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Considering Visual Impairment in the Primary Care Setting

Objectives
1. To learn about what vision rehabilitation is.
2. To identify some aspects of visual impairment 

that the primary care provider should consider.
3. To explore examples of treatment options for 

patients with visual impairment.

Vision Rehabilitation
Multidisciplinary approach to improving 
the quality of life for individuals with 
vision loss by helping individuals 

meet their visual goals
overcome daily challenges
become more independent
overcome emotional difficulties
meet learning potential

Vision Rehabilitation
Can include several professionals

Ophthalmologists, optometrists, occupational
therapists, orientation & mobility specialists, social
workers, counselors (vocational or psychological
services) and pprimary care providers
Treatment can include glasses, optical devices,
assistive technology, adaptive strategies and
environmental adaptations

Who can benefit from vision
Rehabilitation?

American Academy of Ophthalmology 
recommends vision rehabilitation services 
if patient has

Best corrected visual acuity in the better
seeing eye of less than 20/40.
Scotomas
Visual field loss
Loss of contrast sensitivity

Fontenot, JL et al. Vision Rehabilitation Preferred Practice Pattern.
Ophthalmology. 2018;125(1)

Prevalence in the US
2017 estimates for older adults (>45 years)

<20/40 BCVA: 3 894 406
<20/60 BCVA: 1 483 703 
20/200 or less: 1 082 790 

2017 estimates for all ages
<20/40 BCVA: 5 704 144
<20/60 BCVA: 1 845 651
20/200 or less: 1 277 223

Chan, T et al. Estimates of Incidence and Prevalence of Visual Impairment, Low Vision, and Blindness in the 
United States. JAMA Ophthalmol. 2018;136(1)



Access Barriers
Lack of

awareness of services
referral
services where they live
understanding of the potential benefits
transportation to appointments
resources to purchase devices or pay for other
services

The PCP has an important role in
managing vison

Early identification of patients with 
a decrease in vision is not only 
important for managing the ocular 
condition, but also for improving 
quality of life

Marra, KV et al. Care of Older Adults: Role of Primary Care Physicians in the 
Treatment of Cataracts and Macular Degeneration. J Am Geriatr Soc. 2016;64

Definitions
Low vision-BCVA in the better seeing eye of less than 20/60 (WHO)
Blindness-BCVA in the better seeing eye of less than 20/400 (WHO)
Legal blindness-BCVA of 20/200 or less, less than 20/100 when measured with 
a modern VA chart or visual field of <20 degrees (US SSA)
Visual impairment-any level of vision loss
Visual function-refers to VA, visual field and contrast sensitivity
Visual performance-how vision is used for different tasks

Ophthalmology

Common concerns
Reading
Driving
Falling or fear of falling 
Emotional distress

Reading Difficulties
Difficulty accessing information 
Making errors when reading labels such as on 
medication bottles
Difficulty reading for pleasure

Reasonable accommodations in
the Workplace

Reasonable accommodation-modifications that allow a qualified individuals to 
perform the essential functions of that job despite their visual impairment. This 
should not create undue hardship for the employer.
American Disability Act, Title I-employment

-prohibits discrimination based on disability
Visually impaired or blind- has to show that they are substantially limited in seeing 
or another major life activity (reading, working, walking as examples).
https://adata.org/factsheet/reasonable-accommodations-workplace
https://www.eeoc.gov/eeoc/publications/qa_vision.cfm#_ednref17



Accommodations for school
Section 504 plan vs Individual Education Plan 
(IEP)

Optimizing the clinic for the
visually impaired

Big Four Tips
Maximize size
Maximize contrast
Maximize lighting
Minimize glare

SiteWise brochure published by Henry Ford Center for Vision Rehabilitation and Research
(312) 825 2401 or visionrehab@hfhs.org for more information

Driving with a visual impairment
Vision requirement vary from state to state
Driving day or night in Oregon
-BCVA: 20/40 or better

-Visual field: >110 degrees
Daylight driving only in Oregon

-BCVA: less than 20/40 to 20/70 or better
-Visual field: >110 degrees

Bioptic telescopes
For persons with limited vision in order to drive in Oregon

-BCVA: no better than 20/80 and no worse than 20/200
-Visual field: >120 degrees horizontally and >80 degrees 
vertically

Requires referral for driving rehabilitation from a driving 
rehabilitation specialist for on road training with this device
Requires a DMV drive test
Check with your state DMV for vision requirements. 
Biopticdrivingusa.com is a good resource for vision requirements for 
all states.

Fall Risk
Individuals with a visual impairment have an increased 
risk of falling
Loss of visual function may increase fear of falling

Can restrict walking and other activities
Can increase anxiety and depression
Can increase social isolation
Decreased in physical activity can increase physical decline
Decrease quality of life

Ophthalmology



Fall risk related to visual
impairment

Reasons
Poor contrast
Visual field decrease
Poor depth perception
Visual confusion
Visual acuity decrease
Anxiety

Options to reduce risk of falls
Optimize vision and oculomotor abilities
Adaptive strategies with orientation & mobility instructor

White cane
Improve safety at home with occupational therapist
Behavior modifications
Improve strength with a physical therapist
Incorporating several strategies will improve outcome

Monocular Vision
Loss of vision in one eye
-other eye may have normal vision

Can still have issues
Loss of depth perception
Decreased visual field
Safety concerns
Cosmetic concerns
Depression

What can be done to help
patient’s with monocular vision?

Eyewear for protection, to reduce 
glare/photosensitivity, help with cosmetic concerns
Adaptive strategies
Scanning techniques
O&M training
Psychological services
Important to have realistic expectations

Vision loss cannot be reverse

Psychological considerations
Loss of functional vision is linked to increased 
risk of depression

JAMA Ophthalmol

Example of treatment options

Optical devices
Adaptive technologies



Glasses
Trial frame refraction

Easy way to show large differences in lens power Eg. +/- 1.00 D
Works well for 

Low vision patients
Eccentric viewing
Nystagmus null point
Difficulty with phoropter
If not getting good results with retinoscopy or in phoropter refraction
Easy to evaluate ADD power and to demonstrate sRx

Optical Devices for reading

Handheld magnifiers
Stand magnifiers 
Dome magnifiers
Bar magnifiers
Microscopic glasses
Telemicroscopes

Optical Devices for Distance
Monocular telescopes
Binocular telescopes
Bioptic telescopes
Autofocus bioptic telescopes
Reverse telescopes to minify image

can be useful for constricted visual fields

Adaptive Technology

Technology designed to maintain or enhance 
the capabilities of people with a disability

Electronic magnifiers (CCTV)
Provides digital magnification
Basic components consist of a camera and a 
monitor
Can control contrast and brightness
Various configurations available to meet the 
needs of the individual 
Example: desktop vs portable

Electronic magnifiers

Davinci HD CCTV magnifier by 
Enhanced Vision

Rotating camera
Text to speech (OCR)



Electronic magnifier
Transformer HD

Portable
Can connect to TV or monitor via Wi Fi or HDMI

Electronic magnifier
Prodigi Connect 12 by Humanware

Touchscreen
Tablet access to Android apps
Portable

Electronic glasses
A camera based headset that displays a digital image 
in front of the eye.
This digital image can then be magnified and 
contrast can be enhanced. 
Various other features are available depending on 
the model.
This device can be used to enhance distance, 
intermediate or near vision.

Electronic glasses
eSight

Bioptic tilt
Handheld trackpad to control color, contrast,

focus, brightness and magnification

Electronic glasses Electronic glasses
Jordy by Enhanced Vision



Electronic glasses
Oculenz AR Wear Glasses by Ocutrx

Diagnostic mode tracks size
and shape of scotoma

Eye tracking ability
Dynamic opacity
Will be available soon

https://www.youtube.com/watch?v=h-LZr_-ilBs

Orcam MyEye 2
Text to speech
Identifies products
Recognizes faces

ScripTalk by En Vision Accessibility features
Apple iPhone/iPad

Voiceover
Zoom
Magnifier
Invert Colors

Siri

Low vision apps
Seeing AI by Microsoft  

Lookout by Google for Google Pixel

Talking Books
https://www.oregon.gov/Library/print-
disabilities/Documents/Applications/application_
individual.pdf



Mobility
Aira

Use camera of smartphone or smart glasses
with app to connect with agent

Trained agent can provide visual information
for school, work or mobility

Mobility
We Walk 

Smart cane with ultrasonic sensors to detect obstacles
Can connect to navigation apps such as Google maps

Stridelight Ultrabright Walking Cane Mobility

Wayband by wear.works
Wearable haptic navigation device

Sunu band

Assistive software
Zoomtext magnifier

Magnifier software

JAWS (Job Access With Speech)
Screen reader

Dragon
Voice recognition software

Music
ForScore app

LimeLighter by Dancing Dots
Assistive music technology
Wireless pedal board for hands free

control of music



Field expanding Prism
Peli prism

~20 degrees of field expansion
May help with obstacle detection for a patient
with a hemianopsia

Scanning therapy to compensate for visual 
field defect

Dynavision
Games I spy, word search, post it notes

Low vison Filters
Reduces glare
Helps with photoaversion
May enhance contrast
Also recommend proper lighting, preferential 
seating and brimmed hats

Resources
Low vision resources by state

www.enhancedvision.com/low-vision-resources.html

Oregon
https://www.oregon.gov/blind/livingwithvisionloss/Pages/Resources.
aspx

Summary
Consider your patients that have a visual impairment and 
inform them of services that may help them
Vision rehabilitation can be effective at improving quality 
of life, however it will not reverse the damage to the eye. 
It is important to set expectations
The PCP has an important role in vision rehabilitation

Thank You
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Hepatitis C Treatment in the Primary
Care Setting
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Disclosures

We have nothing to disclose.
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Outline

Epidemiology and screening strategies
Management of new cases

Recommended workup
Supportive care, follow-up needs

Treatment
Case Studies
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Epidemiology and Screening 
Strategies

Global Infectious Disease
Mortality Trends
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Hep C rates by county, 2016

2020 Draft Recommendation

Screening

Ideally, reflex to PCR or other quantitative viral test

There are false positives
There is spontaneous clearance
Knowing the viral result prior to disclosure spares much patient
discomfort



Clearance of acute HCV
Acute HCV may clear
Chronic HCV does not spontaneously resolve
Allow 6 months before beginning treatment in a setting 
where the positive blood test could represent recent sero-
conversion

Population Health Approaches
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Initial work-up and management 
of new cases

Work up of the patient with HCV
Consider co-infections  [Hep B, HIV,  Hep A immunity]

Protection needs, [vaccinate Hep A and B]
Impact on disease progression and treatment

Determine disease progression
Degree of fibrosis determines treatment priority
Presence of cirrhosis determines screening needs for HCC, varices
Characterization of disease determines treatment
Co morbidities impact treatment

Review medication list and assess for use of herbals/supplements
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Baseline Labs to Check in Chronic HCV
CMP
CBC, INR
HCV Quantitative PCR
HCV Genotype
HAV Ab (total or IgG)
HBV serologies (HBsAb, 
HBsAg, HBcAb)
HIV

uHCG (women of 
childbearing age)
AFP
Ns5a resistance panel 
(for those with genotype 
1a considering use of 
elbasvir/grazoprevir; not 
common)
Iron studies
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Substance Use Disorders and HCV

EtOH:  encourage abstinence or minimizing 
intake 

Recreational drug use; refer to MAT; no longer 
an absolute contradiction to treatment; harm 
reduction

Tobacco and Marijuana use;  may be pro-fibrotic
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Minimizing transmission risks for HCV

Avoid sharing toothbrushes, razors, nail clippers
Cover cuts and sores
Clean up any blood exposures with bleach solution 
(1:9/bleach:water)
Stop IVDU
Do not share needles or paraphernalia
Sexual transmission is rare in monogamous heterosexual couples
Risk increases in MSM, heterosexual persons with multiple partners 
and those with co-infection of HIV
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Maternal risks of HCV transmission
HCV-positive women do not need to avoid pregnancy or breastfeeding
Risks of 6/100 infants born to HCV-infected mothers are infected with the 
virus at time of birth. Risks are 2-3X greater if mother is co-infected with 
HIV/HCV
Children born to HCV-positive mothers should have anti-HCV Ab no sooner 
than 18 months due to potential circulating maternal antibodies
HCV-positive mothers should avoid breastfeeding if their nipples are cracked 
or bleeding
DAA therapy not studied in pregnancy currently. Ribavirin is 
CONTRAINDICATED in pregnancy

21

Treatment
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Treatment
Refer to hepatology?

Co-infection with HBV, HIV, or decompensated cirrhosis (Child Pugh B or C)

Determine degree of fibrosis/cirrhosis
Initiate treatment with DAA
Weekly check-in with care coordinator or pharmacist (if possible)
4 weeks MD visit: CBC, CMP and quantitative HCV viral load 
Not uncommon to have detectable virus immediately after completion of 
therapy
Patients receiving elbasvir/grazoprevir (Zepatier) should be monitored with 
a hepatic function panel at 8 weeks (and again at 12 weeks if receiving 16 
weeks of treatment).
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Fibrosis Assessment

Fibroscan (old way)
F0-F4
OK to treat F0-3 in primary 
care setting
Some providers also 
treating F4 fibrosis if no 
signs of decompensation 
(i.e., Child Pugh A only)

APRI Score + Liver US 
(new way)
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How to choose a DAA?
Genotype and viral count

What’s covered?

Glecaprevir/pibrentasvir
(Mavyret) often preferred 
by Medicaid

Duration: 8 vs. 12 weeks

Varies by degree of 
fibrosis/cirrhosis and 
agent
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Test of cure
Sustained virologic response: SVR 12, SVR 48 (?)
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After Treatment Completion
ALL PATIENTS

Quantitative HCV 12 weeks after completion of therapy 
PATIENTS WITH CIRRHOSIS

Liver imaging, CMP, CBC, INR and serum AFP biannually (indefinite HCC screening)
Endoscopic variceal screening (cirrhotics only)

PATIENTS WHO FAILED TO ACHIEVE SVR
Semi-annual CBC, INR and CMP
Liver imaging and serum AFP biannually (indefinite)
Variceal screening (cirrhotics only)
Referral to hepatology

CURED PATIENTS WHO CONTINUE HIGH RISK BEHAVIOR
Annual re-infection screen, with PCR
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Case 1: “Steven”
70 yo M history of  remote IVDU

Screening labs wnl

Currently drinks 1-2 beers/wk

Fibroscan F2

Medicaid
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Case 1: “Steven”
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Case 1: “Steven”
4 week follow-up labs unremarkable, 
viral count now undetectable, has 
switched from beer to coffee
Care manager calls weekly
Follow-up visit 3 months after 
completion shows undetectable viral load
Follow-up?

30

Does co morbid alcohol use matter?
Rate of sustained virologic response (%) according to alcohol use, by genotype

Drug Alcohol Depend
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Does active IVDU matter?

Grebeley et al. Nat Rev Gastroenterol Hepatol. 2017 Nov;14(11):641-651.
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Case 2: “Mickey”
58 yo M, unremarkable PMH, with +HCV Ab on 
screening exam

Viral count 2.2 million, genotype 3

AFP  740
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Case 2: “Mickey”
Multiphase CT Liver:
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Case 2: “Mickey”
Multiphase CT Liver:

35

Case 3: “Dave”
77 yo with a history of GERD, HLD and 
HCV
Fibrosis stage 4, liver U/S without evidence 
of ascites or cirrhosis
Mild transaminitis, INR 1.0, Cr 0.8
No prior known history of varices or 
hepatic encephalopathy
Next steps?
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Case 3: “Dave”
Child Pugh A

Check for medication interactions: 
statin, PPI

Will need longer duration of 
treatment (12 weeks)

Will continue to need variceal 
screening, HCC screening and labs
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PPI’s
Increased gastric pH decreases solubility of velpatasvir and 
ledipasvir

Separate antacids by 4 hours

Administer H2RAs simultaneously with or 12 hours apart (max 
famotidine 40 mg BID)

Avoid PPIs if possible. If medically necessary, omeprazole 20 mg 
may be administered:

Simultaneously with LDV/SOF under fasted conditions 

4 hours after SOF/VEL is taken with food – Simultaneously 
with SOF/VEL/VOX

38

Statins
Rule of thumb

Monitor for statin-associated adverse events and 
risks (i.e. myalgia, myopathy, rhabdomyolysis)

Coadministration not recommended –

LDV/SOF: rosuvastatin

VEL/VOX/SO: rosuvastatin, pitavastatin

GCR/PBR: atorvastatin, lovastatin, 
simvastatin 

Max doses 

EBR/GZR: rosuvastatin 10 mg, atorvastatin 20 
mg 

VEL/SOF: rosuvastatin 10 mg 

VEL/VOX/SOF: pravastatin 40 mg 

GCR/PBR: rosuvastatin 10 mg
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Sources and resources
Hcvguidelines.org

www.hep-druginteractions.org

OHSU HCV Echo Program

https://www.ohsu.edu/xd/health/for-healthcare-professionals/telemedicine-
network/for-healthcare-providers/ohsu-echo/heptitisc-and-liver-
care/index.cfm

Special thanks to 

Atif Zaman, MD; Lauren Myers, PA
Thank You



“All Teach, All Learn”
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I love the practical advice that I can’t get by reading online. The closing statement really helped me to 
remember—even if I’m not a mental health specialist—to focus on the individual relationship to create 

comfort and the potential of being able to get a reluctant patient to a higher level of care down the 
road.

Thank you for making this available! These sessions improve patient care and connection for 
providers



I will be able to more accurately identify personality disorders and have 
more appropriate skills to manage patients with them

“I was not aware of the GDS short-form, so will start using that in my geriatric patients.” – Session 1
“Identifying how to access our standardized suicide risk assessment within the EHR. Add additional 

crisis numbers to the information I have been providing to patients at risk.” – Session 2
“I will spend more time discussing exercise and sleep hygiene before initiating antidepressants.” –

Session 3
“Use non-pharmacological therapy for anxiety. Started today!” – Session 8

“Consider lithium when appropriate. Have the risk/benefit talk with more confidence.” – Session 6



“I'm grateful for the mentorship and open-door feeling that was provided to reach out and ask for 
help as a PCP trying to adapt to the increasing needs and concerns of my patients to effectively 

diagnose and treat their mental health conditions…” – ND 
“I feel more comfortable monitoring antipsychotics and starting/refilling when PMNHP is not 

available.” – Session 5 
“I will consider somatization disorders as a possible diagnosis for more of my patients and 

remember to use the techniques for coping with these patients.” – Session 3 











PRIMARY CARE MANAGEMENT OF 
HYPERMOBILITY DISORDERS

Sonia Sosa, MD
Assistant Professor

OHSU Department of Family Medicine

Objectives

Define Ehlers-Danlos Hypermobile Type (Type 3) and 
explain how this differs from generalized hypermobility 
and also the other Ehlers-Danlos subtypes. 
Review the conditions which are most commonly 
associated with a diagnosis of Ehlers-Danlos 
hypermobile type. 
Describe the treatment options and exercise 
recommendations for patients with Ehlers-Danlos 
Hypermobile Type.

Disclosures

I have no disclosures.

In the news…

“Hey, I'm suffering with chronic pain, a neurological disease, ehlers danlos and 
I just wanted to say to those of you suffering from pain, whether physical or 
emotional, I love you, keep going. Life is (bleeping) hard. Pain is demoralizing, 
and you're not alone.” –Sia

What the headlines said:

“Sia announces that she has a neurologic condition called Ehlers Danlos”

Rare?

Prevalence:
~1 in 2,500-5,000
*new registry is 
being used to get a 
more accurate 
prevalence

Often a delayed 
diagnosis

Ehlers-Danlos Syndromes

Collection of heritable connective tissue disorders which include 
hypermobility, skin hyperextensibility and tissue fragility 
– hypermobile Ehlers-Danlos syndrome (hEDS)
– Classical Ehlers-Danlos syndrome: Skin hyperextensibility, 

atrophic scarring, generalized hypermobility
– Classical-like Ehlers-Danlos syndrome: skin 

hyperextensibility, generalized joint hypermobility, easily 
bruised skin

– Cardiac-valvular Ehlers-Danlos syndrome: cardiac-valvular 
problems, skin hyperextensibility, atrophic scarring, easy 
bruising, joint hypermobility



– Dermatosporaxis Ehlers-Danlos Syndrome: extreme skin fragility, 
craniofacial features

– Kyphoscoliotic Ehlers-Danlos Syndrome: congenital muscle 
hypotonia, kyphoscoliosis, generalized joint hypermobility with 
dislocations

– Brittle Cornea Ehlers-Danlos Syndrome: severe ocular 
manifestations, progressing to blindness

– Spondylodysplastic Ehlers-Danlos Syndrome: progressive short 
stature, hypotonia, bowing of limbs, skin hyperextensibility

– Musculocontractural Ehlers-Danlos Syndrome: adducted thumbs, 
club feet

– Vascular Ehlers-Danlos Syndrome: arterial rupture at young age, spontaneous 
colon perforation, spontaneous uterine rupture, carotid-cavernous sinus fistula

– Arthrochalasia Ehlers-Danlos Syndrome: congenital hip dislocation, generalized 
joint hypermobility, skin hyperextensibility

– Dermatosporaxis Ehlers-Danlos Syndrome: extreme skin fragility, craniofacial 
features

– Myopathic Ehlers-Danlos Syndrome: only 11 known cases, includes 
cardiomyopathy

– Periodontal Ehlers-Danlos Syndrome: early onset periodontitis leading to loss of 
teeth

*** There are known gene mutations for most of the Ehlers-Danlos subtypes but there is not 
a single known gene mutation for hypermobile Ehlers-Danlos syndrome

Diagnosis of hEDS: 3 Criterion

Criterion 1: Beighton Criteria (Generalized joint 
hypermobility)
– 6 pre-pubertal children and adolescents
– 5 pubertal men and women to age 50
– 4 men and women over the age of 50
– Total possible points=9

Hyperextension of the 5th digits

>90 degrees
1 point for each side

Thumb to forearm

1 point for each side

Hyperextension of the elbows

>10 degrees
1 point for each side



Hyperextension of the knees

>10 degrees
1 point for each 

side

Forward bend to the floor

1 point total

Additional Hypermobility criteria
1. Can you now (or could you ever) place your hands flat on the floor without 

bending your knees? 
2. Can you now (or could you ever) bend your thumb to touch your forearm?
3. As a child, did you amuse your friends by contorting your body into strange 

shapes or could you do the splits?
4. As a child or teenager, did your shoulder or kneecap dislocate 

on more than one occasion?
5.     Do you consider yourself “double-jointed”?

A “yes” answer to two or more questions suggests joint hypermobility 
with 80–85% sensitivity and 80–90% specificity 

Criterion 2: 2 or more features 
positive (A, B, C)

Feature A (five must be present):
– Unusually soft or velvety skin
– Mild skin hyperextensibility
– Unexplained striae distensae or rubae at the back, groin, thighs, breasts 

and/or abdomen in adolescents, men or pre-pubertal women without a 
history of significant gain or loss of body fat or weight

– Bilateral piezogenic papules of the heels
– Recurrent or multiple abdominal hernias
– Atrophic scarring involving at least two sites and without the formation 

of truly papyraceous and/or hemosideric scars as seen in classical EDS

Feature A, cont.

Pelvic floor, rectal, and/or uterine prolapse in children, men or nulliparous women 
without a history of morbid obesity or other known predisposing medical 
conditions

Dental crowding AND high or narrow palate

Arachnodactyly, as defined in one or more of the following signs:
– Positive wrist sign (Walker sign) on both sides
– Positive thumb sign (Steinberg sign) on both sides

Arm span-to-height ration 1.05

Mitral valve prolapse mild or greater based on strict echo criteria

Aortic root dilation with Z score >+2

VS
Skin stretch of ~1 inch

Skin stretches across the 
entire back of the hand.



Striae distensae Piezogenic 
granules (check 
standing)

Atrophic scarring

VS

Periodontal EDS (Type VIII)

Arachnodactyly

Walker 
sign: 1st

and 5th

digits 
overlap

Steinberg 
sign: 
distal 
thumb 
extends 
beyond 
palm

Feature B
– Positive family history; one or more first-degree 

relatives independently meeting the current criteria for 
hEDS

Feature C (must have at least one)
– Musculoskeletal pain in two or more limbs, recurring 

daily for at least 3 months
– Chronic, widespread pain for 3 months
– Recurrent joint dislocations or frank joint instability, in 

the absence of trauma

Exclusion criteria: all of the 
following must be met

Criterion 3
– Absence of unusual skin fragility, which should prompt consideration of the other 

types of EDS
– Exclusion of other heritable and acquired connective tissue disorders, including 

autoimmune rheumatologic conditions. In patients with an acquired CTD (eg Lupus or 
Rheumatoid Arthritis, etc.), additional diagnosis of hEDS requires meeting both 
Feature A and B of Criterion 2. Feature C of Criterion 2 cannot be counted toward a 
diagnosis of hEDS in this case.

– Exclusion of alternative diagnoses that may also include joint hypermobility by means 
of hypotonia and/or connective tissue laxity. Alternative diagnoses and diagnostic 
categories include, but are not limited to, neuromuscular disorders (e.g. Bethlem 
myopathy), other hereditary disorders of the connective tissue (e.g. other types of 
EDS, Loeys-Dietz syndrome, Marfan syndrome), and skeletal dysplasias (e.g. 
osteogenesis imperfecta). Exclusion of these considerations may be based upon 
history, physical exam, and/or molecular genetic testing, as indicated.



https://ehlers-danlos.com/wp-
content/uploads/hEDS-Dx-Criteria-checklist-1.pdf

Marfan’s Syndrome Diagnosis

Ectopia lentis

Marfan’s Systemic Score

Marfan’s Syndrome Diagnosis

In the absence of family history:

Aortic Root Dilatation Z score  2 AND Ectopia Lentis = Marfan syndrome - The presence of aortic root dilatation (Z-
score  2 when standardized to age and body size) or dissection and ectopia lentis allows the unequivocal diagnosis of 
Marfan syndrome, regardless of the presence or absence of systemic features except where these are indicative 
of Shprintzen Goldberg syndrome, Loeys-Dietz syndrome, or vascular Ehlers Danlos syndrome.

Aortic Root Dilatation Z score  2 AND FBN1 = Marfan syndrome - The presence of aortic root dilatation (Z  2) or 
dissection and the identification of a bona fide FBN1 mutation are sufficient to establish the diagnosis, even when 
ectopia lentis is absent.

Aortic Root Dilatation Z score  2 AND Systemic Score  7pts = Marfan syndrome - Where aortic root dilatation (Z  2) 
or dissection is present, but ectopia lentis is absent and the FBN1 status is either unknown or negative, a Marfan
syndrome diagnosis is confirmed by the presence of sufficient systemic findings (  7 points, according to a scoring 
system) confirms the diagnosis. However, features suggestive of Shprintzen Goldberg syndrome, Loeys-Dietz syndrome, or 
vascular Ehlers Danlos syndrome must be excluded and appropriate alternative genetic testing (TGFBR1/2, 
SMAD3, TGFB2, TGFB3, collagen biochemistry, COL3A1, and other relevant genetic testing when indicated and available 
upon the discovery of other genes) should be performed.

Ectopia lentis AND a FBN1 mutation associated with Aortic Root Dilatation = Marfan syndrome - In the presence of 
ectopia lentis, but absence of aortic root dilatation/dissection, the identification of an FBN1 mutation previously 
associated with aortic disease is required before making the diagnosis of Marfan syndrome.

In the presence of family history: 

Ectopia lentis AND Family History of Marfan syndrome (as defined above) = Marfan syndrome - The presence 
of ectopia lentis and a family history of Marfan syndrome (as defined in 1-4 above) is sufficient for a diagnosis of 
Marfan syndrome.

A systemic score  7 points AND Family History of Marfan syndrome (as defined above) = Marfan syndrome -
A systemic score of greater than or equal to 7 points and a family history of Marfan syndrome (as defined in 1-4 
above) is sufficient for a diagnosis of Marfan syndrome. However, features suggestive of Shprintzen Goldberg 
syndrome, Loeys-Dietz syndrome, or vascular Ehlers Danlos syndrome must be excluded and appropriate 
alternative genetic testing (TGFBR1/2, SMAD3, TGFB2, TGFB3 collagen biochemistry, COL3A1, and other 
relevant genetic testing when indicated and available upon the discovery of other genes) should be performed.

Aortic Root Dilatation Z score  2 above 20 yrs. old,  3 below 20 yrs. old + Family History of Marfan
syndrome (as defined above) = Marfan syndrome - The presence of aortic root dilatation (Z  2 above 20 yrs. 
old,  3 below 20 yrs. old) and a family history of Marfan syndrome (as defined in 1-4 above) is sufficient for a 
diagnosis of Marfan syndrome. However, features suggestive of Shprintzen Goldberg syndrome, Loeys-Dietz 
syndrome, or vascular Ehlers Danlos syndrome must be excluded and appropriate alternative genetic testing 
(TGFBR1/2, SMAD3, TGFB2, TGFB3, collagen biochemistry, COL3A1, and other relevant genetic testing when 
indicated and available upon the discovery of other genes) should be performed.

Hypermobility Spectrum Disorders

Asymptomatic generalized joint hypermobility (GJH)

Asymptomatic peripheral joint hypermobility (PJH)

Asymptomatic localized joint hypermobility (LJH)

Generalized hypermobility spectrum disorder (G-HSD): +Beighton criteria, 1+ 
musculoskeletal manifestations

Peripheral hypermobility spectrum disorder (P-HSD): hypermobility in 
extremities only, 1+ musculoskeletal manifestations

Localized hypermobility spectrum disorder (L-HSD)

Historical hypermobility spectrum disorder (H-HSD)

hEDS

ICD10
Q79.6 Ehlers-Danlos Syndrome
M35.7 Hypermobility syndrome

Types of Hypermobility

Bony hypermobility
– Shallow joint sockets that easily dislocate
– Less generalized hypermobility

Collagen-related hypermobility
– More likely hormonally dominant
– Stretchy skin
– More likely to have problems with bladder, lungs, bowels

Neuropathic
– Poor core stability, clumsy gait
– Proprioceptive defects



Variability of expression

Ethnicity

Biologic sex/hormone status

Age: hypermobility>pain>stiffness

Physical characteristics- build, strength, muscle tone, general health

Psychological characteristics

Sports/work activities

Dietary habits

Traumas/surgeries/periods of immobility

Biologic sex

Female>male

Generally more inherent joint stability in presence of 
testosterone

Hormonal influences:
– Testosterone increases muscle bulk around joints which 

creates more stability
– Progesterone dominance> joint instability

Age

Hypermobility phase (childhood): 
– Distribution equal between males and females
– Sprains and dislocations
– “growing pains”
– Pain with repetitive tasks such as handwriting
– Easy fatigability
– Developmental dyspraxia (clumsiness) with mild hypotonia

Pain phase (20-40s)
– Generalized and chronic pain; often diagnosed with fibromyalgia
– Headaches
– Fatigue
– Functional GI disorders
– Autonomic dysfunction

Stiffness phase
– Seen significantly more in females than males
– Disabling pain and fatigue
– Reduced muscle mass and weakness
– Diminished proprioception

Comorbidities

Sleep disturbance- insomnia, broken sleep, RLS

Fatigue

Cardiovascular autonomic dysfunction- POTS

Functional gastrointestinal disorders

Depression/Anxiety

Mechanical and neuropathic bowel dysfunction

Chiara type 1 malformation

Comorbidities, cont.

Tethered cord syndrome

Complex regional pain syndrome

Temporomandibular joint syndrome

Postural kyphosis and scoliosis

Cranio-cervical instability

Myopia/astigmatism

Poor response to anesthetics

Pelvic floor weakness, urinary incontinence



Comorbidities, cont.

Early onset of osteoarthritis

Menorrhagia/metrorrhagia

Musculoskeletal and pelvic complications of pregnancy

Mast cell activation syndrome (can contribute to bowel and bladder 
inflammation)*

Celiac*

Eosinophilic esophagitis*

***not statistically proven comorbidities

Musculoskeletal manifestations

Bursitis

Sprains

Tendonitis/tendinopathy/tendon rupture

Plantar fasciitis

Pes planus

Muscle spasms

Dermatologic manifestations

Skin fragility

Wider scars

Delayed wound healing

Easy bruising

Striae in adolescence but not during pregnancy

Chronic headaches

Increased frequency of migraines
Cervical spine hypermobility> cervicogenic and chiari-like headaches
Areas of further research: Spontaneous CSF leak, tethered cord, pseudotumor 
cerebri, Chiari 1
Imaging:

– Standing MRI?
– Supine MRI
– Flexion/extension x-rays or MRI
– Rotational MRI
– CT cisternogram
– CT myelogram

Fatigue

Early muscle fatigue
– Repetitive tendon stretch causes micro-traumas
– Micro-traumas don’t heal quickly causing pain degeneration and 

physical fatigue
– Lax joints that are not well supported by musculature may 

generate additional muscle fatigue with increased workload
Mental fatigue 
– Autonomic dysfunction
– Poor sleep

Chronic fatigue: overwhelming fatigue for >6 months

Cardiovascular 

Mild dilation of the aortic arch noted in 1/3 of children or young 
adults but is unlikely to progress to clinically significant disease

Baseline ECHO not recommended for hEDS alone with no other 
risk factors/signs/symptoms- will get one in cases which involve 
syncope, palpitations, chest pain, +family history

Mitral valve prolapse once considered a hallmark of EDS may no 
longer be clinically significant with change in MVP criteria



Autonomic Dysfunction

Parasympathetic (rest and digest), Sympathetic (fight or flight), enteric 

Severity=degree of hypermobility

Symptoms: dizziness, rapid HR, exercise intolerance, gastroparesis, gut 
dysmotility, urinary problems

Origin? Sympathetic neurogenic dysfunction, connective tissue laxity> LE 
vascular stretch

Postural Orthostatic Tachycardia Syndrome (POTS)
– Dx: HR increase 30bpm from supine to standing within 10 min in absence 

of orthostatic hypotension +symptoms, +tilt table test

Order= autonomic function testing

Management

PHYSICAL THERAPY

PHYSICAL THERAPY

PHYSICAL THERAPY

Occupational Therapy

Make sure that the therapist knows and understands hypermobility
– Kinesiophobia
– Good Health PT (in Portland)

Movement

Ok to allow controlled joint hyperextension

Possibly limit high impact and resistance exercise 

Stabilize joints
– resting muscle tone
– proprioception

Progressive resisted exercise

Water based exercise

Graded medical exercise

Pelvic physical therapy

Bracing/Splinting/Taping

Use judiciously 
Should facilitate participation in things that the 
individual wouldn’t otherwise be able to do

Medications

Acetaminophen
Ibuprofen
Topical NSAIDS, lidocaine patches, capsaicin patches, salonpas patches
Limited muscle relaxers, consider magnesium

– Magnesium (Natural Calm):  ~400mg per day to help with pain, sleep, HA, 
constipation

Neuropathic pain: TCAs, gabapentin
Limit opiates and benzos
Low dose naltrexone: start with 1.5mg per day, max 4.5mg per day
Consider pain clinic referrals

Cognitive Behavioral Therapy

Pain= physical and psychological factors

Challenge negative thought patterns, actions and behaviors

Replace with adaptive behaviors and positive functioning



Manual therapies and mindfulness

Massage

Myofascial release

Gentle manipulation
– Strain-counterstrain
– Muscle energy
– Craniosacral

Feldenkrais or Alexander technique: address posture 

Pilates

Mindfulness
– Apps: Calm, Insight Timer, Headspace, Breath, 4/7/8 breath

Acupuncture

POTS treatment

Boluses of water: start first thing in the AM

Salt: 2 teaspoons per day

Compression- stockings, tights, abdominal binder

Elevate head of bed

Calf raises

POTS exercise protocol: CHOP

Medications: midodrine, fludrocortisone, pyridostigmine, beta blocker

Irritable Bowel Syndrome

Fiber

FODMAP diet/elimination diet

Increase GI motility: bitters

Probiotics to restore normal flora which can be altered with slow motility

Enteric coated peppermint oil- helps with bloating

Mindful eating: https://www.thecenterformindfuleating.org

Mast cell activation syndrome (MCAS)

Unproven association

Increased # of mast cells or increased mast cell mediators

Symptoms: flushing, pruritis, hypotension, asthma, diarrhea, abdominal 
bloating, cramping, food sensitivities, fatigue

Dx: elevated tryptase level during reaction, symptom list

Treatment: H1 and H2 blockers (ranitidine and cetirizine), mast cell stabilizers 
(cromolyn, quercetin), ketotifen, montelukast, Xolair, low histamine diet?

Support Groups

Ehlers-Danlos Society Community Resources

Good Health Physical Therapy in Portland

Official Oregon Area Ehlers-Danlos Syndrome Support Group on Facebook

EDS Life Hacks on Facebook

Ehlers Danlos Society on Facebook

Dysautonomia International on Facebook

Resources

The Ehlers-Danlos Society: www.ehlers-danlos.com
– Hakim, Alan. Local anaesthetic failure in joint hypermobility syndrome. Journal of the Royal Society of Medicine. Volume 98: Feb 

2005
– Fedorowski, A et al. Antiadrenergic autoimmunity in postural tachycardia syndrome. Europace Advance Access. Oct 2016
– Juul-Kristensen B et al. Generalised joint hypermobility and shoulder joint hypermobility, - risk of upper body musculoskeletal 

symptoms and reduced quality of life in general population. BMC Musculoskeletal Disorders. Volume 18: 226. 2017
– Collins, Heidi. Magnesium and Ehlers-Danlos Syndrome.
– Pezaro S, Pearce G, Reinhold E. Hypermobile Ehlers-Danlos Syndrome during pregnancy, birth and beyond. British Journal of 

Midwifery, April 2018, Vol 26, No 4
– Jane V. Simmonds, Anthony Herbland, Alan Hakim, Nelly Ninis, William Lever, Qasim Aziz & Mindy Cairns (2019) Exercise beliefs and 

behaviours of individuals with Joint Hypermobility syndrome/Ehlers–Danlos syndrome – hypermobility type, Disability and 
Rehabilitation, 41:4,445-455, DOI: 10.1080/09638288.2017.1398278

Smith, Claire. Understanding Hypermobile Ehlers-Danlos Syndrome and Hypermobility Spectrum Disorder. Redcliff-House Publications. 2017. 
Print.

Tinkle B, Castor M, Berglund B, Cohen H, Grahame R, Kazkaz H, Levy H. 2017. Hypermobile Ehlers-Danlos Syndrome (a.k.a. Ehlers-Danlos 
syndrome Type III and Ehlers-Danlos syndrome hypermobility type): Clinical description and natural history. Am J Med Genet Part C Semin
Med Genet 175C: 48-69



Reinstein E, Pariani M, Bannykh S, Rimoin DL, Schievink WI. Connective tissue 
spectrum abnormalities associated with spontaneous cerebrospinal fluid 
leaks: a prospective study. Eur J Hum Genet. 2013;21(4):386–390. 
doi:10.1038/ejhg.2012.191







Patients with long-standing diabetes, renal 
failure and other disorders with vascular 

calcification can develop incompressible tibial
arteries, resulting in false high systolic 

pressures.
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ECG
PARTICIPATORY
WORKSHOP-
BUILDING YOUR 
CONFIDENCE

Steven A. Wahls, MD, FAAFP
Assistant Professor
Resident Focused Faculty
OHSU Department of Family Medicine

CONFLICT OF INTEREST:

I have fun pondering ECGs!
No personal financial benefits.

>>Acute MI<<

GOALS/ LEARNING POINTS

1. Reminder of underlying physiology
2. Read ECGs together!

1.Remember your flow
2.Commit yourself to an interpretation
3.Have fun!

3. Recognize several different ECG 
abnormalities with implications for clinical 
care.

https://commons.wikimedia.org/wiki

From: Katzung B, Trevor, A: Basic & Clinical 
Pharmacology, 13th Ed. McGraw-Hill
www.accesspharmacy.com



Pinterest: Demystifying the 12 Lead ECG

http://www.frca.co.uk

LITFL
https://lifeinthefastlane.com

WHAT AFFECTS THE ECG?
Chest anatomy
Lead Placement
Sick heart/Cardiomyopathy
Conduction system disease

Delays/ blocks
Reentry/ tachyarrhythmias
Escape rhythms
Enhanced automaticity
Pacemakers

Chamber Hypertrophy
Hypoxia/ ischemia

Environment:
Electrolytes
Drugs
Body temperature/ 
hypothermia
Pericardial disease
Pulmonary disease

Athletic training
Artifact

BACK TO OUR RESIDENT’S PATIENT…

NONSPECIFIC ST-T WAVE CHANGES 
(BENIGN EARLY REPOLARIZATION)

Common in young healthy patients <50 yo, rare over 70 yo.
Etiology not well understood; not indicative of Cardiac disease

Widespread concave ST Elevation, 
especially mid to left precordial leads.
Notching/ slurring at J point
Prominent, asymmetrical TW 
concordant with QRS complexes
Modest ST elevation compared to TW 
amplitude, < 2 mm in precordial leads, 
<.5 mm limb leads.
No reciprocal ST depression.
Stable over time.

LITFL

39-year-old man with acute dyspnea and 
"muscle strain" in left leg



ACUTE RV STRAIN/ PULMONARY EMBOLI

Perm J. 2011 Fall; 15(4): 75.
Published online Fall 2011. doi: 10.7812/tpp/11-112

S1Q3T3: S Lead I, Q & Inverted T Lead III
Present in 15-25% of patients diagnosed with PE
Nonspecific: any cause for acute Cor Pulmonale

PE
Acute Bronchospasm
Acute Pneumothorax

Tachycardia
New RBBB
Right Axis Deviation
ST Elevation V1, aVR
And others
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42 year old man with irregular pulse

67 YEAR OLD MAN WITH CHRONIC SHORTNESS OF BREATH

https://litfl.com/right-ventricular-hypertrophy-rvh-ecg-library/

Right axis deviation (+150 degrees).
Dominant R wave in V1 (> 7 mm tall; R/S ratio > 1)
Dominant S wave in V6 (> 7 mm deep; R/S ratio < 1).

RVH Criteria

19 YO WOMAN WITH CHEST PAIN 
RECOGNIZING PERICARDITIS

http://lifeinthefastlane.com/ecg-library/basics/pericarditis/



59 YO WOMAN WITH ABNORMAL LAB TEST THE NORMAL QT…

http://lifeinthefastlane.com/ecg-
library/basics/qt_interval/

Bazett’s formula: QTC = QT /  RR (in seconds)
(over-corrects HR > 100 bpm, under-corrects at HR < 60 bpm)

Normal QTc values:
QTc is prolonged if > 440ms in men or > 460ms in women
QTc > 500 is associated with increased risk of torsades de 
pointes
QTc is abnormally short if < 350ms
A useful rule of thumb is that a normal QT is less than half 
the preceding RR interval

ECG IN HYPOKALEMIA

https://litfl.com/hypokalaemia-ecg-library/

Increased amplitude and width of the P wave
Prolongation of the PR interval
T wave flattening and inversion
ST depression
Prominent U waves (best seen in the precordial leads)
Apparent long QT interval due to fusion of the T and U waves
SV & Ventricular arrhythmias

T wave inversion and prominent 
U waves in hypokalemia

Long QU interval in 
hypokalemia

35 year old air transport pilot for routine 
screening

http://bjsm.bmj.com/content/47/3/125

Sinus bradycardia ( 30 bpm)
Sinus arrhythmia
Ectopic atrial rhythm
Junctional escape rhythm
First-degree AV block
Mobitz type I (Wenckebach) second-degree AV block
Incomplete RBBB
Isolated QRS voltage criteria for LVH
Early repolarization (ST elevation, J-point elevation, J waves, or 
terminal QRS slurring)
Convex ST segment elevation & T wave inversion V1–V4

ECG CHANGES IN ATHLETES

32 year-old male runner presenting 
with shortness of breath and chest 
discomfort over last hour… W

a
ve

-M
a
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ECG PROGRESSION WITH 
MYOCARDIAL 

INFARCTION

[Diagram: Stages of Acute Q-Wave MI-KH]{Frank G. Yanowitz, M.D.}

You are reading ECGs and review this. What do 
you see, and what could cause it?
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CAUSES
Pressure/ Volume overload states:

Hypertension
Aortic stenosis
Aortic Insufficiency

Sick myocardium
Dilated cardiomyopathy
Myocardial infarction/ CAD
Primary conduction system disease
Acquired conduction system disease (e.g. Lyme disease)

QRS duration of > 120 ms
Dominant S wave in V1
Broad monophasic R wave in lateral leads (I, aVL, V5-V6)
Absence of Q waves in lateral leads (I, V5-V6; small Q waves OK in aVL)
Prolonged R wave peak time > 60ms in left precordial leads (V5-6)

CRITERIA LEFT BUNDLE BRANCH BLOCK

Elderly woman following a fall, 
with complaints of fatigue 
and weakness
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369 

ELDERLY MALE, WITH CAD AND ESRD ON 
DIALYSIS ADMITTED WITH FEVER 



18-year-old pre-op ECG for 
knee surgery. What does this 
ECG show?
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CLUES TO LIMB LEAD REVERSAL

http://www.frca.co.uk

LITFL
https://lifeinthefastlane.com

W
a
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n 59 year old woman with history of 
palpitations

Accessory pathway allows 
AVN bypass & ventricular 
preexcitation
AVRT triggered by PAC/ PVC
With tachyarrhythmias, delta 
wave often not seen.
0.1-3.0/ 1000
Small risk of sudden cardiac 
death

https://lifeinthefastlane.com

Bypass Tract Physiology

FIGURING OUT ARRHYTHMIAS…

ECG missing its clinical 
data… Ideas?



57 year old women complaining of 
pounding in her chest…
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5
1

55-year-old woman: why is she dyspneic?
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ATRIAL ENLARGEMENT…

LAE produces a broad, bifid P wave in lead 
II (P mitrale) and enlarges the terminal 
negative portion of the P wave in V1

http://lifeinthefastlane.com/ecg-library/basics

RAE produces a peaked P wave (P
pulmonale) with amplitude:

Wagner et al. (2007)

LITFL

Read this ECG. What is your 
final impression?
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http://lifeinthefastlane.com/ecg-library/



DIFFERENTIAL DX OF ST ELEVATION

Ischemic heart disease- ST usually convex 
upward, or straight
Acute pericarditis
Others

LVH (R precordial leads large S waves)
LBBB (R precordial leads large S waves)
Advanced Hyperkalemia
Hypothermia (J- waves or Osborne waves)

WHAT’S A PATHOLOGICAL Q WAVE?

https://litfl.com/q-wave-ecg-library/

LITFL

76 year old woman. What intermittent 
arrhythmia was she treated for?

https://crediblemeds.or
g/files/7413/9568/0020/A
ntiarrhythmic_drug_acti
ons.pdf

ST-T AND U ABNORMALITIES:
Basic Concept:

The specificity of ST-T and U wave abnormalities is 
provided more by the clinical circumstances in 
which the ECG changes are found than by the 
particular changes themselves.

http://ecg.utah.edu/

Drugs (e.g., digoxin, quinidine, tricyclics, and many others) 
Electrolyte abnormalities of potassium, magnesium, calcium 
Metabolic factors 
Neurogenic factors
Intrinsic myocardial disease 
Atrial repolarization 
Ventricular conduction abnormalities and rhythms originating in 
the ventricles 

Nathanson L A, McClennen S, Safran C, Goldberger AL. ECG 
Wave-Maven: Self-Assessment Program for Students and 
Clinicians.

http://ecg.bidmc.harvard.edu

Yanowitz, F G. ECG Learning Center. 
http://ecg.utah.edu

Life in the Fast Lane
http://lifeinthefastlane.com/ecg-library

The clinical exercise physiology consortium
http://www.cardiology.org/tools/

ECGPEDIA
http://en.ecgpedia.org/wiki/Case_100

Sources & Resources…
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J Am Coll Cardiol

J Am Coll Cardiol

“A DT regimen immediately after hospital discharge should be considered for most patients, 
whereas extending the use of ASA beyond hospital discharge (i.e. TT) should be considered only 
for patients at high ischemic/thromotic and low bleeding risks for a limited period of time (eg, 1 
month).”

J Am Coll Cardiol





Feeling the Burn: The 
Benefits and Risks of 
Long-term PPI Use
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Feeling the Burn: The 
Benefits and Risks of 
Long-term PPI Use







Patient responses:



Resident responses: 





Phytomedicine.

BMC Complementary and Alternative 
Medicine.

Phytomedicine.





Lactobacillus Casei Shirota



Sci Rep



Sci Rep

Nutrients 9



Integrative medicine
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Adult Smoking 2017
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Both smoking & vaping are not safe.

We know a lot more about smoking...



Compounds in Tobacco Smoke

14

How do we help?

MMWR.
National Health Interview Survey, United States, 2015

16

Ask about smoking and let them
know you have effective tools to
help them quit.



The 5 A’s Model
ASK about tobacco

ADVISE to quit 

ASSESS willingness to make a quit attempt 

ASSIST in quit attempt

ARRANGE follow-up

Brief interventions shown to be effective 

In the absence of time or expertise in cessation 
counseling, connect patient to: 

A behavioral health specialist, nurse, 
pharmacist, or other clinician, for 
additional counseling

A local group program

The toll-free telephone quit line:

1-800-QUIT-NOW

Brief Counseling: Ask, Advise, Connect Tobacco Dependence: A Two Part
Problem

23

Nicotine Withdrawal Symptoms
Irritability/frustration/anger
Anxiety
Difficulty concentrating
Restlessness/impatience
Depressed mood/depression
Insomnia
Impaired performance
Increased appetite/weight gain
Cravings

Pharmacotherapy

Treating Tobacco Use and Dependence: 2008 Update. Clinical Practice Guideline. 

* Includes pregnant women, smokeless tobacco users, light smokers, and adolescents.

all
patients
effective medications 



Nicotine Replacement Therapy:
Patch
Gum
Lozenge
Spray
Inhaler

Non-nicotine agents:
Bupropion SR (Zyban)
Varenicline (Chantix)

FDA Approved Cessation Medications EAGLES Study—Psychiatric Adverse Events

Lancet

27
Lancet

EAGLES Study—Medication Effectiveness Combination Pharmacotherapy

Combination NRT

Long acting formulation (patch)

Produces relatively constant levels of nicotine

PPLUS

Short acting formulation (gum, inhaler, nasal spray)

Allows for acute dose titration as needed for
nicotine withdrawal symptoms

Bupropion SR + Nicotine Patch

Identify Key Issues to Streamline Product
Selection*

Do you prefer a prescription or non-prescription 
medication?

Would it be a challenge for you to take a medication 
frequently throughout the day, e.g., a minimum of 9 
times?

With the exception of the nicotine patch, all NRT formulations require 
frequent dosing throughout the day.
If patient is unable to adhere to the recommended dosing, these 
products should be ruled out as monotherapy because they will be 
ineffective. 

30

NRT Best Practices
Nicotine Patch: Leave patch on overnight

Unless patch disrupting sleep or causing vivid dreams 

Can use gum in the morning if cravings are high)

Nicotine Gum: Park and Chew

DO NOT continuously chew gum. Chew gum slowly until it 
tingles. Then park it between cheek and gum. 

Repeat until most of the tingle is gone (about 30 minutes)

Okay to use NRT if they smoke while trying to quit



32

Behavior Change and Support

Behavioral Support Best Practices
Establish a “why” for quitting

Develop a plan for quitting

Review benefits of quitting

Discuss concerns/fears

Discuss triggers & coping strategies

Develop plan for handling urges

Discuss making changes prior to Quit Date

Set quit date

Provider support on Quit Date & close follow up

Consider complementary modalities (acupuncture, 
psychiatry)

34

Assessment of Tobacco Use
1. Gather pattern of use 

What kind of tobacco do you use?

How much tobacco do you use?

How often and in what situations do you use tobacco?

Everyday or on the weekends?

2. Gather history of cessation attempts (NRT, medications, what 
worked?)

35

Develop a Plan for Quitting
“Individual Treatment Plan”
Review benefits of quitting
Discuss Concerns/Fears
Assess Confidence and motivation

Develop Plan to address concerns
Discuss Plan for Handling Urges

Discuss pairing and conditioning
Discuss changes prior to Quit Date 

Changing location of smoking
Brand switching
Delaying smoking
Tracking smoking patterns 36

Quit Day Support
If still smoking (use MI to assess motivation to continue):

Identify triggers

Alternatives

Difficulties

What worked/What did not work

If patient does not want to set another quit date, discuss option of cutting back 
with the goal of quitting

Schedule a subsequent Quit Day or Follow-Up for Reduction Plan

If quit:

Relapse Prevention

Discuss difference between a slip and relapse

Provide stress management/relaxation strategies



37

Relapse Prevention 1 mo after Quit Date
Re-asses current tobacco use status

Determine if patient has continued abstinence

Discuss perceived benefits of cessation or reduction, successful strategies

Encourage the patient to vigorously continue using coping strategies and medications that 
worked since Quit Date (anticipating upcoming stresses)

Remind patient changes take time and sustained effort, continue using coping strategies

Discuss the difference between a slip and a relapse

Problem solve barriers, threats, and slips

Relapse Prevention

Provide information about the most common high-risk situations for relapse: Query 
the patient about his/her highest risk smoking trigger that could lead to resumption of 
smoking after Quit Date

38

Quit Line
Registration: 

1-800-QUIT-NOW 
www.quitnow.net

Eligibility:

Must be at least 13 to enroll in counseling (and at 
least 18 to receive NRT)

Must live in Oregon

Must be ready to set a quit date in the next 30 days

What does the Quit Line Provide?

Medications: up to 8 weeks of NRT (patch or gum)
1-4 Quit Line-initiated counseling calls 
Unlimited access to Quit Coach
A Quit Guide
Access to website to create a personalized quit plan
Text message program
Emails with tips to fight urges and prevent relapse

Online Resources for Patients

SSmokefreeTXT QQuitGuide App QuitStart for Teens



Million Hearts
https://millionhearts.hhs.gov/files/Tobacco-Cessation-Protocol.pdf
Includes a Tobacco Cessation Brief Clinical Intervention Protocol
Checklist for Assisting Patients with a Quit Plan 

44

A note about e cigarettes...

45

EE cigarettes limited evidence 

insufficient evidence 

4646

Key Take Home Points
Tobacco use is a chronic, relapsing condition 

It is a two part problem

Medications can alleviate withdrawal 
symptoms while addressing behavioral change 

Black box warning removed 

Concerning vaping rates on the rise in 
adolescents

Use your team and resources!  

You can save a life.
—Moira Ray, MD

Questions?



Thank You



MINDFULNESS 
FOR DEPRESSION
CATHERINE POLAN ORZECH M.A. LMFT

MAJOR 
DEPRESSIVE 
DISORDER 
DSM-5

Depressed mood most of the day, nearly 
every day – sad, empty, hopeless
Diminished pleasure in all or almost all 
activities
Significant weight loss or gain
Insomnia or hypersomnia
Psychomotor agitation or retardation
Fatigue or loss of energy
Feeling worthless
Difficulty concentrating or indecisiveness
Recurrent thoughts of death

DEPRESSION LOOKS LIKE…
“…Jane would often wake very early in the 

morning, unable to sleep, with a heavy feeling in 
her body and thoughts going round and round, 
impossible to switch off. She’d sometimes get up 
to make a cup of tea, sitting in the kitchen with a 
blanket around her shoulders, viewing whatever 
tidbits she could find on her phone, or trying to 
answer emails that had come through during the 
night. At last, exhausted, she’d go back to bed, 
only to find that the thoughts carried on, going 
round and round, but now a new voice: “this is 
terrible. You’ll be too tired to think straight 
today. Why is this happening? Why can’t you ever 
pull yourself together? What’s wrong with you?” 

UNHAPPINESS 
ITSELF IS 
NOT THE 
PROBLEM

Stage 1 = Unhappiness arises

Stage 2 = The unhappy mood brings up negative 
thinking patterns, feelings and memories for the 
past – this makes us more unhappy.

Stage 3 = We try to get rid of the unhappiness in 
ways that actually keep it going and just make 
things worse. 

DDepressed 
Mood

I really need people around, 
but I don’t have the energy 
to call anyone. 

What’s going to 
happen to me if I 
keep feeling this 
way?

I remember the last time: feeling so 
dreadful, I had to give up my job.

Why does this always 
happen to me?

FrustrationI’m not good 
enough.

I’m a failure. 

I’ve lost something I’ll 
never find again. 

I wish I could just sleep. My 
life is falling apart. 

I AM DEPRESSED



PHYSIOLOGY 
OF SELF-
COMPASSION 
AND SELF-
CRITICISM 
(GILBERT, 
2009)

When we criticize ourselves we’re tapping into the 
body’s threat-defense system – amygdala gets 
triggered, we release cortisol and adrenaline, and get 
ready to fight, flee or freeze.

When the “threat” is to our self-concept – we feel 
inadequate or weak we end up attacking the problem –
Ourselves!

This threat response causes even more stress and is 
related to conditions like anxiety and depression. 

SELF-CRITICISM AND STRESS

WHAT IS 
MINDFULNESS?

Thinking

Touch Taste

Vision

Hearing

Smell

RESOURCES 
FOR 
DEVELOPING 
MINDFULNESS

The Oxford MBCT App

The Head Space App

The Mindfulness App

The Mindful Self-Compassion Workbook 
(Kristin Neff & Chris Germer)

Courses
Mindfulness-Based Stress Reduction (in-person)
OHSU’s March Wellness Center and in the 

community
Mindfulness-Based Cognitive Therapy (online) 
https://www.mindfulnessstudies.com/personal/m
bct-online
Mindful Self-Compassion (online)
https://centerformsc.org/lomsc

REFERENCES

Teasedale, J., Williams, M., Segal, Z. 
(2014) The mindful way workbook: 
an 8-week program to free yourself 
from depression and emotional 
distress. New York: Guilford Press. 

Gilbert, P. ( 2009). The 
compassionate mind: A new 
approach to life’s challenges. 
Oakland, CA: New Harbinger


	PCR20-Tue-01-Labrum-print
	PCR20-Tue-02-Weiss-print
	PCR20-Tue-03-Serrano-placeholder
	PCR20-Tue-04-Marucha-placeholder
	PCR20-Tue-05-Herrick-Garvey-print
	PCR20-Tue-06-Willman-print
	PCR20-Tue-07-Sosa-print
	PCR20-Tue-08-Abraham-print
	PCR20-Tue-09-Wahls-print
	PCR20-Tue-11-Herink-print
	PCR20-Tue-12-Diamond-print
	PCR20-Tue-13-Sosa-print
	PCR20-Tue-14-Fleishman-Ray-Bailey-print
	PCR20-Tue-15-Polan Orzech-print

