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1.3 # 4~ 4a : Escitalopram (Lexapro®) ---#:4&i% & #h ik & i
28R EANA ¢ ik E1%E A R (serotonergic agents) #H4 1%
A B LIRS F X EM

7% /i % Escitalopram (Lexapro®)
PRRE ik SEEF
Escitalopram ( » citalopram:j >z 4= 2_ % % *2 48 1§ 88) 4 - BE T8+ 3 a4
ek - fha F R L v Tl o v a1 L 4R B 44 enantiomers £
100% » x ‘tcitalopramsc 4 3¢ 7% 502 F oo [1.2]
Escitalopram 72002 # ¢ 4 %] A % P EMEA 2 % RFDAJE /& 1/ 7 *? oo SRR
SoohEm i Womad ok » BEog (panic disorder) ~ 42 & e (social
anxietydisorder) 2 E B (generalized anxietydisorder) © P2004# t 4 45~
FrAaFv @ - ERR R lﬁlf‘l‘frri? o FIH it i 5 @& T A
e % P 1 i AR Ty P ik i chimt < o

fT# #‘sg

R ) %J F-v (serotomn transporter protein) # 7 % 2 ¥ T
ad LRI 3 - B E%}}W 7@ B % =¥ > primary site = #7 4| FE%75-HT £ » Jx2
2 & 8% =¥ > allosteric sitef'| & F 3 ¥ primary site 752 1% » ¥ 4¢3y
primary site#.fr# o Escitalopram & 1% % % & 5% i ﬁ%l ¥-v 2_primary site ( %
mE) o Pﬁﬂﬁk = % £ trallosteric site ( x'_&f%p ) ATt E G it et KBS A
A fe% = ¥ primary site £ 0 & 2 H el jiE wofearck o [24]




$40 2 FIRER

No inhibitors

Presynaptic terminal

( Fig.1 Psychopharmacology 2004;174) -

Fig 1. A putative model for the allosteric modulation of the serotonin transporter
following administration of escitaiopram compared to citalopram. Alternative
models to explain the inhibiting effect of R-citalopram on S-citalopram are
possible. Top, the serotonin transporter at the presynaptic terminal membrane is
P ’ e ane shown. In addition to a primary, highaffinity binding site that mediates the

S inhibition of serotonin reuptake, there is a low affinity allosteric site that
modulates the affinity of ligands at the primary site (Plenge et al. 1991), possibly
via a conformational change in the protein. In the absence of inhibitors, serotonin
released into the synaptic space is transported back into the presynaptic nerve
terminal. Middle, on administration of citalopram, both S-citalopram (S) are R-
ctialopram (R) are present in the synaptic space. At physiologically relevant
concentrations, mainly S-enantiomer is bound at the primary site because its
affinity for this site is 30-40 times greater than the affinity of the R-enantiomer.
In contrast, stereoselectivity for the two enantiomers is low at the allosteric site
and either enantiomer may be bound. R-enantiomer at the allosteric site stabilises
Escitalopram the binding of S-enantiomer at the primary site to some extent, but less than
escitalopram does (see below). In addition, preliminary results indicate that R-
citalopram also reduces the onrate of escitalopram association
with the transporter, thereby potentially reducing escitalopram's effect (red
arrow). Bottom, on administration of escitalopram, its interaction with teh
allosteric site results in a greater stabilisation of escitalopram at the primary sie
compared with when R-citalopram is bound (three black arrows).

Citalopram

PRAPED O rREER G P ERTIIFRFN54
TRE K-S ?iii'lig;ii’ B &P t?'J 10mg™ » ¥ 3| F T @w_ ¢k
A& 50 nmol/L > #”ﬁcf~ 85530 EL*‘ v AR O F G L580% 0 F-v A Mt
80% o Escitalopramz & #3743 > 5 d CYP2C19 ~ CYP2D6# CYP3A4 i
Ao TR Rp R LA &
tp e H i SSRIs (74 © paroxetines" fluoxetine) * & S-#.7 € FldeZEdh 4 5 1%
oA AL T EH Y B Iﬁb‘_)}% 27 %@%Jﬂz :ﬁﬁesmtalopramm—@e E s 28
% o Escitalopram? ¥ ¥ MAOI (monoamine oxidase inhibitor) & #* » & 7 ¥ % %
FE* MAOLY B & AZ14x chf 3 > MELHE L7 i Kb F Rz
(serotonin syndrome ) ° Escitalopramei{fi 2 * % 4 % 5 C o >

& HE
EscitalopramPR* = {f » © & p ¥ - HEHe > Hpa B s HmRE v » F
*HE LEP 10 mg - Eg;ﬁ')iﬂ-ﬂzgflﬂ?iﬁétfqﬁxr’g# p 20 mg > li_F;r-‘flr‘v‘/;%«‘}ﬁfﬁ’J
- Fp o fﬁﬁg:qmﬁi%dz %@Iﬁ_ FA5 0 Fﬁ-’f—"}* 4 B #. {7 5 o Bscitalopram
520 mg¥t i e AR RE 2 L RE 0 9L F PR TR @ 1} ek
%o 2R HE G E P 10mg o Jn g - ﬁ?é?-~€$r§f‘l4 P20 mg o & & 4 g13%
A 2o A AR E S F PSmge A AR S E P 10mg e [2:5-8]
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BN L F@ R escitalopramﬁ?:}?s A I Lt 2 4 2 4F o Escitalopram &)
T g R ATpF e > 122 3 i neurotransmitterd: X ¥ % & 4 #di (4r
citalopram histamine#: X #8 5% & 4 #3p 5 IV BAEE 5 g (T # ) s Bl A IR iy
SSRI¥ L g %% #4F F > > ﬁ»#’%i%‘ TF PR L Kieany - 3% 2%
B W adFSe Rt o BIIT 0 R 2 € BB o § 3lAcenp (F% & 35
P~ J?';j;g,‘ & p5tE 1K~ B s IE?TA‘ 5 9F ~ gg;g 2 BRE o u.z:@‘)%‘p | & ¥t PR
YRk RSB T 0 0TS %m.}‘% SR e B S R T e L
4 559 % - PISSRIsif § — 4 @] /£ frdopamine & & 4p B - aexJqu;:s NELE 34
G~ ALRE LR IEY S MM R S e H L R ¥ F o @ ¥ escitaloprams E ¥
Rz o [10,11]%,}3 ISSRIs4c & 7 2% iz % > j]a’fi“’ iv 5142 iz 2o i 2% (discontinuation
syndrome ) ° B &y iEHEiRphEke B ER ~ Fh - RS C2ARL G-
ﬁﬁ\%m\%ﬁﬂﬁ\ﬁﬁ\ﬁﬁﬁﬂmMmmﬂéi%mﬁa,%i%
F A paroxetine#t it s B 4 F B 0 kA BEE o TREE :ﬁj\&p“r » B
venlafaxine ~ paroxetine ‘" #2 » esmtalopram& I A= % 28y i 2400 o RN X
escitalopram™® &t V¢ % & H e r % 51428 (mania) & iR

(hypomania) > F]p* F4rie B & Fid @A HE T > ] @ % 305 BRg 2R
L}f_)}% g m,& % o Escitalopram; % 8 B 1L p Mot F 25§ < (1.8 per 1
million) Pg/%‘ PR FET R ERIRE SR A > min2d e 4 o A
FIRMBELAS f R - [2,4,6-8,11]
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agents) ek EEHREY > Vi A4 ))a % Ji£ & ¥ ( serotonin syndrome) o i% i &
P & 35 1w Zsibutramine ( Reductyl®) » #8 4 #SSRIs (fluoxetine, sertraline,
paroxetlne, fluvoxamine, citalopram) > SNRI (venlafaxine), #% 2 7§ * 2 Ergot
alkaloids % » 4% # 22MAOIs e * 3t - %2 3 (8% > 4 E B ZFL 0%
10 § ¢k sibutramine? dextromethorphan( Regrow®), lithium, meperidine
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