With insufficient NAD+ / elevated NADH and / or insufficiency of Mg2+ / Zn2+ /| K+ / Cl-,
HSD3B1,2 reactions have decreased activity.

Low activity / NADPH insufficiency downregulates the entire pathway, reverses HSD17B1,2,3,4 and

AKR1C2,3,4. Exercise / resistance training promotes IFN-gamma. IFN-gamma promotes NADPH elevation.
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DHT Connector Key: Figure 4.Pathway Diagram: The role of IFN-gamma in hormonal dysregulation.
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