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Drug

Pharmacokinetic mechanisms

CYP2B6 Efavirenz

CYP2C19 Clopidagrel, SSRIs, TCAs, voriconazole, proton
pump inhibitors*

CYP2C9 Celecoxib*, phenytoin, warfarin

CYP2D6 Codeine, oxycodone, tramadol, SSRIs, TCAs,
ondansetron, tamoxifen, atomoxetine

CYP3AS Tacrolimus

DPYD 5-fluorouracil, capecitabine, tegafur

TPMT and NUDT15 Azathioprine, mercaptopurine, thioguanine

SLCO1B1 Simvastatin

UGT1A1 Atazanavir

Pharmacodynamic mechanisms

CFTR Ivacaftor

CYP4F2 Warfarin

G6PD Rasburicase

HLA-B Abacavir, allopurinol, carbamazepine, phenytoin
IFNL3 (IL28B) Interferon

RYR1 and CACNA1S Inhaled anesthetics, succinylcholine

VKORC1 Warfarin

SSRI=selective serotonin reuptake inhibitor. TCA=tricyclic antidepressant.
*Guidelines in progress.

Table 1: Drugs and genes with guidelines from the Clinical
Pharmacogenetics Implementation Consortium for use in clinical practice
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#R® #% GRADE #1 AGREE Il 15 & #l & 5 #, # 7 I Pk ft 55 5k A CPIC #1 CPNDS #8 /@8

Stakeholder Rigor of Clarity of

Guideline Sgope anod involvement development presentation Appll(? ability lndepindenc Gvendil R(.acommendat (A)
purpose (%) (%) (%) (%) (%) e (%) score ion for use 59
(1] (1] (1]
CPIC 79.6 44.4 77.8 79.6 472 86.1 6/7 Recommended 48
e

Recommended 3

RNPGX 66.7 29.6 43.1 2.2 333 38.9 3/7 with g’)
modifications .E

CPNDS 852 53.7 68.8 77.8 431 77.8 6/7 Recommended = 13 16
Recommended 8

DPWG 759 40.7 54.2 83.3 43.1 58.3 4/7 with
modifications - -

Median 77.8 42.6 61.5 78.7 43.1 68.1 CPIC DPWG CPNDS RNPGx

(range) (66.7-85.2) (29.6-53.7) (43.1-77.8) (72.2-83.3) (33.3-47.2) (38.9-86.1)

Guo C, et al, Clin Exp Pharmacol Physiol. 2019
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vIP Clinical Genetic Testing 12 Drug (Guideline/Drug Label Organizations 3) Clinical Impact Atomoxetine (CPIC [33], DPWG [3,4]) Increase attention/monitoring dose
BRCA1 Genetic testing for BRCAT mutations Olaparib, rucaparib (FDA drug label) Targeted treatment specific to genetic status CYP3AS Genetic testing for presence of “normal” function and Tacroli CPIC [16], DPWG [3.4 Dosing adjustment to reduce risk of poor
BRCA2 Genetic testing for BRCA2 mutations Olaparib, rucaparib (FDA drug label) Targeted treatment specific to genetic status o Hecredsat Rinietion alisies acrolimus ( el [34]) eificacy
6 ’ = . . EE. . Desflurane, enflurane, halothane, isoflurane, Alternate choice of medication to prevent Dosi 1 . T
CACNA1S  Genetic testing for CACNA1S mutations ) | ~ | = 2 ? = s, PR osing adjustment for optimal efficacy
: SHEHETeSHngR O : SRR methoxyflurane, sevoflurane, succinylcholine (CPIC [2]) serious ADR (risk of death) CYP4F2 Genetic testing for presence of CYP4F2*3 allele Warfarin (CPIC [9]) (avoidging ]excessive bleegiﬂg/ C]Otting)}
enetic testi ce of CFTR G551D, F5 ’
o Ce‘?em testing foF pres.enue Ot CETRIG551D, Fo05del Ivacaftor (CPIC [7]), lumacaftor (when in formulation with - = 2 . . . . Capecitabine, fluorouracil, tegafur (CPIC [25] —only : . .
CFIR variants (+32 other variants now approved —found on ivacaftor) (FDA drug label) Targeted treatment specific to genetic status DPYD Genetic testing for presence of decreased function alleles - 16 il DPWG [3,4] —all it " Dosing adjustment/alternate choice of
, a capecitabine and fluorouraci 3,4] —all three anti-
ivacaftor drug label) (recommendation based on genotype activity score) P Jastics listed) ! ! medication (risk of ADR—death)
( ) Clopidogrel (DPWG [3,4], CPIC [10]) neoplastics listed
Amitriptyline, clomipramine, doxepin, imipramine, Genetic testing for presence of DMD mutation that is . . X
Lo g ’ t ) DMD L Eteplirsen (FDA drug label) Targeted treatment specific to genetic status
= : . - trimipramine (CPIC [32] —all tricyclic antidepressants listed, ~ Dosing adjustment/alternate choice of amenable to exon 51 skipping
e B Genetic testing for presence of increased and decreased = P P o : . _ 5
OYP2C¢19 P DPWG [3,4]) —only imipramine) medication (risk of poor efficacy/ADRs) Alternate choice of contraceptive method to
c S = : . et -
Citalopram, escitalopram, sertraline (CPIC [31], DPWG [3,4]) r5 Genetic testing for F5 alleles Estrogen-containing hormonal contraceptives (DPWG [34])  prevent serious ADR (venous thrombo-
Voriconazole (CPIC [6], DPWG [3,4]) ”
embolism)
V Creas i i i . . . . —~
T 5 ET———— ;;\m(vx:rv?lgpign[e;;l]‘ag}l);]fé m[’;k;};;’azo]e (PPWG [34]) ;]u‘mqe zt.ter:tmn/ ::omtnnn " dmfe R Genetic testing for presence of decreased function (class Rasburicase (CPIC [18])
D " S TOEBIG — stion alleles to, , S8 ssing adjus serious ; i = . < : oy
cypacs enetic testing ror presence of decreased function allele: enytoln D: u:g: = d]‘ubtlr:z:t f(i p:e‘t/‘i:al Z:( mv G6PD I, 11, or III) alleles [x-linked —males 1 allele, females—2 Pegloticase (FDA drug label, European Medicines Agency Alternate choice of medication to prevent
= ) . " T — " : B osing adjus or opti: icac 6. o A A N )
Genetic testing for presence of decreased function alleles ~ Warfarin (CPIC [9], CPNDS [11], DPWG [3]) (avai d&ing ]excessive bleeginﬂ clnuing)’ alleles; if ambiguous result or female heterozygote — drug label) serious ADR (acute hemolytic anemia)
Amitriptyline, also likely applicable to other TCAs: enzymatic testing to confirm activity levels] Primaquine (FDA drug label)
Clomil i i i i, 4t i . . . i o " Dosing adjustment to prevent serious ADR
C l()in.lptralr.nme‘, .de:slpran.\n‘le(,glI;)I?}E:;i lmlplr_al:\g\e[r) o (HLA-A ] Genetic testing for presence of HLA-A*31:01 variant Carbamazepine (CPIC [21], CPNDS [22]) (sC AI\?) J F s
nortriptyline, trimipramine 32]—as listed,
[3,4]—only amitriptyline, clomipramine, doxepin, X X ) = . Carbamazepine (CPIC [21], CPNDS [22]), phenytoin (CPIC Dosing adjustment to prevent serious ADR
imipramine, nortriptyline) Genetic testing for presence of HLA-B*15:02 variant [20]), oxcarbazepine (CPIC [21]) (SCAR)
érg)ipmzole, haloperidol, pimozide, zuclopenthixol (DPWG Dosing adjustment/alternate choice of
34]), i o R senc _B*57:01 vari _ - 3 T _
fluvoxamine (CPIC), paroxetine (CPIC [31]—both SSRIs ) ) - HLA-B Genetic testing for presence of HLA-B*57.01 variant Abacavir (CPIC [12], DPWG [34]) medication (risk of poor efficacy/ADR
- = . . : = - Dosing adjustment/alternate choice of SCAR
Genetic testing for presence of increased and decreased listed, DPWG [3,4] —only paroxetine) medi it'ollx (risk of poor efficacy/ADRs) )
icati is icacy, N - B E .
CYP2D6 function alleles (recommendation may be based on Venlafaxine (DPWG [3,4]) P Y Genetic testing for presence of HLA-B*38:01 variant Allopurinol (CPIC [17], American College of Rheumatology Dosing adjustment to prevent serious ADR
genotype activity score) Codeine (CPIC [23], DPWG [3,4], CPNDS [24]), tramadol [19]) (SCAR)
(DPWG [3,4]) IENL3 Genetic testing for presence of [FNL3 (IL28B) variant Peginterferon alfa-2a, peginterferon alfa-2b, ribavirin (CPIC Anticipated efficacy —consider in context of
Flecainide, propafenone (DPWG [3,4]) ) (rs12979860) [14]) SDM and likely side effects
PWG [3 4
Metoprolol (DPWG [3,4]) R . . . X X ) . X Divalproex sodium (FDA drug label, Health Canada/Santé Alternate choice of medication to prevent
Tamoxifen (CPIC [26], DPWG [3,4], CPNDS [29]) POLG Mitochondrial genetic testing for POLG mutations - R K X
Eliglustat (DPWG [3]) Canada drug label) serious ADR (acute liver failure and death)
liglusta 3
. - . . . - . s R Pediatric patients: Dosi djust t t
Tetrabenazine (FDA drug label) RARG Genetic testing for presence of RARG 152229774 variant Daunorubicin, doxorubicin (CPNDS [28]) e rtu paael ZDRO fmg ;L :us.rr‘\tcx; 2
. e Alternate choice of medication to reduce risk prevent serious cardiotoxicity,
Ondansetron, tropisetron (CPIC [8]) of poor efficacy for UMs RYRI Geneficfesting for RYRTmuitati Desflurane, enflurane, halothane, isoflurane, Alternate choice of medication to prevent
senetic testing for mutations
Genetic testi ) ~ i P : . " < & * ° methoxyflurane, sevoflurane, succinylcholine (CPIC [2]) serious ADR (risk of death)
senetic testing for presence of two decreased function Atazanavir (CPIC [13]) Dosing adjustment to prevent serious ADR = d . o i
; . i justment/alternate choic
B alleles (jaundice) Genetic testing for presence of C allele at SLCO1B1 . . . os@g a justment/al erné € cholce o
UGT1A1 . X . . e s . Irinotecan (DPWG [3,4], French Group of Clinical Onco- i i . Simvastatin (CPIC [5], DPWG [3]) medication to prevent serious ADR
Genetic testing for presence of LIGT1A1*1,*28, *36, *37 harmacology (GPCO-Unicancer) & National Dosing adjustment to prevent serious ADR rs4149056 (myopathy)
variants E e By o i (hematological/gastrointestinal toxicity) P - - - e Y - P Y -
Pharmacogenetics Network (RNPGx) [30]) Genetic testing f fd d functi el Azathioprine, mercaptopurine, thioguanine (CPIC [15], Dosing adjustment/alternate choice of
E—— - P " o - - - enetic testing for presence of decreased function alleles N S < 3
UCTIAG Genetic testing for presence of UGT1A6*4 (rs17863783) Daunorubicin, doxorubicin (CPNDS [28]) Pediatric patients: Dosing adjustment to . glorp « DPWG [3,4]) medication (risk of poor efficacy/ADRs)
variant ; T SEmeE prevent serious ADR (cardiotoxicity) Genetic testing for presence of TPMT *2, *3A, *3B, *3C Jatin (CPNDS [27]) Pediatric patients: Dosing adjustment to
Genetic testing for hq (ORC1 rs993443 Cisplatin . e
tenme ic testing for homozygous s Acenocoumarol, phenprocoumon (DPWG [3,4]) Increase attention/monitoring dose alleles P prevent serious ADR (ototoxicity)
status
VKORC1

Genetic testing for presence of VKORCI rs9923231
variant

Warfarin (CPIC [9], CPNDS [11], DPWG [3])

Dosing adjustment for optimal efficacy
(avoiding excessive bleeding/clotting)

Hippman C, Nislow C, J. Pers. Med. 2019
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CYP2C195 S5 & A& (PCl-stent) W EELIEEIFAEX, SEEARTEEFMHAXMN

. Population PCl-stent Follow : .
Ref Year Ethnic e n (%) - Endpoint Polymorphisms Outcomes (LOF vs no LOF)

High-risk patients (PCl-stent)

MACE (CV death,

Collet CYP2C19%2 HR 5.38 (2.32-12.47) p < 0.0001
(‘; 9‘? 2009 Europeans ACS 259 86 >4years  ACS, urgent PCI) ( )P
ST definite CYP2C19*2 HR 6.04 (1.75-20.80) p = 0.004
MACE (CV death
M ACS stent 15 : CYP2C19%2 HR 1.53 (1.07-2.19) p = 0.01
( ;f)a 2009  84% Europeans (TRI; gl\?) 1477 100 s ACS, stroke) ( )p
ST definite CYP2C19*2 HR 3.09 (1.19-8.0) p = 0.02
ABCBL1 TT vs CT/CC: HR 1.72 (1.22-2.44) p=
Mega ACS stent 15 MACE (CV death 0.002
2010  84%E 2905 100 ' CYP2C19*2 and ABCB1
(17) el (TRITON) months ACS, stroke) = CYP2C19%2 + ABCB1 HR 1.97 (1.38-2.82) p =
0.0002
Simon 12 MACE (death any CYP2C19: HR 1.98 (1.10-3.58)
2009 E ACS 2208 68.7 CYP2C19 and ABCB1
(30) i months  cause, ACS, stroke) o ABCB1: HR 1.72 (1.20-2.47)
Sorich ACS stent 15 MACE (CV death, OR 1.63 (1.45-1.81) p < 0.0001
2010  84%E 13608 100 CYP2C19 LOF
(33) HEINERER (TRITON) months ACS, stroke)
Shuldiner 12 MACE (CV death HR 2.42 (1.18-4.99) p = 0.02
2009 E PCl 227 100 ' CYP2C19%2
(31) il months ACS, stroke, PCl)
Wallentin 5010 Eiitapians ACS 10285 60 12 MACE (CV death, CYP2C19 HR at 30 days: p =0.028
(35) months ACS, stroke) CYP2C19 and ABCB1 HR 1.2 (1.0-1.4) p = 0.047**
Low-risk patients
Pare 5010 Europearns—latm ACS stable 059 145 12 MACE (CV death, CYPIC19%2 p=0.32
(53) american months ACS, stroke)

Data are showed as: OR: odds ratio, HR: hazard ratio, (95%CI), p-value
Davila-Fajardo CL, et al., Genes. 2019



R | S HS & H it lim PR SE

ﬁ Sim

l—
= AN
CYP2CIOSERABHMEECHEEIFAEX, CPICHIDPWGIERREINS B AB®R N
Population ki Outcomes (intervention
Ref Year Ethnic p i n stent Follow up Endpoint Polymorphisms
studied (%) group vs control group)
Non RCT
HR 0.63 (0.41-0.97) p=0.037
] MACE (CV death, ACS, stroke) CYP2C19*2, *3 and ABCB1 ( )p
SEhEE e 2016  Europeans ACS-PCl-stent 719 100 1 year il et e L
(37) P ¥ ST definite CYP2C19 *2, *3 and ABCB1 HR 1.27 (0.08-20.2) p=0.87
Urgent revascularization* CYP2C19 *2, *3 and ABCB1 HR 0.63 (0.31-1.28) p=0.20
RCT
T 1 month MACE (composite of death from any 1.3% vs. 5.6%, P = 0.003
- (39) 2016 Asians CAD-PCI 628 100 6 months cause, myocardial infarction, or target CYP2C19*2 3.2%vs. 7.8%, P =0.012
12 months vessel revascularization) 4.2% vs. 9.4%, P =0.010
Roberts (Rapid
ACS tabl . o 9 % p=0.
Gene) 2012 Europeans OTAe 187 100 7days  high on-treatment platelet reactivity CYP2C19*2 0% vs 30% p=00092
angina/ stent
(40)
Roberts (RAPID OR=0.15 p=0.03
STEMI study) 2016 Europeans  STEMI- stent 102 100 1 month high on-treatment platelet reactivity =~ CYP2C19*2, *17 and ABCB1 TT
(41)
Xi MACE (death f M
=) - 2013 Asians CAD-PCI 600 100 180 days PSR TR 1% CYP2C19%2,*3 1.0% and 6.2%, P<0.01
(42) stroke, ischemia)
Netaraneslo 2018  Europeans ACS 888 i mnths, ek (EdeatynonfatlIM, nonfatal  ouoneg gk e aBcE HR 0.58 (0.43-0.78) p<0.001
Pharmclo (43) data stroke)
Bergmeijer
(Popular genetics) ongoing Europeans  STEMlI-stent 2500 100 15 months MACE (CV death, ACS, stroke) CYP2C19%*2, *3
(44)
MACE (non-fatal MI, non-fatal stroke
Tailor-PCl ) ACS or CAD/ A ’ Sk
(NCT01742117) ongoing  Europeans Sheas 5000 100 12 months severe recurrent ischemia, CV death, CYP2C19%*2,*17

and ST)

Data are showed as: OR: odds ratio, HR: hazard ratio, (95%CI), p-value

Davila-Fajardo CL, et al., Genes. 2019
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CPICFIDPWGIE R B IXNWE il CYP2CTIHE SR MBERHAE R E

PGxigrg | EEiHE 1 iaTriEiy
CYP2C19 EM M/ IVRHPEIFIER R IEH ACS-PCI RGNS ERER
CYP2C19 IM M/RHPERES. M/MREREFOMEARRRM XSG TS ACS-PCI BN (hn: ShEE. BBingS)
PI

- CYP2C19 PM M/VRADHEIRARES. MAVRREFIOMEARRRNXETS ACS-PCI BN (B0 EAMEE. BEing)
CYP2C19 UM M/ VRIDHIIEE, M/IVREREERE5 ACS-PCI IRRRES YR E AL EA
CYP2CT19 IM RS, FE ORISR RN S PCl, Stroke, TiA B O e

DPWG  CYP2C19 PM aEEERL, FEORMDERRRNXETS PCI, Stroke, TIA ZZFEMAZY) (fla0: BHhEE. BSRS)
CYP2C19 UM EHEMACEIEI, MEOMMEARARRNXIGAIEFFE, HIIXSERTEEFS Bia HRRRZYIIRE E AR

CPIC 2013 update: Scott SA, et al., Clin Pharmacol Ther. 2013
DPWG 2018 update
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CYP2C19, VKORCT, CYPARZE E & Mg S £ EZ W 7 & i &:
> Bl &y e B B | EL fl (%TTR)
> BE % b M #0 &% A% M 12 & B

. . F)utcome's I Dose in non-
Ref Year Ethnic Populzjltlon n Follow Erdlpoint Polymorphis Hc.)mozygo.tes (intervention  Availability —-—
studied up ms action required group vs control test
F— group
SR 2% VKORCI: 17%  67.4% vs 60.3%
ed 2015 pore.  SOURLAE o, 12 %TTR GIRZCFZY  evmacsm and " <0001 2h Tl e
(EU- Furopean VT (27.9%) weeks VKORC1 3.4% strategy
PACT) (3)
0,
Kimel 33% &%i ;‘;E - CYP2C9*2, VKORCIL: 11%  45.2% vs45% p :Ztﬁii’; Clinical dosing
(COAG) 2015 non- (56%) 5 4 weeks %TTR = CYP2CH%2 aired %3 =0.91 for 5% of R ——
(2 European VKORC1 1% )
patients
Hip Composite
Gage . 91% or knee 165 30and (major bleeding, CYP2C9*2,*3 NA 131350)7:):%%62_ KA NA
(GIFT) (82) European  arthroplast 0 60 days INR=4, VT, CYP4F2
y death)

AF: atrial fibrillation, DVT: Deep-vein thrombosis, PE: pulmonary embolism. %TTR: percentage time in therapeutic range. NA: Not applicable
Davila-Fajardo CL, et al., Genes. 2019
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CPIC, DPWG,CPNDS i E R ENEEHARNESELZMANERE

EJZ A | VKORC1 and GYP2C9°2 and *3 genotype available? |

Self-identified ancestry * | Dose clinically® | Self-identified ancestry

N—

=
LE VKORC1 and CYP2C9*2 and *3 genotype available?

l \ | African ancestry® @
-Afri b i European ancest Non-European ancestry® Dose clinically®
/ | i | | CYP2C975, *6,"8, and *11 also tested®? p Y G i ¥

Sl VKORC1-1639G>A and CYP2C9'2 and *3%: @ l ] VKORC1-1639G>A and CYP2C92
5 Calculatad b> - lidated published =l 1) VKORC1-1639G>A and CYP2C9°2 and *3%: Calculate dose based on 4 and "3: Calculate dose based on
e IR Ve e 9l validated published pharmacogenetic algorithms. = validated published pharmacogenetic
il pharmacogenetic algorithms i =N aigorithmse
8 2) Carriers of CYP2C9%5, *6, "8 or *11 variant alleles (e.g.,*1/*8, *1/*11, *8/*11): =
1 =8l Decrease calculated dose by 15-30%¢.
§ For loading dose, a pharmacogenetics-based
©  warfarin initiation dose algorithm' could be @
K considered. _ _ . .
o | |Afr|can American"? !—b[ rs12777823 tested? Wa rfa rin d oSsSinN g .0 rg
&
| w
< Carriers of CYP2C9*5, *6,"8 or *11 variant 2 = =y N
S_ alleles (e.g., *1/*8, *1/*11, *8/*11): Decrease @ ﬁ :rjs1277:82d3 Acsme[;s.g - Gag e, IWPC %— I£
E calculated dose by 15-30%¢ 8 e e
=
g | g -
S Carriers of CYP4F2 rs2108622 T allele: % For loading dose, a pharmacogenetics-based warfarin initiation dose algorithm! Johnson JA’ et al o Clin Pharmacol Ther. 2017
[ z i i .
o g |oouldbe considered: Gage BF, et al,, Clin Pharmacol Ther. 2008

/ International Warfarin Pharmacogenetics Consortium, N Engl J Med. 2009
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3£ K CYP2C9 VKORCI1, CYP4F2  CPIC, DPWG, CPNDS
= EZALABT SLCO1B7 CPIC, DPWG
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SICOTIBT*5 5B EAR R N X & +H X

STRENGTH study (n=452: 99 cases+353 controls) Brunham study (n=108: 25 cases+83 controls)
Simvastatin Atorvastatin Pravastatin Table 2 Association between rs4149056 genotype and
40 myopathy
W P=0.01 P=03 P=0.97
g 20 - sico1i+s  Statin-type Cases Controls C allele frequency
-
E 25 4 00 alleles T/T T/C C/C T/T T/C C/C Cases Controls P value
1 &1 m>=1allele
£ 15 All 15 8 2 57 20 6 0.24 0.19 0.21
g .l Simva 5 6 1 27 10 2 (033 018 0.042]
o Atorva 7 2 1T 24 7 3 0.20 0.19 0.48
5
0 T T
N with/without CAE 17/108 17/50 21/109 10/37 23/106 8/36 SLCOTBT*5 (rs4149056: C allele)
with/wi u .
Simvastatin Atorvastatin Pravastatin E
40 - All= ' P=0.2
L 354 P=02 P=0.06 P=0.04 '
S 30 :
£ o5 Atorva = |—.—| P=0.5
3 O Male !
o 20 H
3 g m Female }
g 10 | [ Simva = |-| B { Pco,os]
€ 5 = Voora D, et al,, J Am Coll Cardiol. 2009
0 ; , || 01 2 3 456 7 8 9 10 11 12 .
N with/without CAE 16/86 21/76 8/60 23/37 9/63 22/80 Odds ratio Brunham LR, et al., Pharmacogenomics J. 2012
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CPICHIDPWGIE R BNt U SLCOBIHESFXKMITHAHRL X

PGxigm EEZSSIHE b=t g £
rs4149056: TT AP XU BE TRIE N EF S RIS R B E R E A
CPIC  rs4149056: CT AmEXGIES PERFIESIEEENGY (Gla0: BT, WmEFMEMT) , AENENANE TS
rs4149056: CC PR RS PEFIESIEFERZGY (FlaN: SRAST. WEMRMAET) | FHEMENNEMES

1. BN (Pn: BfhiT, REMkiiT. |EMT)

rs4149056: CT  FT4EREEEUA., MESKREFRBEXETS o ‘ N
2. EFBRAYNISEAFIBRETL0 mg/d, FHEHIUPERRISHE

DPWG
EEENAY (PN ST, WEHMEAT. |AMT) | FEEETESHIRRERN

rs4149056: CC FHMEEEUR/>, MZAKREFMIRBEXEHS
HABXPEEF

CPIC 2014 update: Ramsey LB, et al., Clin Pharmacol Ther. 2014
DPWG 2018 update
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AIZERE FSEFE LENNEAUEESERRETEARNEFTE W

SERR 1& MAE trcH ABESRER B T
N Hughes et al. 2004 HIV UK: 3.7% Test: 1.9% ADR; No test: 3.7% ADR $490/ADR avoided for testing
HIPE%*E?‘M Schackman et al. 2008 HIV USA: 5.7% Test: 0% ADR, No test: 2.73% ADR Test dominates other strategies
ADR: f_fgjz Kapoor et al. 2014 HIV Han Chinese 1.1%  Test vs No test: Improve quality of life Not cost-effective for testing
Calatravaa et al. 2010 HIV Spain: 5.6% Test: 4.25% ADR; No test: 7.8% ADR $630/ADR avoided for testing
AIRISES
HLA-B*58:01 Park et al. 2015 Gout Korea: 12.2% Test: 0% ADR, No test: 2.19% ADR Test dominates other strategies
ADR: id8
KOET
HLA-BT1502, p . 2012 Epil Si :14.87%  Test vs No test: | ity of lif Test domi |
HLA-A*31-01 ong et al. pilepsy ingapore: 14.87%  Test vs No test: Improve quality of life est dominates valproate
ADR: SJS, TEN
. Leey et al. 2009 AF USA: NA Test vs No test: reduce major bleeding  Test dominates other strategies
CYP?(%’?; +3 You et al. 2009 Anticoagulation USA: NA Test vs No test: reduce ADR $170192/ADR averted for testing
VKORCT Schalekamp et al. 2006 Thromboembolic Netherlands: 36% Test: 4.6% ADR, No test: 5.1% ADR $4233/ADR averted for testing
ADR: S You et al. 2012 AF USA: NA Test vs No test: Improve quality of life Test dominates standard care
You et al. 2004 Thromboembolic USA: 36% Test: 9.58% ADR, No test: 10.48% ADR  $5778/ADR averted for testing
Siss Lala et al. 2012 ACS USA: 27.1% Test vs No test: Improve quality of life ~ Test dominates other strategies
CYP2C19 Panattoni et al. 2012 ACS Asian 29% Test vs No test: Improve quality of life Test dominates prasugrel
A[BB: FEOM Reese et al. 2012 ACS, MI, stroke USA: 27% Test vs No test: Improve quality of life ~ Test dominates other strategies
EARRAL Sorich et al. 2013 ACS Australia: 28.2%  Test vs No test: Improve quality of life Test dominates ticagrelor




