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E43IDRZDF v Xtk
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Bi% A7z, OCT % TGF-B fafif & 4172 NRK-52E il i< 7
T5&, bEALZaSMA DIET, KT L T\ 7z E-cadherin
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WIZE VT OCT DHE DR L Z BT 92 2 & b L
Tw2%, ZOMFIX, OCT 48 TGF-B8 ® [ T % i
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Chronic kidney disease-
mineral and bone disorder

Renal outcome

DM No DM Total
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8 BFRLEFHIEQSD & FGF23 DFRRIEIC K 3 4 8)
25D HrhRfEL L2 2938 % D, FREXR#EE d, FGF23 hRfELI L% F, fRERFEEZ & LT, Tho2AEHE T 45
ELTW3, EHIEWEL L, ARELUTORFTCHEL =, CrOfEMd 3 WEERMEA %79 hH L E L7 Kaplan-Meier B
iR, WIERT : £8, ™30, BMI, #ERMFE, CVDEEE, RMEEOZEE, IUgHIME, Hb, Alb, [REH, eGFR, #iE Ca, IP,
25D, 1,25D, log (whole PTH) , ACE-I/ARB - EM4EE 4 3> D - k& Ca DAAR (X#k16 £ WEIH, &®ZE)

RO, EHINT125(0H)2D I X 5 b D0 XEL Akt L AL 72 (B 10), in vitro TIX, 25D id~ 7 1
OV TH B, 1la-KO =7 A 12 UUO 2L, D 77— D TNF-a & TGF-B D¥E8l% 1F, EMIRME <
EF)LIC 25D 2 EE £ - 3R A2 %5 L 2, g 25D 23 |& TNF-a /75 I C 25D 3L A P L A Z235E T 5 2 Las
ZNZFN 30ng/mL &, 330ng/mL FREEE %2578, HHET  Hhox?, 5%, 25D 3L RIC L - TF Bk 2
VA SR E O VBRI XML L e a5 728, HiE: <R T2 LEH o THEREIIZEH L0,



1338 CKD A 7 — 272 5 MBD WHJE—HEREWTSE & BRIZE O m ey

0 eGFR slope (mL/min/1.73m2/year)

10 20 23 30 40
25D (ng/mL)

K9 FREHSELBEBEEZICEITS25(0H)D & eGFR
slope D BEE
713 OVIDS-CKD M a7k — MREH 5, Hid USE-PTH i
ThODIRER, REHICHVNT, BFEAFTHETSE
eGFR slope & 25D DRFE I FEAEHC 25D A 23ng/mL &k
# T eGFR slope # T# %, B4E% 10 £LU LTI, 25D
& eGFR slope DBEELGENEIF L LD, BiER 10 EXRiG
TIHRIFEA & B4, 25D HEWLNZ E eGFR slope &~ 1 7+
XIZhk B, (3@t 18, 19 L W ZE, 51H)

T, BOHKRMAOREREZ ED LI TEZ NI I VD
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bAIGN TS, DF D, 25D 25 { FGF 2K\ L JFAFD
1,25(0H) 2D 23\ 2 & Z FIKT %, 25D 23 < FGF HM%
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