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Elucidation of CKD pathophysiology and development of diagnostic and therapeutic
strategies based on comprehensive post-translational modification analysis of
albumin
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In this study, we focused on post-translational modifications of albumin as
a new disease progression factor in the progression of chronic kidney disease (CKD) and the
associated kidney-distant organ linkage, and obtained the following findings. 1) Oxidized albumin
(Oxi-Alb) becomes an early diagnostic marker in a clinical trial targeting diabetic kidney disease
patients. 2) Oxi-Alb induces muscle atrophy, and serum Oxi-Alb concentration becomes a sarcopenia
marker. 3) Oxi-Alb is a factor that induces fat inflammation. 4) Incorporating Oxi-Alb information
improves reliability as a sarcopenia diagnostic marker. The above shows that Oxi-Alb itself becomes
a bad albumin and serves as a marker for disease progression.
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[XI1 A: Patients characteristics enrolled
in this study (n=257; men=179, women=78).
The mass peaks of each post—-translational form
of serum albumin in patients with type 2
diabetes. C and D: Receiver operating
characteristics (ROC) curve analysis of each
post—translational modified albumin, HbAlc
and UACR for predicting each nephropathy stage
progression in patients with type 2 diabetes
with (B) Gl to G2 stage and (C) G2 to G3a
stage. E: Kaplan-Meier curve analysis for
occurrence of nephropathy stage progression
(G2 to G3a) for exceeding the cut—off value
of Cys—Albumin in patients with type 2
diabetes with G2 stage of nephropathy (Log—
rank test: p = 0.001).
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