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* We identified 3 candidate proteins from serum and urine samples
/ * COLEC11: elevated at initial & fu serum sample in CKD group
,é  F11R: decreased at initial urine sample, elevated at fu urine sample in
. = CKD group
o « ADAMO: decreased at initial & fu urine sample in CKD group
. > * Potential biomarkers identified in this study could provide a valuable
opportunity to predict AKI to CKD progression in pediatric patients.
e Validation is needed to confirm this result
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