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SOUTHERN PAIN SOCIETY
September 2023

Dear Attendee:

We are delighted to have your participation in the 37" Annual Southern Pain
Society Meeting. We hope you find the speakers enlightening and informative.

As you may know, SPS represents the 18 southern states including Puerto Rico.
Our membership base is strong and we have many active and engaged
professionals who serve on a number of committees.

If you have not already done so, we hope you will consider becoming a member of
the Society and participate in the growth and development of the organization as
well as the discipline of pain management. Membership applications are included
in your packet and you will get 2 years membership for the price of one if you sign
up during the meeting. We welcome your input, suggestions and contributions.

Best wishes for a great meeting!

M@

Thomas Davis, MD
President

P.O. Box 2764 Asheville, North Carolina 28802
(828) 575-9275 e Fax (866) 368-2700 e info@southernpainsociery.org
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How,to Developsas

lidisciplinan/ Pain Program
gicl Non-Academic Setting

Norman Harden
Depts PM&R and PTHMS
Northwestern University

normanharden3@gmail.com
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Bnadement i Urbaniendes

Harden 2023
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52 An interdisciplinary approach is far
JELLEr thania unidisciplinary.
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FONIC Pan'Is a
JEEPsycho-Social
DiSease

Fordyce, Flor et al
various.
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Coordinated Interdisciplinary

Continuum of Team Models

Collaborative Multidisciplinary  Transdisciplinary

Modified from Boon H, et al. BMC
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iseiplinary. Ieam Mogdel

RGentered (MD/DO/PhD),

nt-care 1S planned and ;anaged bya team
Er:

adership is hierarchical
nelortwo individuals direct the services of a
range of team members
® Team members have individual goals
¢ Make independent decisions
o CME! is the essential ingredient
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IMakercollective therapeutic decisions
EOmmunicate and consult with other team members,
lidGilitated by planned face-to-face meetings

ams possess a combination of skills that no single
individual demonstrates alone
Tieam is able to achieve more than the sum of the individuals
involved

1. The interdisciplinary
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Anest.
Pharm.
Radiol.
Electrodx.
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Problem: We know little about the
mechanisms of our interventions, and less
about the pathophysiology of pain.
Harden et al Pain Medicine 2022.
Slide 12 pMustiusesavaiiable diagnositc Criteria

Harden et al Pain 1999
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Dystonia
rsecondary~ contracture
Kenisiophobia

Trigger Points, Tender Points
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Psychopathology,

Slide 21 al:('j‘Depression in PHE

0 1/2! of patients with CP have co-
rididepression

Aiof depressed people present with

Sphysical sxs, including pain

s Pain often best indicator of dep in elderly

s Depression increases impairment from CP

® Pain+depression=increased health care
use/cost
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AVIXIELY
sociated with depressed mood, high levels of:
ainyand low lifting and carrying capacity
liFRg functional assessment In patients with
GhrenIc pain

= ;Exposing patients to physical maneuvers that
they expect to elicit increased pain reduces pain
anxiety and increases physical activity:
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Shiant-Issues
B Social. Work, Voe Rehab)

Werk Comp 54%

3rd Party Lawsuit 17%
Litigation Total 71%
IME’S 23%
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HACOerapy.
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Reason for inability to begin
" progress

B o o mocerate pan

[nnammaumvwmlmg and edema

b

Depression, anxiety, insomnia

icant allodynia/hy

nt osteopenia, immobity
and
trophic changes

Profound vasomotor disturbance
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substantial risk, mortality
and morbidity

Marketing poster, omnipresent at the 2000 APS meeting

Pharmagotherapy (empirical, consensus)

Action
Simple analgesics and/or blocks

or blocks or later, more
experimental interventions.

Steroids, systemic or targeted

nin or bisph

nnel b
and/or blocks

Harden et al 2022

Opioid Therapy
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entional Pain Thenapy.

inimally nvasive Therapies:
Ympathelic /| Somatic nerve blocks
lIV/Regionalinerve blocks

MorelInvasive Therapies
I = Epidural / Plexus Catheter Blocks
— Neurostimulation

= Intrathecal Drug Infusion

= Surgical Therapies

ter
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Eveminderestimatesthie
yehotherapeutic value of
Bhat the Doctor says’
Slide 33 _—

al Therapy (DPTRPT)

[DEzemphasizing high_tech, passive
modalities

STEmphasizing low tech, self
management and active modalities

® Reactivation “Reanimation”
e Stretch/strengthen

® Desensistization

 Mirror Therapy
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MUSt normalize use

first thought to be stimulation or large fibers to ‘shut’ the pain gate
(precedence over small fiber input), normalize and balance input to CNS

*but evidence from mirror therapy suggests there is more to it than just

afferent normalization

. Reactivation; Aerobic conditioning
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jonal*Meyement:

LEN a5/ POSsIbIE, Uise function! based
Gises
ORUE invelvement: instead of working on
Upination/pronation, have the patient practice
Stlirning door knobs/opening doors

— For LE involvement: exercise should promote gait and
nding,

equal weight bearing (i.e. offset static stal
progressive step ups, weight shifting during leisure

activity)
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Postural training

SAVork/fun station analysis,
correction

® Orthotics

s Work hardening
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Clieaselcompensation
Foper body mechanics

Ergonomic principles
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to feel “good”
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VelEdema Management
SE0fiCoban™ or Jobst®/Isotoner® garments for

S Consider functional splinting

=5 Active Edema Manageme

— Control of edema throug tivity and positioning

.
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Unjaffected limb in a mirror for 30
Sidaily’has been shown to improv:
emotorfunction, and edemat

Sefjsory discrimination training while
looking toward the affected body part but
seeing the opposite part of the body in
the mirror also decreased pain and
increased tactile acuity?
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e but DO NOT STOP activity

izE€fall\pain management strategies
Patcing of activities
G mal modalities
= Relaxation or biofeedback exercises
— Medications

s Increase emphasis on scrubbing during flare and for
several days after
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Cognitive behavioral therapy
Striess management
SSiCoping skills
s Relaxation techniques
o Imagery
® Self hypnosis
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aVerstages that reflect readiness to make

Efiaviorall changes
Precontemplation
—Contemplation
—Preparation
—Action
—Maintenance
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biofeedback
OFENIC training
ogressive muscle relaxation
Jeditation
Sleep hygiene
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jonalsRehabilitations®

Jobidescription
Site analysis
SSiesting
s Return to work assessment
® Placement
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PIBMentary=Alternatiye
VIEdicine

million visits: to CAM! practitioners
7
Uprfrom 427 million in 1990
&= 0nly:243 million visits to PCP’s in 1997
= 8:42.1%: of population used at least one of
16 CAM therapies 1997
—33.8% in 1990
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Managing Chronic Pain in the
Substance Use Disorder Patient:
Theory & Practice

Sudheer Potru, DO, FASA, FASAM
Medical Director, Complex Pain and High-Risk Opioid Clinic
Atlanta VA Health Care System
Assistant Professor, Department of Anesthesiology
Emory University School of Medicine

©) eseotruoo

Presentation to the Southern Pain Society Meeting
September 29, 2023

Sl|de 2 ) Department of Anesthesiology

No Financial Disclosures
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Learning Objectives

« Differentiate addiction from chronic pain and physical
dependence

+ Identify appropriate medical and psychosocial treatment
options for comorbid addiction along with pain

+ Describe strategies for counseling patients regarding
addiction and linkage to specialist treatment
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About Me

« Triple-boarded in anesthesiology, pain medicine, and
addiction medicine

* I run a super-specialty multidisciplinary pain clinic for
veterans on high-dose opioids or with comorbid SUD issues

« This lecture is a combination of evidence-based practice,
common sense, and good old-fashioned hard knocks of
clinical practice

Department of Anesthesiology

So how exactly does addiction
happen?

+ Emotion
+ Behavior
+ Memory 2

* Long-term motivation =
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NB II: Mesolimbici.e. “Reward” Pathway

Ventral V) > inergic, GAB lutamate

VTA connects to:
Nucleus accumbens (reinforcement and reward for motor learning)

processing e.g. functioning)

Release of dopamine into NAcc regulates motivation and desire for stimuli and causes
reinforcement and reward for motor learning

Release of dopamine into PFC affects executive functioning (substances)

Dopamine: the “pleasure” neurotransmitter

Released when we eat, drink, sleep, have sex, etc. (lfe-sustaining activities)

regular

life-sustaining activities don't provide as much euphoria

“This results in corruption of the reward pathway
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Natural Rewards Elevate
Dopamine Levels

Food

NAcshal

Time in)

Effects of Drugs on Dopamine Release

Amphetamine Cocaine

So what causes addiction in some but not others?

Genetic Factors Environmental Mental lliness
Associations

Responsible for 40-60% of s 30%of
vulnerability to addiction diagnoses abuse drugs
Poor parental support
Within-group peer deviance * 25%EOH
+ 40% nicotine
Physicl/psychological buse + 15% other drugs

Unmaried status
Low level o edcation
Unemployed
Caucasian

Drug exposure
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DSM-V: Substance Use Disorder (2013)

11 total eriteria summarized by four categories:

raving g urge to use the sul ; desire o failed

attempts to cut down or control substance use

+ Social problems: substance use causes failure to complete major tasks at work,
school, or home; social, work, or leisure activities are given up or cut back because of
substance use

+ Risky use: use inrisky settings; continued use despite known problems

Categorized as mild (2-3 criteria), moderate (4-5), or severe (>=6 criteria)

Alcohol, cocaine, opioid, et (includes gambling)

3| et e oo s or [ (moeer e messiots

N [of anything thing
]

| e e

more suggestive of POUD

Deterioration in function (work, social]
llegal activities (selling medication, forging prescriptions, buying from non-medical
es)
Altering the route of administration (snorting, injecting)
Multiple episodes of ‘lost’ or ‘stolen’ prescriptions
Resistance to change therapy despite negative outcomes
Refusal to comply with toxicology testing
Concurrent, active abuse of alcohol, illegal drugs
Use of multiple physicians or pharmacies to obtain the prescription

Behaviors less suggestive of POUD

Medication hoarding.
Requesting specific pain medications

Occasional unsanctioned dose escalation
to ions for pain therapy
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Department of Anesthesiolagy

So how do you treat addiction?

Non-pharmacologic therapies for SUDs

behavio Contingency
therapy management [l family support

Aversion

Pharmacologic treatment of SUDs

+ Alcohol « Stimulants
“Disuliram *No FDA-approved agents
“Acamprosate +TCAs may help

“Naltrexone/nalmefene.

“Topiramate/gabapentin may help

* Tobacco
« Opioids “NRT
“Buprenorphine “Varenicline
“Bupropion

“Met
“Naltrexone

“Nortriptyline
- Benzodiazepines

Carbamazepine for w/d * Cannabinoids

“Flumazenl for ntoxication “No FDA-approved agents
“Rimonabant (CB1 antagonist)
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Complex persistent opioid dependence (CPOD)

Somewhere between physiologic opioid dependence and OUD, coined by Manhapra and
Ballantyne (no DSM or ICD code)

CPOD s characterized by:
+ Poor pain control
Aberrant behaviors
Declining function
Medical/psychiatric instability
Difficulty tolerating opioid tapers (severe loss of function)

“Although OUD commonly develops through the hedonic use of opioids, llcitly
and/or via prescriptive pain treatment, CPOD distinctly starts and persists
‘within a therapeutic context of pain treatment where LTOT is initiated and
continued as a therapeutic strategy through shared decisions by the
patient/provider dyad.”

Some patients benefit with buprenorphine

LETTER TO THE EDITOR

BUPRENGAFHINE. NOT A SILVER BULLET, AND STILL
CONTROVERSIAL

Potru et al. Journal of Opioid Management (2021)

Opioid Risk Tool (ORT)

RS —————— e
[T ——
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Chen Jonetl. (013, Pain. 10.1007/578.1.4614-1957.6_32

Mental Health, Pain, and Addiction

My that, often, the to those with
history of physical or emotional trauma (stated or unstated) > ORTIIL

+ > 50% of the opioids in the U.S. go to those with mental health disorders (16%)
+ Treating physical pain, emotional suffering, or both?

* Manifestation of trauma as centralized pain syndromes (fibromyalgia, 185, migraine, etc)

+ Possible mechanisms:
Amygdala?
+ Glial cell activation?

So how do | approach the
addicted patient clinically?
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Big Question: do you want this
patient in your clinic or not?

Everything starts from that!
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American Society of Addiction Medicine:
Definition of Addiction (2011)

“Addiction is a primary, ***chronic disease*** of brain reward, motivation,
memory and related circuitry. Dysfunction in these circuits leads to
characteristic biological, psychological, social and spiritual manifestations.
This s reflected in an individual pathologically pursuing reward and/or relief
by substance use and other behaviors.

Addiction is ized by inability to abstain, impai in
behavioral control, craving, diminished recognition of significant problems
with one’s behaviors and i ionships, and a i
‘emotional response. Like other chronic diseases, addiction often involves
cycles of relapse and remission. Without treatment or engagement in
recovery activities, addiction is progressive and can result in disability or
premature death.”

Slide 27

Clinical Evaluation

* I long-term sobriety:
* Will admit to issues in the past: “I don’t want medications”
* Will repeatedly askif certain treatments are habit-formi
* Will ask if treatments are likely to affect their mood

* If undiagnosed:
* None of the above
* Will perseverate on getting psychoactive medications

* I short-term sobriety, who knows

* Just remember that there are permanent brain changes that take years
to change in some instances
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Clinical Evaluation (cont)

Disguise your addiction evaluation as a pain evaluation
+ Start by asking how long ago they started using pain medications
+ Askin detail how they use their medications
* Do they run out early often? Do they have withdrawal?
+ Some OUD patients will complain of compulsions to be “out of pain”
+ “Pseudoaddiction” — oy, don't get me started on Purdue Pharma

E pathy by imagining a close family member sitting in the exam
room with you, dealing with both pain and addiction

Frame everything in the context of safety, e.g. “I don't want anything bad to happen
toyou”

Chronic pain patients with substance use disorders will have pain
flares/exacerbations
« Treat them appropriately
* Uncontrolled pain is a factor for relapsel!
+ SUD patients

- they need MORE, not less

Clinical Evaluation (continued) — Red Flags

* With an unexpected test result, it's time to (gently) ask more questions

* Ifyou're unsatisfied with the answer or if it's inconsistent with objective findings

(PDMP, UDS, random pill count, etc), it's time to ask more questions

* When someone says “the medication relaxes me” or “I take it and then | can

finally go to sleep, it's time to ask more questions

* Youmay discover SUD, CPOD, or some underlying mental health issue

« If so,it's time to refer to a specialist or start buprenorphine if OUD/CPOD

Treatment Considerations

« Think about a buprenorphine patch to bridge these patients if you
don't want to give C-1l medications

+ Virtually impossible to overdose, except with significant amounts
of CNS depressants etc also

* Maybe somewhat protective, although receptor occupancy likely
to0 low

* Assume fentanyl products are in all pills from non-medical sources
+ Thisis a big problem with stimulants (pts opioid-naive)
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Department of Anesthesiology

So let’s say the patient might have
some sort of SUD...how do | have
the conversation?

How to talk to the addicted patient

* Avoid stigma/judgment and frame everything in the context of safety

+ Ifyou want to keep them: “I eally want to help treat your pain, but | also need some
help ensuring that what 'm going to do i safe for you."

* R, if you'd prefer not to keep them, “Honestly, it a lttle dangerous for me to care for
You with the tools | have at my disposal. Its time for us to find you some real help.”

* “When we've resolved/improved the other things going on in your lfe, we'll have you
come back” DO NOT DISCHARGE, THEM “FOLLOW-UP PRN"

+ Also, remembe
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Department of Anesthesiolagy

Let’s talk a little bit more about
buprenorphine...

29 mg/0.71 me; 5.7 me/1.4 me;
86mg/2.1 mg; 11.4 mg/2.9 mg

Buccalfim (Bunavail) Opioid dependence 2.1 mg/0.3 mg; 4.2 mg/0.7 mg;
63ms/1mg

Buccalfim (Belbuca) Chronic pain 75 meg; 150 meg; 300 meg; 450
meg; 600 meg; 750 meg; 900 meg

Intravenous (Buprenex)  Acute pain 03 me/mL

Subcutancous exended  Moderate-to-severe 100 mg/0.5 mL; 300 mg/LS mL
release injection opioid use disorder

(sublocade)

Transdermal patch (Butrans) Chronic pain 5 meg/hr; 7.5 meg/hr; 10 meg/h;

15 meg/h; 20 meg/hr

Buprenorphine Formulations

Sublingual tablet (generic)  Opioid dependence 2 mg; 8 mg
Sublingual tablt, film Opioid dependence 2 mg/0.5 me; 4 m/1 me;
(generic, Suborone) 8mg/2 me; 12 m/3 mg

” (2ubsol) ;1.4 me/0.36mg

Once dally N
Once daily v
Once dally v
Once daily v
Every 12 hours N

Every 6 hours as needed N
Monty N

Every 7 days. N

Is precipitated withdrawal a real
concern?

Not if you give clear instructions.
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Pain Medicine, 21(4), 2020, 114-123

doi 10.1093/pm/pnz356
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Identifying Barriers to Buprenorphine Treatment
for Patients with Opioid Use Disorder Among
Anesthesiologists and Pain Practitioners: A Survey Study
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Identifying Barriers to Buprenorphine Treatment
for Patients with Opioid Use Disorder Among
Anesthesiologists and Pain Practitioners: A Survey Study

“Overall, most practitioners
agreed to prescribe
buprenorphine in both
cases (63% acute pain, 78%
chronic pain,
respectively).”

Department of Anesthesiology

Is buprenorphine effective for
chronic pain?
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Pain Medicine, 2114}, 2020, T14-723
doi: 10.1093(pm/pnz356

Efficacy and tolerability of buccal buprenorphine in opioid-naive patients
with moderate to severe chronic low back pain

ey Pans’, Gofang g, Evan Trnic', and A

AL R

Efficacy and tolerability of buccal buprenorphine in
opioid-experienced patients with moderate to

severe chronic low back pain: results of a phase 3,
enriched enrollment, randomized withdrawal study

Josegh Gimber™, Eghs L H, Spierngs”, Neanel K g Xang", £ —

Gt S Lt KT .
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Treatment of Chronic Pain With Various Buprenorp!
Formulations: A Systematic Review of Clinical Studies

MO st el Mo, MDI

b G ML A B

o A MO, At Gut, M S

I T ——
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Treatment of Chronic Pain With Various Buprenorphine
Formulations: A Systematic Review of Clinical Studies

I G, MO, Serih Gurgior, MOLE: A B, MDLS an Mes

o Al MO,

Treatment of Chronic Pain With Various Buprenorphine
Formulations: A Systematic Review of Clinical Studies

I G, MO, Serih Gurgior, MOLE: A B, MDLS an Mes

o Al MO,

Of the 25 studies reviewed, a total of 14 studies demonstrated clinically significant
benefit with buprenorphine in the management of chronic pain:
+ Lstudy out of 6 sublingual and intravenous buprenorphine,

 2outof 3 studies of buccal buprenorphine, and
+ 100utof 15 studies for
pain against a comparator.

No serious adverse effects were reported in any of the studies. We conclude
that a transdermal buprenorphine formulation is an effective analgesic in
patients with chronic pain, while buccal buprenorphine is also a promising

formulation based on the fimited number of studies.
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Analgesic Effect of Buprenorphine for Chro
Noncancer Pain: A Systematic Review and
Meta-analysis of Randomized Controlled Trials

Thereisa

Canversion of Chronic Pain Patients from Ful
Opioid Agonists to Sublingual Buprenarphine

- nitistion of buprencrphine SL therapy fox mere than 2 mantr, the o
E Pani

by bugprercrphine S therapy (P = 0.1} The
e 2 entary belre buprencrpihie SLinduc

i pain for thore taking marphine.
Pont decse for thase taking fer

ero betcrs o

25 pant decras n

benvscen 200 and 299 g MO sGuAvake befors buprencrphne SL duion exnbitsd 3
arer 2 points on sierage.
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Addiction is a terrble neurobiological
disease and nota “moral ailing”  be.
compassionate

Always frame every discussion i the
context of safety

Remember that uncontralled pain s a
sk for relapse.

‘Think about prescrbing
buprenarphine for pain or OUD
Voursef, Very safe and often very

effective for analges

Should we be using bup over full
‘opiid agonists? Jury’ tllout
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Questions?

sudheer.potru@emory.edu

@SPotruDO




IGRAINE MIMICS
s that headache
eally a migraine?

CAROL REDILLAS, M.D.
CRESCENT CITY HEADACHE AND NEUROLOGY
NEW ORLEANS, LA

9/22/2023

Migraines: How to
recognize them

Recurrent headache disorder
manifesting in attacks lasting 4-
72 hours. Typical characteristics
of the headache are unilateral
location, pulsating quality,
moderate or severe intensity,
aggravation by routine physical
activity and association with
nausea and/or photophobia
and phonophobia.

Migraine Mimics: What
are they?
Headaches that have common
features with migraine

Can lead to emoneous, false
positive diagnosis of migraines
Can lead to overdiagnosis and
missed opportunities to treat the
disorder that is truly present




Migraine Mimics: When
to consider
At the time of the initial
consultation

Those with a diagnosis of
migraine but has not responded
adequately to treatment

Those whose headache features
change with time

Migraine Mimics: when
to consider

Note: Sometimes, there is more than
a single diagnosis present (i.e.
migraine PLUS another condition)!

Evaluating a patient
with headaches

Identify and exclude secondary
headache disorders

History and examination to
search for “red flags'

9/22/2023
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Headache “red flags”

ptoms and

ith and without

Primary headache
disorders

Trigeminal Autonomic
Cephalgias

Cluster headaches

Paroxysmal hemicranias
Hemicrania Continua

Short lasting unilateral
neuralgiform headaches w/ or
w/o conjunctival injection
(SUNCT/SUNA)




Trigeminal Autonomic
Cephalgias

Distinguished by attack
frequency, attack duration and
patterns of response to
treatment

Can be confused with
migraines due to unilateral
pain, overlap of associated
symptoms and treatment
response

9/22/2023

TACs- Cluster headaches

Characterized by severe
unilateral pain associated with
ipsilateral autonomic features
and restlessness

Attacks last 15 to 180 minutes

Multiple attacks in a 24 hour
period

TACs- Cluster Headaches

Differentiating features from
migraines
Shorter attack duration

Circannual and/or
circadian pattern

Restlessness during an
attack

12



9/22/2023

TACs— Hemicrania
Continua

As the name suggests, it is
characterized by
continuous headaches with
exacerbations of pain

TACs-- Hemicrania
Continua

Can be confused with migraines
especially if the history focuses on the
painful exacerbations

Differentiating features from
migraines

Absence of pain free intervals
Absolute response to
indomethacin

15




TACs- Paroxysmal
Hemicrania

Similar to cluster headache, itis a severe,
episodic, unilateral headache that affects
the periorbital and retroorbital regions.

In contrast to cluster headache, which
occurs 10 times more commonly in men,
paroxysmal hemicrania occurs primarily in
women

Shorter duration and higher frequency of
headaches compared to cluster

Absolute response to indomethacin

9/22/2023

TACs— Paroxysmall
Hemicrania

Differentiating features from
migraines
Shorter attack duration
Multiple attacks in a 24 hour
period
Absolute response to
indomethacin

TACs— SUNCT/SUNA

Characterized by moderate to
severe single or multiple stabs of
pain lasting from 1to 600
seconds

Can be differentiated from
migraines by the very high
frequency and very short
duration of attack

18




Trigeminal Autonomic Cephalgias

Cluster aroxysi SUNCT/SUNA Hemicra
lemicrania Continua
K B 212 2

Sex Ratio F:M

Quality of pain Stabbing/sharp  Throbbing, Burning, Pressing,
piercing, stabbing, cutting  stabbing
stabbing

Intensity of pain ~ Very severe Very severe Very severe Moderate to

severe
Location of pain  Orbital, temporal Orbital, temporal Periorbital Nuchal fo frontal
Frequency Every 1-2 daysor  1-40/day 3-200/day Continous

up to 8x a day
Duration 15-180 min 2-30 min 5-240 sec Daily, confinous

9/22/2023

19

Trigeminal Autonomic Cephalgias

Cluster He che | Paroxysmal SUNASUNCT Hemicral
Hemicrania Continua

Autonomic Present Present Present Present but mild
symptoms

Trigger: ETOH Yes Sometimes No No

Trigger: No No Yes No

cutaneous stimuli

Response to No Yes No Yes
indomethacin

20

New daily persistent
headaches

Persistent headache clearly
remembered from onset

Present for at least 3 months

Notoriously difficult to treat
Can exhibit migraine features

Differentiated from migraines by
absence of pain free periods
from onset

21



Hypnic headaches

Rare, occurs exclusively during
sleep

Dubbed as the "“alarm clock
headache” as it usually occurs
at the same time at night
Usually starts affer the age of
50 years,

9/22/2023

Hypnic headaches

Unlike migraines, it never
occurs during the daytime
Not associated with any
migrainous or autonomic
symptoms

Secondary headache
disorders
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Arterial Dissection

May be present with unilateral severe
headaches with nausea and phobias

Unlike migraines, pain is more rapid in
onset and commonly associated
with signs of cerebral ischemia
and/or sympathetic compromise

Giant cell arteritis (GCA)

May be associated with visual loss
(amaurosis fugax) that can be
confused with migraine aura

Unlike migraine, GCA is usually
associated with systemic symptoms
such as fever, weight loss, jaw
claudication, temporal artery
induration/tenderness

27



Giant cell arteritis (GCA)

Usually affects people above 50 y.o

Associated with elevated
inflammatory markersi.e. ESR, CRP

A headache NOT to miss! Can lead
to irreversible visual loss and stroke

9/22/2023

RN e
Giant cell arteritis (GCA))

Stroke and vasculopathies

Stroke, intracranial hemorrhage,
venous thrombosis, reversible
cerebral vasoconstriction syndrome
may be associated with migraine
features

More commonly associated with
focal neurological deficits and
decrease in awareness compared to
migraines

30

10



Hypertension

Can present with migraine like
headaches

Typically associated with SBP > 1892
mm Hg and DBP > 110 mm Hg

9/22/2023

Acute closed angle
glaucoma

Can be differentiated from
migraines by the presence of severe
headache around one eye,
associated with hardness and
tenderness of the eye, blurred vision
or visual loss, halos around objects
and/or redness of the eye

This is a medical emergency!

32
RAISED INTRAOCULAR PRESSURE
Acute
closed
angle
glaucoma
33
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Acute angle
closure
glaucoma

Thunderclap headaches

Warrants vigorous evaluation for a
secondary cause such as
subarachnoid hemorrhage,
intfracerebral hemorrhage, pituitary
apoplexy, stroke, RCVS

Develops to peak intensity in < 1
minute of onset

After all life threatening conditions
are ruled out, consider primary
thunderclap headaches as a
diagnosis

Transient ischemic attack

Often confused for migraine aura
and vice versa

Inappropriate diagnosis of TIAin a
patient with migraine can lead to
extensive work-up and unnecessary
use of antiplatelets

Usually associated with vascular risk
factors (HTN, HPL, CAD, etc) and lasts
<1 hour
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CSF pressure related
headaches

Demographics for people with either
migraine or intracranial
hypertension(lIH) overlap

significantly and these two conditions

maybe comorbid

9/22/2023

CSF pressure related
headaches—intracranial
hypotension

Postural headaches or end of the day
headaches may indicate CSF leak

Opening pressure 60 mm H20 or less

Sustained improvement after blood
patch

Cranial MRI changes i.e. brain
sagging pachymeningeal
enhancement,

CSF pressure related
headaches—intracranial
hypertension

Presence of pulsatile tinnitus, visual
obscurations, CN VI palsy and
papilledema suggests [IH

Opening pressure > 25 cm H20

39
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Headaches associated
with neoplasms

Migraine, nausea and vomiting can
be a presenting feature

Commonly precipitated by bending
or Valsalva's

Remain vigilant in patients with
migraine whose symptoms worsen for
unclear reasons

9/22/2023

Headaches secondary to
infections

Meningitis-- frequently associated
with headaches but commonly
associated with nuchal rigidity, fever
and altered mental status

Sinusitis- nasal symptoms and facial
pain are common in migraine but
consider sinusitis in patients with nasal
discharge, fever and halitosis

Sinus headaches

Self-diagnosed sinus headache is
nearly always migraine (90% of the
fime, American Migraine Study Il)

Migraine is commonly associated with
forehead and facial pressure over the
sinuses, nasal congestion and runny
nose.

Presence of fever, purulent nasal
discharge, halitosis, alteration in smell
are common
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Sinus headache

The first two branches of the
frigeminal nerve- ophthalmic
and maxillay --innervate the
upper half of the face, including
areas overlying the sinuses

9/22/2023
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CASE # 1

» 48/F with daily constant
headache, daily since onset 3
months ago, L sided pressure,
1/10to 10/10 on the VAS
associated with light and noise
sensitivity

v

No triggers

v

Neurological exam, routine
blood work and imaging
studies of the brain are normal
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CASE # 1

» What is the diagnosis? Any
further work-up? How will you
treat this patient

9/22/2023

» 53/F with new onset unilateral

CASE # 2 headaches in the last week,
associated with fever, blurry
vision and nausea. No
precipitating factors or triggers
identified.

» Neurological examination

significant for tenderness on
the left temple

47

» What is the diagnosise

» What tests will you
order, if any?

CASE # 2

48
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THANK YOU!

THANK YOU!
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