAs w1 Teanazliean waladuwd $19 edels
=3 ] o & Aa 6a A )} 1 R [ v A . =
Ay wuineagugslafuesanidnatisana1ns kvl seasd EPS 'l 1ia991n acetylcholine Hununn
@3990V dopamine 14 nigrostriatal pathway NI@A&Y Q1IN dopamine ANEUHILWHIRIWY
o . ' P S v a o & o & { &
§YQIMaIN acetycholine azlaaiduannin Genaliiiaa1n1s EPS asnumsgusiasfalseanng
a ' s a o o & [ . . . Aa a5y a a
sasrfaiunulsiinalsudyamiiaesliauga Conventional antipsychotics Afigniaulafuasan
g9 Sadamvlidatszaad EPS éndn
- Wagla seizure threshold mlunﬁjuﬁawﬁwaﬂiz@jummiﬁ'ﬂi@Umsamm‘"u seizure threshold
2 ° d A . o ' {
adunannmainnusessnirelssamuaesiiosinnu. wuienliai1uuss (potency) & aziiany
WFE9AAIMITNRBENTNUNNTANVUTIN 9% ANUFINTOIUANTANTZAL seizure threshold Fa1du
s Ié dl v a A v v 1 dl 1 = Qi s A L et
ﬁﬁ]fawm‘n@aawmsmﬂumsmaﬂsl,‘*ny’fl,u;jﬂfaUﬂqmam Wi LaeddssifennsTnnieauadlasunns
NENUNTE%
a Q Qq: 1 Qr
-390 81MTIAANANANTILEI M,, H, LAz a, receptors MIzUUUTzaNEIWNAS Ond
daa%uﬁ;mmmmﬁﬂﬂ (over-sedation) 81AEINALFEADRININNITFNNUVBITZUUUITRINFEIUNAING
cognition, perception L8z motor function
- wadan I BYayiale MITUHIFYLNMVAING dopamine LA norepinephrine SINAGANT

. o . . - , . S v X
YNauvaIniala 1T% aa cardiac contractility W8N83¢8e atrial/ventricular conduction time Iwenwindn

10
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lid1annsasratandwliisalafeund 1gu prolongation of QT and PR intervals, blunting of
T waves Laz ST segment depression I@mefwm‘ﬁﬁmmLmg;mﬁmmﬂ&iﬁdﬂi:mﬁ@iaﬁﬂaﬁfamm
sNfauuIIe

- Postural (orthostatic) hypotension M3EUS9 a, receptor asnarnliiianzanusulafias
fadsudseun ﬁmwﬁiumnﬁ@qﬂwﬁ’mﬁumaamﬁ'ﬂm mﬂifugi:ﬂmmwwiam (tolerance)
lunenad wumﬂ’livlaiﬁaﬂizaaﬁﬁmﬂiummjum’mLmé'h

- Sexual dysfunction mﬂﬁmmjuﬁdawaL%aamiamiﬁ'mum aaszuuﬁuw”ug‘%m gUIzNNT LTH
AMUADINITNENA NINTZGUNILNA F0FABEANIINA TdsnadanuTiniialunsldinvasyis
mmaﬁﬂﬁl,ﬁﬂmmﬁ@ﬂﬂﬁlumilﬁdﬁwadafmuwmm:mwé}aaqﬁlugﬂamml Sadadnfivates
ﬁ“l_lmiﬂ'm% a, receptor

- Metabolic syndrome vnssiniiadwdunitsluanmsliRslszaefdayuosnsldonsnelee
ﬁ@lﬂg\‘mﬁj&l conventional ILa& atypical antipsychotics L%admavl,mﬁm*iadﬁ'unﬁﬁu ﬂaj\‘i H, receptor
$20RUM3TLE9 5-HT, receptor wanannRadeiminue? snawuanwAaUndvasszauinea (glucose
abnormalities) uaz luiuluifan (dyslipidemia) TIUAY

- AWAaLUNAYaINTIAIUANEMNAUTI 19N Conventional antipsychotics anavihlviiaaanu
HaUn@10In130IUANGMRNTININTY LW hyperpyrexia AR UL M, receptor ¥inl#iAans
Sudansnasinie F9arrzdarzivlugia ﬂﬁagji‘luamwmmﬂ%am”w%aaanﬁwé’amwﬁﬂ
Hypothermia a1atAadwleizuiu lasawzludzaay omsliRsdszaedinuldunnlugnidanunss
éin

- NRGETFULIAER 81ANUTEAULTALA8AUNI8ARITIATTY (temporary leucopenia) 3@t
Naﬁwl,ﬁm‘ﬁ'wuﬁamwivl,;iqmm Nﬁﬁ’]dLﬁﬂdﬁWﬂﬁﬁﬂﬂﬂ’j’]LL@iﬁﬂ’l’]&l?%LLN?J’]ﬁ]ﬁdmguL?m%’cimvlﬁ fa
agranulocytosis, thrombocytopenic %o nonthrombocytopenic purpura, hemolytic anemia WLz pancytopenia

- NAFETEUUAINNY 81aWLININNIRNT laun allergic dermatitis, photosensitivity, urticarial
eruption, maculopapular eruption, petechial eruption L8 edematous eruption

- NAFan1 WANIINBNNIIAWINGILARIINHANIEUSI M, receptor n3lFan thioridazine 919
vinl#iAia irreversible retinal pigmentation WaZANTLTEN chlorpromazine a13vi1lALAa benign eye
pigmentation

luﬂ’mn"ﬁﬂﬁﬂa R1U1IDLLY conventional antipsychotics "I,@Tmumﬁmml,ﬂuga Nl LLaze‘lh
Taganuussaztindasomnuavuwiasfldlunssnsuazanudsslunisiineimsldfeds aed

Uszinneng o sauaasTsazidoaluansnen 2

11
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M15199 2 NMIUUIANLIIVBY conventional antipsychotics Waza1nNNT biNILzRIRNNLL ™

A | 2 &
&1 AN VBN E]']ﬂ']ivl,llw\‘lﬂita\‘lﬂ

wid lawaln , e Ev o om e
EPS Hyperprolactin- m38ugslafiuasan  Hadanalauay

NNIINEN . . -
I emia 2IN1IILAENIIRG  NIILNA postural
I . c
seizure threshold hypotension
Haloperidol, g9 @ I g9 @ @
Flupentixol,
Fluphenazine,
Pimozide,
Trifluoperazine
Perphenazine, Nad nanyg nanyg nand nanyg Nad
Zuclopentixol
Chlorpromazine, @ G @ HERE G g9
Thioridazine

3.2) Atypical antipsychotics

Atypical antipsychotics 738 second-generation antipsychotics w9 m‘luﬂﬁjw serotonin-
dopamine antagonists (SDA) ﬁqnﬁ]”us%ﬁ% 5-HT,, receptor LLaz D, receptor MIaJLaqaLﬁmrTu CRHR
%’ﬂ‘i&ﬂiﬂﬁ@lLnﬂﬂ%@wﬁ&mag’mma\‘i dopamine hypothesis LLaZ serotonin hypothesis (3‘1.]“7‘1' 1A ae 1C)
lasfianuausnlunisdy (affinity) 7L 5-HT,, receptor 9091 D, receptor ating 3oy n3fieny
Ngal atypical antipsychotics auaNuEINNIDlUMTIUALGTUGIAiTad eIz Jouneziia
luﬂ@;uﬁﬁl,ﬂuiaﬂmﬁu \% amisulpride L3UNY 5-HT,, receptor Wae aripiprazole Aauau1salums
FUNU D, receptor §4N91 5-HT,, receptor wlinanisadiinisuldsiny mmﬁ@ﬁ'ulumjmﬁmﬁ'u
uaﬂﬁnﬂftmluﬂéj&l conventional antipsychotics vsrfiandanuaansaluvmsauny 5-HT,, receptor
ﬂ'ﬁﬂﬂﬁwamaﬂﬁﬁmﬁmﬁmaﬁ'ugﬁﬁuiuﬂﬁijﬁﬂaﬂ”u5'12

AN TN LA BHANTINEN atypical antipsychotics ﬁqmauu”ﬁs’mn”uﬁwiavlﬂft” (1) qns
QIUEJ&G D, receptor #%88n31 conventional antipsychotics (2) m’mLﬁyaiuﬂﬁsLﬁ@a’m'ri"lajﬁaﬂszaaﬁ

a

EPS #a8ni1 conventional antipsychotics (3) HUseansainlunssnsliaiaian wazuanainenazi
NRFBEINITAIBUINLE? s‘]’aawﬁwa@iammiﬁmauLLa:ﬂwiLﬂﬁﬂuLLﬂmmwﬁ@mﬁuﬁﬁﬂﬁazl (4) §
UyednFanlunssnsnnig acute mania

£1lungw atypical antipsychotics ﬁagiuu”mu%m%é‘mm\amﬁ W.A. 2562 lalini risperidone (1itT 1)
clozapine (UTU% @) quetiapine (V% J) W&z olanzapine (LT 3) m5u1un§;uﬁﬁﬁmi‘fumtﬁwlu

dsznelng laun aripiprazole, ziprasidone, paliperidone, lurasidone L8z amisulpride (minﬁ 3)

12
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o

A13199 3 mummu,am]”amﬁzi”amﬂmmaamluﬂﬁju atypical antipsychotics®"’

o

Foen wwﬁiﬁ%’nmg&?ﬂw ?J%’]@]El’ltﬁ@]/l,l,ﬂﬂ‘gaﬁﬁ T9A2332 ALY
Tsa3aLnm
Clozapine 200-600 mg/day 25, 100 mg Agranulocytosis,
Metabolic syndrome
Olanzapine 10-30 mg/day 5,10 mg Metabolic syndrome
Risperidone 2—-8 mg/day 0.5 1,2mg EPS,

fyduuuei 1 mg/ml Hyperprolactinemia

Quetiapine 200-800 mg/day 25, 50, 100, 200, 300 Metabolic syndrome
mg Extended release
150 mg

Aripiprazole 5-30 mg/day 2,5,10, 15 mg EPS

» v
S3tuuvuenin 1 mg/ml

Ziprasidone 40-120 mg/day 20, 40, 60, 80 mg Arrythmia
Paliperidone 6—12 mg/day 3,6,9mg EPS,

Hyperprolactinemia
Lurasidone 40-160 mg/day 40, 80 mg Postural hypotension
Amisulpride 400-800 mg/day 50, 100, 400 mg EPS

mhmaju atypical antipsychotics WARZTHA FANMNLANAIINWBEININIUMIIARTINSUATN
waf luwmeion n§a conventional antipsychotics a1an3nudidunduatulassairoadldiiu
phenothiazine (17 chlorpromazine, fluphenazine, perphenazine, thioridazine, trifluoperazine), thioxanthenes
(+TW flupentixol, zuclopenthixol), butyrophenones (1% haloperidol) W& diphenylbutylpiperidine (L% %
pimozide) £1N§w atypical antipsychotics flassaanuanarsuasnannas tisunsauds Lflumju
TARW WINWANTIN UG ULNRTINEN qunéjw‘f':ﬁﬁmwummmlumﬁuﬁh@ﬁ%’uﬁu@ﬂ@hdﬁ‘u (91719
7l 3) 54 ganaliddayaainivlainsdszasduandanu vaft luameinanissnenlsadannuas
conventional antipsychotics FUNUTlasasIny nn ﬁrﬂ"u ﬂajd D, receptor HaN" TINE1VD atypical
antipsychotics QnafLua) snalnfigudaunin nalnnisaangniaas atypical antipsychotics leuri® ™

- Rapid dissociation from D,receptor %38 fast-off-D, A8N1T3UNUIEWING LY LANAYBILINUAITL
@8 dissociation constant ‘ﬁlgx‘l N3INIIUNUTZNINY dopamine NUAITL ﬁﬂﬁqw%?fu 9 D, receptor 4
JULIINN Lﬁia W3 ULl unNY conventional antipsychotics %\‘1 219 Lﬂu%ﬁﬂuﬁ’l afunsfivaasnsiie
o1 s LR sUszaaduag atypical antipsychotics fignnin

- D, partial agonism lunsdlvasen aripiprazole %dﬁf}ﬂﬁﬂu partial D, receptor agonist N33

nuszninluanavassnudriuidifedygraidanuusagizning fygisnnmsunuszning

dopamine NU D, receptor (U QIMLLIY) LATRYIMINNNIITUNUIZAINN D, receptor antagonist N1

13
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o 1 a qq’, a § a &/ ] a [ > [
D, receptor (SQNMs8aW) aI%i s QIMNIAAIRIIdaNUNaIRNZ leIi;uLLi\‘iLﬂuvLﬂ (RUWUEALB1NNT
Founn) wazlideniuld (FuwusnuenmslnsUszraduade)

- WNAHUET dopamine receptor subtypes au 9 waniniaain D, receptor laun D,, D4, Dy/D4
receptors antagonism T48138INARdaANNAANNTILS wada linmuliinalnfiuida

- 5-HT,, antagonism NN3EUEHY 5-HT,, receptor §INAABNIIINENIBINNTAULINVBILIATALAN

P o La a . . o . . . A &
LDINYULIBNITWRVDI serotonin ABNIINAI dopamine 14 mesolimbic pathway (gﬂ*n 1C) #anank
o - o ) : A e o ga o o
HINALANTZAL dopamine 71 prefrontal cortex 981N AMUFUNBENLHNANITINHIBINIAUALUAZNT
lﬂl a L v
wWaguilasnnufanssuy
a ' g ) . . . a% ¥
- 5-HT,, partial agonism m‘uw"ﬁu@luﬂquﬁ LD aripiprazole W ziprasidone fl‘tmﬁﬂi:qu
ld § 1 Q Qs Q Q a 4 v Q Qs Qs 1 nal
5-HT,, receptor GdLTaINdUNUTAUNANNIINENITATALAN L899 INNINTEGUATUAING ANaLAY
o . { A [ o [ o [
3261 dopamine 71 prefrontal cortex TI81TANUFUNBTALUHNANITIABIBINITAIBAVUASAT
li‘ a Qs v
wapunlasnnuaanIsug
A & . i o &

- 5-HT,; antagonism mmwu@sl,unquﬁ LD clozapine LR olanzapine ﬁf]‘ﬂﬁ&lllﬂ\‘] 5-HT,¢
receptor mﬂﬁwaﬁ'umﬁnmmmiéﬁuauLLazmiLﬂ§muuﬂaqmmﬁ@mﬁuf WHa9anNNTEUEIaIY
AINANT WAL TEAL dopamine ﬁ prefrontal cortex ¥l mesocortical pathway nAaUn@lUlulsa
a o vdn&/
FaAnynanulaadn

- WRHUEY serotonin receptor subtypes 2% 9 léun n1sdues 5- HT,gp receptors (LT %

. . A v & oo o . 5 o .
ziprasidone) G914 autoreceptors MIELEIAITUAINA ANALATN1THES serotonin INYanaLszan
X . % . %o [ o & ' . .

U NYB LLa:m’imaquﬁ{ﬂmmﬁmu%NLﬂﬁ N8V 5-HTg receptor (LD% clozapine WAL olanzapine)
SIHAAADAMNAANNTTUF HUL3 5-HT, receptor (1 lurasidone) AnaduTulAT uazdinaAdanuAa
Masug

- Neuroplasticity induction HaMINIzgunIadugidTuaIRalza i liiianaisuuas
Balaseaauaznsinfiluifdseanens 9 lasgunusnunsidfswudainsuaadaanvas brain-derived
neurotrophic factor (BDNF) a13gsnadaansaiinlinvaslsaiainn sﬁaﬁmmﬁ@ﬂnamaaﬁ;@ﬂi:mu
UTeRINUATNTANAIVBILTRRUITENN MIANININIARANLEAILALAWIN atypical antipsychotics Ha

A o a X
WANANTLEAIB8NVEd BDNF luauadgainaass nsiwuduuad BDNF Snadntasaasdseainuas
(2 L2 [ 16
ﬂsz@umsaiwLﬂjaaﬂizmﬂv&u
Na§a dopamine receptors LLax serotonin receptors FINNWUDI atypical antipsychotics #anain
% o 6 o [ v o o b 6 o 1 R & A = = o
RNWUTAUKNANITINBIVIDILAD HIFNWUTAUaINT lRIUTERIfNanalatUSouiisuny
conventional antipsychotics 1$84317 serotonin A8NTWadan131 a9 dopamine luauaduSIB6d 9
#aNINNNITILAL dopamine receptors L serotonin receptors k) atypical psychotics HIRINITOI
AUAITL20IFNTRELUTZRINAY 9 11U H,, My, o, receptors Manuaansaiuandranuldlueudazofia

(07971 4)
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A19199 4 anumaNsaLBaLSauLisuued atypical antipsychotics TwnNTaUEIAITUAN 9 (AAKLAI
210 Nucifora C.F., et al, 2017) "’

Atypical antipsychotics

o @ <} 2 ® o 9 o) o <
JERE 2 Q g s £ 5 2 S g
s © g ° & = = i} °
> 5 ® ® N ) = s (7
n 2 N © c o E o (]
- o o I © Q Q. ha
S = O =1 = T = 0 =3
< < — ©) o ¢} (14 N
D, - - + ++ + - + +
D, ++++ + +++ ++ +++ + +++ +++
D, ++ ++ + + ++ - ++ ++
D, - + ++ ++ - - - ++
5-HT,4 ++ - + - - - - F
5-HT,p + - - + - + +++
5-HT,, - +++ +++ +++ +++ +++ ++ +++ ++++
5-HT,¢ - + ++ ++ + - + +4+++
5-HTg + ++ ++ - - - +
5-HT; ++ ++ ++++ - ++ - ++ ++
a, - + +++ + ++ +++ +++ +++ ++
a, - + + + + ++ - ++ -
H, - + +++ - +++ - ++ - -
M, - - ++++ - +4++ - ++ - -

(-) = minimal or none, (+) = low, (++) = moderate, (+++) = high, (++++) = very high,

*partial agonist

2T LR IUTeaIAN WL LBEUa9 atypical antipsychotics ‘L@l

NaMa nigrostriatal pathway
o1 7liRsU sz a9 EPS w383 sasaLinannissuss D, receptor AinntAnly (off-
target) NNIEUEI 5-HT2A receptor 33071 D, receptor Tpaan1stina s laiRsdszasdaonanale
Lﬁa\‘lﬁ]’mﬂmﬂﬂizmﬂ dopaminergic ‘ﬁliﬁmm dorsal striatum AN1TUFAIBONVD 5-HT,, receptor N9
N326U 5-HT,, receptor USUaINs e duSin1Imas dopamine nUmedszan (Sunusvingnisel
f:’j'lmssl”uﬁaﬁﬁaugmﬂszmuﬂszmﬂ W38 presynaptic inhibition) @355wLEasiuds 5-HT,, receptor
3201 D, receptor 391TunarinlWszel dopamine 71 synaptic cleft anuwawnans laitoaifwlUanrinld
\inems il seaen®
uaﬂﬁnﬂmigmﬁ presynaptic inhibition 1a9Ua181U3281M dopaminergic ﬁl dorsal striatum &2

1 R 6 s a v v a a [
mia@awadmmﬂwwaﬁimaﬂ EPS g381013n2TUN EIVL@WYJEIﬂ’]ia(ﬂaYlﬁWﬂ‘lladL‘Hﬂﬂl]i:ﬁ']ﬂ
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serotoninergic IINUSII DN § @@ nigrostriatal pathway wadeldil (1) N138Y i3 cortical 5-HT,a
receptor ﬁﬂﬁﬁ'tyzywmﬁgnmmﬂ'u f9isaaUszan dopaminergic 71 subtantia nigra anad tIunalid
N1I% ﬁ;\‘l dopamine ‘ﬁl neostriatum Lﬁ&l"f% (2) RETBT ﬂg\‘l 5-HT,, receptor ‘ﬁl substantia nigra inlw
Fyu ndudagaslszain dopaminergic luusiimianaiuanas iunalifin1swas dopamine 7
neostriatum Lﬁluﬁfu WaE (3) ﬂ’]iﬂizéj/u raphe 5-HT,, receptor %GLﬂu autoreceptor ﬁmaﬁb&ms%&
serotonin ¥inlAaadnswaty Eﬁ]ﬂﬂaﬂ serotonin ¢8 nigrostriatal pathway Lﬂuwa‘lﬁﬁmmﬁo dopamine ‘7'1'

. n:' A/ 5
neostriatum LNUYW

Wa®a tuberoinfundibular pathway

LﬁiaLﬂ%'UULﬁUuﬁ'U conventional antipsychotics #8n3a1n atypical antipsychotics 9T88081ANT
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Serotonin syndrome

serotonin syndrome @8 mjummsmadmnﬂ'&iwuﬂaa“uaammﬁml,a:mﬁug? NI WYY
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Cardiometabolic effects

anwfadnamanunuadndudymdmdgwnialunisldorinelseia uedldsu
natsLAgsasianuanems (appetite) uazinnINLANAW (weight gain) sFuRRERLNNIZEIL Ao
dugiu uazszauluiuluifeniadnd v‘iffl,ﬁ;jﬂ’am?}m@iamiLfluIsﬂvsaamﬁamﬁﬂmﬁwifu MIAN®N
meta-analysis AAUNNSANENLEAILALAWIN ﬂ’l‘ﬂ‘ﬁ’ﬂ’ﬁ'ﬂﬂ’l‘[‘iﬂﬁﬂﬂ%ﬂﬁjw conventional LLazﬂg;sJ atypical
antipsychotics #UWHEAUNTIRNIUDeIEmIN? 1loSouifisuanuidsslunisiiaainislains
ﬂi:adﬂ(‘f‘: mmj&l atypical antipsychotics ﬁﬂ’m&lLgﬂa@%u@i@%?u’mvlﬁﬁmﬁdgd mm:‘ﬁ conventional

15,17

. . a A <& 1 \; = A Aa [ o 6 o A A/
antipsychotic UANULFLIAILAAIIUDIUIUNA (13790 5) YINUANMURUANBIAUNIILNN YUV

g’ L= . . { o L s 4::‘ J :’ L= .;
m%unqaq@ﬁa olanzapine LR clozapine mﬁﬁmmawwuﬁnumnwmumaam%unmmnﬁa

16



915 lWIUsEasFYeeeIshwIlsnam

lurasidone NAFMNIILAFTINGIVBINITIRNINRENL TR AL TINUNNTEUES H,, 5-HT, receptors*®
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g9 (High) Clozapine
Olanzapine

1UNa13 (Intermediate) Low-potency conventional antipsychotics
- Chlorpromazine
- Thioridazine
Quetiapine

@‘%’1 (Low) High-potency conventional antipsychotics

- Haloperidol
- Flupentixol
- Fluphenazine
- Pimozide
- Trifluoperazine

Risperidone

Aripiprazole

Ziprasidone

2113 1ai91seadAaw ) Bl atypical antipsychotics
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Uszanau 9 13% My, H, uaz o, receptors n3alannalndu g Nd3linTuuita (@Wade a1mslins
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gU@n13oliiia agranulocytosis §4 Ldadn131Fu" clozapine 390230373 white blood cell count 1)n
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3,000 LaddagnuAiiiafiuey wiadUSunoudaiiann1ad1ndt 1,500 imaddegnunandadiuas a7
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4. INFBIAWANTN3VRILITNBLIAIR

psnwlindadiulngdlasegirouuy lipophilic LLazﬁuﬁuIﬂsﬁuuuLﬁ'aﬁuLLazwmamvl,@Tgamﬂ
f11/30193013n32918 (volume of distribution) g4 mmmmzmm‘i’ﬂﬂi]'aLﬁaLﬁaLﬁaunﬂﬁnmﬁﬁLﬁa@
liRpaun waziamsazaulwiteide sndulnggnildsuudaslasmsvinausasienls cytochrome
P450 (CYP) lusuidunan lag isoform wan e CYP2D6, CYP1A2 uas CYP3A4 ainiiu ziprasidone
sﬁagmﬂﬁﬂmmaﬂ@mau%ﬁ aldehyde oxidase Lw#an waz amisulpride f’ﬁwwumdvlmslugﬂ"l,sj
Wasnulasdunan atuisdasnesdamunazszinsiinsuasnsenssnineinmlsasanassia
Auenfidgnaidu CYP inhibitors/inducers mdauslmujﬁ@hﬂ%%%msﬁﬁ@ (elimination half-life) %1%
qdﬁg@léﬁ‘lLL@i 12 “ﬁ'ﬂmifu‘lﬂ AN quetiapine (ﬁaﬁmgmmu extended release %06%(}71%11’1’3%’1%) 183}
ziprasidone Fafldnna T ndw (%an31 10 %Im) 089 15AaN HANTINHINIABANALAAY Wi
ENIUIUNIINATIAANNTIINANASITIan13Tea Fea19aTu1eldanNan13s LR D, receptor UL

5

prolonged occupancy Tuauas Imlmwnluﬂﬁj&l conventional antipsychotics“’1 aﬁwﬁinaEﬂiﬁﬂa:Lﬁﬂ@

AL FTIRUANFATUDILNINEN LI LAAIANINTN 6

= o , a5 q 15232
A137891N 6 ATNNLARDIFNUATIIAIVDILNIINWILIAIA

Drug Bioavailability Protein binding  Elimination Major metabolic pathway
(%) (%) half-life (h)

Conventional antipsychotics

Chlorpromazine 10-33 90-95 8-35 CYP2D6
Fluphenazine 20-50 90-95 14-24 CYP2D6
Haloperidol 40-70 92 12-36 CYP1A2, CYP2D6, CYP3A4
Perphenazine 25 90-95 8-21 CYP2D6

Atypical antipsychotics

Amisulpride 43-48 17 12 Unchanged renal excretion

Aripiprazole 87 99 48-68 CYP2D6, CYP3A4

Clozapine 12-81 95 6-33 CYP1A2, CYP2D6,
CYP2C19, CYP3A4

Lurasidone 9-19 99 18 CYP3A4

Olanzapine 60-80 93 20-70 CYP1A2, UGT1A4, CYP2D6,
FMO

Paliperidone 28 30 24 Minimal hepatic metabolism

Quetiapine NA 83 5-8 CYP3A4

Risperidone 68 90 3-24 CYP2D6, CYP3A4

Ziprasidone 60 99 4-10 CYP3A4, Aldehyde oxidase
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