
    
 
 
CSHP-BC Clinical Symposium 2019:  

New Frontiers in Depression Treatment 

Dr. Jacky Siu, BSc (Pharm), ACPR, PharmD, 

Clinical Pharmacy Specialist - Tertiary Mental Health and Substance Use Programs, Vancouver General Hospital 

Learning objectives: 

 Describe basic pharmacological treatment approach in depression 

 Identify basic prescribing information for recently- approved “antidepressants” 

 Discuss role and limitations for pharmacogenomic- guided antidepressant treatment 

 Describe the potential role of esketamine in severe depression 

Knowledge Assessment Answers: 

1. Which of the following is true regarding major depressive disorder 

a. Unipolar depression and bipolar depression are differentiated by neuroimaging 

b. SSRIs, SNRIs, mirtazapine and bupropion are all first line alternatives 

c. The CANMAT guideline recommends antipsychotics as monotherapy  

Rationale: Current neuro-imaging techniques can not accurately differentiate unipolar and bipolar 

depression. The CANMAT guideline recommends antipsychotics as add-on treatment to traditional 

antidepressants.  SSRIs, SNRIs, mirtazapine and bupropion are considered first line antidepressants 

based on relative efficacy and toxicities.  

2. Which of the following recently approved medications is NOT approved as a monotherapy for major 

depression in Canada? 

a. Levomilnacipran 

b. Vilazodone 

c. Brexpiprazole 

d. Vortioxetine 

Rationale: brexpiprazole is only approved as adjunctive treatment 

3. True/False – the American Psychiatric Association recommends widespread use of combinatorial 

pharmacogenetics testing in clinical practice. 

a. True 

b. False 

Rationale: APA currently does not recommend routine use given paucity of clinical supportive 

evidence 

 

 



    
 
 
4. Which of the following is the proposed mechanism of action for Ketamine and esketamine in major 

depression? 

a. Rapid increase in serotonin and norepinephrine neurotransmitters 

b. Competitively inhibits the action of monoamine oxidase 

c. Restore synaptic connectivity via transient glutamatergic activation 

d. Modifies the phosphorylation ratio for CRMP-2 

 

Rationale: Ketamine and esketamine is proposed to cause transient increase in glutamatergic 

transmission, leading to increase neurotrophic factor and restoring synaptic connectivity.  

 

5. Esketamine monotherapy has been shown to reduce depression scores and time to relapse for 

patients with treatment-resistant depression compared to placebo? 

a. True 

b. False 

 

Rationale: Esketamine has been studied as an adjunct to oral antidepressant therapy and is not 

indicated to be used as monotherapy.  


