Su5595 Lo, o

S lopydiwe jI g 6315 d9¢ (Ischemic) SaaSunl @dlga 1 (6 she 59> S w6 Ghol @) plgicar (S j93 b oyl 9 J)S93m9ls

AL (50 2 ke caiwl (315 )8 L (Acute coronary syndromes) (gyig,S

« CYP2C19 luwgs sxac job 4 « (Cytochrome P-450) Fho( 0 09)Sgiun (@il bwgs ()gumwlo)gaumilyign Jiojld a5 Cuwl g)ls G SO J)f9..&_u915
Jed Joamo 4 CYP2C19 buwgs (glalsye ¥ 3508 S5 )5 J)S9a00l5 7410 .l oSV gazd )3 Jasd jgiuw) Jl=d g ol cuiS)y 6355, lge 4 il g

..)J)gb..o d_).l.u dlszs)..\.c d9,ua_'>vo Li_) %) C)T VAN d_i.db ) ‘39“:’0“’ o)_nJSJLw C)T

3)Slac b @il ghl> Comas 5l Jo)yd lo-Fo a5 1310 ¢l ()} JSib) alize glotumas )5 o Culled ;liue g Cunl L850, @1 S CYP2CT9

100 %

75 %

50 %

25 %

0%

I 22 % I 24% M™2% [JW14% MW 12%

CYP2C19 wglaio culed

walizo LgLbe’A*SZA.? »d
. INCREASED

NORMAL
. I DECREASED
EUR AFR EAS SAS AMR

S0 y07 (099 315 AMR gz (glweT 3155 :SAS (55, (gluoT 31355 :EAS «(aln)sT 5155 :AFR «(abig)l 5155 :EUR
Y Zhouetal,ClinPharmacolTher (2017) :l caud 4i)Sp calitxe (clocuzas ;5> CYP2CT9 wglate waled 1) pouas




: CYP2C19 >)Slac iol5 L J)S930915 b 02k (yloyd )8l

J35g Joloyué 3481 b aunlie )5 (Stent thrombosis) caiuwl 51 (400 jgregys yas (cplp ¥ Ginldl gl *

03 Wil 9 ¢l yw daily 3929 aS ,Lu.Q)f doud «oglhob (b &ilgs yhs (¢g) p CYP2CT9 ([SLit) < (53656gS 3oL L BTl I (550
.‘»Ajld.'ié)f dzui |y o GV pplw a5 (Jlo)s "ewl

CQyde g OlelUas OR b_)s_i.o_(bb ]) é_)Lu ) s dz‘Jb Slbaie é_)Lu L Ll b_)Luu9J|n_Q> L;l)lb Slebho S9) P O loL’AJI),\JlJTL»o \ S (5)9)° a=lUao Li_)
Pl diwsls ¢ (Bias) g puSow wglase

ol 51 (56 joreg,3 dloul p (w3l CYP2CT9 s 3)Slac (i) Cawd jl d yoie (SSui) lyues a5 35lesls ()Llid Bdac jlUTlie (1S)gb a
b ol 135,50 degame (glizl 1 &5 «Syo g (Myocardial infarction) s aiSuw oz Giolidl b ST .a5)l5 (ol (5L Joly b awolds )5 ((ST)
Sl bilye Qiiume Hlaw (2l

((Ticagrelor),q),S15,5 ¢ (Prasugrel) J,Sqwly Jbo ¢lgic @) (550l i5Was ¢leyd SO (J,S93m5lS (sl DPWG g CPIC (glo Jasllygiumws 394 jg=5
AS (50 Aogs T Bruas &w pac W)go )3 LYP2C19 buwgis b wues (wodiSejdglio gl )

1. Mega JL et al. Cytochrome p-450 polymorphisms and response to clopidogrel. N Engl J Med. 2009;360(4):354-62
2. Mega JL et al. Reduced-function CYP2C19 genotype and risk of adverse clinical outcomes among patients treated with clopidogrel predominantly for PCI: a meta-analysis. JAMA 2010;304(16):1821-30

3. Bauer T et al. Impact of CYP2C19 variant genotypes on clinical efficacy of antiplatelet treatment with clopidogrel: systematic review and meta-analysis. BMJ2011;343:d4588.
4. Osnabrugge RL et al. A systematic review and critical assessment of 11 discordant meta-analyses on reduced-function CYP2C19 genotype and risk of adverse clinical outcomes in clopidogrel users.
Genet Med.2015;17(1):3-1




((Percutaneous Coronary Intervention) (;iwlogiT jI G |y CYP2CT9 Cusisdg colio b (55W0as (¢loyd (5idb 3,05 aulid (¢35 yedis dellas SO

CYP2C19 D)S.IA.C UL\.Q.Q L) k.AJL))I9 LSI)I) 45 Ul)LQ.U )I 7.;0 )3 I) c)9J)§lS.&J l.) d)§9u.)l).) cu_))i_)l) (J_JSXL).\JD ULO).) .b.U)A (J.A.LC (SLQ)(_)LO)LUU .))S b_)L)))I
L25163)S duogs |y Ao

292 VL (50295 JB )9b 4 (30l Hloyd I)lge b dmnlio )d 39203 5925 (ylinly J)S9am9lSe 339 CYP2CT9

G )3 390 (652395 W yzie Llgi o0 Ao 5l Gy (63l wus S .5)ld (S (Sloyd j93 839ame aS Cawloddd jug=S dlaeil ws (59,15 opSaaly «2)B)lg
D9 (5)9409)5 VS)lge 2o Bilgise (Floyd 3>l Pl Bpae j9s &S

diwwlg (3825l (lo)giSL (gjlw Jled Johuro laJ)JT VKORCT (5 .3940 (50 6jdgalie cCamwl Si8)y90( 50 |q_))JT S0 a5 LCYP2C9 buwgs o.))iwf yob @ )8)lg
S (50 a9l |y 90)8)lg 595 W jLS ) 0l ais L L:-’9§L’9§ .50 5 Fo « VKORCT ¢ CYP2CO (clo(yj 5> (55uij wlyues .55 50 L_g)l.ijjp) Iy K (yaoling @

S Gwo Y (10)8)l9 595 @ 5L L Cuas jl AP a5 (Jlo) 659 "ulns (clossios &l 05 hao Y/EF (1058)lg 595 4 L5 b agllas 390 Cuamas I LYF
D Ogumswe (wlins )l (wosiod Guwly’

5. Cavallari LH et al. Multisite Investigation of Outcomes With Implementation of CYP2C19 Genotype-Guided Antiplatelet Therapy After Percutaneous Coronary Intervention. JACC Cardiovasc Interv.
2018;11(2):181-191

6. Mega JL et al. Genetics and the clinical response to warfarin and edoxaban: findings from the randomised, double-blind ENGAGE AF-TIMI 48 trial. Lancet 2015;385(9984):2280-7




1aS Cawl 63,5 (6uSdmuis Hob (pl jILTGL SO

oL 1) ©gllaoll Wilg> jhs (5295 B job 4y 9 3)5 0ligS |) Gawlin j93 b haww) (gl )Y ploj ©30 (50295 P )ob ) caaighf Clad b j93 (s
Y3100 dgug (Jglaio j9 (e gy L dunlde ) 1y (5lo)d 639320 )3 g)ld 13925 (yloj o Lol eald

1aS Gl 03,5 (gyuSasui job ol jbTl SO

@ y2ho 45 392 0345 di8)S HB5 )3 )15 ST (Sl ) pge Sb)ly 5 39 L)l S > &b slocolyly Jeld SuisjsSle, b GinleiT o2l
2 G 235 B ol (4295 JB job 4 pol> slocilyly Jolo s3I I 550 a5 (5)sb @ b Caumaz ol )3 G8ras j9d pusS ) (L) s>

3333

7. Shi C et al. Pharmacogenetics-Based versus Conventional Dosing of Warfarin: A Meta-Analysis of Randomized Controlled Trials. PLoS One 2015;10(12):e0144511
8. Kimmel SE et al. A pharmacogenetic versus a clinical algorithm for warfarin dosing. N Eng/ J Med. 2013;369(24):2283-93.

9. Drozda K et al. Poor Warfarin Dose Prediction with Pharmacogenetic Algorithms that Exclude Genotypes Important for African Americans. Pharmacogenet Genomics. 2015; 25:73-81
10. Limdi NA et al. Race influences warfarin dose changes associated with genetic factors. Blood 2015;126(4):539-45




Statins) Loy liwl
( O

092 ) VPl gledle 1 S w0 Y U bl e Sl Wgw (0 oo Sl Cacl LQ,)T dbwlg L o (L Glwl a5 L,JL(D'a;.uJulSA A2 (50

sl ©952j9a0 pl)lan .S ) pHlwlgass ©S e Ao j93 Egpd yloj jl b 7 0)95 S b )3 |y Shigae 2 Wike lylany GRaz5 30)> e Sy

¢ (Atorvastatin)o,gu*»lg)gﬁ ol U.))i_)b LSL(DU..LJL\.uﬂ .).:nga,)J)slﬁd Cawd |) LDL ds)..wuls u9.lb_.o L)u..(blS uubw]w )’I (I°)§ b_l.,w 20 db.,o O|9i_c
Sgdb 4id)S 15 > oyl (gl (Pitavastatin)eysliwlgliu L (Rosuvastatin)eyitiwlgg;)

Oi,cw douil D g S Jass l) oyt lAS s®j9d iz aS b ).)l§ Cawl USA.O SLCO1B1 OJ C (FS41 49056) Cobylg L_;l)g u9§J)9A.Q> Oblew
b diwls jLs PCSKI (sl 3isS)lge 3ile (0550l (jloys 4 Cawl

11. SEARCH Collaborative Group, SLCO1B1 variants and statin-induced myopathy - a genomewide study. N Eng/J Med. 2008;359(8):789-9




(Beta-blockers) Lo (closais)lgo

)h,wu Lstbo.&iiS o).;J9JLw ) L>_3Lo)b A> )l ).AAS 03930 )l .).J|9Jb.,o d9JS)J9M b_)lA,wXL) cdale 9 b9.wb.,o o).\J9wa CYP2D6 JQ.w9J ddoc )9b L LJ9J9)J9M
Al yaeie CYP2D6 wues (s@o3iS 85dgilio )> (aw 698l job 4y g (Sloyd o 5l yiwin ydlie B CYP2D6 gy

Tl i CYP2D6 waus 9 &y b oS olgplie (Hlw ) (A Bl

Canl 634 1925 liulyp (Flecainide)auwnlsds (gg)ls a5 CYP2D6 s (gloosisS ojlgilio (¢l (s9pas j93 oljue pogas ;> DPWG (o Jasll)giws
A5 (50 Cawnd CYP2D6 Caumis (oo disSesdglio (glp 1) (s65ls (6)lge (Carvedilol) Jolusg, S (539,15 ) )30 (gow | .l 350

slodaglgiws hls> Gog)ls 3)90 )3 T I eslaiwl g 3bdo S92 1) 913 j2925 SlogpS paaal Vlgize gl Cape ojg= )3 SujgSle)ls 99
ol 09 @ b wwl SuBjeSleyld GiuleiT Sy a5 Pillcheck 3)90 ;5 yidw OleMbl cunS (glp .Gl b gy Jlo jd SubjgSle,ld

12. Blake CM et al. Meta-analysis of CYP2D6 metabolizer phenotype and metoprolol pharmacokinetics. Clin Pharmacol Ther. 2013; 94(3): 394-399




