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Agenda

Define Autoimmune Neurology

 Infections induced autoimmune 
encephalitis

Talk About Infections

Neuropsychiatric presentation

What to do when you suspect and organic 
presentation

Case presentations



Autoimmune Neurology

 Production of antineuronal antibodies that affect

 Central Nervous system 

 Causing Autoimmune Encephalitis

 Peripheral Nervous system 

 Neuropathy

 Autonomic Nervous System Dysfunction

 Break in the blood brain barrier due to insult of the nervous system

 Causing Disruption of the regular brain matrix

 Presence of inflammatory cells – Lymphocytes

 Disruption of Glial cells – supportive neuronal cells

 Often thought to be idiopathic

 Consider Infectious/Inflammatory



What is new here?

 The condition is INFECTIONS induced 

 NOT post-infectious!

According to R. Bransfield’s article on “Relationship of Inflammation and Autoimmunity to 

Psychiatric Sequelae in Lyme Disease” 

“No self-perpetuating immune process without persistent 

infection has ever been scientifically proven.”



Why Does it Occur?

 If one is infected with an organism that contributes to a 

significant portion of ones genome – an autoimmune 

phenomenon may occur. 

 Production of anti-neuronal antibodies



What are some of the triggers?

 Lyme Disease

 Co-Infections

 Candida Albicans

 Strep

 Viruses

 M. Pneumonia



Lyme (Borrelia burgdorferi)

 The fastest growing infectious disease and vector borne 

illness in the US and UK

 Over 300,000 new Lyme cases/year in US

 UK Lyme disease prevalence 1.7 in 100,000

 Reported in all 50 states and 80 countries around the 

world

 20-60% of these patients will develop chronic illness



Lyme and Co-Infections

 Lymedisease.org chart 

 prevalence of co-

infections is high

https://www.lymedisease.org/lyme-basics/co-infections/about-co-infections/



Babesia Presentation

• Headaches

• Lethargy

• Hematologic 
Abnormality



Bartonella Henselae Presentation

 Immunocompetent patients presenting with:

 Aphasia

 Encephalopathy

 Neuropathy

 Seizures 

 Transverse myelitis

http://www.lymepa.org/Breitschwerdt_J_Neuroparasitol_Review_2012.pdf



AE an Infections Induced Process



“Improvement of Psychiatric Symptoms in 

Youth Following Resolution of Sinusitis” 2017

 Patients presented with

 Anxiety

 Mood Disorders

 Panic Attacks

 Learning Disability

 OCD 

 And more

 Retrospective study with 150 patients 

 10/150 presented with neuropsychiatric symptoms at onset of sinusitis

 8/10 patients had resolution of their neuropsychiatric symptoms with treatment

 1 patient lost to follow up 

 1 patient did not follow recommendations



Why do these infections develop into a 

chronic illness?

 One needs to identify all the infections and treat them all 

at the same time!

 This is complicated!!!

 Important to identify all co-infections

 Important to identify all offending agents and pathologies



Despite that, a % of patient remain ill…

 There is evidence of an autoimmune phenomenon that occurs in 
these patients including

 Arthritis

 Encephalopathy

 Neuropathy

 Neuro-degenerative disorders

 Neurodevelopmental

 Neuropsychiatric 

 Thyroid disorders

 Etc.



Clinical presentation of 

Autoimmune Encephalitis:

Seizures

Psychiatric Features

Cognitive Decline



Symptoms of Autoimmune Encephalitis:

 Often can be a subacute 

presentation of

 Decline in memory

 Psychiatric symptoms

 Psychosis

 Aggression

 Inappropriate sexual 

behaviors

 Panic attacks

 Compulsive behaviors

 Euphoria or fear

 Seizures

 Movement disorder

 Dystonia 

 Chorea

 Rigidity 

Myoclonus

 Catatonic State

 Cerebellitis

 Ataxic

 Gait

 Limb movements

 Eye movements

 Voice

 Swallowing



Movement Disorders

Myoclonic jerks

Dystonia

Chorea

Rigidity 



Transient Catatonic State



What to do next?

Work patients up for autoimmune 

disorders



Go to 

Checklist



My work up for Autoimmune Encephalitis

 MRI of the head

 EEG

 Brain SPECT/Brain PET scan

 BW:

 Paraneoplastic Panel (Anti Hu, Yo, Ri, Amphiphysin, Tr, CV2, Ta)

 Gad 65 Ab (Stiff Person’s syndrome/Autoimmune Encephalitis)

 CASPR- 2 Ab (Limbic encephalitis)

 Glutamate Receptor Ab (Rasmuseen’s encephalitis)

 S100B (Break in Blood Brain Barrier)

 LP

 Neurocognitive testing

 Brain Biopsy (Lymphocytes/Glial Cells)



Anti Neuronal Antibodies: 

Journal of Clinical Neurology 

www.ncbi.nlm.nih.gov/pmc/articles/PMC4712273



Role of Cunningham Panel 

 Shows presence of Anti-Neuronal Antibodies

 Dopamine 1

 Dopamine 2

 Lysoganglioside

 Tubulin

 Induced by infections:

 Strep 

 Lyme

 Mycoplasma Pneumoniae

 And more

 Causing PANS/PANDAS



How it is diagnosed: Neurology - 2017



Diagnosing AE – Brain PET

 In this study 

 29 out of 61 = 47.5% of 

patient were seronegative 



How to treat it?
 Check for Infections

 Treat all infections at the same time

 Assess patient’s immune/inflammatory status

 Detox routines 

 Pro-inflammatory states

 i.e Mast Cell Activation syndrome

 Environmental Toxins

 Immune modulating treatment

 IVIG

 Plasmapheresis

 Use of Hyperberic O2 treatment 

 Anti inflammatory effect

 Stimulates production of stem cells





Diagnosing and Treating Autoimmune Encephaitis

in patients with persistent Lyme Symptoms  

 30 patients over 2 years with: 

 Lyme Disease & Tick Borne Illnesses 

 Treated with months of antibiotics 

 Had persistent symptoms: 

 Headaches 

 Insomnia 

 Visual Complaints

 Cognitive impairment 

 Fatigue 

 Psychiatric Features



Results
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70% of patients 
received 6 months 
or more of IVIG
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Common mistakes 

 Lower doses of IVIG = immune replacement therapy

 500-750mg IVIG/Treatment

 This will stimulate production of more anti-neuronal 

antibodies

 Not treating the infectious component at the same time 

as the autoimmune component 

 Not treating long enough 

 Improvement in 7-9 months

 Most patient treated for at least 2 years 

 Adding immune suppressive therapy to treatment 

regiment



Case #1

 22 year old girl with over 3 in patient psychiatric hospitalizations in the last 7 years.

 She has 

 Hyperreligiocity

 Delusions of grandeur

 No concept of time

 Depressed

 Feeling of depersonalization

 Headaches /Brain Fog

 MRI of the head revealed non specific white matter changes

 Brain SPECT –Hypoperfusion at the temporo parietal junction

 Blood Work: 

 Bb, B. Henselae and B. microti

 Cunningham Panel:

 Positive for 3 out of 4 antinueronal antibodies



Case #2

 13 year old boy with 10 year history of join aches, toe 

walking and being sick all the time.

 Two years ago he developed facial ticks 

 OCD 

 Anxiety 

 Motor Ticks

 Diagnosed with PANS/PANDAS

 Diagnosed with Autoimmune encephalitis with (Abnormal 

MRI brain, EEG, SPECT scan, Cunningham panel, GAD 

65 and thryroperoxidase antibodies)

 Also: Strep, Lyme, Babesia duncani and microti, B. 

henselae and history of Mycoplasma pneumoniae



Case #3

 21 year old with developmental delay 

and autism at age 4

 3 years ago started exhibiting 

aggressive behavior, decline in verbal 

output and was expelled from school

 Despite working with his psychiatrist 

and trial of multiple prescription and 

alternative medications there is no 

improvement

 CT head negative

 Blood work tested positive for: Lyme, B. 

microti, B. Henselae and 

Coxsackievirus





Follow: Instagram/Facebook @DrElenaFrid



Follow: Instagram/Facebook

@DrElenaFrid

Campaign raising awareness for 

Lyme Disease in the month of May
@LymeDiseaseChallenge



Dr. Frid in the Press / Radio / Media



www.DrFrid.com

or Amazon Prime

$19.99  - $29.99

http://www.drfrid.com/


www.DrFrid.com

or Amazon Prime

http://www.drfrid.com/


www.ElenaFridMD.com
Sign up for monthly Newsletter

http://www.elenafridmd.com/


YouTube: Lyme Talk with DrFrid
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