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OCR/ECAR Ratio (pmoles O,/mpH)

Neutrophils Monocytes Platelets Lymphocyte
0.47 1.24 2.27 2.87

(£ 0.08) (£0.13) (£ 0.15) (£ 0.22)
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OCR :o0xygen consumption rate

ECAR : extracellular acidification
rate
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