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e Succinate, a key intermediate of the tricarboxylic acid cycle, Fig. 2 - Monocyte & macrophage subtypes recruitment (4) in the kidney after a 30-minute/7-day I/R
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ischemia, inflammation, or Warburg metabolism.

e Intracellular succinate is a well-known immunometabolite,
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RESULTS CONCLUSION
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a-d) No monocyte or macrophage recruitment after 30 min/7 days of I/R (left kidney) compared to the control (right kidney).
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