cAMP-modulated Disease in MAGIS Syndrome
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Since phosphodiesterase-4 (PDE-4) inhibitors such as +Predisone
Roflumilast reduce cAMP breakdown, we hypothesized that
treatment to increase cAMP levels might improve disease. We
explored this possibility in a 36-year-old woman with MAGIS
syndrome whose disease manifests in recurrent infections,

Figure 4: Routine metrics show improved physical function, leukocytosis,
hyperlipidemia, Hemoglobin A1c and 6-Minute Walk after Roflumilast treatment.
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CONCLUSION FUTURE EXPERIMENTS
After starting Roflumilast, weekly scoring using the Patient-Reported Outcomes Measurement Moving forward, | plan to conduct in vitro assays with patient peripheral blood to assess
Information System (PROMIS) showed increased physical function. This was consistent with the whether Roflumilast treatment causes a reduction in pro-inflammatory cytokine production.

patient’s self-report of decreased joint pain and objective measures of improved joint and tendon
disease as documented by sequential ultrasounds. Leukocytosis normalized and histological

P findings from sequential colonoscopies showed decreased active colitis. Additionally, her
o . Decreased cAMP '
O WC[’W Joniisiicein sigiel i triglyceride, cholesterol, and Hemoglobin A1C levels improved. These observations suggest that ACKNOWLEDG EM ENTS

rotmiast the suppressed cAMP might contribute to inflammatory disease in MAGIS, and if so targeted . L
therapy to normalize cAMP might be beneficial in some patients. This work was supported by NIA!D/NIH DIVI.SIOH of Intramural Research. Thank
you to the patient for her cooperation and patience!

Normal downstream

signaling

Created with BioRender Poster Builder





