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PAI-1: plasminogen activator inhibitor-1; EGFR: epidermal growth factor receptor; TIMP-1: tissue
inhibitor ofmetalloproteinases-1; NF-kB: nuclear factor kappa B; NADPH: nicotinamide adenine

dinucleotide phosphate; CBF-1: core binding factor 1; ICAM-1: intercellular adhesion molecule-1
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DNMTs: DNA methyltransferase
ROS: Reactive oxygen species

Oxidative Stress $
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D-24-hydroxylase; CYP24A1) 1 35 M ¥4 i »
51 %% 7k fig (degradation) 25- ¥¢ Ak #ff 4= 3 D
(25-Hydroxyvitamin D) FIjf A4 32 D AYFERT
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FIEA LG R © -

=« IREZRHIE (AST-120) ¥ 588V Z XA
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AST-120 [BEAE 1814 B s 1525 Tt IR Mo | A B ) 9%
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Uremic toxins are related with the deterioration of Chronic Kidney Disease (CKD). Uremic toxins can induce
inflammatory reaction and enhance oxidative stress, which prompt the glomerular sclerosis and interstitial fibrosis to
aggravate a decline in renal function. Some studies have approved uremic toxins: Indoxyl sulfate (IS) and P-cresol or
p-cresyl sulfate (PCS) play an important impact for worsening renal function and poor prognosis in CKD patients. IS
and PCS attach to serum albumin with high protein binding affinity, therefore they cannot be effectively removed via
hemodialysis. AST-120, an orally administered intestinal sorbent, adsorbs the precursors of IS/PCS, produced from
amino acid metabolism. Accordingly, AST-120 reduces uremic toxins accumulate in serum and slows the progression
of CKD. This article will discuss how IS/PCS cause pathological damage in body and the role of AST-120 in CKD
treatment. (J Intern Med Taiwan 2016; 27: 317-332)



