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Objectives
1. Discuss root-causes of anxiety and depression through the 

biopsychosocial-spiritual model of mental health.
2. Determine the role of pharmacogenomics in addressing these 

conditions and determining appropriate therapy.
3. Review research on new treatment options including psychedelics.
4. Observe the relationship between anxiety and depression and 

other chronic conditions.
5. Discuss the Pharmacist's role in addressing anxiety and 

depression



The Serotonin Theory of Depression “Debunked”?
“This review suggests that the huge
research effort based on the
serotonin hypothesis has not
produced convincing evidence of a
biochemical basis to depression. This
is consistent with research on many
other biological markers. We
suggest it is time to acknowledge
that the serotonin theory of
depression is not empirically
substantiated.”

Moncrieff, J., Cooper, R.E., Stockmann, T. et al. The serotonin theory of 
depression: a systematic umbrella review of the evidence. Mol Psychiatry (2022).



BioPsychoSocial-Spiritual (BPSS) Model

https://pltfrmrsrcscdn.sagepub.com/sk/images/the-sage-encyclopedia-of-
marriage-family-couples-counseling/10.4135_9781483369532-fig1.jpg



BioPsychoSocial-Spiritual (BPSS) Model
Biological: Treatment of current 
illness and associated symptoms. 

Medications, Supplements, Nutrition, 
Exercise, Sleep. 

Psychological: Individual therapy, 
e.g. relaxation therapy, social skills 
training, coping skills development. 

Group Therapy. 

Social: Assistance with housing, job 
training, benefits groups. 

Encouraging hobbies, social 
activities, family meetings.

Spiritual: Utilize resources: 
Organized religious activities, 

Meditation/Mindfulness training, 
Groups.

Treatment Plan

https://www.thesocialworkgraduate.com/post/
bio-psychosocial-spiritual-assessment



Depression & Anxiety Risk Factors

Depression
Biochemistry: Chemicals in 
the brain may contribute to 

depression symptoms.

Heritability: the risk of 
depression when a first-degree 

relative has depression is 
approximately 40%.

Personality: People 
who are easily 

overwhelmed by stress 
or are generally 

pessimistic and have low 
self-esteem tend to be 

more likely to experience 
depression.

Environmental factors: 
Recurring exposure to 

violence, neglect, abuse, or 
poverty may make some 

individuals more vulnerable to 
depression.

Trauma: Experiencing 
traumatic or stressful events 
such as the death of a loved 
one, financial problems, or 

physical or sexual abuse may 
increase risk.

CDC. Mental Health Conditions: Depression and Anxiety. February 8, 2022. 
www.cdc.gov/tobacco/campaign/tips/diseases/depression-anxiety.html. 



Prevalence of Depression
• MDD affects an estimated 1 in 15 adults (6.7%) in the US in any given 

year.¹
• One in six people (16.6%) will experience depression at some time in 

their life, according to the APA.¹ 
• The disorder can occur at any age but usually first appears during the 

late teens to mid-20s, and women are more likely than men to 
experience depressive symptoms.¹ 

• The APA also points to some estimates which suggest that one third of 
women will experience a major depressive episode in their lifetime.¹

• Major depressive disorder (MDD) is the greatest cause of workplace 
disability.

• Depression is highly comorbid with other psychiatric and medical 
disorders and can greatly amplify the disease burden of co-existing 
conditions.

APA. What Is Depression? October 2020. Available at: 
www.psychiatry.org/patients-families/depression/what-is-depression.



Diagnostic Criteria for Major Depressive Disorder
• *Depressed mood - must be present 

most the day, nearly every day; mood may 
be subjective, such as feeling empty or 
hopeless, or observed by others

• *Anhedonia - Markedly diminished 
interest or pleasure in all, or almost all, 
activities most of the day, nearly every day

• Significant weight loss or gain without 
dieting of at least 5% body weight in a 
month; decrease or increase in appetite 
nearly every day. In children, may be a 
failure to gain weight as expected

• Insomnia or hypersomnia nearly every 
day

• Psychomotor agitation or retardation
nearly every day and must be observable by 
others, not just subjective assessment of 
being restless or sluggish

• Fatigue or loss of energy nearly every day
• Feeling worthless or having excessive or 

inappropriate guilt nearly every day. Guilt 
may be delusional, not merely self-reproach 
or guilt about being sick

• Decreased concentration or indecisiveness 
nearly every day, may be subjective or 
observed by others

• Suicidal ideation or recurrent thoughts of 
death, no specific suicide plan or attempt

APA. Diagnostic and Statistical Manual of Mental Disorders, 5th ed. 
Washington, DC; 2013. Depression checklist.



Diagnostic Criteria for Major Depressive Disorder
In addition to 
five or more 
depressive 
symptoms in 
a 2-week 
period, an 
individual 
must have all 
four of these 
additional 
criteria:³

Symptoms cause clinically significant distress or impairment in social, 
occupational, or other important areas of functioning

Episodes not attributable to physiological effects of a substance or another 
medical condition

Episodes not better explained by schizoaffective disorder, schizophrenia, 
schizophreniform disorder, delusional disorder, or other specified and 
unspecified schizophrenia spectrum and other psychotic disorders

No history of manic or hypomanic episode, although this exclusion does not 
apply if all manic-like or hypomanic-like episodes are substance-induced or are 
attributable to physiologic effects of another medical condition

APA. Diagnostic and Statistical Manual of Mental Disorders, 5th ed. 
Washington, DC; 2013. Depression checklist.



Diagnostic Criteria for Major Depressive Disorder

The DSM-5 added two specifiers to help psychiatrists and 
mental health professionals further classify MDD diagnoses:³

With Mixed Features: This specifier allows for the presence of manic 
symptoms as part of the depression diagnosis in patients who do not 

meet the full criteria for a manic episode.

With Anxious Distress: The presence of anxiety in patients may affect 
prognosis, treatment options, and the patient’s response to them. 

Clinicians will need to assess whether or not the individual experiencing 
depression also presents with anxious distress.

APA. Diagnostic and Statistical Manual of Mental Disorders, 5th ed. 
Washington, DC; 2013. Depression checklist.



Conditions that Overlap with Depression

The APA notes that there are some 
medical conditions that can mimic 

symptoms of depression, which 
means it’s important to rule out 

general medical causes, such as:

• thyroid disorders
• brain tumor
• vitamin B-12 deficiency
• chronic pain

Because of potential overlap, the APA 
recommends that assessment include a 
thorough diagnostic evaluation, including a 
health history interview, discussion of other 
symptoms and environmental factors, and 
a physical examination.

It may be advisable to order a blood test to 
determine if depressive symptoms are due 
to an underlying medical problem like 
thyroid issues or vitamin deficiencies.

APA. Diagnostic and Statistical Manual of Mental Disorders, 5th ed. 
Washington, DC; 2013. Depression checklist.



Prevalence of Anxiety
• Anxiety disorders are the most common mental health concern in the 

United States, and it’s estimated that more than 40 million adults –
about 19% – have an anxiety disorder.

• Approximately 7% of children aged 3 to 17 experience anxiety issues 
each year, and most people develop symptoms before age 21.

• Women are more likely than men to have anxiety disorders, and 
although it has not been designated yet as a disorder in the 
DSM, climate change anxiety may soon be on the list, as research into its 
effects is growing.

APA. What Is Depression? October 2020. Available at: 
www.psychiatry.org/patients-families/depression/what-is-depression.

https://pro.psycom.net/news-research/psychiatry-trivia/climate-change-anxiety


Diagnostic Criteria for Anxiety Disorder
Excessive worry and 
apprehensive expectations 
about a number of events or 
activities, such as work or 
school performance; 
Associated with three or 
more of the following six 
symptoms with at least 
some symptoms present for 
more days than not for the 
past 6 months:

restlessness or feeling keyed up or on edge

easily fatigued

difficulty concentrating or mind going blank

irritability

muscle tension

sleep disturbance such as difficulty falling or staying asleep, or 
restless and unsatisfying sleep

APA. Diagnostic and Statistical Manual of Mental Disorders, 5th ed. 
Washington, DC; 2013. Depression checklist.



Diagnostic Criteria for Anxiety Disorder

Types of Anxiety Disorder

• generalized anxiety disorder
• social anxiety disorder
• panic disorder
• phobias
• separation anxiety disorder
• substance or medication-

induced anxiety disorder

An important aspect of GAD is that it may not 
be better explained by another mental 
disorder, such as:

• anxiety about having panic attacks as part of panic disorder

• negative evaluation in social anxiety disorder

• obsessions in obsessive-compulsive disorder

• separation from attachment figures in separation anxiety disorder

• reminders of traumatic events in posttraumatic stress disorder

• gaining weight in anorexia nervosa

• physical complaints in somatic symptom disorder

• perceived appearance flaws in body dysmorphic disorder

• having a serious illness anxiety disorder

• delusional beliefs in schizophrenia or delusional disorder



Conditions that Overlap with Anxiety

Anxiety disorders are highly comorbid with 
each other, with about half of adults with 
anxiety disorders having more than one 
anxiety disorder. Anxiety disorders are 

comorbid with other mental disorders as 
well and symptoms often overlap across 

diagnoses.

• PTSD
• acute stress disorder
• OCD
• adjustment disorder

Perhaps one the most common comorbidities of 
anxiety is depression, with approximately 60% of 
those with anxiety reporting symptoms of depression 
– and the numbers are similar for those with 
depression also experiencing anxiety.
It is not yet known why these pair together so often, 
but one theory is that they have overlapping 
symptoms, so people often meet the criteria for both.
Also, research suggests the two conditions have 
similar biological mechanisms, involving specific 
types of serotonin receptors that are activated by 
stressful experiences that make symptoms more 
severe.
Also, the anxiety must not be attributable to the 
physiological effects of a substance, such as a drug 
of abuse or a medication, or of a medical condition 
like hyperthyroidism.

APA. Diagnostic and Statistical Manual of Mental Disorders, 5th ed. 
Washington, DC; 2013. 



Conventional Treatment Approaches
• Antidepressants may produce some improvement of symptoms 

within the first week or two of use, but full benefits may not be 
realized for 2 to 3 months. 
• If an individual feels no improvement after several weeks, the 

APA’s recommendation is to consider altering the dose of the 
medication, adding another antidepressant, or switching 
medications.

• Benzodiazepines are not recommended for routine use in those 
with anxiety. Other anxiety treatment options include pregabalin, 
tricyclic antidepressants (TCAs), buspirone, and moclobemide.

• Cognitive behavioral therapy (CBT) – used on its own for mild 
depression / anxiety or in conjunction with medication for 
moderate to severe depression /anxiety – can help individuals 
recognize distorted or negative thinking and learn coping 
strategies. Depending on severity, improvement is usually seen 
in 10 to 15 psychotherapeutic sessions.

APA. What Is Depression? October 2020. Available at: 
www.psychiatry.org/patients-families/depression/what-is-depression.

Selective Serotonin 
Reuptake Inhibitors 

(SSRIs)

Serotonin 
Norepinephrine 

Reuptake Inhibitors 
(SNRIs)

Tricyclic 
Antidepressants 

(TCAs)

Monoamine Oxidase 
Inhibitors (MAOIs)

Atypical / 2nd 
Generation 

Antidepressants



Personalized Antidepressants: Pharmacogenomics
• As genes involved in encoding hepatic 

metabolizing enzymes, CYP2D6 and 
CYP2C19 contain variants known to 
influence enzymatic activity. 

• In addition, genetic variation in drug 
transporters expressed in the liver, gut, 
and at the blood-brain barrier may alter 
the drugs’ distribution and 
consequently, their pharmacokinetic 
profile. 

• Genotypes are translated into 
metabolizer phenotypes, which are 
classified as:

Caudle KE et al. Standardizing terms for clinical pharmacogenetic test 
results: consensus terms from the CPIC. Genet Med. 2017;19(2):215-223.

ultrarapid 
metabolizers 

(UMs)

rapid 
metabolizers 

(RMs)

normal 
metabolizers 

(NMs)

intermediate 
metabolizers 

(IMs)

poor 
metabolizers 

(PMs)



Guidelines on Pharmacogenetic Testing for 
Antidepressant Use

2C19

For CYP2C19 PMs, 

reduce the starting dose of 
citalopram, escitalopram, 

sertraline, and TCAs such as 
amitriptyline by 50%.

For CYP2C19 RMs and 
ultrarapid metabolizers,

select an alternate 
antidepressant as circulating 
antidepressant blood levels 

may be inadequate.

2D6

For CYP2D6 PMs, 

reduce most TCAs, 
fluvoxamine, and paroxetine 

doses by 50%.

For CYP2D6 UMs, 

select an alternative 
antidepressant that is not 

predominantly metabolized by 
CYP2D6.

Hicks JK et al. CPIC guidelines for CYP2D6 and CYP2C19 genotypes and dosing of 
SSRIs. Clin Pharmacol Ther. 2015;98(2):127-134.
Hicks JK et al. CPIC guideline for CYP2D6 and CYP2C19 genotypes and dosing of 
TCAs: 2016 update. Clin Pharmacol Ther. 2017;102(1):37-44.



Adjunct Therapy for Treatment-Resistant Depression

When first-line treatment 
with SSRIs or SNRIs prove 
ineffective, prescribers may 
consider adding:
• a different antidepressant
• a second-generation antipsychotic
• a mood stabilizer such as lithium
• a benzodiazepine
• psychotherapy

• a nutraceutical such 
as omega-3 fatty 
acids

• a medical food such 
as L-methylfolate

• S-adenosyl-L-
methionine (SAMe).

Other potential 
adjunct agents 
currently under 
investigation 

include 
stimulants, 

opiate 
modulators, 
dopamine 
agonists, 

anticonvulsants

APA. Diagnostic and Statistical Manual of Mental Disorders, 5th ed. 
Washington, DC; 2013. Depression checklist.



L-methylfolate as a Medical Food for Depression
• L-methylfolate is the active form of folate that crosses the blood-

brain barrier (BBB). It acts as a regulator for tetrahydrobiopterin 
(BH4) and thus plays an important role in the synthesis of 
serotonin, dopamine, and norepinephrine. There is evidence 
suggesting neuroprotective effects of L-methylfolate, as it 
contributes to reduction in grey matter loss.

• In terms of the physiologic effects of L-methylfolate, the 
substance has the potential to improve cognitive and oxidative 
imbalances and induce hippocampal changes. 

• In considering the neuroinflammation hypothesis for mood 
disorders, depressed patients with particular inflammation or 
genomic markers may benefit symptomatically with L-
methylfolate.

• L-methylfolate shows improvements in Hamilton Depression 
Rating Scale (HAM-D), as well as safety and tolerability. 

Papakostas GI, Am J Psych, 2012, and Papakostas GI, J Clin Psych, 2014
Kose S, Psychi Clin Psychopharmacol, 2018
Stahl S, J Clin Psych, 2013

Haroon, et al. Neuropsychopharmacology. 37. 
137-62. 10.1038/npp.2011.205. 



Treatment-Resistant Depression
Repetitive Transcranial 
Magnetic Stimulation 
(rTMS):

Using magnetic fields to stimulate nerve cells in the brain, rTMS involves placing an 
electromagnetic coil against the scalp, aimed at the dorsolateral prefrontal cortex. 
Treatment is typically delivered over 30-minute sessions in rapid bursts. 

Intermittent theta-
burst stimulation 
(iTBS)

Newer, faster and stronger effects. MRI guided to the overactive subgenual cingulate. 
10 sessions per day of 10-minute treatments, with 50-minute breaks in between. Most 
participants experienced relief from depression after 3 days of therapy. Stanford 
Accelerated Intelligent Neuromodulation Therapy, or “SAINT”

Electroconvulsive 
therapy (ECT):

Delivered while under general anesthesia, ECT involves a carefully measured dose of 
electricity that intentionally triggers a minor, brief seizure designed to cause changes in 
brain chemistry. Potential side effects are temporary confusion or memory loss.

Vagus Nerve 
Stimulation (VNS):

Typically only tried after therapies such as ECT and rTMS have not been successful, 
VNS stimulates the vagus nerve with electrical impulses through a device implanted in 
the chest. The pulses travel up the vagus nerve in the neck and into the mood centers 
of the brain.

Mayo Clinic. Treatment-resistant depression. April 10, 2021. Available at: 
www.mayoclinic.org/diseases-conditions/depression/in-depth/treatment-
resistant-depression/art-20044324



Overview of Psychedelics

https://www.jneurosci.org/content/41/5/891



Overview of Psychedelics

www.spiritpharmacist.com



Overview of Psychedelics

www.spiritpharmacist.com



A Functional Medicine View of Depression



Inflammatory Depression and Anxiety
Inflammation in the brain impacts several neurotransmitter systems, including serotonin, 
dopamine, and glutamate pathways. Neuroinflammation activates the kynurenine pathway, 
which generates the neurotoxic metabolite quinolinic acid. While our brains have a 
mechanism for protecting from the negative impact of inflammation, a state of chronic 
neuroinflammation develops when those are overwhelmed.

The depression-related brain 
areas and changes in those 
areas result in low motivation and 
lowered motor activity. These 
include:
• basal ganglia,
• cortical reward
• motor circuits

The anxiety-related brain regions 
affected by inflammation and the 
impact on these areas results in 
changes in the arousal and alarm 
systems. These  include:
• amygdala
• insula
• anterior cingulate cortex

Felger JC. Curr Neuropharmacol. 2018;16(5):533-558.





Depression and Inflammation: Links Growing Stronger

Miller AH, et al. Nat Rev Immunol. 2016;16(1):22-34. 



Anti-Inflammatory Agents for Depression

The role of inflammation in 
depression is of interest to 
clinicians, as several non-
medication and medication 

treatments and lifestyle 
changes can lower 
inflammation levels. 

A “root-cause” approach to 
treating inflammation 

differs from a symptom-
suppressing treatment 
approach, that may be 
used to address mental 

illness. 

Several anti-inflammatory 
agents identified in 

research appear to be 
promising as add-ons to 

antidepressant therapy or 
as helpful agents on their 

own.

Laboratory testing for 
inflammatory markers 
allows for identifying 
individuals with an 

“inflammatory depression” 
subtype, who may benefit 

from personalizing the 
prescription of 

antidepressants to match 
their inflammation status.



Inflammatory Biomarkers: CRP
• Clinically, the most practical 

blood marker for measuring 
inflammation in patients is CRP 
or hsCRP (high sensitivity CRP). 

• HsCRP, a more sensitive form 
the CRP test, is preferable to 
order in patients with suspected 
and diagnosed depression.

• Chronic low-grade systemic 
inflammation is also associated 
with elevated CRP values

Chronic elevation in CRP is 
associated with:

cardiovascular 
disease 

stroke

increased mortality

in non-depressed 
individuals, may predict 
future development of 
depressive symptoms.

In people with depression, 
elevated CRP levels are 

associated with:

a higher likelihood of 
hospitalization

higher severity of 
depressive symptoms

suicide



Using CRP to Guide Antidepressant Treatment

Those who received antidepressant treatment guided by their CRP results had a significantly higher remission rate of 
53.1%, 

while those who received CRP mismatched treatment had a remission rate of 30.9%.

Individuals with depression and lower CRP levels (CRP < 1 mg/L) 

responded better to escitalopram monotherapy. 
Those with higher CRP levels (CRP ≥ 1 mg/L) responded better to a 

bupropion (an atypical antidepressant ) and escitalopram 
combination.¹⁴

Patients diagnosed with depression and CRP levels less than 1 mg/L before treatment initiation 

experienced significantly greater reduction in depression symptoms 
with escitalopram (an SSRI) as compared to nortriptyline (a TCA). 

On the other hand, depressed patients with CRP levels ≥ 1 mg/L 
responded significantly better to nortriptyline than escitalopram.

Uher R, et al. A Am J Psychiatry. 2014;171(12):1278-1286. 
Jha MK, et al. Psychoneuroendocrinology. 2017;78:105-113. 



Using CRP to Guide Antidepressant Treatment in 
Patients with Depression

Antidepressant treatment 
affects the immune system 
and may lower inflammation. 
In a recent meta-analysis, IL-
6 was significantly reduced 
after SSRI treatment but 
CRP was not.

Elevated inflammation 
predicts poor response to 
commonly used 
antidepressant medications: 
depression treatment non-
responders tended to have 
higher baseline inflammation 
and that these elevated 
inflammation levels 
contributed to treatment 
resistance. 

Strawbridge R et al. Eur Neuropsychopharmacol. 2015 Oct;25(10):1532-43. 
Więdłocha M, et al. Prog Neuropsychopharmacol Biol Psychiatry. 2018 Jan 
3;80(Pt C):217-226. 



Omega-3 Fatty Acids for Depression
Omega-3s may be particularly 
beneficial for a subset of patients with 
MDD and signs of low-grade 
inflammation. 
The higher the level of inflammation, as 
reflected by more positive inflammatory 
markers, the more likely patients with 
depression were likely to benefit from 
omega-3s, particularly from the EPA 
rather than the DHA subcomponent of 
omega-3 fatty acids.

Suneson K et al. Int J Mol Sci. 2021;22(4):1640.



Treating Inflammatory Depression
Consider recommending non-medication approaches such as omega-3 
fatty acids, probiotics, exercise, and anti-inflammatory lifestyle 
interventions to treat inflammatory depression.

Testing for CRP can also help clinicians identify patients with high 
inflammation levels, guide antidepressant medication choices, and 
identify patients who are most likely to benefit from adding a 
prescription or non-prescription anti-inflammatory agent. 

Tracking inflammation markers such as CRP may further motivate 
patients to embrace the anti-inflammatory lifestyle and to take on a 
sense of agency in addressing the root causes of their illness.



The Pharmacist’s Role: Screen and Refer
• Patient Health Questionnaire-2 (PHQ-2) for Depression
• A PHQ-2 score ranges from 0-6. A score of 3 is the optimal cut off when 

screening for depression. (83% sensitivity, 90% specificity)

Over the last 2 weeks, how 
often have you been bothered 
by the following problems?

Not at 
all

Several 
Days

More than 
half the 
days

Nearly 
every 
day

Little interest or pleasure in 
doing things

0 +1 +2 +3

Feeling down, depressed or 
hopeless

0 +1 +2 +3

Kroenke K, et al. Medical Care. 2003;41:1284-92.



The Pharmacist’s Role: Screen and Refer
• Generalized Anxiety Disorder 2-item (GAD-2)
• A GAD-2 score ranges from 0-6. A score of 3 is the optimal cut off when 

screening for depression. (86% sensitivity, 83% specificity)

Over the last 2 weeks, how 
often have you been bothered 
by the following problems?

Not at 
all

Several 
Days

More than 
half the 
days

Nearly 
every 
day

Feeling nervous, anxious or on 
edge

0 +1 +2 +3

Not being able to stop or control 
worrying

0 +1 +2 +3

Kroenke K, et al. Ann Intern Med. 2007;146:317-25.



The Pharmacist’s Role: Nutrient Depletions and 
Supplement Interactions

• Not an all-inclusive list; always review a patient’s full med list.
Drug Class Nutrient 

Depletions
Additional 
Support

Supplement Interactions

SSRIs Sodium Folate Melatonin, SAM-e, St. John’s Wort / 
5-HTP

TCAs B2 Riboflavin
CoQ10

Folate

Antipsychotics 
(2nd gen)

B2 Riboflavin Vitamin C : 
250–500 mg

Echinacea, Evening Primrose Oil, 
Ginkgo biloba, Ginseng, Goldenseal
St. John’s Wort

Benzodiapezines Calcium Melatonin: 
1–3 mg

Kava



The Pharmacist’s Role: Deprescribing 
Abrupt cessation or too rapid a decrease in medicine can cause unique 
withdrawal symptoms (dizziness, nausea, “zaps”) or similar withdrawal 
symptoms (low mood, anxiety, trouble sleeping)

• SSRIs work by inhibiting the serotonin transporter, and the relationship between the dose and the 
level of binding to the transporter is hyperbolic. 

• When the patient is taking low doses, the level of binding increases very rapidly, and then levels 
off at higher doses. 

• A patient using only standard doses takes steps down which are too large. 
• When the patient begins tapering from a high dose, these steps have a limited impact on 

transporter binding. But at low doses, this impact is significant.

To avoid withdrawal symptoms, dose steps down that are lower than 
standard doses are required to achieve smaller steps — this is known as 
hyperbolic tapering.

• Even a small dose decrease can have a large effect. This hyperbolic relationship explains why 
withdrawal symptoms are often most problematic towards the end of a taper. 

Delivering a psychological intervention while a patient undergoes 
antidepressant tapering may be an alternative to long-term use of 
antidepressants in the treatment of recurrent depression

https://pharmaceutical-journal.com/article/opinion/antidepressant-withdrawal-can-be-a-
horrible-experience-are-tapering-strips-a-potential-solution#fn_11
Breedvelt et al. JAMA Psychiatry. 2021;78(8):868–875.



Take-Aways
1.Tell your patients and doctors that depression / 

anxiety is NOT just a “chemical imbalance”
2.Guide pharmacotherapy with a patient-centered 

approach, including PGx and CRP.
3.Educate patients on the biopsychosocial-

spiritual approach, including an anti-
inflammatory lifestyle. 


