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Overactive Immune System




Rickettsia-like Organisms in a
Pulmonary Giant Cell Granuloma

Violet May-Griinwald-Giemsa-stained round cells Nilsson K et al. J Infect Dis. 2002;185:1128-1138
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The Use of Minocycline for the Treatment of Sarcoidosis

Bachelez et al. Arch Dermatol. 2001;137(1):69-73. doi:10.1001/archderm.137.1.69

A, Enlarged mediastinal lymph nodes in patient at the time of the onset of minocycline therapy.
kix months after the onset of the study, complete regression of mediastinal lymphadenoﬂ
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Ann Intern Med. 1995 Jan 15:122(2):81-9.

Minocycline in rheumatoid arthritis. A 48-week, double-blind, placebo-
controlled trial. MIRA Trial Group.
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85% of subjects had elevated calcitriol without hypercalcemia.
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Figure 3. 25-D vs. 1,25-D in a cohort of 100 autoimmune patients %°

Blaney et al.
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Clinical Response to Treatment
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19 Symptoms Reduced to 7 over 3 Years




Category Goal
HDL$ 39

LDL4 90

LDL/HDL & 355

Cholesterol 4+ 150
Triglycerides § 150
Triglycerides/HDL § 3.50

Homocysteine 4 10
HS CRP = 0.30
Glucose 4 100
Bund 25
Creatinine 4 1.20

Better Than Goal
Improved

10 Year
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Timeline of Symptom Improvement in a Varied Cohort
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Peariatric Arthritis e s—

]
b Conncttie Thsts (oS mem— Indeterminate in 15t year

Polymyalgia Rheumatica
Reiter's Syndrome (Reactive Arthritis) s Indeterminate beyond 2nd year

Undifferentiated Connective Tissue Disease mem B Mot Improved in 15t year
Myasthenia Gravis s Mot Improved in 2nd year
Diabetes Insipidus mm Not Improved beyond 2nd year

Indeterminate in 2nd year
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Antinuclear Antibodies 1n a 58yo Female
with Rheumatoid Arthritis

Proal et al. Immunostimulation in the era of the metagenome




BASDAI, ESR, and CRP 1n a 50yo Male
with Ankylosing Spondylitis
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Proal et al. Immunostimulation in the era of the metagenome
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“It 1s becoming increasingly clear that
microbes slow down immune reactivity by
dysregulating the VDR, ultimately to increase
their chance of survival.”

“Immune modulatory therapies

that enhance VDR expression & .""?;

and activity k W
should, therefore, be =
considered 1n the clinical

setting.”

Dr. Marina Rode von Essen
Senior Research
Copenhagen University Hospital




