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L7 4 FRBEMATIIE CRARBRT T 2 &) Rl TEARBRLEIRTO RV, Hi) 2
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B35, FMEIEIE N E TORBRICE W E
Bl 72 S UIRCIEHREE LR L5725 03—
BTH D, ZOFEHE, IRA+IPRERZ L
DL 7 —%fT, WYIRBERRICLEDES L
M\, TRTOEFICNT BT LS 3K
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ZRET LAY L) R HELH 2D, Eif
KT, RUH) 228 E5 L THRIEHZL
W, HEWIEEIEABHE L 2T u—F0EE L
BRSO NEDFEER SN DI TH S, )
IR T 2 BRI R IR D S D = — X
M, EROMEOMAZD—RTH 5 BIBT
LR HD WY it T4 — 4 — 2 4 PR,
ZHOILY 7 LA (pharmacogenomics :
PGx) WD & EIKBIG ~DRIZE b B EN T
W5,
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FLIERE, 26% D37 7 £ RBET, FEHED 62% 03T 2 v ¥
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I. ERMLEEROUEYE
2515 NIk 272D F 20Xk F DRk
T — 8 ZAAHH U 730 RE BB E O RRIRFI 22 W5 % 1
L7k S L, K1 TR &9 ICERTE
0 b= D ARBHESE (SSRT) /2w k= -
ST R L) Y HHD AR HESE (SNRI) 63
BEZ, 772X & O EBICRIFRRIEZ R TRD
BIRD 6% THoTDIZRL, 7I9FREDHIK
JEPEDSH & 2B, 1FEAEWEL TLRWLEE
D2AU%\DBZ EDREINTY, TDIFEALYEE
LT\ 24% DIERNCIZ 75 2 R igE, DD
Ji9) OB RE L 2 0wHRE L THo AR S
Hb, ZDEHH ) OWMADEPIGITIZRE
BEANZEDRD D, Z0ZhoBFIHEY) 23RO
NI TELSEBNEEZ 20, EDLH
LTI 760D ES )7 NEkE, &
VI HHREEL O FRBOGE, BIED
2, AEDEI D, REMEDOFER EDH DO
DR, VMo RERE, JE, BEOBRER L
B4 e - o0R BB IC B 5§ 5 — 75T, BB
T, EUMCOBAEICEFS LT3 EEZD
nTeh, BEHHREHSPLUOIEL TEL 2
LTk 2, WBBRILTH, WERMLGEREE DS L
D EF I T b, ZOREBIHGEINT VWD,

R wh#E 6 (2016) 118 % 8 %5

1 BRI 2RI E XY v b

< P19 DD GBI I FRIEERIED S 5

< OWUAE VSR T ) DR &R T o o B
* DNA % ¥ 7OV IR MER 2> & FREC AT 6E

< ZOWEWRIZEHEZD S w0 1 ot +5
- fRFTEA D E L v

I. EEEREE

ERHIREIERERZ P 2 2 & ORI,
XYy FELTRELIETLEIIL, IhET
129 2%, Pi) 2O KIE LR LR E DI
OB A AR S N2 &, ZOERIZEEELDS
e, 1 EORIT, TR - RIS D E#R
BHHTE BB Fons, 2b 2 v
BF L ixM Db, BETF, 7/ L5, G,
DNA Di#EWZ Z 2 CHRBICHHL TE L, 7/
LEVIDIFE FTWVIY &, 2 WDFREEKE 1
WOWHERT R TR I T, R lZE R
EV ) Z VNI DNA BV Z L L& ffo
THRIZZ 272D % X9, DNA LIk 74 %>
VR—=2 LY Vi LAY, R,
77F=v (A), 7= (G), ¥b¥v (0),
F3Iv (T) ODAFEFEL, 2D 40 bIRIC
W o2bDTHY, 2EHSVAMERZ LS, H
BTEE, 220 EIN2 Y v HiE EiE
BRSO E.R DD D> T 2 DNA it % &
. HZIE, ke b=y b AR—Y—%a—
FLTWw2 DNA OEFIZta h=v FF v R
R—F =BT ERh2D, &7/ LD bLEIET
DELFXIZADERICEEED, P2/ 5947
CEEH) &7 7 a2 3L, 7=/ 947
(KB &F, —HEHLEW% R (SNP), inser-
tion, deletion % &'1C & D BlFI A5 L 726528, I
FIDERL Tk L oflicEng (bswv
FZIHIREIND) EOE2IT, HlziE, GE®
Zof, BEEEZME BY - 7va—- VRS E
ThH5.

M. 7/ LZIE (pharmacogenomics) &lE
ZNFNOEE TR 2B ETEE (7 L0
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Fl) 12D V)RR OV, Thbb
F =8 =R FIREBTE LD TR RVIE VS
TARFICFE D W% % 7 7 L33 (pharma-
cogenomics : PGx) B9t & 9. A b L AICKT
BRI E LT, BURTER-T Meff-RIE S E R D—
HORIGEZDT7 4 — RNy JEEE, REMRER
DI, FHEINLZYA P AL D ERPEB b
ZURFRIVORPCHEESFORYE, I7ur
Y77 A FatA &AL 7% indoleamine 2,3
dioxygenase (IDO) & L&, 7V 3 vEDilE
i, AERETER IR N R E Dl D h A —
F4%, ) DWROIEREICBIE L, §19) SFIEZ DA
A7 =PRI AL, BEZEET @S 1H 2 L
EZoNT05, i, 206 AN o
#e, MBI TO P 7 v AR =R EEZRET
SR EICERET 2720, 6 EYBRENT- b
BEARICEEL C05, 20X mRERIC
B 2 0T 2 M 2 BIET DE VDY, HEEIK
OB L, 2405 OEAHEE T (candi-
date gene) DEREHI 2 Z & THEIGZ FHIL
)5 LEDRFD D LKL T FiE% candi-
date gene approach £ \29 . Z3UIH LT, 9
- PUI ORMOEREAICIE, FEHBETIZ R
Wiz, RO & ORFUEED W
7= candidate gene approach IZIXIRBAD3H 1, K
FHE A LTI EOBEE TSR 2 I
P/ IALEYTL, 2oL EREM (22
TIIHL) DFADIBFESOLNE) & DB % FAfi 3
% % D% genome-wide approach &> 9 . HEFEN
EwzED, 1000 ikkEEEZSNTVwEE
DEETHRTRTCEY 2 ) ¥4 EV T T DT
E L, TULIVEHEN %L EE o, @
JEDL FBIZ TSRO EN 7% SNP (tagSNP) %
FtAHL % approach TH 5. VTLE D MENTH T D ¥
L EDIZ, TV HEETRTHERARS L7
VY = LR, &7 ) TRt
=V I VAWHREE RO TWBEDY, I DIHDIA
W RBME & OBSEIYLIE £ 72 HAL o 72 2372 o,

IV. Candidate gene approach

bbb NINEE FE IO E L FEL L9 \WwWH
WIARBRE LT, 7Aa—LOEELRHIIEET
THHL TARLV, BEPEV2IG O IHET
LKL, TATE FREHETHY, 2ol
FOIEEIME D & 7 VT e FOIMREINEEL 7L
T FIC X 2EERDFEL, B T2 L)
HIFTHD, IOBETERIE, BEHIE - 55
WEIFTRL, Tra—LEEREBHEL T
52 EDBFASNT RS, T OEEEOIEENIER &
7 BT E D OESIERCEATIHIZIZ 100% T
HDDITKL, HRATIEF50% L 7%2>TWw3,
—J7, ¥i) 2RO, FIHFEIZE T 5 cyto-
chrome P450 (CYP) 7 7 3V —® CYP2D6,
CYP2C19 23> TCEDH, IN6Za—F7
5 BIETDOEHIUNID EHL) DFOAEFH# % i
KL 7R S RN 512, CYP2D6 T ARG
DIEH (*1, *2), K4H (3, "4, *5, *6), XK
HIZ L TuAhwasiEiaEd (*10), 2360, #Bl
NI 582K D R E4FE (poor metabolizer :
PM), iEMREAD*10 H g, FRIE5%EER
BHEEFE7LILONT O E (intermediate
metabolizer : IM), IEHD*1, *2232 L Lo
B EREFE 0%, EFEEE L O~T o R
# (ultrarapid metabolizer : UM), Z#PADE
47 (extensive metabolizer : EM) & E&EI L
%. CYP2C19 TIWHIEF G (F1) A ELRFHEIE
EM, 7EERE (2, *3) O~T vffRiE 2 IM,
FERRFEDPM L ERI NS, HRANICEWT
CYP2D6 @ PM, UM DHHEIX 1% U T TH 5 —
JFIIM DS 30%HIET 5. Lo LAahs, XN
DFERDP 51X, ZTD CYP2D6 @ IM %5 & L /-3
HIAEFELZHET 2 L) B ET VY RAIIRIN
Tk, ILFTEYDS-(+) HFiREMEAD
2077 v AECYP2D6 LRI Ei 2%\ 5 Z
EDBFS N T 228, K TOREIIE WS )
Tl v, CYP2C19 Tl, HARAIZBWTPM Y
20%, IM 2350% fF1ET 5. X & @bt DGR,
CYP2C19 @ PM CT=BARHL ) DFD AL E ¥
F—VOMEZKHB%E, 7 b)) 7FIV P
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# 2 P19 DIEOIEBIELL A & N THEBOSE & OB O & Ll iE T

EHDE LD

Total Asian Caucasian
5-HTTLPR L/S Better Response L L* or — L
Side effect Risk S — or S S
STin2 Better Response — 12/12 —
Side effect Risk — — —
HTR1A-1019C/G Better Response — G —
HTR2A-1438A/G Better Response | — or G G A**
Side effect Risk G
TPH 218A/C Better Response —
GNB3 825C/T Better Response — C —
BDNF 66Val/Met Better Response Met Met —
ABCBI1 G2677T/A Better Response T/T — —
FKBP5rs1360780T/C | Better Response — T Cc/C

BRI 2 B U AT, T RO ARG

(CCHk 2, 9, 18 & 1K)

7077 I vOMRERN60%ELFHET S
CEDBHERINT VD, ZOXYBITICIZEEN
TE 5T CYP2C19 EIn MO ELZ )% 2
ETHIONTWB I AL ¥ 7o LADIMTEIEEIC
BIL Tix, PMIZEM &L 2 5500 & o#iftiss
H2Y, KHoIARIOT I VI E2—
74 —LIZBWTIEPM O AUC E XU TL/2 13
EM®2f5CH->7. ZDi=®, CYP2C19 PM T
FIMPEES LR T 240 10mg ZREICT S Z
EDREFLVE, BMNCETHEEHESMZ S
NTw3, LaLads, HKEBEIZE VLTI
PM CTLAMEICRN 2B &I 2o LG SN
TW2Y 7oL a— i sgueh RS
DR FARCHIRNBEMICHATE 22, 5D
W Y19 DFITIFBIC b B X ) ICE T2
HICBG L TwWa Z e Tn5S, £2 TR
TR E T IC B TIREDSE, L CI3EIE
FI & OBS# D A & R ARG X Twve 3298
DR 5, INIFEVEZRLTNTOH ) D3
DENSTFTHIr b= b IV AR—F — &
f&f (SLC6A4) &, RImEPArIciy okt %

HoTw2 PHEY 87 23— 7 % ABCBI i#
farzplic, $i) >RoBBSIGTH, FEHIkR
WEDOTRENEZ B 2 THI 0,

1. SLC6A4
SLC6A4 ® 71 & —% —¥ic % % 5-HTTLPR
ZRNL, 2w b= D ARG, BENREIC
WL, 7, W, mbE, BTEEED K HE K
e, R 9 2 BTG, SR O B
WEAYE & ST 272 £, PGx FEICZE T
ROMASN TV IEEBRTERTH S, bitbi
DT o 72 A Z T C1E 5-HTTLPR O | B R 5 5
s/sC L, SSRIIZH L CHEIC RAF 22 TfRsEhs
ADLNTVLSE (N=745, OR=221, CI=153~
321, p<0.0001)'® 2012 4E12 b T D 2k EfkS S
REMNERX PRI SHTE D, | HREE
DIEBBGERDRIFTH 5 2 L BFHER I N T»
2 bnbIuIZ 61, SSRIE AT T4 R
N EAD A HUSEHENEEZ D Db Tl
%I &5, 5-HTTLPR 234 SSRI 1252 25
BOEEA S Z LICk D, 5-HTTLPR %1
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HOWEFEFDHE T IR TE LD TIE RV E
DARE % 7T, 5-HTTLPR D&% E )& | 728
nXxtF v, 7VEIY I OEIELALERK
HER 2T 7257, Z DfEH, 1 HREFIZE VT
IXHMFRANC X 2 HAM-D A FTIZEZ I D 5 1
TELLDEABINBINTH > 7223, s/s RFFHE
BT, 7R FHIctil e s v
ICBWTHER ) DIEROEEEZRD . £,
VAR I N5-HTTLPR OB 12 H 3
rs25531A/G %D rs25531G NV 7~ b (Lg) i3,
RHZITH 2%, HuglZi2IFs L FA%ET
sELTIOLNEIREDLDTH S, bitbill,
FEEERUY Y 7L EHWT, 5-HTTLPR I
A rs25531A/G %% EE L (DFD Lg% s
ELTHW) SexkFr, 7ARFY I O
RIbie# L7 & 25, s/sBlcBIF 3 unxkF
VETINRFY I VORMEDE (uexrF v
>7NVERFY I V) B5-HTTLPR DA ZEE L
TAER LD bIEE 2D, —H 1 BREE IS
ZMEFEADAEIF LI DN bDER-7EY, 2o
X912, 5-HTTLPR ® /s A2 X % SSRI DK
JPEDAEIZ 13 rs25531A/G 2SS 2 2 L AVR
X, 5-HTTLPR IZPYT 2 KA R OA 3L
D—MHE LT, ZDrs25531A/G DEEDRIE X
N, —f5, ko b=V I VAR—F—ENHE
FI/EHT % L Z ¥ & 5-HTTLPR O#f
O THhLrknd, ZOBETLEROEELZ
22 WHJREME DS /R X 41T\ %, SSRI % SNRI
X, ko b=V b7V AR—F —IfEH LTI
BT 270, HWRNELETLRTH S5
HTTLPR ® % A 72 & - THIRISE AT
0%, SAZFELIEZ I EZNSTIRENFEBL
T 578, 5-HTTLPR ® ¥ A 73 E L2\
nwEEZoN, ZNOBETEREEEL M
UGB DA S 415,

2. ABCBI #f& ¥

P9 DFDOFEIEH RUIINN T H % 7z DN R
PR DR 1L, BEEROFREICHAITH 505,
WP I E BRI T lE 2, 2 2T, IRAN

BIFD7 — %= R—=TH 2EMPH T 7 R
K= —D PRy 7 (P-gp) 1&, INEED
TR L 2 2 MIREE DS ME SN0 b, %L DHL)
D3I, P-gp ZNr L CHEE & N, 246 3K %2
P-gp DHETHZL L WVH., —HTINZHFEY
XINENZT, P-gp DEETIX A\, P-gp D
HrRICIETEAEL2H D, PgpZka—FT 3
ABCBI J&1ET @ 50 B L SNP 23 Az2, 2%
D I IEY) DRGNS 2 MBI S &
NTWw3%, bhivbhiniz 2008 iz, P-gp DEE
ThH 530 F 2 F v OEBEIGHED, IKMAIREEDS
s EEINDBETHE2AETLHTIE,
ZOMOBETHHEL D QRIFTHo 72 LW IH
W2 L 7. Uhr % Sarginson 23 % 11 %41 2008
L 2010 4RI, FROME 21T - 72458, P-gp
HEHKTH L u X F &I oo SSRI I
BWLTE, bbb ofEREFEL C, KMARED
il 2 EREINIBETHOBII L WE,
PR BE AS LR AR > & X B BRI SR 23T D> 5
72 (27 —J5T, %6 1% P-gp HEE TR
WILZFEVTHHEU RS L2, #ESinTi
DRI E L 5. 23, MR EIZED
SNhot, T kI, BIUEWHER DA
%69, WMABATH:Z %S 2 B EhE A T
DIERENZAAL 2 £ ) BB T LT DE DS, KR
oD BB S A AREE D B I, Z o
WL O DORELEE T2 RAIICHHIT 5 Z &
B, fEHBLIERIC I ZZ o B,

V. Genome-wide approach

INFETIZ, Hi) >EDERIGH: & DR E %
WEt U 7 KBS 22 528 3 5 (STAR*D, Munich
Antidepressant Response Signature (MARS),
Genome Based Therapeutic Drugs for Depres-
sion (GENDEP)) & Z#1CT\W5%3, 246 %k
BB KON — VT, $TRL D DO IRRSUG
PRI B W THEMENICE R TH > 7B {5 T2 %X
RuZEntuiwy?, wmEEP7a ta—),
BEERPEL 5 3 ODOKRIABREBROMER % 7 —
IWIEHT L 72 & 2 A TEWRD H KR IF IS v o
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rs2032583

A. PIEZINTIEEBEEE: ILvatEr

1.0+
0.8

FE
E 06

iz

% ro x
gOAf —‘ gOAf
0.2+ 0.2
0.0, 00,

0 10 20 30 40 50 60
¥ (R)
— CEUMRIFE (n=29) ——- FFRIFE (n=095)

C. PHESINTIERBEFE: JLaHES

B.

PHE& Ny EEE: NOxwF

1 1 1 1 1 1
0 10 20 30 40 50 60
B (R)

— CEURHFE (h=31) ——- FEREFE (n=91)

D. PHEZINEBEE: NOxtF>, o407

o, PINJTFEY , RNFT7HI

100 - 100 -
80+ 801
60 - 60
= z
= 40t = a0l
% % 40
20 20
07\ 1 I I I 07\ L I

1 1
5 6

— CEUREFE (n=26) ——— FRFHFE (n=72) — CEFHEE (h=23) ——- FRHFE (n=110)

2 ABCBI #{£T1% %> > ABCBI #1571 rs2032583 %1
A, ClE, JEEEY) DHTH B I NI TV OfER, BETLTHECANRD 51
s\, B, DREEDL) DOMOMR, BIEFRIETEIRD S0, BNREDE G &F
Z 5N RED TR SIGTEAY K o,
C BDBEREIZHR AT 30%, HAANT20%.

(A, BIF3CHk 20, C, D&k 17 X b 51H)

Tl tEZ, bhibndfhd->7% 7uv b
a—VTirbh, v 7V E RGO E 23 H
I PGx AR Z T > T\ 5 8 DDJuFE T
International SSRI Pharmacogenomics Consor-
tium (ISPC) ¢ \w9) ary—v72o%{ED, SSRI
TIHWE S N2 9 D EFHT 865 L R L L TR
4B OBRKIGIEIC 1T % GWAS 217572,

HAM-D OkE3# & 1 VWASBI (von Willebrand

factor A domain containing 5B1) & T D
rs56058016 (p=1.13E-07) 73, KIG* & i NCK-
AP1L (NCK-associated protein 1-like) &{s 7D
rs3782401 (p=7.03E-07) %3 top hit TH - 723,

genome-wide A EAICIEES ko tz, O
MR E, I EFToH STAR*D & PGRN-AMPS
(Mayo Clinic Pharmacogenomic Research Net-

work Antidepressant Medication Pharmacoge-
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nomics Study) PR U {iGEH4BHRDT—5 % &
HET (F§RTSSRIT—%) X F bt L 7 f55%
(n=2394), HPRTP4 (hypoxanthine phosphori-
bosyltransferase pseudogene 4) Eis T L ®
rs2456568 & IR A3 genome-wide 22 =2 IC R
2% ZD 7 (p=503E-08). fizd I DI
i) DHOIFRAEMNEE» S5 b ZLB L b s
BIET EICH B4 genome-wide R A EAIT
PR VETHMOIHREZ R L 228, TNET
D GWAS THEI RSN BB T 13— L T
Wihotz, 29 o i TR R L &
WIRKE E LT, Yy 7OVECeRER TR 2 54 R
i, STAR*D IcfRFEIND XI5 %, RV 7
WEBIEFHAIET LEBE7'm F a— L oE7%
EWEREEZ oD, bitbild ISPC T35l
S S Eki L <k D, BERFEREEZHREG LT
W FETH 5.

VI. PGx BRIRERADE

BRSSO EIRE T & LT, TRENEHRK
Mt (early partial improvemen : EPI); TOF
MATEEERREHIN T3, 2B OBET
HAM-D @ f5i%h320% L Lok % EPL & @5 T
% &, EPI1 O 5~8 KD EMIC KT 5 FHIK T &
L TOREMERTHERIE 95~100% TH > 79, o%
D, b 5P OFET2HEMEIAEE L THAM-D 28
20% 855 L TV WEFICHN LT, L) %
% 5~ HMHESGE L T 95~100% IZ EfRICE S 7%
WEWHZETHL, LaL, bILbNSHAAN
B v 7IVTHRET L 72 EPI O EVER R 1Z 79% T
b, BRIOBHEICE->THIES2ERRDON
7. EPI T% < TH 6 WBICEM ST 2 TREED &
5 20%DBREPEOMEAICLZIED2EDI L
ZHEZ D E2HMETH) DEELZTHLWLH DD
EI D, IBGEBEBLHZID SN 0IERE RS
72, 22T, bitbiuxZ ® EPI =&, BEK
JEBICEET 2 MREME D B 2B IEIN T % % BT
L, #¥HlC, XOBEOERCTHBTE RV
ZMNLTHS LI L. SEBMITICHW
BT, INFEFTOXY@BITPbILbD

RCT THHFESIGHE LB H 2 L wbhiTw 3
box M, EEE 28RO EPI LEE 4%
bb¥T, NuFkFr, 7IVRFYIy, IV
FT Iy, HHANC X 2 6 @ED HAM-D Ok
ERO PRS2 a1 (£3), 2 DGR,
RaXkeF T, ZNHHERTICKL 5 HAM-
D DR IF 41.6%, EPIHH % & X512 339%
WET B Eboo (n=81, R?=025, p<
0.001). 7LV AFH 3T, #FEHRFICkST
39.3% DUERDRIAZ N, EPIH B LI 61
198% Dk, tur=v b5V AR—F—7n
E—¥—#%M (5-HTTLPR) TLZ2b->TWw3
L X512 163% Dk, FGF-2 rs1449683C/T %
BTT2boT053EE5IC164%KET S LW
I PR TE 2 (n=42, R?=043, p<
0001). IAF>7F v TRINTICES i
K3 —281% LAKV>23, EPI 23 5 & 544%, *
o b= 1A ZEEKEE - (HTR1A)-1019C/G G/
GHEHEIZE5I2528%, 7 FLF Y v a2A ZH
RiEfE 7 (ADRA2A) rs1449683C/T C A %1%
I 512 142% DFERSGE PHIA S E Z X7 (n
=45, R*=071, p<0001), A%, XF7vay—
mED, 5 FERORHIZIEESIE TR DK 1
ELTRBEHTIR o7, ZoTPHIRIE, B2
17 VR ¥ IV TIREPI Yes, 5-HTTLPR L &
FGF2 T D9 6 2R F%2 1A T % LKI70% DA
HiA® 2708, 2060350 DA IE 40%55 D L
PRIAZFNZ O OLEFORPE L fFATE 3,

) OWRDIFRBAETL T TINEA A=A LT ER
F-oE D broTEST, Bin TS L IBRKIG
M & OMBIIC b BB AIINGET 2> & O B2 [
BIZER 00, 55 5 1EH% BRI T 2
AAa L LT, BET4% L EPI ARG T2
TELAREMEDRBR I N, S5 2D X I REHIR
ME» SHRBHAND N 7 v AL =y a F LA
5L MAVEBETHL EEZ D,

b
PGx fFZEIC B\ T, 5 TNTET 1 GWAS
Do TRTDYT ) LERZ FiAI S KR — 27
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#£3 6MKRFICE T 2 & FAl D Hamilton Rating Scale for
Depression (HAM-D) %D FI=

- PAX; (n=81, R*=0.25, p<0.001)

=41.6% +339 X A%

+FLV ; (n=42, R*=043, p<0.001)
=39.3% +19.8% X A+16.3% XB+164% XE

* MIL ; (n=45, R*=0.71, p<0.001)
=—281%+544% X A+528% XC+14.2% XD

DR DTN 7 7Ry b & BIFR S %R TG AR
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How Far is “Personalized Medicine” for Depression from Clinical Use?

Masaki KaTo

Department of Neuropsychiatry, Kansai Medical University

Major depressive disorder is a debilitating disease that imposes significant social and eco-
nomic burdens due to its 10% life-time prevalence and 15% association with suicide, and so
urgent measures are needed. However, not all individuals benefit from antidepressant treat-
ment, and some patients poorly respond or develop side effects. It would be helpful to identify
a biomarker that could indicate the best therapeutic tool that is likely to be effective and toler-
able for each patient. In this context, a marked effort has been directed toward the search for
genetic predictors of drug efficacy in mood disorders over the last few years. However, the
present evidence from pharmacogenomic studies does not match those expectations. So, how
far is “personalized medicine” for depression from clinical use? It is important to translate the
results of such pharmacogenomic studies to better treatment in clinical practice. Here, I pro-
vide an overview of pharmacogenomic research results with both a genome-wide approach
and candidate approach, and suggest possible ways to apply pharmacogenomic results in clini-
cal settings.

< Author’s abstract>

<Keywords : personalized medicine, antidepressant, depression, candidate,
treatment prediction >
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