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Figure 1: The HPI axis which mediates fish glucocorticoid stress response. 10 =15 | oo , ,
1 1 The HPI axis 1s a multifaceted cascade of signals that may each be
0.5 0.5 susceptible to downregulation in MC2R receptor due to exhaustion,
0 — 0 AhR-mediated oxidative stress, or their combined effects on cortisol

synthesis.
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