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60mL/min/1.73m* ojgtez ZtAE AMef7t 37HE oAb K& == Al
ol
-
= OFM AMAA 2 MMAIMCcZ 2556t 2zo|n, FA4 8 4= 2T|A
BMo=z XallstAHLE Al 2tA Aal 5 Ccletst gfHE oz 7| Afahof
ol2&= Alztet &lstel
. L M AlZAERISE REHEES o480 =245 =0olX|O 30A| O|Ale
Lo o= 1mTmToZ&ZE o =T — , o
FHES2 YA 3.8%, 09X} 3.5%, 70AM| O|AMOM= HAF 19.5%, 04}
23.6%<!
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D2} fibroblast growth factor-23, parathyroid hormone S0 O|Ato| L}

EfLt  F27[&zp ZtiAtol  oldE Eefel(oldlE-= iAb FHeh
CKD-MBD). o|2{st Hat= =& f{edel 571 & d&M3[st2 0|ofH
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= DRIME S 2 B AMFH B0 25| ddst=s tiEAMel M E of
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1) Goodman & Gilman's: The Pharmacological Basis of Therapeutics, 13e (2018)
2) AYBET AAATEY (HHY BHAFAR AE L A% BE 100 FARANAT, | FRATIIH ALusage
3) BAEAE Ay ey, 2016 =03
- TR I E W 304 o), EFE FEE oAl 9B (MDRD-GFR)O] 60mL/min/1.73m’* el #-§)
4) Goodman & Gilman's: The Pharmacological Basis of Therapeutics, 13e(2018)> Chapter 48: Agents Affecting Mineral Ion

Homeostasis and Bone Turnover
5) Harrison's Principles of Internal Medicine, 20e (2018)> Chapter 305. Chronic Kidney Disease
6) Current Medical Diagnosis & Treatment 2019(2019)> Chapter 22: Kidney Disease CHRONIC KIDNEY DISEASE
7) Harrison's Principles of Internal Medicine, 20e (2018)> Chapter 305. Chronic Kidney Disease
8) Current Medical Diagnosis & Treatment 2019(2019)> Chapter 22: Kidney Disease CHRONIC KIDNEY DISEASE

9) BAIE T AA da W



EFIGURE 22—7.

Pathogenesis of bone diseases in chronic kidney failure. (Reproduced, with permission, from Brenner BM, Lazarus JM.

Chronic renal failure. In: HMamrfson s Principfes of fnternal Medicirre, 12th ed. Wilson JD et al [editors]. McGraw-Hill, 1991.)
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O AMHEEZ2 CclaE () SAlF2tE=(polynuclear iron(lll)—oxyhydroxide) 7|
Ht CIASIM 2, 2&HetoM Alo| 2lAKH (dietary phosphate)zt Z&5t0d €&
o= Zass He WA
- QEEe =3M BHoA, &2 " EZel JFIEZFA[Z|(hydroxyl

groups) H/E= =1 Alo| ¢latH Zhe| 2|ZEE(ligand) w2to 2 2 S
Alo|QIMA 2 SA|EAS-A ()2 ZstA Zetsto] E-olAtEHo| MM E .
ol H-clrEE2 ¢&2t= Sall o|=sto tHHo M XHE
¢ Sucrose Eugose
¢ Sucrose
AR5 AH phosphorus
et s], vhd Y W54 3(2008) 3.5-5.5mg/de
Hwang, et al. (2015) Korean working group recommendations 2.4-5.0mg/d¢
KDIGO (2009) towards normal range
ERBP (2010) 2.4-4.5mg/d¢
UKRA (2011) 2.78-4.64mg/dl
CARI (2006) ~4.95mg/dl
KDOQI (2003) 3.5-5.5mg/d¢
ISDT (2013) 3.5-6.0mg/d¢
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12) Pharmacotherapy: A Pathophysiologic Approach, 10e (2017)> Chapter 44: Chronic Kidney Disease
13) Current Medical Diagnosis & Treatment 2019(2019)> Chapter 22. Kidney Disease
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22) Floege J et al. Long-term effects of the iron-based phosphate binder, sucroferric oxyhydroxide, in dialysis patients .
Nephrol Dial Transplant. 2015 Jun;30(6):1037-1046.
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