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- Spearman’s rank correlation coefficients (r) were calculated to determine the
relationship between change from baseline in DLCO% and each biomarker

CEA, carcinoembryonic antigen; CYFRA21-1, cytokeratin 19 fragments; KL-6, Krebs von den Lungen-6; LDH, lactate

*Correlation coefficients are for all patients (pooled data from molgramostim and placebo groups) 5 atl
dehydrogenase; r, Spearman’s Rank correlation coefficient.

Hct, hematocrit; Hb, hemoglobin; n, number of patients; r, Spearman’s Rank correlation coefficient.
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