
The PGXL Drug Sensitivity Panel provides insight into the metabolism and response of 
commonly prescribed drugs. In addition, when provided with your patient’s current 
medication list and demographic information, PGXL’s analytics identify potential medication 
conflicts. 
 
(The reports used in this presentation are for demonstration purposes only and should not 
be used to make medical decisions.) 

How to Read the  
PGXL Drug Sensitivity Report 

THE REPORT HAS FOUR MAIN SECTIONS 
TO HELP GUIDE THERAPEUTIC DECISIONS 
1. Front page “snapshot” of the patient’s 

potential drug conflicts based on individual 
medication list 

2. Tables show the patient’s phenotype, along 
with drug-specific phenotypic information 

3. Genotype-Phenotype descriptions from 
consensus of PGXL-assembled scientific 
literature 

4. Common medication tables and genes that 
influence their efficacy 

3. 

1. 

2. 

4. 
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The front page gives a quick-read table of gene variants and their 
effect on the drugs your patient takes… 1. 

Drug 
Interaction 
Severity Comments 

OXYCODONE/ 
ACETAMINOPHEN 
(OXYCODONE PORTION) 

CYP2D6 Poor Metabolizer, decreased activation of this prodrug 
can lead to sub-therapeutic response due to lower active 
metabolite. Avoid oxycodone and consider active alternatives 
such as hydromorphone, oxymorphone, or a non-opioid if 
warranted to reach therapeutic goal. If active alternative such as 
oxymorphone is considered, patient’s OPRM1 Intermediate 
Opioid Responder phenotype indicates potential for higher than 
average dosing of active opioids. 

PAROXETINE 

CYP2D6 Poor Metabolizer, decreased metabolism and increased 
risk of adverse events. Also, SLC6A4 Poor Responder phenotype 
indicates an increased risk of sub-therapeutic response and side 
effects to SSRIs. Avoid paroxetine and consider switch to non-
SSRI that is not dependent on CYP2D6 Poor Metabolism such as 
desvenlafaxine, bupropion, milnacipran, or trazodone. 

CARVEDILOL 
CYP2D6 Poor Metabolizer, decreased metabolism and increased 
risk of adverse events. Consider alternatives such as atenolol or 
bisoprolol if clinically indicated. 

LOSARTAN 
CYP2C9 Intermediate Metabolizer, decreased metabolic clearance 
expected with increased risk of side effects. 

…as well as identifying potential conflicts between that patient’s 
medications. 

Drug Combination Comments 

ASPIRIN-PAROXETINE May result in an increased risk of bleeding. 

ASPIRIN-CARVEDILOL or 
FUROSIMIDE 

May result in increase diuretic and/or antihyperintensive efficacy 

ASPIRIN-LOSARTAN May result in decrease antihypertensive effects and an increaed risk 
of renal impairment. 

CARVEDILOL-CLONIDINE 
May result in increased risk of sinus bradycardia; exaggerated 
clonidine withdrawal response (acute hypertension). 
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Medications not metabolized  or otherwise  not accounted for in genetic testing profile: 
ASPIRIN    FUROSIMIDE 
CARBIDOPA/LEVODOPA   LEVOTHYROXINE 
CLONIDINE    LYRICA 
CLOTRIMAZOLE    SULFASALAZINE 



Each gene has a discreet result and gets its own section on the 
report. That section contains information about the patient’s 
genotype and phenotypic implications of that genotype. 

2. 

This part of the report explains in more detail the implications of 
each genotype. Along with the tables in section 2, this should provide 
information that can be used to guide drug and dosage for optimal 
treatment. 

3. 
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Finally, at the back of the report there are tables of genes and the 
commonly prescribed drugs they influence. 4. 

Together, these report elements give you the information 
necessary to guide medication decisions for your patient – to 
recognize potential risks and opportunities that might 
otherwise have gone unnoticed.  
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