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Research progress in FGF23 in chronic kidney disease
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Chronic kidney disease (CKD) has become a global health problem. CKD patients almost all have different
levels of calcium and phosphorus metabolism disorders, anemia and other issues, which have a serious impact on
patients' quality of life and prognosis. Fibroblast growth factor 23 (FGF23) is a research hotspot in recent years,
which plays an important regulatory role in bone mineral metabolism and anemia. FGF23 can regulate blood
phosphorus in a variety of ways, and serum FGF23 concentration is associated with anemia.
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Y. FGER23fEHVIRS IR iR EZAEH, S5
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G Y Klotho-FGFR1, | B W2 K R ki 20 475 11
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KAEAT RN BB EPO LN, #E AZECKD A
W, cFGF23MI#X M A7 7E IEAR " FGR23 A
B 0l RE X 1 40 M Ak A s2 i, FGF23 3k PN g R
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K ESEPO, RIS A6 hBULE,
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