Tit fluvoxamine MEIZ X AMPBELEN LY KELIRDZ EBNRENT, WHEE LR
V7= fluvoxamine50mg PIRREE 32 4 (2T CYP2D6 = FH* 141, *1/510, *10/*10 %>
{B{E T fluvoxamine ML PEEITFNFI 14.6211.0, 12.0£7.0, 28.2%10.0ng/ml TH
V. *10/410 O T fluvoxamine M EENAEEICEHBE TH -7 ( p=0.01),

Fluvoxamine50mg PARBED AN, CYP2D6 2SS T LV AR/ /W MEE 16 4128V T—H 20
AL LDV fluvoxamine I HHREEIC RAE TRBE MG Uiz & 2 A, BUHE TIIIEBRE
F L el LT fluvoxamine MR ERNHEIKME TH 72 (5. 222, 8 vs 14. 23 10. bng/ml,
p=0. 027),
®5-HTTLPR B Of 5-HT1A #5725 & BRIKZN R & DO REG%

BRI, FEEMBEF N FIUTIBNT 5-HTTLPR @ S/S. S/L £7213 L/L B TR OIS
BEEI Dol £72 12 8 B O HAMD 1553 W KR & T 50%LL LI L TW D56 %
WL EsE L, WEN, FUERCTERTEOSM LRI LN E B E mubb%:hfm:
SFe, 2 WO HAMD BEDMES & S/S B, S/L E721% L/L B G L S E BT
niahoiz (Fig. 2),

EAERE, IEEMBEENERIZBWT 5-HT1A ZRBEETEIO Gly/Gly, Gly/Asp E72id
Asp/Asp BIG TR OB BICAHBEI R -T2 b OO, SERE, JELEH CTHRITT 2 BT
BID LA B 2B (p=0. 042) Y, 2 O HAMD SrEDH T & En 78 & ORIk & %
AL 25, BWETHE HAMD kB O FICA BRI 2788 (p=0. 043) | TAHRBALE 2
B (53.5%20. 3 vs. 26.3E£27. 0%, p=0.009), 6 B (64.519.1 vs. 44.9£35.0, p=0. 036) .
12 E (80.8+16.4 vs. 61.6140.9, p=0.031) {28V T Gly/Asp F 721X Asp/Asp L% FF
OFETIL Gly/Gly BE & Ho~ T HAMD S R DA BEICEm o 72 (Fig. 3) Y,

g
Fluvoxamine O i HiR L & RAEFARR & O

BRI P REE 71. 8ng/ml TREBEME, REFEEMERNLTNLH 81%, 35%&72YD, Z0D
BERBOE ZOREUTOR CIIEME. ERMEOEENTRICE R TV,
71. 8ng/ml K TlL, F DR TO fluvoxamine OENRAR+5TH-TH, SH%ERD
fluvoxamine DI K » CEMIE D EEENE IN TV AENELEN 2ENIZE > TV D
T EERLTWS, fito THERENZIX fluvoxamine LB % H{K 71. 8ng/ml LA EIZT
5 Z & T fluvoxamine DIRFENREEL+HIZBIEHE L EEZLOND, BxFIhET
fluvoxamine Il HIREE &L ERERZIE & ORIC [VRERBIEaF) OBBRNH DL Z & ER L TE R
2. EAEEHES L THEONEASEIORR L FROFTA LT T DO TH D,
CYP2D6 BIET-Z MM fluvoxamine M HIREIC 5 % 2 HE

ARG TR T V7 AR THEE DR CYP2D6%10 7 L/LAY fluvoxamine DI H LI S
%525’&ﬁ%%éhtoL#L BRBE ARV 2 CYP2D6 BESRTEIE D RIBZ © e b975 7
LIZOWTI 2RO 2T X leh oo, Flm Lz NaResfafn) oM ZRME LT
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BRI T B E 24T 5 W EITRER] 23800 L C CYP2D6 = T-25 RS fn rp e s 5. %
DR E AT T DNENR D B,

5-HTTLPR K OF 6-HT1A BT £ & RS E & DG

5-HTTLPR & fluvoxamine DERIRZNFIZITFABINZRD S dvo 7z, Ll 5-HT1A SZ44E
BABF Gly272Asp ZHID Asp 7 L/Lid HAMD DEDA T IC BB % 5. 2 | Friz1aik 2 W EIC
FUNT Asp 7 LL & R DR Tid HAMD SR ERDBMFIZ BT Th o 7, H19 DO 5B AED
LERARHRFEIE TICH D BREORMERZ LE L5 2 LRI E 2RETH S
D3, ARV T T AMBRAIC ST D 5-HTIA B OAEAAY SSRI ORI B oYL & Bl
LTV RIEEED R STV D 7, 72, pindolol 72 £ 5-HTIA /AT 4 5= =
FOBFAIZ L U | SSRT DERRSHIEREBENRE S WREME SO DD/ T THE SN TV 5
49 S DOFERYE Cly272Asp AN 5-HTIA ZAMASIC IS 5 % 2 D8R fluvoxamine
T D YIRS ER B LI b E X b, LAL Gly2724asp 28T B AAY L7
IVTCIRE SR TH D 1900 ANHEELE ORI SV T OREMIZI 5 2z 2 - Tuvigly,
ETAsp T VB EOBEEIE 8 4 LD, A% EARLRHBNETH D,

[WF5 2 ] Fluvoxamine D ¥4{L3REIVER 12 BE-4 2 a3t
*FL L Fik

1. %8

XSIGUIAWIFRICBIN LT 5 DRFHHE 100 £ T, FHERIT 40. 25150 5%, Bk 47 4.
LME 53 4T o7, HIRIG HAMD DE3IT 20.845. 1 A, BWIOPFILK 5 I kREE 85
A, EISEEE T A FRERRED 5 ORMENEE 4 4, APFICILHE KSR S TR
REORHEER/RTHBY . AFRNEEZ XETHMICHII L, Ziic CREOM8 b E6
XL Lz,
2. FHERRE & BRAR AL

YIZIF fluvoxamine2bmg THMBALE L, 1 38 B 1< HAMD - BIVEM % 3741, LI#&i 2 R4
(1238 B £ T HAMD - BIEMIEFE % 45 272\, BITEISZ 20 & bl U C HAMD S35 38 8 40%3k
W DA fluvoxamine & 50mg R CTH A 200mg E THIE: L7, HAMD HENRTEUTE R
2 TEFMRBNZ DUV TIEZE DRFAITD fluvoxamine FEF ik EL L. IR E Lan
kbl

3CERIL - M TPRERE © BT RRE

BRIIFARIED & 12 R, SR RIHCIT o, WETRT 5-HT2A A EEET
7 A-1438G'Y, 5-HT3A SZZRK0D C195T & Prol6Ser'?, 5-HT3B SL4{AD Tyr129Ser £ 19
CYP2D6#5'" & %109 % PCR ¥£12 L 0 [FIE L=,

GES
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5-HT2A 525K A-1438G Bz TRIDMEE X, A/A, A/G. G/C EFNEI 29.2, 42.7, 28.1%T
oz, CYP2DE*5, *10 DT LABHEIZENEIL 3. 6, 38. 1% TH o7,

Fluvoxamine 12 & 2 {E{L3HER D HBUC DWW CAEERFRIIT 21T o 72 & 2 A, A-14386 0
D6 T LA LR REERHBICEEREE L X, A/G. 6/ Bi=TAUE A/A RIS
LT ENER 2. 171 (p=0.041), 2.926 (p=0.008) f&I1EM B A Eh - (Fig. 4)

16)

o

CYP2D6 SBE T HNUT k. » TEBER A 2 BEIZ 0T, *1/*1, *1/%10 % lower metabolizer (LM),
*10/%10, *1/%5, *5/%10 % normal metabolizer (N\M) & L T4#7 L7z, Fluvoxamine IZX %
LSRR D HHBIC O W T AEIFIF IR 21T o 72 & 2 A, IMIE NI T, H{bas REIE
BB 3 B Do T2 (p=0. 043) (Fig. 5)'9,

CYP2D6 FEIF L 5-HT2A AR A-1438C Bz FR & AL THITLILE Z A, IMT
A/G £7213 6/6 Bl TR A B MAORIERHELY X 71X, W T A/A Bz FRZR-SHEE
IZHARTENRER 4. 147 (p=0.004), 4.242 (p=0.009) {5 ThH -7z (Fig. 6) '9,

5-HT3A, 3B ZANEGETZEUIH LB REERHBICREL 52 2o T,

E27 >3

Murphy i3 5-HT2A S 254K T102C 2RI C/C BT SSRI T % paroxetine DiH{LEFR
BIVEE 2 FHIT 2 L HELTWD M, TI02C 1EARFZE THRET L7z A-14386 28! & se /e
AR ORI H AT, Murphy HOHEIITHRL OFER L —BHTHALOTHD, —H.
HH 5% A-14386 £ & fluvoxamine (2 X 2R & OBMRERET L7122, ZOLRTTH
RFze b e #8&E LTW5A ¥, Parsons HIE A-1438G 2HID A 7 L/UWIEGT LVicl
RTCT T —Z—JEERENEHELTWAEN D, Bray DI TN AR TE oW
BLTWS 2 F72 SSRT I & 2 LA REERIL 5-HI3 2 L THIBT 2 L ZE XA 6 TW
B, AWFIETHRET L7z 5-HT3A, 3B OBETFEARIIEEAHBICRE L 52 2po T, &
%I A-14386 SRS A BHERICRITTREL MU L, 5-HT3 ZEEIZ SV TUOBRE T
ANZ OV T OB RETH DI EEXDND,

Fluvoxamine I3 CYP2D6 {2 L » TR SN 5 728, BERIGIEDIKT 32 LM CRIWER LB EE
NELRD I LB R TWAH EBEZBILD, LnL, AlRO Murphy Hid CYP2D6 2
B7UVNTEWERHBICHE L E 2 otz L E L TWS, HiZ Gerstenberg B %
fluvoxamine 12 & LR ERIZK4 % CYP2D6 R T LIV OFEBETZEL TND Y, ZoL
T2 R OFREITIRAN O HBRERLHNHIER EDEWIC I 5B Db Lvau,
ABFFECIFE N FNER T Cdh 5 5-HT2A ZREBIE T2 & IEWEREEAIR T T 2 CYP2D6
BETEENENENHEEREEFRAEROFRARF LRI E2HLMNI L, BiZD
HOMAELRIT LV RNTFRIRNFIC2D Z & 2R LT, R A-1438G O /G Bz FRIT
CYP2D6 D LM6 4 TIEafliz, A/G TIM @ 11 £ TiX 9 A H{basRRER BN HEB LTz, &
5 LT 9 DFHEFNCxE LTI SSRT B DFL 5 DEEABIRT N & b LR,
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(w5t 3] PR EKIC L 2B 70 T 7 F U MEDHEIZ SN T DK

xig & ik

1. %5

HHR KL E S RS R BRI BBE P OMA LIE SRS T, olanzapine |- K 2155 % M
4h U7z 35 4 CTI4EHR 27. 41 10. 3 7R) . ARIRHRBEIL 27 4 (25. 09, 1 1%) . fu#ld 5081
HAES4 (35.4110.45%), BME204(27.9110. 1 5%) . otk 15 4 (27. 02 10. 7 %)
AR FRREEENREFHEFEZRRICCTRREZITTREY . JIBEHLALD
AHFED BN DWW TTRFICHAEZ ST, EHCTRBROEONEDR L LT,

2. B E & BRTE

RIGFB, A5 080 B X FIOWTFIIZEBW T, olanzapine 1 5mg 72 L 10mg (2T
TBWBHIGE LT, MyE 7 v T 7 F 41T olanzapine BAZARY (03). BALATL 3. 8 @IS Z
MERE, RLRT% 4 BSRILL_ERRE U 72 B CHRML L. enzyme immunoassay I CHIE L7,

(P

MiE7 v T 7 F AfldolanzapineBRfAF & Hi LT3 E ., SEE CHAZIC R LTV
(p = 0.003),

2 JLBLE S BT & FV  Colanzapinell X 5 71 5 7 F AEOHRIEZ(LIZ DV ClEE %
BE LT Z A, FEELEHWEZ F=5.104, p=10.037, df= 1), BHESBEICBWLT,
SEEDO7 1T 7 F AET 0 BIZHATHEIC LR LTV (¢t = -2.955, p = 0.016, df
=9) 2, SHBATIHOBELILRTHEEZRDRN o7 (t=-1.414, p=0.191, dF=9)
(Figure 7), —J5, ®KYERETIEL, 3#H(t = -3.705, p = 0.005, df =9), 8MWA (1 =
=2.298, p = 0.047, df = DT T I FUEIFORME LR TEFNENEER LRZAD
o (Figure 7), 7z, ZEBEILBWCSEAEKBWTHE T BT 7 F o MLEE D RHE 4 2
DL 24DEMREITELLL 1 8EBERMTH o7z,

B

FATWIICIZ L B & olanzapine AT B PRLE LI OB MIRR IR b b U ClRgh > —
BWHETHD E VDI TN D02 AR CIILE 7' 1 5 7 5 L fliidolanzapine [ 44l & ik
LC3HA, SEATIIARICEALTRY, BHTERNVLDOTHL I ENFENE, &
(Zolanzapinell I HPRLALIT B MERE & bl U CAMBET L W BEZE DB Tho T, &
PECTIEAME & P UT— AT B —r8 X VD2 RIS 2 B AME < 2 PR Fi#p-F
TR TOPRLAREIIC IS 1 2 RN Bk & L TIR 2> TV A TIEMAE 2 b b, -,
LMEBE TSR ETE T 1T I F U MIEN R L7241 85 5 b I8k Ch o 7=, PET
WFFE T, MBI EOERER D F—o82 VDR REDHEENED & Wb TR0 %D |
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bE 0Ty FUMIECEEEEXDBRFTHDEEXLOND,

g
Hxld. O OBER O A RTIEOERYFISEE . SRMIEREL T 2 B AR L YR
SRR o BT DB ERZ AW TTFRAILEL S 92T ) I 7 A
(pharmacogenomics) WFZEE B Z2->THY, AR TILIWE TOMRET L, FRIE
TS L BEEHROERIC L o T, BilL (F—5—*—F) HERIESTREIC/R D &%
2B TS, L UEEERICIIABENEEL, BKOKRETOEERANEZED
E7PUTANBERH DD LI TERVREOMBELH Y . AW T DM
NDEFEFhTND,
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Figure Legend

Figure 1

Relationship between plasma fluvoxamine level and clinical response

Figure 2
Change of mean HAMD score

—Comparison by serotonin transporter polymorphism—

Figure 3
Change of mean HAMD score

~Comparison by serotonin 1A receptor gene polymorphism—

Figure 4
Effect of the A-1438G polymorphism of the 5-HT2A receptor gene on the cumulative 12

week incidence of gastrointestinal side effects induced by fluvoxamine

Figure 5

Effect of the CYP2D6 genotype on the cumulative 12 week incidence of gastrointestinal

side effects induced by fluvoxamine

Figure 6

Combination effect of the A-1438G polymorphism of the 5-HT2A receptor gene and the
CYP2D6 gene polymorphism on the cumulative 12 week incidence of gastrointestinal side

effects induced by fluvoxamine

Figure 7

Gender differences in prolactin elevation induced by olanzapine
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1. &I

FUETS U=, K33 DB RS BRE IR OB A 12 K/$3 2 D, 2
BRIHLTZUATZRAFELTHERL. —H. F/RS VEBEMBEENETLTL
BBBICE AT D, BREIIHLTTIZR FE LTHRALT, K83 iR
ERZEHDE LS Kikuchi Tetal), F1-. HEMREORARE L CHEDSLMEESN
BERCETOS 9 F o OHKBBEEIMBO TELNS & I TH S Marder SR et al), =
D & 5 R OFEMATE & 87 5 EBBMBEE 522 A LA S ERT B 1
[E. 7Y ETS V- LOENBER CENHEARIZONTORMENSC & HBETH
B FWTET Y ETS V— LOEMBER VEMREERIZONT o hETHSATL

SHMRAEHHT 5,

2. TUETSY— LD ipEILE

FUETSJ—ILOHLENSDRINELFERETHY . BINEFIZH 1T DB OER
BHAROZBEFEAERTHENESNTWD, BIRSHE=T ) ETS V—ILIEE 2
THR#ESNDIV . COBRICEFI /O V—LERAV: invitrofFRTF b4 00— L P450
(CYP) @ CYP2D6 &5 = Uf CYP3A4 DBEEME SN TS, R TIZRT &SIz, PYETS

V—JLid CYP2D6 & CYP3A4 (=& V) 1’655?2_"'11\ ERBEMTH D OPC-14857 AER EN B,
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OPC-14857 (EREMRATVETSV—ILLRBEOREERERT ESN, MPRE LR
FRBORHER L DBREH BIRIE. RECKTIETS J—ILEERBEMD O0PC-14857
EFEOELBREEEZADEINLYERTHILEEZONS (RIFREHRNEH),
M2k BEDOBERABHE2HIC7YETS V=)L bng 22RFEERSES L-HED
MiFFBEOELERLI-IDOTHS, RECKT Y ETSV—ILOmFRRETRS %K
I~4 BRI TREREICE L, HAHMIILH 61 B TH o=, ERBMWTH S 0PC-14857
O mFREE, £ 70 B E THROMIIBML . LR LRECKRITHEVEOMHELE
(RIFSEHRER) ., COLIIT, REKTIETSJ—IL, 0PC-14857 & & (i KF
BHSLENRN O, —A—EOBRENTREEEZ SN TS,
BIMCBTD30OTHLIN, BEBREETHDITIETSJ—IL 5~30mg B (5mg ; 6
. 10mg; 6451, 15mg ; 6 1. 20mg ; 5%l. 30mg; 5 M) F@ERABHECHRS LinpiRRE
ZRETLI-ZehidH S Mal | ikaar jun S et al), #BE5RA 14 BRETICEEKED 90%
(CEL. Z0O A BEOMAPREOHB ZIHRESEEBHTR L= DOHE 3(Mal | ikaar jun S et
al) TH %, Cmax [FIX 58 5~30mg BDHERNTERW G LANA LN, COREEIZH
WTEMENRBIGRBIEEINRT &0, PYETSV—ILRBOMMELEFENE LK
W EMRShI=,
SSRI /X0 FteFUiE, FVETSV—=ILOFERBBRO—DOTH S CYP2D6 I
RIS LD, NOFEFUoOBEIZHVEREOMPREDIEMERYT 2 LA HRE
ShTL% (Sawamura K et al), Chik, NOFEF U DIBEBEITHS CYP2D6 M EaFlte/

O%£F 2B &0 P26 BEEMINFE L -TREAER 5N, —5. 7Y ETSJ—
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JLOAREIZIE CYP2D6 1IN R T CYP3A4 £ BEE T 51=, FEGHOMPEBEDEME RS/
WATREENE Z b,

FTz. CYP2D6 4> CYP3A4 DR BIEMEICIZBAM TRELGENHEZENMONTHY.
CNBTVETS V-V OENBHBICHET L NFRENSG, HIAIE, CYPD6 Ik,
RBUEENIERE G, #2, REIFENMET T 2410, REUFHACHET 555 L ERBRA
CRE|TEEFEHELTHONTIND, BT, BROEEHARMYE 24 7y BT

7 I 3mg EEIRREERS L5 E O mighiREDEL & CYPD6EEFE & OBEE

ART-ERR A% S (Kubo Met al) . ZDWZETIL. Intermediate metabolizers (¥10/%10 :
3HI) H¥Extensivemetabolizers (x1/%1; 4401, *1/%10; 10, *1/%5 ; 3 . *2/%10: 4
B) &UH. VYT VRABEEITEN o= EMELTIVD, —F. CYP3AL DEFTOH
FEBRLANVEHAOBELDEAENHDEEDLNTVD D KB OMEEICHEYT 5 8EF2

BEFBALMIEShTLEL,

3. PUETSZJ—IOEMEEER

3— (1) CYP2D6 (B 59 % B RE 2 HtH E R

CYP2D6 DIEFHELN DD ENTNEM, ZOHRD—2DF T EFYE TS J—

WEBRLEROT—408% 5, BERAIZEVNT, =2 16mg &7 Y ETST—)L

10mg DEFAISE Y 7Y ETST—)LDACA107%IEIN L 1= & LV S (RIFSIERA E),
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ChiZF=Doh CYPD6 ZHEL7VETSVY—ILORBMET LI EICLDHEER
BND, |

CNFETHFZ O LD CYP2D6 DIEEFICEIY 57— 2 1XG DY EERDERER TIXHRE
MREITH S DENHFAEINLEZELH LD T, CYP2D6 DIEAFRITH S/ \OFF 0=
RRIWS DEET7YETSV—LIHAT EEEEDBBRANAEERAORRITERL

ThIEEsEn,

3— (2) CYP3M MEAE¥ 5 EWBREFHBEER

CYP3A4 @I‘E%ﬁ“f‘%é A3 NEFTVETSV—LEHALEBOT—4H
HEMN HRIFEIZRLT- CYP6 BEFR L MEPREDELEZRAS-MRALEE—THD
(Kubo M et al). ZDEARETIEA b3+ =L 100mg &7 Y E TSV —IL 3mg DHAIC
&Y. 7YETS ‘J‘—)lbd) Cmax B Ut AUC [ 2 2h 19%4 K U 48%18m L. 4 +5 a7
=L CYPSM ZBREBEL7VETSY—ILORBMBET LRI ENRSNfz.EHITA
SAFV—ILOFRAICEY . EREYWTHSH 0PC-14857 RBDIETHLEOF-Z &b b,
0PC-14857 MBI 4 CYPIAA B EEET B EATRIE S iz, F/=. CYP2D6 DEEGEFEHLED
Bk TlE. 7YETSJ—ILORBICHT S CYPIAL BHEDFE(L. CYP2D6 O Extensive
metaboil izers &Y Intermediate metabolizers TkYKEFWI LRSIz, Thik,
CYP2D6 ) Extensive metabolizers &Y % Intermediate metabolizers ®AH, 7Y ET
V=R CYPSM IZ L YEFEL T AHDT, CYPSM HEDEEN LY KRELTRE

FEAbhb,
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@ C CYP3AA DREERITH S 7 ~ a3+ J—IL(200mg) KA E/RELTTUETSY
—JL (15mg) EHFRALEBEICE. 7UETSV—)L®D tmax BRUAC [ZEhEh 37%%
U 63%EMLTI-&ED|ENHD (RFEHEHRNEH),

HIWINTEE 1L CYPIAM DFEFE LTHMONTNBIR. AINATEE L 400mg &7 1)
E75 V=)L 30mg OHAIZE Y., ZUETSJ—ILD Cmax BV AUC (£ EhEh 68%35 &
UBRETLEZEWI T—250% 5 (KIFEMEHRNEH) . ShIEH LT H E A CYP3AL

EBELTUETS V- LRESTE LD EEZ SR,

3— 3) EDMDIEMBE/EFA
D 7IVETSV—ILOENEREICHT BthFIGROHFE

ERER DG E T IR HRER T CRPRNR+ D G C RN RELEEHAT Lo &M

H5, EEIZ, %ﬁéﬁ&%ﬁ]ﬁiliﬁ%%ﬁ@%ﬁ%?%ﬁ%%%& L. 7UETSJ—IL 30mg
[2/N)L 7 O 500~ 1500mg (MeREE ; 50~125mg/L. n=10) &k F L 1200~ 1800mg

(1.0~1.4nEa/L. n=12) ZZENEN 21 BRBRALT ) ETS V- DOEMEEEE T
s H S (CitromeLetal) o /LT OBHABTIE, 7Y ETSY—IL0 Cmax R U AUC
[EENEN 26%E & U 24%IET Liz& L3 ,/%L T OEIE CYP2D6 & CYP3A4 [cS &% R (3
SHEVWESNTEY., PUETSV—ILOMBEBREA~DES T EISHE L THEMAE X
BNTVSHHMIETATH S, UFILHRETE, 7Y ETFSY—ILD Cnax BT AUC

[FENEN 19%E LT 15%EML Tz, U FoLERABRCMIFEABSICREIREFS

BWEBZLONTEY., FLHREMNLLLL CNADBEROHBERNE S HESHDIR
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HADETHD, COWRTRENEHERNSIE, NV TOBBEVCYFILOTIET
5 V=L OEMENEEIZRT DL E N EOTH Y ERER L X5 ISFREIT 4 S 4 VOV ET gt
AT=1AW

FEMIEIERERT A 77 EF DL 40 mg EARH 15 mg OHRAICEY. TUETS
J—L® Cmax RU AUC [FZhZh TR 13%H Lz (KEBMEHNER) . COC
EAD. BRpHOLREAT Y ETS Y=L ORIGEE ZET S50, BNE~DOHEIX
SHENENTRREND,

FUYETSI—)L 15 ng %5 1 BRIRICTERR 50g 2R 5T5 T TUETSY—
L0 Cmax BUAUC (FZNEN H%RU SI%IET Lz (KIZREHNEH) . #-T, &
HREDHRZEEETYETSY—LOBORREBEFE I &M D, BifdH 5L

BEOBHBZEICHLT, FEROBRSERAVELE LTHERATHIEEADND,

2) 7TYETSJ—LHMhBIORMERBICRITTHE

FHRRE MF RO O—LPIS0 BRUE FIFE O RY—=LERW: in vitro TORERRE
he, PUETSYV—IVIZERKAECTOnRERREIZHSLT, CYPIA2, 209, 2C19, 2D6 R
UM OEBRIFEHEEBEETLY, FL-REERLRIGVEBERALONE, toT, 7UE
TSIV N S DERTRE SN HER & OHEERARBRORREELEL,

CYP2D6, CYPAd DEBETHATFFAROA MLT 7 30 mg & AH| 30 mg DBFAKREIC
FBATHFRARAA LI 7 vORBE (REMERELCERDORPEREDL) ORI

10%kHBTHo1z. CYP2XIDEBETHLIILT 72 30mg & 5HUMECYP2C19 DEET
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HEIFTATST—=I20mg ETVETSTI—IL 10 mg OPFRIREIZ & BREHID Cnax K

U AUC DEAEIE 10%RFBTH > f= (KIFHEHREH),

) FUVETSV—ILOEHFEWEEER

ENFHEEERELTE, ChETORBORELRBROIEEELG>TWS, 7
YETSJ—LET7 FLF Y vl SBREEREREEL TV, TERTY Y - R
AEVEDHRICK VIMERTHERANMERESN DTSN H L -OBIEBR E A>T
Do Flz. PEMZMEIF, IR, fio) AAEAEETHER. PSS UEDHE. 7

A—VG EIFENPHEERREER L THRAZRE LTV,

EhYic

CHETOMREY. 7YETSV—LIEERAER (5~30ng) (25U TR EME)
R %R LB T a0 D —LEET oL, TUETS V—LRUE
BEM T BB 0PC-14857 D FMIL LB E < — B — B S5ATEETH S =
ERERHRENTING, ThdORMBELIREIL, EEICHAT ZEKSE Tl
Dy bEGdERBDNS, Fiz. FBTORBIZILCYP2D6 & CYPIM D> EIZfE5 T
B1=0IT, —DORBEBICIKET DEHELASDE, TR OEYBELAIEE R

HETIRIRIEIVPEVEEZ LGNS, LHL. ChETOMRILBEAERRE Lzt
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