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Personalized Medication Review
Name Test Data HN 987654321 Date of birth: 15t Jan 1989

Collected Date: 1%t Aug 2024
Reported Date: 7™ Aug 2024

Personalized Medicine report

Genetic Testing for Drug Allergy
Pharmacogenomics for HLA-A and HLA-B **

In reference to the current database of drug-gene association, your results of AHLA-A and
HLA-B testing, which are related to drug allergy suggest that,

» You have a normal/ low risk of drugs induced severe cutaneous reaction if the
following medications are used,
(1.) Carbamazepine (antiepileptic)
(2.) Oxcarbazepine (antiepileptic)
(3.) Co-trimoxazole (antibiotic)
(4.) Dapsone (antibiotic)
(5.) Abacavir (antiviral)
(6.) Nevirapine (antiviral)
(7.) Allopurinol (anti-hyperuricemia)

Therefore, the medications can be used ne s aridai | dosing guic'eline. However, if you
are a naive person, other common.rac -tic ng, such as hives or: rashes should also be
monitored.

Genetic Testingfor Drag Metabolism

Pharmacog etics''n TRMFand NUDT15
Di »— acne testi 1\g to predict the response and side effect of
immui,c. )press ‘e medications

» Youiic. 2nor alfunction of TPMT and NUDT15 gene. The use of medications
metab. 724 v¢ TPMT (Thiopurine-S-methyltransferase) and NUDT15 (Nucleoside
baantaie-iinked moiety X motif 15) enzyme has been shown as below,
- Azathiopiine (For treatment of Crohn’s disease or Rheumatoid arthritis)
- Thioguanine (For treatment of acute myeloid leukemia)
- Mercaptopurine (For treatment of acute myeloid leukemia)
These medicines can be used per standard dosing guideline.
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Personalized Medication Review
Name Test Data HN 987654321 Date of birth: 15t Jan 1989

Genetic Testing for Drug Metabolism

Pharmacogenetics in DPYD and UGT1A1
Drug — gene testing to predict the response and side effect of cancer
medications

> You have a normal function of DPYD gene. The use of medications metabolized via
DPD (Dihydropyrimidine dehydrogenase) enzyme; for example, the medications for
treatment of colon cancer, stomach cancer, pancreatic cancer or breast cancer, has been
shown as below,
- 5-FU (Fluorouracil)
- Capecitabine
- Tegafur
These medicines can be used per standard dosing guideline.

» You have a normal function of UGT1A1 gene. The use of medic io s metabolized via
UGT1A1 (UDP Glucuronosyltransferase Family 1 Member A1) =ni /r..e has been shown as
below,

- Irinotecan (For treatment of colon, lung ard | ar sreatie’cancer)
- Atazanavir (For treatment of HIV)
These medicines can be used per st.ncard dosing guideiine.

Version 09072020 Printed date 1% Sep 2024



Personalized Medication Review
Name Test Data HN 987654321 Date of birth: 15t Jan 1989

Collected Date: 1%t Aug 2024
Reported Date: 30" Aug 2024

Personalized Medicine report

Genetic Testing for Drug Metabolism
Pharmacogenomics panel (11 genes)

Current medications

Azathioprine (Imuran®) is a medicine used for treatment of irritable bowel syndrome
(IBS). It is metabolized via TPMT (Thiopurine-S-methyltransferase) and NUDT15 (Nucleoside
diphosphate-linked moiety X motif 15) enzyme. Since you have a normal function of 7PMT and
NUDT15gene, the medication can be used as per standard dosing guideline. However, its side effects,
such as nausea, vomiting, low white blood cell count and increase risk of infection should be observed.
Moreover, blood testing will be routinely monitored by the doctor while 1< ag this medication.

Regarding your Mesalazine (Pentasa®) and supplzi el s wnich are MTV and Omega-3 ,
the response including the efficacy and side effects of tri:n.»C ild not be-pr=aicted from the genetic
testing for drug metabolism (PGx panel-BH Mec'C anc).

Bring the lists of your € irr2nc o adications and supp.ements to-the hospital every visit, so that
the doctor and/or a pharmaci t.Can recheck-the possible side effects and interaction among them.

Note: The [ s based Tsil?ply the genetic profile—\. Other factors such as patient’s current
condi'ion, kidne'vanc liver fur tion, and drug interaction-among drugs, etc. may also be considered by
the dc =tor if you. ticatior reatment would be adjusted.

Reviewed by R. Ph 1 Approved by: R. Ph 2
Pharmacy License No. 87654 Pharmacy License No. 45678

Version 09072020 Printed date 1% Sep 2024
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PHARMACOGENOMICS AND PERSONALIZED MEDICINE REPORT

Name-Surname :

Hospital Number :

Specimen :
Ethnicity :

Physician :

Age: Gender :

Hospital/Source :
Phone/Fax :
Requested date :

Reported date :

Pharmacogenetic testing (Panel report) P x\ , .
- " \iy »'}:;: -
Gene Predicted Genotype Predicted Phenotype ”iﬁ ‘ﬁ}‘*\m.f\cnmmendatiﬁ ,:
A W X = | \

TPMT TPMT *1/*1 Normal metabolizer {N\M“i T ﬂpunnc drugs t*.an\ bc used as_standard dosing

(wild type) 5 4 0 \\\\ \ ¥ EPldol,E“F fh:’.‘f. pagc - 3 for mere miumlanun]
NUDTI5  NUDTIS "'H*,L____g__w:_ Noi. 1'31" pemoullzcr (NMK\ \\Th\opurme drugs can be used as standard dosing

, ) - g ™

(wi?/rype] "{"'“‘\ \\\ ol \ '\'i’.. ' gmdclme ( ‘:t:e p’z/e 4*} rq&n’re information)
DPYD DﬁYD "‘"\ Nt Tnal iur\lmn of DPD. F],uqré;py)mﬁtdme drugs can be used as standard dosing

(‘i u"l]d t},"‘pﬂ) J:\b.h! \ Gf 3 actwlty score=2 - lme (See page 6 for more information)

b .-.\;v ! \
UGTIAI U\ "TIA ! *Iz"_'m“ ‘ ."‘ I-‘-',_,rnal metabolizer (NM) Possible to use standard regimen of drugs involve this
\
(hcté. ‘w:gous mlh.nm N > enzyme metabolism. (Scc page 7 for more information)
! e (e *‘-",r‘
HLA-A HLA-A* 24.'U 3,._,0,_.[}; F~‘::"\' - (See page 8-9 for more information)
| ) )
HLA-B HLA-B*07:02/51:01
n ’. = I/I) Ilﬂ
Interpreted by

Fo-WI-LPM-03-004 Rev.2 26.11.61
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Pharmacogenetic Interpretation (Individual gene review)
TPMT genotyping (Test code 400290)

Gene Predicted Genotype  Predicted Phenotype Therapeutic recommendation
TPMT TPMT *1/¥] Normal metabolizer (NM) Thiopurine drugs can be used as standard dosing
(wild type) guideline.

Thiopurine-S-methyltransferase (TPMT) is play a major role in metabolism of 6-mercaptopurine and
6-thioguanine which use to treat acute lymphoma leukemia (ALL), Crohn’s disease and ulcerative colitis along with its prodrug,
azathioprine. These agents are immunosuppressive agent widely used for autoimmune disorders, inflammatory bowel disease (IBD)

and for the graft transplantation. Even these drugs have high efficacy for treatment and may indicyri‘f ns but with narrow therapeutic

index must be concerned which likely to cause the adverse effect when their Icvels _

4 r"gh gir:}xcééd the toxic level, bone marrow
»
suppression can be observed especially who got the poor TPMT enzym ‘ﬁ\\@m{ P
Q / '

Many polymorphisms of TPMT have been fnund '*‘ It. X al eles \ﬁ:ﬂl’é:ﬁ]{;ﬂeﬂ t\l “\fhmh the: study of TPMT enzyme

7 ;J“’" ﬂre\\Ql\\q\ uf nnrmal mélfgﬁ‘qlﬁg (NM) and mtermedmte metabolizer (IM) in

3

\..A\\ -l *

] 10 \. & = oz [2]
American were 89 94% and 6™ o, 1 f&, Ctively whlleftlm A&p &etabullzer (Wj}wm{c@nted for only 0.3 — 0.5% . For

r'"\s

activity in red blood cells also shown

Thai, the preva/ 9 ?r\)‘\f;\ ,’EI IM we}\ ?S%an T%‘}\ h&fevcr no PM prev%lenfge)w\& Xported I, The genetic variation of TPMT

were vary bﬂlhveen E:I'l‘rn:? ﬁuwn in 1: ‘?Ie lf for Eumpeans |.Qe \;Q&zst 1}1 Qum was TPMT*3A4 with TPMT*3C and TPMT*2,
t} .“ .l:ht‘ v

fxf

™~ \
respectively. \Tumrersely R the rr 't common variation was TPMT*3C with no report on TPMT*3A4 and TPMT*2 in Asian

(3-5 \ Mﬁﬂ:\ a-_/‘. y /
S— FT\,EJe 1. The TPMT allele’s variation frequency among ethnicitv =
Ethnicity Allele’s frequency (%)

*2 *34 *3B *3C
Thai 0 0 0 3.2-53
Chinese 0 0 0 1-2.3
Japanese 0 0 0 1.6
West Asian 0 0.1 - 0
European 0.1-0.7 2.3-8.6 0-0.1 0.1-0.8
African 0 0 - 5.4-7.6
African - America 0.4 0 - 2.4

Fo-WI-LPM-03-004 Rev.2 26.11.61 Page 2 of 10
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Collected: Received: Reported: Doctor:
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Personalised Medication Report
for

Unless instructed by their doctor, patients are advised not to alter the dose or stop any medications.

Name: DOB: Collected:
Address: myDNA ID: Received:
Pathology No: Reported:
Doctor:
Sample type Buccal. The sample quality was assessed and deemed to be satisfactory according to the laboratory’s acceptance criteria.
and quality:

Clinical Notes:

@ REPORT SUMMARY

D A @ @ R O

MEDICATIONS THAT DO NOT HAVE PRESCRIBING CONSIDERATIONS BASED QN "nyDNA TEST

mesalazine, multivitamin, omega 3, tobacco smoke . |

GENETIC TEST RESULTS OVERVIEW ._-
: ‘ R’ )

P4
>

PREDICTED ) PRI:DICTED
C) \ |:
GENE ‘ GENOTYPE ‘ PHENOTYPE *:\;CE-\I'E‘\' I GENQl YF ] PHENOTYPE
CYP2Dé6 *1/*1 Normal metabo\ $\e \\ CYP3AS5 ~ 3/*3 - Poor metaboliser
G { - Normal transporter
—— € )
CYP2C19 *1/*1 , Normal\ et ‘boTser ~ *‘LC\\\'\NM *1/*1 function

7 oo N =1 e A\ .
CYP2CO 1 /%5 PN Interr edlate N e CYP2Bs PEVAN \ Intermedlate
/& " metab liser AN c VG metaboliser
[ 4 . Moderz =ly reduced N D Normal mu opioid
VKORCT AJ . VKORC enzyme level QPRM7 ) AA receptor expression
trare d metaboliser ABCG2 Normal transporter

CYP1AZ *1'\'.’*1 F (rs2231142 CC

)

Yw|tb ducer present) function

\ 3

CYP3A4 *1/%1 N\ .,_v_.‘"._pal metaboliser

Y \
Detailed interpretations of genetic test results are provided in the pharmacogenomic interpretation section below.

The following diagram provides the range of enzyme activity predicted by the myDNA test.

POOR INTERMEDIATE NORMAL RAPID ULTRARAPID
METABOLISER METABOLISER METABOLISER METABOLISER METABOLISER

INCREASING ENZYME ACTIVITY

OTHER INFORMATION

Please note that the myDNA medication test does not cover TPMT genotyping, used to predict the dose and
risk of myelosuppression of thiopurine drugs (azathioprine and 6-MP). TPMT genotype testing can be ordered
through myDNA for Australian patients and may be Medicare subsidised. For non-Australian patients, consult
your local pathology provider for TPMT genotype testing.

20 August 2024, © 2024 My DNA Life. All rights Reserved.
+66 6 5928 0559 Page 3 of 15



POTENTIAL DRUG INTERACTIONS

The effect of drug-drug interactions can be additive to the effect of genotype on drug metabolism. Inhibitors can
decrease and inducers can increase metabolism, leading to changes in drug concentration and clinical effects.

Comments in the medications of interest and future medications sections only consider the effects of the
patient’s genotype, not those due to interacting drugs. For the health professional’s consideration, the table
below identifies which of the patient’s current drugs may inhibit or induce those enzymes tested by myDNA. The
extent of the inhibition or induction depends on the dose and duration of the therapy. The overall effect on
metabolism by a specific enzyme may be estimated by considering both the genetic finding and the potential

interacting drug.

"\ Bumrungrad
(w International my
'

HOSPITAL

MEDICATION

INHIBITOR - MODERATE

INHIBITOR - STRONG

INDUCER

Tobacco Smoke

CYP1A2

FUTURE MEDICATIONS

The following tables outline personalised recommendations for future medications. *

NOTE: These tables do not account for the effect of any inhibitors or inducers. The table is notan al" acicsive list of medications but
includes many commonly prescribed medications.

MEDICATION
(DRUG CATEGORY)

INTERPRETATION \

Acenocoumarol
(Anticoagulants)

“VIKORCT - I\‘dr.grafely reduced \7

VKORE1 enzyme leve.

YP2C9 Intermgdiate ..
metabolis r:

“ghtly re. uced metabolism of
acenocou arol by CYP2C9is

‘. ictec Reduced amount of |

VKRG bresent (the enzyme

inhio td by acenocoumarol).

Dve. increased sensitivity to
acenccoumarol, an increased risk of
both supratherapeutic INR and
bleeding, and a lower dose
requirement are predicted.

‘RECOMMENDATION

Based onthe CYP2C9 and VKORC1
genotypes, DPWG!,2 states that no specific
actiomyjis required for dosing of
acenocoumarol. Genetic variation may lead to
a decrease in the required maintenance dose,
however there is insufficient evidence that this
causes problems when therapy is initiated as
usual, i.e. with frequent INR monitoring.

Warfarin
(Anticoagulants)

VKORCT - Moderately reduced
VKORC1 enzyme level

CYP2C9 - Intermediate
metaboliser:

Slightly reduced metabolism of
warfarin by CYP2C9 is predicted.
Reduced amount of VKORC1 (the
enzyme warfarin inhibits). The
combined CYP2C9 and VKORC
results predict increased warfarin
sensitivity and increased risk of
supratherapeutic INR.

CYP2C? and VKORCT1 - For patients already
taking warfarin (e.g. more than 5 doses), dose
adjustment is guided by INR.

For patients initiating warfarin, there are CPIC?
recommendations to reach the therapeutic
dose. The summary of CPIC recommendations
include consideration of the use of validated
published pharmacogenetic algorithms#>
available at warfarindosing.org that take into
account clinical details as well as genetic
findings. See CPIC guidelines for further
details. If the patient identifies to be of African
ancestry, CPIC provides recommendations for
special dosing requirements for warfarin.

Efavirenz
(Antivirals)

CYP2B6 - Intermediate metaboliser:
Reduced metabolism of efavirenz
and higher dose-adjusted trough

CPIC and DPWGS, 7 provide a moderate
recommendation to consider initiating
efavirenz with decreased dose of 400 mg/day.

20 August 2024, © 2024 My DNA Life. All rights Reserved.

+66 6 5928 0559
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MEDICATIONS WITH MAJOR PRESCRIBING CONSIDERATIONS

MEDICATION
(DRUG CATEGORY)

INTERPRETATION

RECOMMENDATION

concentrations compared with
normal metabolisers is predicted.
This has been associated with an
increased risk of concentration-
dependent adverse effects,
including CNS adverse events.

consider obtaining steady-state p

the suggested therapeutic range.
potential benefits and risks of the
dose and pill number should be ¢

If therapeutic drug monitoring is available and
a decreased dose of efavirenz is prescribed,

lasma

efavirenz concentrations to ensure they are in

The
reduced
onsidered.

Fluvastatin
(Statins)

DRUG CATEGC ¢

ADHD -
miscellaneous agents
Angiotensin receptor
blockers
Antidepressants -
other

Antidepressants -
SNRIs
Antidepressants -
SSRIs
Antidiabetics

Antiepileptics

SLCO1B1 - Normal transporter
function

CYP2C9 - Intermediate
metaboliser:

This SLCO1B1 genotype is
associated with typical statin
exposure and myopathy risk.?

This CYP2C9 genotype predicts
increased fluvastatin exposure as
compared with normal
metabolisers, which may translate
to increased myopathy risk.®

Other factors that may furti' or
increase this myopati rick iniclude:
higher dasas, ser ail \cc-

administ, sed\augs, female sex
patient fre 4y, renal failure
hypothyroidism, advancad.age, low
BMI, in\ >nse ohysical exercise and

| Asian or African ancestry.

adjust doses based on disease-sp

CPIC guidelines® provide a moderate
recommendation to prescribe less than or
equal to 40mg daily as a starting dose and

ecific

guidelines. If doses >40mg are required for
desired efficacy, consider an alternative statin
or combination therapy (i.e. fluvastatin plus
non-statin guideline directed medical therapy).

Y GENE(S)
MF.D!u .TION INVOLVED
Atoni xatine CYP2D6
Irbesartan CYP2C9
Agomelatine CYP1A2
Bupropion CYP2B6
Mirtazapine CYP2Dé6

CYP1A2
Duloxetine CYP2Dé
CYP1A2
Sertraline CYP2B6
CYP2C19
Gliclazide CYP2C9
CYP2C19
Glimepiride CYP2C9
Glyburide CYP2C9
Fosphenytoin CYP2C9
Phenytoin CYP2C9

20 August 2024, © 2024 My DNA Life. All rights Reserved.

+66 6 5928 0559

POTENTIAL CLINICAL ISSUES

Reduced / inadequate response

Increased therapeutic and/or
adverse effects

Reduced / inadequate response
Altered response

Reduced / inadequate response

Reduced / inadequate response

Increased therapeutic and/or
adverse effects
Increased therapeutic and/or
adverse effects
Increased therapeutic and/or
adverse effects
Increased therapeutic and/or
adverse effects
Adverse effects
Adverse effects

PUBLISHED
GUIDELINES
CPIC?, FDA0

CPICT
CPIC™
DPWG??
DPWG™
DPWG™

CPIC'S
CPIC'S

Page 50of 15



DRUG CATEGORY
Antipsychotics

Antivirals
Beta blockers

Haemostatic agents
Miscellaneous

NSAIDs

Opioid Analgesics
Proton pump
inhibitors

DRUG CATEGO

ADHD -

miscellaneo s agents
Angiotensin i xceptor
blockers
Antianginals

Antiarrhythmics

Anticholinergics
(genitourinary)

Anticholinesterases

Anticoagulants

Antidepressants -
other

20 August 2024, © 2024 My DNA Life. All rights Reserved.

+66 6 5928 0559

MEDICATION

Clozapine
Olanzapine
Nevirapine
Propranolol
Avatrombopag
Dronabinol
Lesinurad
Celecoxib
Flurbiprofen
lbuprofen
Lornoxicam
Meloxicam
Piroxicam
Tenoxicam
Methadone
Dexlansoprazole
Lansoprazole

Omeprazole
Pantoprazole

Iv;EDICATIC N

M xazine
Jsa.tan

Tl aviline
Flecainide
Propafenone
Darifenacin
Fesoterodine
Tolterodine
Donepezil
Galantamine
Prasugrel
Ticagrelor

Mianserin

GENE(S)
INVOLVED
CYP2D6
CYP1A2
CYP1AZ
CYP2Bé6
CYP2D6
CYP1A2
CYP2C9
CYP2C9
CYP2C9
CYP2C9
CYP2C9
CYP2C9
CYP2C9
CYP2C9
CYP2C9
CYP2C9
CYP2Bé6
CYP2C19
CYP2C46
~a '
CP2C19

GENE(S)
INVOLVED
CYP2D¢
CYP2C9
CYP2D6
CYP2D6
CYP2Dé6
CYP2Dé6
CYP2Dé6
CYP2D6
CYP2Dé6
CYP2D6
CYP2C19

CYP2C19

CYP2D6

§ Bumrungrad
HOSPITAL

POTENTIAL CLINICAL ISSUES

Reduced / inadequate response

Reduced / inadequate response
Adverse effects
Altered response

Altered response
Adverse effects
Adverse effects
Increased therapeutic and/or
adverse effects
Adverse effects
Adverse effects
Adverse effects
Adverse effects
Adverse effects
Adverse efficts
Altercd’ =s,r0nse
ecuccd | inadequate iesponse
Reduced / inadequate-fesponse
Reduced /linadequate response
Reduced inadequate response

~

PQOTENTIAL CLINICAL ISSUES

No altered effect predicted by
genotype
No altered effect predicted by
genotype
No altered effect predicted by
genotype
No altered effect predicted by
genotype
No altered effect predicted by
genotype
No altered effect predicted by
genotype
No altered effect predicted by
genotype
No altered effect predicted by
genotype
No altered effect predicted by
genotype
No altered effect predicted by
genotype
No altered effect predicted by
genotype
No altered effect predicted by
genotype
No altered effect predicted by
genotype

my

PUBLISHED
GUIDELINES
DPWG'¢

DPWG'¢

FDAY, TGAT®

CPIC™

PUBLISHED
GUIDELINES

DPWG?T

DPWG??

Page 6 of 15
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GENE(S) PUBLISHED
DRUG CATEGORY MEDICATION INVOLVED POTENTIAL CLINICAL ISSUES GUIDELINES
Hydrocodone CYP2Dé6 No altered effect predicted by CPIC3
genotype
Morphine OPRM1 Associated with increased CPIC*
sensitivity to morphine
Oliceridine CYP2D6 No altered effect predicted by -
genotype
Oxycodone CYP2Dé6 No altered effect predicted by CPIC3
genotype '
Tramadol CYP2Dé6 No altered effect g recicted by CPIC3#
genotype s
Proton pump Esomeprazole CYP2C19 No al#€iha =ffect predicied by -
inhibitors Jeioume )
Rabeprazole CYP2C19 [ o altered effeqt predicied by -
~ genotype | i
Psychostimulants Amphetamine . . CP.Do6 Na aliered effect predicted by -
' | genotype
Dextroamphi tatiine | CYP2D5 ', 'No altered effect,predicted by -
' L | genotype_ 1\
Jexami stamine CYPZD6 ~No altered effect predicted by -
. ) génotype
Statins ‘rvastatir SECO1B1Y | No-altered effect predicted by CPIC8
‘ | genotype
- tatin SLCO1B1 No altered effect predicted by CPIC?
~ genotype
Pitava. i dn SLCO1B1 No altered effect predicted by CPIC8
S genotype
Pravastatin SLCO1B1 No altered effect predicted by CPIC8
genotype
Rosuvastatin ABCG?2 No altered effect predicted by CPIC?
(rs2231142) | genotype
SLCO1B1
Simvastatin SLCO1B1 No altered effect predicted by CPIC8
genotype
LEGEND:
CPIC = Clinical Pharmacogenetics Implementation Consortium TGA = Therapeutic Goods Administration (Australia)
DPWG = The Royal Dutch Pharmacists Association — FDA = Food and Drug Administration (US)

Pharmacogenetics Working Group

CPIC and DPWG guidelines are available on the PharmGKB website www.pharmgkb.org/view/dosing-guidelines.do

@ PHARMACOGENOMIC INTERPRETATION

ON O R
GENE GENOTYPE | PREDICTED FUNCTION
CYP2Dé6 *1/*1 CYP2D6 - Normal metaboliser

Due to the presence of two copies of normal function alleles, this individual is
predicted to have a normal metaboliser phenotype. For a drug extensively
metabolised by CYP2D6, drug exposure and clinical effects may be expected to
lie within the normal range.

20 August 2024, © 2024 My DNA Life. All rights Reserved.
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EXPLANATION OF GENETIC RESULTS

GENE

GENOTYPE

PREDICTED FUNCTION

CYP2C19

*1/%1

CYP2C19 - Normal metaboliser

Due to the presence of two copies of normal function alleles, this individual is
predicted to have a normal metaboliser phenotype. For a drug extensively
metabolised by CYP2C19, drug exposure and clinical effects may be expected to
lie within the normal range.

CYP2C9

*1/%2

CYP2C9 - Intermediate metaboliser

Due to the presence of one normal function allele and one decreased function
allele, this individual is predicted to have an intermediate metaboliser phenotype.
For a drug extensively metabolised by CYP2C9, drug exposure and clinical effects
may either be increased (for an active drug) or decreased (for a prodrug). As the
decreased function allele is associated with only a small reduction in enzyme
function, this variation may only be significant for certain medications, with high
dosages or if drug-drug interactions occur.

VKORC1

AG

VKORCT1 - Moderately reduced VKORC1 enzyme level

The VKORC1 enzyme is predicted to be present in moderately reduced amounts
and the response to warfarin will be enhanced. The CYP2C? genotype should also
be considered together with the VKORC1 genotype for ¢ Iculating the initial
warfarin dose.

CYP1A2

*1F/*1F

CYP1A2 - Ultrarapid metaboliser (with inducegprescat)
Due to the presence of two *1F alleles, thieli div dudl is predisted to have an
ultrarapid metaboliser phenotype. Extyine ncivity is higheshinithe presence of
inducers, such as tobacco smaky, 1 \gi lar corisumption of Gruciferous vegetables
or chargrilled meats, andmer ain tiugs. For a. drug axiensively metabolised by
CYP1A2, drug expas! re an! clinical effectc may ¢€itner be reduced (for an active
drug) origlreas d ‘ol a prodrug)

CYP3A4

*1/%1

L.CYP3A4 -\ lolnar metabolisef

The "22 allere is not gres=nt ard this individual is-expected to have a normal
netabo ser phenGupe. VWiillst many drugs-are khown'to be metabolised by

CYP3A4, =latively few geneticvariations have been found that affect metabolism
»f alimite | numiber of these drugs. '

CYP3A5

*7 /*3

(YP3A5 £ Poor metaboliser
=totl presence of two no function alleles, this individual is predicted to have
Fpoors ctaboliser phenotype (CYP3A5 non-expresser). CYP3AS is known to
nice k siise certain drugs, including tacrolimus. Note that this individual's
5. antype is the most common one amongst Caucasians.

SLCO1B1

*1/%1

SLEQR'TB1 - Normal transporter function

The decreased function *5 allele is not present and this individual is predicted to
have normal function of the SLCO1B1 encoded transporter. The transporter is
important for the clearance of certain drugs, including simvastatin.

CYP2Bé6

*1/*%6

CYP2B6 - Intermediate metaboliser

This individual is predicted to have an intermediate metaboliser phenotype due to
the presence of one normal function allele and one decreased function allele. Due
to technical difficulties in unambiguously determining this genotype, the
individual's other possible genotype is *4/*9 which also predicts an intermediate
metaboliser phenotype. For a drug extensively metabolised by CYP2B6, drug
exposure and clinical effects may either be increased (for an active drug) or
decreased (for a prodrug). This individual is at risk of experiencing adverse effects
(active drug) or therapeutic failure (prodrug).

20 August 2024, © 2024 My DNA Life. All rights Reserved.
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