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Figure 9.Pathway Diagram: A simplified histamine-centric overview of disease model features.
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ME/CFS: Correcting Chronic Mitochondrial Dysfunction

ALDH - Aldehyde Dehydrogenase
BH4 - Tetrahydrobiopterin
DAO - Diamine Oxidase
eNOS - Endothelial Nitric Oxide Synthase 
GLUT - Glucose Transporter
IL - Interleukin
MCAS - Mast Cell Activation Syndrome
NO - Nitric Oxide
POTS - Postural Orthostatic Tachycardia Syndrome
PEM - Post-Exertional Malaise
ROS - Reactive Oxygen Species
STAT - Signal Transducers and Activators of
Transcription 
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