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LI

BHET A v eFx vl Uy EEyIc X550/ MoRiE (dual
antiplatelet therapy : DAPT) &, jeEBhfJRIE B9 2 8 B DS L8 1 e B Ik
JERAR (percutaneous coronary intervention :PCI) & D . L R A X il D 7=
DICHER SN D EWIIETH 503, [ERONT AL VAT o ML, 3y
B AT o ML E S i B O HE 5 2 4l L CNBERT A E 2B IE 5 2 & T
WAED Y A7 BB SED—J, AT "NIMIED Y 27 28N E25 2 L
PRSI TV e, SEFRITERE AT > S OFREIZHE Y DAPT O #IRI X AEHE
Eo2d BN, RRBR A M L7z 2009 YR < OBFICHEH ShTuniz
51 HARAT b LI L S S v U AREEIH AT > b (Cypher 27
YR R U EFRAREHAT o (TAXUS X7 F) Tk, ERNBITS
DAPT OHEFEHIIE 1 UL EERT A Z AT R I b EL, Hul/MREED
BRNMER LV BEER SN TWZ@D, LnLaens, F=/ 80 PUiFakEy
D1OTHDH7 v R7 L, RIAEH O 20% A3 MREESR REHNHI ) R
NZ LWEF (non-responder) Tdh 5 & Z 41, £41 5 non-responder O HEH X,
responder & FfE L PCI RO TRDIREA N2 FOFIE Y R 7 3K 8 51T
T2 ERMEshiz®, 7ae K7 LWEEICY B 7 v kL P450 (CYP) 12
FORBMIIEERFM E 270 FT v 7 THY | IEERBDILE OB AT
W P2Y12 Z BRI HE A L adenosine diphosphate  (ADP) (2 & 5 Ifin/ M keE
ERHIT L L THRERTTI, CYP IC X DIEHERB O TH RIS
CYP2C19 12 X BRI ATEMEMRMHD OERKICKELS FHLTNDLZ &b,
CYP2C19 DBERETE I NS PR FFF 132 OTEMEAEY O L TR EE K& Ot
M NRBIRDNBAD L. AT > MIARIE7e E O MLAE A R b OFEIE Y A 7 A3

KTAHZERFEINTNWAHW), OYVP2C19 &5 R3S TlE 5% FEE T



& 2 NAFNT BV TIEIK 20% B L <72 < CYP2C19 HEREFERAL e s+
TreFF B I D PUii MR O R R OJES LR FEERRMETH L, T
Z. CYP2C19 8151 ZANZ IS <l 2 OFU/IMORTE 2 #ESL T D LB & 5 (14,
15)

WS Tl Tl CYP2C19 D8 %5213 72\ prasugrel @17 <o ticagrelor *819)
72 EWRAAR OB I IFETE STV 223, 2009 FFYREENIZEB N TIND
FEMTIRFE SN TR H T, CYP2C19 #EREHE I LB A IR FHEE 1T 2 5t
RN 8- L IE Y T EE I NS SN EEIbAN (A7 A E A/

—Ji, bAETHEAENTEZL9 150F = )Y P UFEKRTHDLF
REY NI mE R LV ERERROTUIL MR Z B L, AT MRSER &
HRBROME A X FEIHIT RN O L TNDHE 2D Fru ey g
CYP2C19 #&Te CYP TREISIVEMHREM L D7 0 RT v 7 Th 57322,
BIED L ZAF 7 v ey O CYPEGE TN EEL KIE LT & oS
1372 < @) CYP2C19 BARFZRBF K L THENRIGRIEL R D A[REMEDR 8 5,
Z 2T, AR TITAARANOEBREBEE T 7o L reFonm
B U O M MREEEINEIZNRIZ KE T CYP2C19 BAR 2RO EIZ >\ T
WA L7,

F7o. Pul/REER AR RE LY 27 B3 8m+ 52 &b, 7r b
VIR 7 THESR (proton pump inhibiter : PPI) Z0FH4 2 Z & 2372 < Z2vy, PPI
[XFEIC CYP2CL9 I X Wb Z &nnn, Z7ab K7 L EoffARFICE
CYP2C19 HAPHEIC LD 7 v & R LLOIGFHEREM OAERBK T L, £03E
BT D M/ EEEEIHI R NI T H Z L LD DI ERA N NREY
27 OHMERL 2 EPBAOREFIZLVRB S TWE®, 22 TARRT
X, 7 R L EF 7 u e s R IMREEEZNRIZKT 5 PPI O8I



DT b HIRET L7,

WIRES

ARBRO T 1 b 3 — V3R SRR AR A £ o Y —REF AR AR
O HIRERR PRI TR AR RS (AEFSHE 09-07 - 09-51 5) (2
THRRZZ Tz, kB, #BRE I L TE, RSN SCE IS LV A 21T
W, RE B LTz,

B e

FZRRSIARBR AR B v 4 — D ARt - SREBFED S B 7 AE Y - (100
mg/H) HHZRATORABE L, TAET VRO v E R7 LV (75 mg/
H. 77t v 27 2% Sanofi-Aventis, B, AA) £7FF 7 v’ (200 mg/
Aoy 2, 73F 02 ® Sanofi-Aventis) % 4 LA EHFH L T2l A O EEDR
PRBBE ARG & UHIBIBLEIT R 21T o 72, £72, fHREEE U CTREBRR (3
TR BR AP AR v F —TRER AR RLE) 9 406 bR DRI 2 1T 72,
mEB, BEOAM (NEZ e URE<S gidl) A3 5%, BRILET 7 AL
NORFE= T T AT ANARROE, 7 HLUNICHLIREER T B O & % 3Ky
(ONZ77 Vo~ RXITRARFRITLA nRZY—L U
TRARNTNT 7T A, PRI LT —h, PEULE—L, FTXFV L

B, A 3P XU MRTFNRE) ZIRM LB ITHR I VRS LT,

MR OERI & i/ MicEEEE RE DT E 71k
P/ B ITEA R ICNAR L, MR OEREUL 12 By 5 15 BEO R/ 512 3 it
L7ze RMOEFEIREY 3.183% 7 =) U U LABEZEEIMAE 1B L 725




fRif. % 20 ‘CEMH Tz T 80 X g Tim/lrL. platelet rich plasma (PRP)
(X 1-D%EH7-0BH, &5122000 X g Tzl L. platelet poor plasma (PPP)

(X 1-2)%AFR L7z, PRP KU PPP ~O¥igith 2 22 0%, 100% & H7E
L. PRP |2/ MREEEFRIL CTH 5 adenosine diphosphate (ADP) % F L 7=
SR E O E RO RFEALE ~ LT F ¥ 2 ROV R S RE T E 2

PAT-2M (A N=7 2tk ®H) (¥ 1-3) ZHWTHIE L=,

1-1 : platelet rich plasma D5



1-2 : platelet poor plasma O 5 E.

1-3 : w/VTFF v VI MREHERERIE 2L [E PAT-2M D5 H

BEFEANDEE. X 2-1 D& 512 ADP i F&, #ERRC I/ MRITEER L, T
10 D RICITREE D ZE T 5 (K 2-1), —J7, P/ Mo ik i A8 T/



PREESE T ADP Jiff T & —HFRY7e6EE (RoRBEE) 2R Licob, BENZELT
o (FEfFEER) (X 2-2), Tozw, fv/MrEEgErEld. PRP % 5pmol/Ll &Y

20umol/L @ ADP i T D KEREE K T 10 7312 O FAFEEE 2 HlE L 72,

e

J 2min

T ADPIE T

¢ 2-1 G D i/ kRS
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2-2 ¢ P/ AR T O 1/ MR EEER ik

CYP2C19 DiEfln+ 2 HMHIE

DNA ¥ EDTA EZEH i & ICH B L 7= M & 2ul. £ » TagMan
Sample-to-SNP kit (life technologies 1. X[E) %MW THH L. TagMan
5% iz real-time PCR IZ XL Y CYP2C19%2 (681G>A)  (rs4244285) K&
O CYP2C19%3 (636G>A) (rs4986893) Zfiftr L7z, 72, 774 ~v—k X
WNTagMan 7 2 — 7% TagMan SNP genotyping assays (life technologies f1-)
Z 7= (CYP2C19%2, CYP2C19%3 D assay IDs [3% #1141 C_25986767_70 .
C_27861809_10), 73, CYP2C198fs+ZRIZIn U T, 3 REICHERA & 0¥

L 7= ; Extensive metabolizer (EM ) : CYP2C19%1/*1 . Intermediate



metabolizer (IM) : CYP2C19%1/*2, *1/*3. Poor metabolizer (PM) :

CYP2C19%2/%2, *2/%3, *5/*3,

&

RN
Hatlx StatView (SAS Institute., Cary, NC. X[E) Y7 h&fEHL. 2
FEM D721 student’s ttest & W TITV, ZREEIZ O E AT 217V Scheffe’s

post hoc test (2 & D BRI ZDREZIT -T2, 7B, AEAKEIIXP<0.05 & L7,

WEEF IR 166 4 THY . TAEY U+ 27 R UAPHAREZ 9T 4. 7 &
VU TFru Y BT 4T A T AU CEAIRAHEL 214 TH o 72,

D CYP2C198 I 2 x5t BE S 7% (F 1) IT5-7T,



1 BEY

Clipidogrel + Aspirn Ticlopidine +Aspirin Ajg:':

MM P Total MM P Tota Total

n (%) M) 460 718 9 15(32) 2349 9(19 47 /
Male (%) 20(76) 3M(67) 10(39) 67(69)  0(6T) 18(78) 3(33) M(66)  15(7)
Age (year) 67410 67£9  66LM1 6710 6918 6916 7410 7018 7116
BMI 40132 241330 239130 240131 231134 220127 220137 228131 44164
Diabetes (%) 61) 14(30) 4(4) A(2) 60) 3(13) 6(67) 932 6(29)
Current smoker (%) 200 T(15)  3(18) 12(12) 00) 209 000 2(4) 1(5)
Plteletcount (10'uL) ~ 08278 210149 187133 206160 206186 20495 153152 07488 26186

Data are expressed as the mean + S.D.

CYP2C19 I +ZBOENEI1T CYP2C19 *1/%1, *1/*2, *1/*3, *2/%2, *2/*3,

*3/%3 INEIEIL 33%, 36%, 14%, 8%, 8%, 0.6% T o7z, 7/ vt R L LR

D CYP2C19 DB+ ZH DOE|E 1T CYP2C19 *1/%1 (extensive metabolizer;EM) .

CYP2C19 *1/%2, *1/*3 (intermediate metabolizer ; IM) .

CYP2C19*2/*2, *2/%3,

*3/*3 (poor metabolizer ; PM) 23 Zi1E4, 344 (35%)., 464 (47%). 174

(18%) THY, Fr/u v YD 154 (32%). 234 (49%). 94 (19%)

LIARETH -7z, 20 CYP2019 BIGTEZHOMAILFITBEDOAI TOH

HERBRETHHU415.29, pfs 14DT ALY r+27ub F7 LB

(PM) BEIZIBNT, M/MREEEREN A & AR DEZ R L2, Z0/f

FICOWTIEHE A OHRICBW TIRERAN TR TH -7 2 LB S 2T

9



D, T BIRERS LT,

ADP 5umol/L & 20umol/L (2% 4 I/ MiEREE RE

ADP 5pumol/L & 20umol/L D ¥ E 31T 2 M/ MREFERE D #E FILFEAE TH
~7- (data not shown)., £7-. ADP 20umol/L T 5umol/L L v & CYP2C19
BRI L AHMZENRELSRBOLNT-Z &5 (data not shown) . VAT
DOFEFEHX ADP 20mol/LlKIC &L - TH B ALz i/ IMREEEE RE D 2 VT T 5 72,

ya bt R LIV EF 7 a ey Ol MRERE I E] )5

M/ REESERR IR, B KRR CITMEEARE T 84.8 £ 5.7% Th 7= DITHE L,
TAEY CHEAFIRARET 56.0 £ 85%, TAEY L+ u b KT LAHAEET
465 = 9.1% . TAEY U +F 7P UOHHRET 407 £ 9.0% TH o7,
— 07, BRAEEEE T LA OME M 255880 S, M/ MRIEFEHERE ITREREARE, 7
A CVHEARMARE., 7AYo+ a R VAR, TAE Y T
BEYUHBETCEN T 83.8 £ 5.2%.45.8 = 8.5%.24.9 £ 10.0% .20.2
+ 8.0% Thol, WTFNLL 7 AU VEAIRMAE L (i L, SFHEETIZAE (p
< 0.001) ICI/IMREEEREIME T LT\ e, &6ic, F7 v ey U BT,
7 m e R7 LVPERRE L D I/ MREEEREIZAEIC (p<0.05) KA "L (M

3).

10



(A) *k*% (B) *k%
| xx ' X%k
100 L 100 —ExE
é I:—|—LA—| *kk *% %
S 751 ' . ' 75 -
= *k% *
1] T [ [
=]
2
=) T T
(=]
I & ]
& 50 T T 50
9
(]
& L T 7
= 1
* 1
25- | 25 -
*k%
L —
J
*%k%
0- 0 :
Healthy Aspirin Clopidogrel Ticlopidine Healthy Aspirin  Clopidogrel Ticlopidine
subjects alone +Aspirin + Aspirin subjects alone + Aspirin +Aspirin

3: Platelet aggregation in each treatment group

Platelet aggregation induced by 20 pmol/LL ADP (A, maximum platelet
aggregation; B, residual platelet aggregation) was measured in healthy
subjects (n = 9) and patients receiving antiplatelet therapy (aspirin alone, n
= 21; aspirin plus clopidogrel, n = 96; or aspirin plus ticlopidine, n = 47). The
lines within boxes represent median values; the upper and lower lines of the
boxes represent the 25th and 75th percentiles, respectively, and the upper
and lower bars outside the boxes represent the 90th and 10th percentiles,

respectively. *P < 0.05, **P < 0.01, ***P < 0.001.

Ju b RTLVETF I ey Ol MEEEMGIZIERICAIET CYP2C19 iEis

FEMOEE
Ju e R7UAGHIRECRT B, BOKIUEER EM, IM, PM BTZh

i 42.1 £ 8.2%. 48.2 £9.4%. 50.8 + 6.0%. FEfFEHETIZ EM. IM. PM &f

11



TENZI 19.0 £8.3%, 26.2+9.2%, 33.8+7.8% Th o7z, ZOFRITHE
DOUWFS DA L FEER, 7 v B K7 LAPERBED fi/MEEgERE X, CYP2C19
EM . IM. PM OJEICEMTH Y. CYP2C19 HEAEE LTI T 1m 1R 5 B
FIZBNWTIZ v E K7 Lo M/ MREEEIEIZ) R OIS AR D bivl, R

REEIZOW T PM BB W TT A U VHEAIRARE S OB BEZEZRD 2D
-7 (K 4A),

F 7o, M/ RE & FRATREEE T L7521, CYP2C19 85720
WAITRRKEELV L IDITBHETH 2N, 7 R LIVRHA PM B2k
WTh, TAE Y CHEAIRRRE & g U CF B Z2 /MM 238 072 (X

5A),
(A) (B) k%
I *kK
[
757 [ . 75 ,L
*
| [
S I T
c
S 50 i 50
= T - T & T T
g
L =
S Il T
3 Il
2 25 L 25
k] *kk
o J
*%
0- 0
Aspirin EM IM PM Aspirin EM IM PM
alone alone
Clopidogrel + Aspirin Ticlopidine + Aspirin

4 : Maximum platelet aggregation in each CYP2C19 phenotype group.
All subjects were genotyped for the CYP2C19%2 (681G>A) and CYP2C19%*3

(636G>A) alleles and divided into three groups: extensive metabolizers (EM),

12



CYP2C19%1/*1; intermediate metabolizers (IM), CYP2C19%1/*2 and *1/*3,
and poor metabolizers (PM), CYP2C19%*2/%2, *2/*3, and *3/*3. Maximum
platelet aggregation induced by 20 umol/L ADP was measured in patients
treated with aspirin plus clopidogrel (A) or aspirin plus ticlopidine (B).

*P <0.05, **P < 0.01, ***P < 0.001.

(A) (B)
757 | ik 75 - ‘ * Kk
*kk *kk
Raaam "
1
T *kk _‘,

50 1

|
|

Platelet aggregation (%)

>
_i
}_
_i
_|
o

251
i - ==
0 0-
Aspirin EM IM PM Aspirin EM IM PM
alone alone
Clopidogrel + Aspirin Ticlopidine + Aspirin

5 : Residual platelet aggregation in each CYP2C19 phenotype group
Residual platelet aggregation induced by 20 pmol/LL ADP was measured in
patients treated with aspirin plus clopidogrel (A) or aspirin plus ticlopidine

(B). *P < 0.05, **P < 0.01, ***P < 0.001.

—J7. Fru Y ORI MREEEREIT, mokif/ MREES Tid EM, IM,

PM BEETCTFNFH 43.5+6.1%., 40.0+9.7%. 37.9+£10.6%. FEfFkefs Tl% 20.8 +

13



7.2%. 20.2+8.4%, 19.1+9.1% & HEH TCOREAEITR < CYP2C19 &5
DEBITRD LN > T2, 5O M/ IMREERIT W Th OB G 2R
BWTHZuat RZLAHO CYP2C19 EM RfEFHfEETH D, CYP2C19
PM &3 L0 b AEICHI/MREEERENMET LT (K4 - 5),

NS OFERIHEIA LT, — 0 7 a ¥ K7 L VEE PM BE (7T 4) T,
FIRENBE EFHRL, EERKICBWTIRHAERNF 7 n e ICEB I,
F D%, BEOREZSTEMEFES O M/ IMEEEREDE 2 FHERE Li- L 2
A, 2 % ORIMITIBNTT X TO-BE Tl IMREEEREDIK T 258072 (33.4

+ 94%v.s. 17.3 = 5.6%) (P<0.01) (X6),

60 - p < 0.01
50 A
=
S
— 40 7
o
[=2)
o
> 30 A
<
@
2
o 20 A
o
10 -
0
Clopidogrel Ticlopidine
+ Aspirin + Aspirin

6 : Residual platelet aggregations before and after switching from
clopidogrel to ticlopidine in CYP2C19 poor metabolizer patients.
Residual platelet aggregation induced by 20 pmol/LL ADP was measured in 7

poor metabolizer patients before and after switching from clopidogrel to

14



ticlopidine.

Ju e R VALF I a ey Ol MREREM I B M IFE S PPT O 8%

AWFIETIL, 7 RZVAVIRARED 97 4 24 4 (26%), 7 m &Y U

DA4THH 104 (21%) B PPIEZOFHL TWe, F7-, flid CYP2C19 PHFESK
(CTENRA, RV aFy—b, ZARFHIV) ZRAL TS ES XNV
nol-, PPL OfFHIZ, 7o b R LARELF /7o DU o 8L 50RO
IR RIC BB L T e otz (R 2),

£ 2 PUi/ MR O FNZ KIE T PP D52 %

Clopidogrel + Aspirin Ticlopiding + Aspirin
EM M P Total EM IM PM Total
without PPl n pid 3 14 12 12 19 b 37
RPA(%) 17.7£84 257190 335180 2441103 20167 201184 198%107 203% 8.1
with PPI n 9 13 2 p 3 4 3 10
RPA(%) 22776 275199 360185 264£94 236199 183194 177165 197182
pvalue 0.13 0.57 N.D. 042 0.76 0.61 0.76 0.83

RPA : Residual platelet aggregation

Ju Y R7VIVETF T a e D O/ NREEEE IIHIR) R M 3 A 0D 2

7a e K7 L@ EM B T, B £ (a body mass index ; BMI > 25 kg/m?2)
@OITIUNT, FEINEEE L L, v IMREBEEREN A RICEE Ch o7z, ZD
Z & KD RS B AR i A R 3G 5 5 CYP2C19 EM A 2B\
Th, BE7 v e R 7 LV OMRERS T SRR DD (3 3),

15



% 3 HUL/IMEEEDSNI BIE T 2

Clopidogrel + Aspirin Ticlopidine + Aspirin
BMI EM IM PM Total EM IM PM Total
<25 n 25 30 12 67 1 19 7 37

RPA(%) 171+ 74 264198 331187 2471105 205148 186%7.7 17619919073
55 n 9 16 4 29 4 4 2 10

RPA(%) 244189 259185360+ 43 268188 2151127 278188 245107 246+ 94

pvalue 0.02 0.86 0.54 0.23 0.83 0.05 N.D. 0.05

%

P

T TAARNOHEBAREEBELZGRIC, JoE K7 LLeFrueyro

P/ IMEEE N R T CYP2C19 B FZ RO HOWTlRE LTz, £
OFER, W EOWSN TORRW LFEEEIC, CYP2C19 FERESE KA S8R+
(CYP2C19*2 orfand *3) A {REFL CWHEAFIL, hoBE LKL T/ rE R
TV KD P IMREEESITZ LN LR E 0Ll oTz,

In vitro B OFER LV F 27 1 v 1% CYP2C19 & CYP isoforms (2 THL
MENDZ L THRERETLTRRT v/ THDEREPD SN THER, K
RERIZIBWTTF 7 1 B0 AR EE O/ MREEEREIT. CYP2C19 O T D&
BT LU BT 2P IMREERZNIR 238072, 2D Z L1, in vivo 123
W, F7 v BV OIEHREHITIE CYP2CLY IEMHEN KA TIEARWN T L AR S
ns,

UL/ MR DR O G IEIE, A EFk % 23T > 72 ADP FIBIC & 5 #Oot% i

16



PERRBROIE NS, VerifyNow®Z W 7= HiER ER VSN S 28, st B MR
BIZERII T Y N A ETRT 29 2 THERTH D Z L RMHATND G 2,
T~ OFBERTIL. ADP Spmol/L K& T8 20pmol/L FIBIC & 5 Fie RIEEEE M OV 17 kE
FEME L., Z ORI TR COFMFEICB N CEEEOM M & BT, BIE
DEZA, EOFMITIENROME A X M2 THIT 55 2 TRrbEYTH S0
T HAICRFI S TRV, 7 m B RJ LLE CYP2C19 HREHE A i s
THRFFEFICBOTHLLE A Xy MR EZ R+ 2 EBREDSh TV D
ZEMB, 7 R LT CYP2C19 BRE FE RIS SOBA AR IR FFEEF 1T L T
b —EDOHU/ RN R BTN D b D EHRIND, £DZ ENnBAEY
o RZLILHEA CYP2C19 PM BB & 7 A B Y L HAIRRF B O il iz s\ T
BFREEERD Do T RREEIC X 25HMETE Y Tid/e < | BRFEEL FHW
i/ REESERE T ORI AN DL A N F 2 PHIT S 9 2 TRY TIERWNEE
25, £, FRAFEHERRIX CYP2C19 Bin 12O E B2 REI KMEBY |
CYP2C19 HREFE RTINS B IS KD YV RV AR T 292 T AHTHD &
Hesans,

AHFFETIL, CYP2CL19 PM FIZB W TZ7 u B R LANLTF 7Y
RAEEZEE LIzE 25, TXTORE TM/IMUEERMET Lz, ZOfE%
X, 7B R LAOMENETIT S CYP2C19 PM BAFIZB W TEH, F7rE
T TR M IMREEEINHI SR 2 LTV . CYP2C19 PM B ITXI 5.0l
AR POV Z7ERICHFHFEGT D L2kt 5,

DI R A N FIIE U A 7 (T IMREEERRELISMT & 2T 2 b OFES L
HERR L THEAR DB g U 27 JEGITIE X 0 B 72 i MEESE A O 4 B
WEEE S5, EF, PP OOFHIZE D, CYP2C19 DG HEIN 7 rEe 7
LVOTEVEAIES T2 2 & MR STV ® | AR CIX PPI JFIC L D

17



M/NREESERE~DEEIL, F/7r P UV RHBEIZLEAADZ L7 uE T
LVIRHBFIZB W T HERO Lol

ZOFJEIZONTIL, RBUCEER Sz PPl JFHBEENZ LW 2 LR
T HAREMEN B D, EESIZ, CYP2C19 EM @7 v K7 LIVIRABFIZE W T
(X, PPIZEDFRARFE &l L, PPI ORI & 0 i/ MREEE BRI @i & 331
Holz (227%vs. 17.7%, p=0.13), L LARRS, SROFERELY, 7o R
7 VIVON PN I T PPl OF2E CYP2CL9 B n -2 L Db D LD L/ &
WZ EDBHBMNI R 2T,

—J7, WA TEIEHINTWAEF AT T — L HRENIZEWT
FHINDZEDZNT I T T — AT XT T —)LFICYP2CL9 fHE DR
FEMEREE T D Z L H0 MBSMCEIT D PPL 7 a e R LLVOMEIER®
WELENORKREEOMNIT L Z EITRETHLEBEZXOND, WEDHIE
IZBWWT, Z7rE R7 Ll PPIOFHIC X 2 38 AAEH O IX CYP2C19 &
BFLZIUTIBNTER Y | CYP2C19 HEREFE A LB R TR FF R CIIAH AR
N EWZ ERHER STV, KRBTV THRBEOEM AR b
THY ., BANIFCKA L Ll L CYP2CI9 @B F 2 MOBEENE 2 & 9 %
EET DL, ENTO PPI L7 mbt R L)L e OFEYHEAERZ BT 256
(2%, CYP2C19 i#fn 2% = L1245 PPl OFHIC X DM EEH OB 217 5 S5
WRDDHEEZ BN, ZDTD, Fx IR THRIEFRBREZENS S
Bz 2 BRRER 21TV, CYP2CL9 B FZ R 7 m B R 7 L)L &4 PPI LD
FHE AR & it L7202,

ZFOFERIIARBRERE, 70 R LVAVRABREICBT S PPIOGFHICL S
I/ MREEERE~ DA B e BITRD bz o7, x T CYP2CL9 s 1% %!

BNZPEH &7 PPI S L ITHEt 21T o TR, 70 Y 77—V RN T T Z
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V= BERICBT 5 2 1 R 7 L L O MREEEREIHI A~ DI T VT h
DELETFHRDOBNTH/NINZ ENPH LN T,

LINLARNS, T2V 7TV —id EM BEZEB W T/ MrEEERE D - FH])
(P=0.144) ZFEHTEY, ZOHERKRE L TULT Y77V —/LdD CYP2CL9 [
EERANTART T — L L 02 L0 EM BETIE CYP2C19 FERTH 237
< IMPM BEL Y bHAMEMZ2ZIT0T VW EOIREZ END, LaLiaenb,
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