BEL YIS EEZTSBPN B+EW PERE—O—FMA ST

TSREN Taiwanese Society of Biological Psychiatry and Neuropsychopharmacology

LSt e 8 bl
BERTEEFFCBR srnm.

Taiwanese Society of Biological Psychiatry and Neuropsychopharmacology
(TSBPN-Bulletin No15, APR. 2012)
T FhR http://www.biopsychi.org.tw/communicate/communicate.html

BERME

RA AL E KA 3z K B AR AL + 347 27 38 4R (Istanbul) % /m 5 2B
P4 43k g B @ sk International Society for Bipolar Disorders (ISBD) e
R AR F L EZBRINZIUE AT > BB AR B 5 A S A
HEEE(TSBPN)Z 5 24 @ B4 —FF77 » £TSBPNX T &4 %
Ak B4 0 EAAEEFISBD W R LISBDX H A € 8 > LISBDAA AR £Hk4E
Kyooseob Ha%k4% 4w KR £ @ ISBD & # chapterZ s s (995F9 A 18 H) » R 7T Moy & & (¢
A2A OB LAEX®H BAMURGH - AT ABESMISBDIEHERZTE TR - R
B BARAFESA10-30 % A%tk €3 o £ Bipolar Disorder #F % iE f& #4282 B
KEBEAFRAMEFRIRE -

HARERALMBEEA T H»RARAM » 4ot TH X BipolarX F3#H » Tk T HE 2
ARG R oy B 2% » DSM-5(ICD)Z Bipolar Disorder? Bf Z update » Akiskal%4% %
Bipolar Spectrum#t & & temperament 2| J& F 2 fR i + B AT & £ B Miami X % £4ECharles
Nemeroff # 4% 2 52 & #1 £ 15 ¥ B 4 45 A Bipolar Disorder Bl ¥ #F 22 vA A iz X ALBipolar
DisorderZ Stigma#g b3 ¥ c RARMBEHY AR ST EM O BARERZIRE - LEMEH
MRI# #7(VBMAnBayesion Classifier)#t# B4t S8 - Slat b % — A f —Ar B2
TR ] % P e A & 3] 38 ) R A & BE R 5 FAZ T ik 0 VA 4 #8173 ¥ 3% Bl Frangou #44% 4t # Bipolar
{# FIMR scansZ pattern classification+ 24844 © 3 4 — AL E M L E R F &5 o FiaE R
JEZ R H AT o

GHERAERBEBIIEI A8 B0 AR I HENT ARG THEFaREER
IR R o B AS R 0 RATRAE3SME R8T » BARE AR & BB R IR IURE R B A
Z oW TFAFRESRIST — R ER MR -SAI9B ARG AT LA E > RIS FE ML
# R 2 £ Wayne Drevets(R 427 B X BRI AT B R BRI B > aTHFAFR
Mk BZIMHGFZIRIBEREAE R BHEDABKAAMZRAL T FEETERK

B oA 3 oAy B 52 OR B A= 35 3R S e o
T BRF



ABLYANEEENEANRERE QAN

S EVEE

8 E : ERREWER MmN R T

5E : B8/ PRIBEXBZMMEERETHM

WZFR o RATEBEXSEIIT A M EEE R &ﬂ"'li*a‘ﬁ'l\?flilﬁ MBI R E -
ROFAFG AL - T A S BEG BT MRS A B 0 B K AR e AR AR
HEMAZ? AL REREZERELE —FHERG TG LEAR - HHFHESEFRRLT
AARAL > st R E A E &b A AN BEFRACEAR KB RER -

JE S b A B AR R N AR 09 B T 38 0 2] 1927 4 4 4 B AR AT FHE BR ey AT R
Schindler 3 2% 2 M ib gk g% & A T d e+ M AR 13 AR PR AR AR B T 0 O KBS R4
B R BT R o BHAE » Jacobil BB AR T oy bmRAEMBELLEER G hR L -
HEF® AAARTIERLARETRIFERA T B b2 LR R - R
TR RMNARELERGTREFAREIET LAFLMRE - H BRI H VARG AT
H—& T B A LR o AT R MR 0 R A ARG T BB kO

N — B MR R BV G A Y #serotonin ~ alpha-2% 8%
MAO - serotonin transporter (SERT) > # % # benzodiazepine % % ° IR 4h » f MR F
KR Oy 2 b R R R AEAE R YR B AR IR FEAZ o LI 4G A )N AR dm B A BT S AP 42
RGIAM > B Ao & — AT FOABF AV 8 £ G 0Y ) i§ fm i < AR AR AL B 67 48 % A 2 AR K
3| B 1% 04 £ AR AR R DB AR AV Sk % R HEE IR RE st N ARE S serotonin 2 SERT 0 A
#b /e $LserotoninAB Bl 69 #54¥ ek LAF Rk % o

fEBRFRTEBR 0 &R SE SR L b IR egserotoniniB A KA IE B A&y FEE
B R JEAMNESE BH L b I aYserotoniniR B A7 X &AM R H B 4 5 R B
YL SERTS1SHT2A - BE 04 H 1% » FF R A B 3t 052 F N 9 serotonin & 48511 B 417 4
AGHEEGHE® o« Aoy R REN R T EIR %A EH I f ] AR Fserotonin AT 5 4
0y 45 B T REACEARAME BRH R 4L LA MBS RN AMARREBEER R SEARE T
SHT2AZ B AFRRE N REMRB ETRAERAE > £ HARA @R ERMAAG) o £SERT
oK A % RMFF R 0 44-bp polymorphism$Z17-bp VNTRF» oz /| # serotonin #% =] i & #8
F A B4 o 25 H] AISSRIME & T Ak #F 25-HTTLPR polymorphisms#y 3y &8 > B # 3 £ LA-
alleles®y & &5 B H dn N F 89 serotoninif & KA LA >=1 LA-alleledy &4 ; 12 £ SSRI
Pphldr AR REIE <2 LA allelest) B+ ABEHE - ZREERAEBF O FHEMK
HSSRIE it 6 K& » 12 5F 7 4 REAT 2% % A o AR R AR R SSRIIE e 69 RE I % 8 04 B



E+HMH

205 o

bt B A o N AR & A AR AR BT R o 0 B R B R E & &AM
#fserotoninSERT#Y 2y A&7 & % L IEF 42 o KATL FEER] @ serotonini@i® SERT etk #y 3
SHMPHITEL? EEYL » LFf R E — B RS Y TS

& 7 & Wy #4 AkMax-Planck-Institute & Walther 5 A ] F fo /N384 & FF 72 3 830 - 14
35 B 42 W SERT & 4k #Y serotonin € 7 40 js '8 P ¥1small GTPasetE A » A m i h 48+ 14
Tz ek o S AEAE M & — 424 Zyserotonylationag AL A (6) o 18 fL & AT AT Swserotonin
HSHT B & S 1E R 69 A T 1R o & dyserotonylationfs £ 4 69 small GTPase 7 A& 4T 330 &
1R ey at > BARB S KA F & G H BB LR F At B AT Hh AR — A © X 1% > % B Vanderbilt
K 4 eyBlakely B P A9+ 4o i £+ SERT S 45 5 % W 3k Bl 58 6 8k 2 & glycoprotein
IIb/Ilafl & =X Z4E A » serotonini@ & SERT € A & glycoprotein 1Ib/I1aty &1 » i f 3 2
IR ER RS D o B It serotonini® i SERT A & 5t & % 4 SERT 44 5 B AL 9L &5 4
i i — % 942 SERT 8 down-regulation $ 3t F 5 8 3 & 4 2 F 5 £ S 89 monoamine
transporter * AnDATHNETLAE & EI ZA0 00 £B) - KA RER - £ R S 005 L
¥+ SSRIHBR & & &l #se I 6 A 80 0 ] 48 A 3 5 — (©) - 3% Eserotoninil i SERT 5,
SSRIE A 74 SERT 45 € 04 i AL s 42 A F AR o SR UL & A R — F 3 ASSRI R % HGPVI-
FcR 7 -ITAM-Syk#5 4% (% A R 2 & R) © % —J @ » & KHPadovak % tgPavanetto ¥ A ]
F B R 6y 7 KB 0 fede AR B Syk € sA#ESERT 69 7 (10 o

L Bl o A dno N A0 B BR AL KBS W Bh R AV A E 3 % A Mlserotonin ¥ SERTA8 ] 44 4o
oo 13 e 8 R o 4T % B & A AN A8 AL B AR AT gk BB AF BT R o AR > A
W o PR R YLAR B BE A 09 AR IR P S R LA E R 0 b U A B S citalopram S £6 5
N-methyl-citalopram/A 4% KM - o H GFALRERPORET ZZ R EHT — itk
DAR A AD -

5 LRk

. Camacho A and Dimsdale JE. Psychosom Med 2000; 62:326-36.
. Roggenbach J, et al. J Neural Transm 2007; 114:479-87.

. Woeckel L, et al. J Neural Transm 2009; 116:89-95.

. Kaiser R, et al. Am J Med Genet 2002; 114:323-8.

. Abdelmalik N, et al. J Thromb Haemost 2008; 6:2168-74.

. Walther DJ, et al. Cell 2003; 115:851-62.

. Carneiro AMD, et al. J Clin Invest 2008; 118:1544-52.

. Steiner JA, et al. Traffic 2008; 9:1393-402.

. Tseng YL, et al. Thromb Res 2010; 126:517-23.

10. Pavanetto M, et al. Cell Physiol Biochem 2011; 27:139-48.

11. Bismuth-Evenzal Y, et al. Biochem Pharmacol 2010; 80:1546-52.

O 00 3 N L AW N =



BEEYEHESENERMEESEEZEN

) ¥ B B A

R R B A BN IRTEBINMDA 288

% AT JEFR FF premenstrual syndrome (PMS) ¥A B 4 A7 A~ BLJE premenstrual dysphoric
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#2H - Reliability and validity of three Chinese-version tasks of the Mayer-Salovey-
Caruso Emotional Intelligence Test

55 EME  BRX  RBEW EXT
Hif&: Journal of Clinical Nursing; 2010: 19: 2656-2658.

Hox o Akt era A a7 TG R B AY o RUE E B R R B E R AR
BARIRZ — o Rl > XL FPH G R BRI ELE R A F I ERTHMEN -

B8y @ RFER B 8978 F X Mayer-Salovey-Caruso 'l 4 % 7 & & (MSCEIT) ¥ =18 & %
face task (FT), emotional-management task (EMT) and emotional-relations task (ERT)% #4978 %
fE 2 B

Tk RBBE XTI E A ST EIGEAHBISRA L R EA  EIEFFRE o F 1A
B R BERR(G1:53. 48 K4 S0 50 4 ) 4 SR AL AR A4S JE ISR o 2B BT 2 AR AR (G2:40 4
EIFIERAR) 0 AR S IMEHT REERY(G3:38EE kA A o RE S R AT R B2k B) Sl
BRIBENH © A INGIRFT R T AL EA A F R EMSCEITX 3% & %k % » 7 fvWong and
Law #9154 % 72 & (WLEIS)/E & A2 A4Z M Wt 2 B 2 AR »

BR MM REETHESS 299 KR HFAL B39 - GIa96E I M e B 13 % K
¥t vlintra-class correlation coefficients 2 #7 & 0.76 » 1z 38 & K $5 E0.337- 0.802 - W &£ — 3K
M fo 5 4% JE 72 (EMT+ERT)#: = A8 7% 2 2 51 40,71, 073, ¥20.81 - ERT#EMT(r=0.53, P<.01)%&
FT(r=0.37, p<.05) L4 %3t £% o & BB © % 4 » G3% » WLEIS 4 ¥ $1FT, EMT ZERT £
# EAA M, 12 R A EMTAR M i 453 & 4 -

3% AT RIRMFT > EMT » AERT=ME a2 kX B EREHE - WA —RMEE - A2

RN ABRBHARKEZEHEEF » BBFFT » EMT » VARERTE S ¥ 440 o 2% S5 B
AR BRI BRRIA N EL 0 RIS HE R o

BE R JEH ¢ P XPRMSCEITHFT » EMT » RERT= %% %k @ 5 A S ¥ R T m%m &
HZ B AR TR -
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Sensitivity and specificity of the Chinese version of the Schizotypal Personality
Questionnaire-Brief for identifying undergraduate students susceptible to psychosis

B BiftS - RiEfm - Bia0 - Bo¢E © EREARA - EESET
HiBZ: International Journal of Nursing Studies 2010; 47: 1535-1544
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A ZAFBL o #AY o RAAMZAF BT AR Gy o LA X ERAARA - Ad > B
AR YA BB RTHE SRR &M RR &E T HERZ G -

B &Y 1 RHT R B AR R o A AR ] X F U8 R i K5 A SRR B AT & R 8K
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Rt 1 KR & R b B XA R R -

FERHFIRA R R RS H G HRE R BEREZOI8LEA > RARKMEE REKFTR
ik o Stk o Sads S A @ 1R SR R — by B R 2 B AR R B e — S - ARt
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BAHEERSN S —BEY  FASHEMBERTEN6SYardHRLara
(n=40) * %] 4(n=40) B &g H AR KA 151F 52 2 A E P AR BB 3] Yo o] RE M 3% - w28 5804
Bk BN PR AY @ SRS o & R 4 AT KA 419 48 B 1% B (intraclass correlation coefficients)
#Kuder-Richardson formula 20 2R 8] X 15 B - A Z A J bb(odds-ratio) ¥ 45 2 H 3R 45 0
4% (receiver operating characteristic curves)i #L & & Z BUK M R A4F R M -

ER U2 EA > EAARB AT X E A B EH FREEE0.82 0 NI —REE
076 ° A2 HIRESF RS R RIA0.83 MR R KRB E 2448 R FH B4 FERE
B B B 1T - TRI1TH R b K2k SRR BT k% 69 8 B 2 7T 1£80.0% A A 4% B 1%
“Ti1%£85.9% °

B M RAAKRBA T X TR —EABENKR T A {222 555 & F 2 G2
BERAARYBE R TR HERAE A WA SR TR THESRER - THALS
A H A ] L B SR IR 3] G 2 p] AR B AT e B0 B 0 VAIR T AR AR X SE AR R TR RS 8478
,@» o
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Analysis of genetic variations in the human melatonin receptor (MTNRI1A,
MTNRI1B) genes and antipsychotics-induced tardive dyskinesia in schizophrenia

fFE: BEE KR 13K RETF « BER » AHE - HEH - REE » 2IER
HiiE : The World Journal of Biological Psychiatry 2011; 12(2): 143-148.

B8y 1 %A A 245 th UK (striatum) M8 % B4R (dopamine transmission) L 4 » L€ %
B ARAY R A 5] 2 RS MEYE B A8 (tardive dyskinesia, TD) #9454 £ KAGF » &2 Z i
FHA S OIS AR RAGOER o ok BRI TR E IS TR Z I E T AR RS
TUAEAY IR B4 E A TD 9B & » W E A BMEARE RRE » O —E%EF A2 lH%
PER MO EE RIT R BRARZ M A THAEKELW TD REE - AARYSUKRE » 2 2%
FERREBRNMETHETHALEE afF REZFFFE —FA (MTINRIA) 1% — A%
B (MTNRIB) ° FTVA » REF R A B BREHAER R E28AE (MTNRIA, MTNRIB) L&) 54
7] 6 & mytr iR B B TDZ M A 480 -

Fik T R REGAEZT R A EZEHF L (Abnormal Involuntary Movement Scale, AIMS) 3%
ERMMIEZ IR R R ED GBI s REEREHXZ  EHEZ2RATAETEH X
Heysm & (BTDA) W5 STDSEARE 2 5% & (TDA) AT E » i —F 547 MTNRIA 32
MTNRIB W B KB > 3t 547 B4R 48 B A% B8 % 3 2k (single nucleus polymorphisms, SNPs)
Z IR -

ER o AF418EHEMN > A EERB TSR EMRHERLTRARA >4 0 EFTDMF 256
A £TD# A162A - 85 2 3K H ¥ £42 547 (haplotype analysis)# 7 MTNRIAKFE Loy F
£ 8% rs11721818-A/rs2375801-T/rs6553010-G ¥ &£ TDH 74 #a %48 Bl (permutation P = 0.037) °
H7A TD & TD 4K - MTNRIA X EH Eey¥s fapar s A A A am £ 82
(permutation P=0.045) °

B AP RBTARE R E ZHMTNRIA X B b2 ¥ £ 8 ATG Y & 2948 F 3o k5 4h 9% BE 4 14
ATDI G A ABEMM - LA RERG T AL R RRAFFETE—F oy -

RS B ATAIE A LAY R B LR E AL T AR EFTDHH R TER
R EE  FTERATDEAFTEREBRERSE  TEARFEAGEZN L RAZLRA
HEH (KR AR AATD  RARSMA T GFIETD I % M+ A A A
ATD? Aot REBRAR R R ERZ L RYPER " mA Y REYD  HWELEEAATEE
EEehsm b AR T LTDOY R BHE R R - 4B ey MBE R AA (phynotype) R 547 L4 2
AT IEAA (genotype) Ml &y B HhIE o KB 2R H £ HEAT A b oy R R R — A k4K
A¥E AR —TEY  SFAEFFERE FIRA T AFIE
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28 B : Gender differences in the effects of peroxisome proliferator-activated receptor
v2 gene polymorphisms on metabolic adversity in patients with schizophrenia or
schizoaffective disorder
Peroxisome proliferator-activated receptor y2& K& & BB ETHR P RIEZE & HAKH
ER B2 ERER

f5E  REE - EEZR - BWF - BRaEF - BiE% - 551 - 5RIH
HiE& © Progress in Neuro-Psychopharmacology & Biological Psychiatry 2011;35:239-245

Bag: Hih o REHRZ —HRRAARSGORBERFRATE » EAZ —F B RFA -
Peroxisome proliferator-activated receptor 7 2 (PPAR 7 2)77 & — ¥L4X 2t B 28 2 % A B ey 42 8 XK
» RHF R B ARSTPPAR 7 2K B £ Prol2Alafe C161TE w18 25 b oy 4 A fodh b o RE &
H AR AR AR Y AR B ML o

Ty ikt 3R 6004 A B AN o RIE A R MR o R 7B 0918 R ABF 2 (3094 5 M 2291
A dct) o 32 AR AT B JE AR 69 8] B A A Prol2AlafeC161THR B 4 EA 2 4n @ - Kbk LA
FRIARAGEEAKAARMIBIZR R £ R -

R AEEMERARN - 12A1a¥161 T B 38 B & & R A 48 % (allele frequency) 27 &4.4% ¥
24.7% - WA A G ZAH R HAAMIEZZ LR RBEZHE - R - AEF 2R
FHIE 0 LM B 12Ala allele® Fo 7 B 12Ala allele - H 5 1% 64 & FR €A I 3% IEBE(OR = 4.0, 95%
Cl=1.1-142,p=004)8 5 /& o f B HELI161T alleleF 2 T L161T allele# B A &KX Bk
B Z{ihad (p = 0.02)M1 &KX &5 % AN & G ME B B2 MA(p = 0.05) - AL M A161T allele® A
BEHiE(pP=004) BE@P =005 ik %Bp=001)" 3t HAH K &0REREOR
=2.0,95% Cl = 1.1-3.5, p = 0.02). E454%% 5 #7 (haplotype analyses) #8~PPAR 7y 23 R % A M4 Fn
B o 2 F R R G NE B BEAA S Aot 0 e R R BRE AR B o

3 ABF R R BLPPAR v 2/ Prol2AlafeC161TiE B B 04 Jk A 48 Z A fo kil o RoE B %
8 A AHIE AR A RIS A AR B > A2 3E — 3 57 47 B8 T M 5 45 7R M (gender-specific) B9 & B 2 72
R MR EADE -

RS AF O RFFRARSTPPAR v 2K A % AN M AP o R B H &6 B A KRB R F 0T A%
2 1 R I K B AU (genetic effect) BLA MR 4F 2k M 6l R 3 o AR S IE A48 B o4 5 B A8 B
HERIEE BRI E &

e 0w A H o &L S B R AR AR A £ 06 B AT
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FEEATEL  RFEEATZ LG RFIE I > kB IE 2 48 B % 2 A 22 L RIE BRI 2
F|FA o Mz ARKIE(Alzheimer s disease) &% AX A HER RN X — > HXmkigisg o &
B %A s £ 5 R T o NMDA(N-Methyl-D-aspartate) 4 & 4% 8 2 44 38 & 4% & 5T 4
M SR RAR AT E P HIRERGA E o R AN B BIE (ONMDAM 4 & 4 4216
Z A8 B SRR -

NMDA %82 & —w X i » £ F H2{EANRIF2MENR2R BALPT 4L 5%,V #ONMDA % 82
Al gy 2{EANR 1A 2MENR3 R F AL BT 4k, > WA — FER B 45 L& IR 4 #(subtype) R Z 4%
(isoform) ° NMDA % 82 F A& ¥ &k 458 F MR K ™ 5 B 4 23 8 1% % > & calmodulin-
dependent kinase Il (CaMKII) * PKA(Protein Kinase A) * MAPK(Mitogen-Activated Protein
Kinase)/ ERK(Extracellular signal-Regulated Kinase)%¥ ¥% /& » #x 1% /& 4 &1 cAMP Response
Element Binding protein (CREB)Z 4 4u iz % Kk F & éffn % &G & pk » T ak & 13 % (Long term
potentiation, LTP) % & 4 3§16 o 13 2 8 {LAR 30 & A AP & 7T B B e 18T R A& 32 JK At -

NMDA % 8% FALT oy 2 8% & & R B T4 1L - NMDA % 52 % % 1 4% iz B2 (glutamate)

Fo BB (glycine) & & T A EAL - RIERRE S ML E ANR2R B M SRR & &R £

NRl/kﬁh ° FEMNMDAZ MR EA FRZXEEN ~ Atk - £ REAEE

1T BeNMDA % 88 0 40 5%, Yo 471 & \ﬁ?z% B R SALH A A ll'b #2445 5 NMDA
trafficking * NMDA trafficking % % $13F % #h b sk sz A8 Bl » &35 © Myih o0 38 - M2k B3RIE -

A

%— o

NMDAA# & 1% & A2 G #H3nls s PURMEBT ALY R+ EE - %#ﬁ%a%g@
NMDA % 460 ¥4 58 LTP & 48 il 3¢ 12 %& W B A B YNMDA 2 8% o 605 2 oAb & v
M IR IEE o 125 — & 0 NMDA T 88 5 4%k 2kl B2 18 B B AL @ 38 R 45 3k T 18 2 ﬁ)\r?ﬁ‘—‘%
Bta i 76 BOAY 48 G 0 SL L R & R e BR #5514 (glutamate excitotoxicity) © d7 $b 7 4m
NMDA 1% 3 2 %% o) #8 8 1& 2%, 18 & $HAb 48 fm i B R AF 258 0 37 J& 3L % (NMDA paradox) #
1% ey BE D AR BRI YR B AT AR 0 T AR S Bl X AR B AR R R A B -

FeFTa B P AP EZNMDAR 78 /LB £ - SRR EEF ML B A+
OO IT 2RRBREAY & A IR TN — o (2 BN R E A EILR KIS T
ANMDA %82 &3, FMEEARHLTPHARE 3, % - MM A B 2R (FT 2k 5 B JE 69 5
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#H: ABCB1, CYP2B6, OPRM1, ANKK1%DRD2
ERZHEHZARERAZD L aRITE

fE&ORERIAL, 2, BIA X, 2, BHAR3, BRREIR3, B4, BN RS BE%iTs, 6
1Department of Pharmacy, College of Pharmacy, China Medical University;2Department of Pharmacy, China Medical

University Hospital; 3Graduate Institute of Drug Safety, College of Pharmacy, China Medical University; 4Division of
Biostatistics, College of Public Health, National Taiwan University; SDepartment of Psychiatry, China Medical University
Hospital; 6 Institute of Clinical Medical Science, College of Medicine, China Medical University, Taichung, Taiwan

£ X*"KJ@‘«%K B AT K B2 AR A 208 7 A RIR G o 22 B &R AL E D AK€
HAEEBRGEARZRL  BREBTFLEFSMAE AR RIBRAFZLEBIRAFIE LY
A BEMy Sy SR ROHE A BE iR 5 0 48 B K ) #methadone s R A Bl R 00 B A M FEE - LR K
BB RIS 0 SRR -

AHF R A3 112 T8 F #8 BE M R R 09 BB R0 2 R 0 Wi P IR AL
FAZEEAZER (DNA) » 18 R BF 5 % 2 & % 6 B 1% 45 K& (real-time PCR) & . & Bl 3 45 R JE- TR
# B Bk E % M (PCR-RFLP) & ik 3 B A ey 4gria) -

Gt At RET 0 A ABCBI1 rs1045642C>T R CYP2B6 rs3745274G>T 4 £ 7 #H1%
AR ZAERTAFADARAZ 2RXE oK T ERSEZ RV A (pAF
0.0001) © 5 —F & » %A DRD2 rs1799978A>G K rs6275C>T 4 £ A #H48 K 7 o4 2 2 H L i
AEARKRAAZ ZREHE > A REORETEZRKFI N ED A pEF#0.001) - £F
&7 X B A (haplotype) > #7 7 & * % ABCB1 rs1128503-rs1045642-rs2032582 48 &% 3 H A &
CTGH @ M& & kG HlE 24 %CYP2B6 rs3745274-rs2279343 4 A = 3k B A z—%GA
RGGH > FTRMEGFEERGH EESNLA B—FPUAREZERN THEWY Z THEHAEKXE
ABCB1, CYP2B6, OPRMl,ANKKUiDRDzé@%l SR E I A R 2 R B A (&
B e A8 B AR B = 53 %) o

KARERETMUEMESIAREERNEL LG S K l#\—ﬂ iﬁﬁkﬁk i Ik
EFZ N 5‘-3[&% FANEE R - AF AR R AR F0 4 BB AR o AL B %

(From Hung CC, Chiou MH, Huang BH, Hsieh YW, Hsieh TJ, Huang CL, Lane HY. Impact of genetic polymorphisms in

ABCBI, CYP2B6, OPRM1, ANKK1 and DRD2 genes on methadone therapy in Han Chinese patients. Pharmacogenomics.
2011 Nov;12(11):1525-33.)
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AP IR H I R K BGFE 7 P o £H A o /£ Kansas University M ,D.
B BEBRGHWERBRXZRZRETERBEHIIG > LTHEE
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& 9E 04 IE T & 4% 47 (Positron emission tomography)#F % * & 542 H I; F A7 4= 4 12 ( subgenu
anterior cingulate cortex)X#H EF A TS EANDEERA (B —) > £ K f£nature * BH
XFBAEFIA1760 Rk » ZRAAFRM - X BB ERKRRZE - HFIHREES
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( Chief of the Section on Neuroimaging in Mood and Anxiety Disorders ) ° 2009 /m A #7 1%,
#Ythe Laureate Institute for Brain Research (LIBR)3f 3£ 4E [ & AR & — 1B 35 AR 3 64 B BR 4+
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JE B AR S P A o

B A7 Drevets 24z 69 £ ZAF % LA &35 1)1 B HEATAY & 77
Ay AP A% A ST R ST AF AL 5 2) 3K E R R AR A R B e A 4s
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Tk G IR 06 R L AR R G MR o) AT AR S) R HA L [ee—
JE B HT O UG o e

— Drevets et al.,(1997). Nature
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