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s M) 152 1 A R a2 R 1) IR 2R 5 s TS X 3R

LR HBEKRFRFEFERERFER Fh0", &KX 430030

KR RUER; Fak; KEGKE
HESES R692 XHERARIRAD A

1814 B IE %55 9% ( chronic kidney disease , CKD) [
KR VIR IE J5 B /N BR i € (estimated  glomerular
filtration rate,eGFR) <60 mL/(min - 1.73 m*) M5
e, 2y CKD R R 1.7% (95% CI 1. 5% ~
1.9% ) , n LA AR R OM AR UE, o7 HE 3o 9. 4%
(8.9% ~10.0% ); CKD {1y & 5 %k 10. 8%
(10.2% ~11.3% ) ALHFIPI R MK 9 CKD Hs %
RS A8 16.9% (15. 1% ~ 18.7% ) F1 18. 3%
(16.4% ~20.4% )" .

AR TE A, ORI Z iR 7R CKD &4
A IS M A 6 A PRI R T2 3RO LA AE T
RITESERH R . AL, CKD B H LT
WU 2 H & R K W B 5 (end stage renal dis-
ease ,ESRD) ) 5 ~ 10 /')

DL EEER Y] CKD & A 52 e AT R 4 23
LA (], FR); CKD (1) Az - 48 22 HAS P Ak i) ik
JE Bk E B I R TR R

CKD & Az J5 — M 5 AS T 3 5 , AR v DXL R
FRAYAN R SR B, B ali g R WAk, s SCik
GERHHIZE & I RS2 A - 21 IE 20 CKD i iy
JFRLAE B PN 2 AN X CKD 84 JF AR 2R (k& i
o FRFRY7 I, AEAELE CKD ] ESRD iE

0m CKD #t A RIEAEEE

THIEZRFE AL OB N T R-mE EikER
Z 4% ( renin-angiotensin systeem , RAS) #% i 75 ; @ /=
1L s @& IR s @3 il s @RI 3 ; @ F5 5 Q
WEEEL. A5 5 T S 0 CKD/ AR G 8% B Y %
1k, FEUE R /AMERE REBU T BFET RGPt
IR RIATIRYT A REESE CKD HERE)

IR B AL E R RAS A% GG
N RAS RG¢8 0 — PP 7EDE I R 48 b & 454 F B il
LN RS, FIE IS RIA & AR Z b 2L
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HMNAETE A 73 W 55 3 WY RAS R4GE, AMKIN
90% (11L& 5% o R e A A T 2H 2 b (CnZH 2t
BN O BN VELVE BRI SE R , 25 R R
EEKZNWME .

PEER R Gerh RAS Bts , rTREHT T o B FIR R
RESK IITE R T[], 1 RN AR R 3R (gl &
FRGUM RAS) HEhn 1 A2 B 280 vk (o B B IR R AR
53 s AR LR T e, T2 M) R0 g 1 s 19 55— MR R
LB B - A S K - R R G s

AP RAS 1] Bl 22 R A2 s (i 22 ik A
R RS RIERZE AR R) IEH RS RAS
IREXT i RAS B30E = A EH o

PE Y RAS w] DI 3 77 2 A ik 3h
FPTAE T e, M 3h 015 D T, SRl
B YRR BTSNk N = TS I RN
B /NEREEAL . AR IR B 07 T, 1 Bk R Al
TECE A AN CE /NSRRI BN b (8] BT 2T
AeREAME) S A A IR B Ak 2R K - (transfor-
ming growth factor, TGFB) . Il /N A 77 A= A4 K A+
(platelet-derived growth factor, PDGF) | 4% 4f #H 21
KA F (connective tissue growth factor, CTGF) , ZH Jify
K7 F & (L) -6 MR IRBE A 1~ (TNFa ) , FlAL
W Z : MCP-1, RANTES | OPN 4, 5 A0 4% HoAh (1)
PAL & @ H /R ] T R M40 M, S B0™ AR E
PR, A0 M AN B AR, AR A RN A0 MO K 58 e ' )
ZEMRIDNRE, SEOR MO RERAL T

JRI RAS R 40 3 B30 1 TG 2 4545 538 B 15
SR ORE ) N 4R M A 3 T (extracellular matrix
ECM) &, 52 Wi 2 B 365 58 . 5346 5 08 T, DTS 3 3
B ) S BUR R U T

(Kt , % 4] ARB/ACET i ' N i RAS R4E,
XTI ¥ B IS 1 4 Je A B B4 1 L, — T T RT R AR
B PN R T, 5 — 7 T R A A R e e A, R
ARB (5 ACET) 28247 v 8 i 4E A1 — 2o P 1ff JULTEF o
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SO T DL 2 P RIVE T, DRI 3R
i ALk o

BAR I e B LR JE CKD B3 UL
B I ARE 5 TR ] v 0L B A B R 2B = A A
Z(4510.5%)

5 UL B R CKD 47l 37 £ 6 PR 22, 5 2 5% 1
CKD JHEREZ R E . Young % RHH A R LN
FEAE A B H B R P A E R . 7 S ARMBE DT
FHMALEFTH = > 0. 4 mg/dL 5 SCR 'E D RE AL, XF
2 181 A3 3 2 T J5 19 4598 02 ¢ I 1E & fi 1= &
(135/85 mmHg) I g WAL 09 % A= &5 2 4%, 5 1L
10 2% (180/110) # #4512 %1

w2 B NG I w A& &8 b5
(AASK) "% 1094 f5i] 18 ~70 2 5 i, ' 9 6 2 b
HFUBFSE , 45 T R0 R VBOKREF R S~ iR 9T, Bl
Vi3 ~6.4 4, Z5 KM, ¥ B A4, vl LA
T E MR PR, 185 CKD i#E R,

TR ARG AN AN BB sk 20 B D e AR i & 2
JRAE B GE PR AR 1, FEEZ% CKD JE R A —
HIPEH

Y EREA K AT A EERIE R e ORI
T B A 7 He— S A PRICEEZ 5 D) RE 1Ak
H L BRI T O 55 F 8 R A FAET

TER AL S5 A8 T 7 4% 118 — 01 {gdt B F 5¢ ( HUNT
2) 4R b s PR T RE T A A, S
ghN 65 589 I N2, VT 10. 3 4F, i J5 A
124 5l B F ik el ESRD, R Z N R AEFE53 W &
B, eGFR MK A R 14 2 7 & 4 ESRD B <7 19 |
SRFRINH T 7ERE eGFR 20301, B %5 1446 14
FRIKSE (48 m , ESRD 4 % A KU 249 S 35 4% . 76
HIR 19 eGFR 2341rh 8 (1 R TR, & 4 ESRD fiy ]
BEINER I, IZBIFFE WL E2 1 9 R, LR B[] <, HL
JEXT eGFR FI 2K 1 PR HEATHE A 4G I, % T 5 o Aty
Wik 2 S ESRD i XU &5 vl 4

MDRD {5545 H - 3 11 PR HEME A f Bk, eGFR
R R R, B A RAES N <1.0 g 1 ~3 g,
>3.0 gl T, eGFR T FEE R AFAE S350 1.7 +
0.3.4.9+0.5 8.3+0.7[mL/(min * 1.731112)]o

R &I B e 3, vekb PR AR 1 B HE
LR CKD ROHERE I 45117 R & A B2 ]
FFLEE X CKD B2 54 F]7 Gansevoort 25 45 11,
X IEE AR R B BEE F IR K, eGFR £
H—E AR TR, — B &I E AR, N
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eGFR T PRy EER 23 G0, anSxs F A R T 5
WATTRTE, vl 3 4E 2% eGFR Y B, AR+
A, WISESE eGFR T RERIVEHIAE R AR Btk i 5
WITAEAIR, DUEEARUESE eGFR (1 R,

PRVEND {35 7F 1997 ~ 1998 4F %} f# 2% Gronin-
gen Hi[X. 85 421 l4FH 7F 28 ~ 75 % ABEIEAT M4
Palr, DOSCREA S i A8 52 i AU PR 25 FNBE T 28 AH
KAF B . AR 85 421 |32 rh 40 856 57K
TR B . TAREDT 961 d( ARV 139 d) , FLk
516 Flic IR LT F 4k . 455 B SR F
WEEAE20 ~ 200 mg/L i, 20 I 487 0 SE T XURS: S R
ARG SO T UG 24 5 A B 3 i e A et
PRt , BAPR AR 1 PRSP0 Bt CKD il 5 225G 8
2L, B XTesE CKD B0 A SR T A EE O i 8
PRRIET 7 THA B

AR X TgA BRI, W Ser =264 wmol /L
B MR R ARICRE R E. EEH N  AEERE
RIGIT B W R BRI R 20 .

B PR B B ] R oRR B, B AT I RS2 ik b (1 o 6
B Dy Re A /N AR PR NS B 28 it
K3k 40 AERPUESN Ry IREEFERI R R 0.3 g AT
A, MEES Cortinovis 25 [ 47 38 A,
Wk 1,

£ BEaRKIRHEL

B BE A5 AR #RE % i A%
EG k& =1.0g/24h <1.0g/24h  <0.3g/24h
GFR T -y it
Blam s BA(E) B % &

2 B A BT EDIRE EE SR A S AR R

PEZLIML . XIS P B s E A I KRR 2 —,
—RAEE DIREA A e AN R L 3, B B Dl e
b, 2R R L 2

Mi s B E bl 22 Be B N B 4e 1, CKD1-2
BRI &L HEH R 22.00% ~40. 58% , SR 1T X}
5 W H TR ik 98.86% . X2, CKD M I 414
BT , R B HORH R B, # AT CKD AR 3T 1
X PO A B AR AN A N E R FE B o

Akizawa 21 B, Hb JHE 5 AR R ST %
WAl —E 6%, 1 Hb <80 g/L AHXFET-%1. 26,
AAXFAEBEAE 1. 55, B Hb 340, 57 & K 0. 92, J5
HHNL0L, F— R E B, H A 12 B2 bl
IRA AT 90 & B, BB AF e 8 S T2 3 5 Hb % i i
ARG, Hbag T RE10g/ L, 835 5 Be R ML T2 54T
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Wl 5% ~ 6% .

I = CKD H 2 1 Ul 5 . 72 CKD {577
b, QY TE AR IR TSN AT 2R A T
I AELE , IR A8/ CKD JE 200 B AE R S5O I
BIRE LA

TE—4H 246 BiIREY; 1 A WF5E , CKD i
& Hb BT FES. 0 /L i FEH N S mmHg 202
TR EOE > 10 ¢/m? . KB M ETAY CKD H 3% i
5 B ML T A B A8 0 E AR AR, MRS A1
1% AT BRI ARG 0. 92, 4B KA HO. 87 15,

Y EASBERIFAL Bl CKD RYSERE, P
T S B0 o A S LA 2 A R 1Y, 7E CKD FLIY,
FCEF2E A1 i A K [HF (fibroblast growth factor, FGF)
23 (R T e AR A T R A a8 K PR R, TR AR
1,25-844 2 D /K, 51 5 20 IR 25 1% (hyper-
parathyroidism , PTH ) 7K 3 F} 5 e

AW R IR T AP SN | KRR LN R 7
PR LI L e LA LT 2 UL R ( SMCs ) 3
B P SR BB T 4 IR - 1) A D3 [) 5 3 2 11 (so-
dium-dependent phosphate, pit-1) , 7F Ifil & £5 1k B &
A AR R OCHEVE - (ORI A0 I N T AE 1 0 1k i
G353 F B30, TR B/ IN i, R i TR T L 5 45 5 AR
PRI 5 JEJ5L 1) 4 AP 5 5 @175 3 1L SMCs 1]
BB 3L
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&S F T A-F SMCs 45 X B F Runx2 89 £ 35, Ay
1% SMCs %1 A% B 20l 4G ; fe Bk H+ 35§ 2% SMCs 8
RIRFJG = AW I i A AL S K, e i
i i B A 6 s e 4 B S A5 AL AR A B R g A
#| fo % BE p SMCs &) 2% 8 48 I 69 A, 3 4% oo 8 45 4L
ik i 5% BT B 5 A B e i st FGF23 4918 B &
i K5 B 454K
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2 BRI P & CKD ZARRHEEnT, [ H”
(AU RE , 20 P ) S5 b % pHL R B, B80T 570 B
AR AL - QO A 5 i Z TURITEES (1 i 43 SA 3 i 5 A1
JOREAN AR Ak TR 43 6 38 s B PN iz 25 388 s @
NH3 ™ 3 FoaMATEfb . e 3 80R] LR 41k

L5 L TR, CKD YR YT Hh HAH R 1) I PRS00 1k
i En N B ARE : OQF M < 130/80 mmHg;
QEAMRAESR" + 7 (Ef <0.3 g/24h) ; QL IEF
IfiL;Hb > 120 g/L; @4 1E i 713 ; HCO, ~ >22 mmol/L;
G IEAER I ZEEL, 1 Na* 7.8 ~9.5 mg(ZHEH
FEIEJAAED) ; 1M <1.41 mmol/L,

REBREM o AERSTALELZE CKD HER

CKD [tk & ¥ ¥y H #i 518 B M, Watanabe
SN REBRE R T 0.3 ¢/ (kg - d) MR,
BT LAERR AT, EIMIRER F1 R (low protein di-
et, LPD) A] 4EH5 5 D RE (AT I AR RS AE o

B A2 AR AR IR N B 3727 1 A BE R UF A
TN . 2t ARSI VIR B T I & o i
R ORIE R AL  RhFEBRAEAE R A LIS 2 Fh4E
A F I CKD IREYF L IEGHR 1 e =25

IR R G AR A& E aw e PrigiiisE
F1 e de 8 S TS L 75 S SRR A 25 4 Bl
FeE LIS Y, BEBE LA 72 3 WOOR) 0% 28 1
MY EAMREEN,

JIT IR D0 B AR 2R 1 PR A PR A 2 P B A S R I
P& T ARIIE 50% DL 1>k AR B IR E .

ARG A P BTPREI7E0. 4/ (kg - d)
B B R K & K B (very low protein diet,
VLPD) , Jo&E n] ki 2% CKD [r] ESRD i R, 54k
B, IR IR B IR MEIR ) VLPD A2k, —E LA
ok, CKD fBFARE IR BB LT =2 o S Y

PAEREF 0 — A IR FORIOK 2 — FOp UK R,
AEER PP EMZRE T2 CKD 35, LPD ik
F0.5 g/ (kg - d) Z—FPAEH EFR AR E MRE K
KOHER & EASEIOKEA TS ®I1/10 ~
1/725) % NARA 25, 450 85 5T 0 T8 A, (7] s s 2>
ORI, W 2t

o PR PRI G AR AR 1 IR BB KA IR 25 BT I (1]
W3
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#E(keal)  Ea(z) Mg SAkod(z)  #(mg) 4 (mg) i (mg)
&7 & X K/100g 358(1499kJ) 0.3 1.1 86.5 1.6 0 30
438 £/100g 347(1451k]) 8.0 0.6 77.7 0.9 78 99
%3 REUREEEFREMNHAEL (%) BH MM v LPD #4955 2 Rizzetto 22
FiaEG KEG  ARED +o AR [P S 1 321 Bl AR EATIRYT A9 CKD &3,
S5MA 73 TCIE A PR B ol AR B PR R8T, RO - 1) R
:; i;} . 73 Z? &, LPD IR EAYT )G eGFR 23 |- Fhifi M LEF F [ 5 4k
i “ " WHEAUFAG #3097 eGFR 3B 1 TH T W,

W4, ARBE PR B A R IRR, RGBT
P TLAR B R o A A

x4 KMEZ W LPD By

EABAMA T LB EEI S E 0

- 4 . ‘iE;FR (mL/mer) ‘ ‘ ‘J’f‘l:}]fl‘?ﬁ‘]" (mg/d[\,)‘ﬂ
78 7 A BT )E DR B E
AR AT 0 ¥ JR g B 83 38.7 = 13.2 51.1 = 17.0 1.91 + 0.61 1.63 +0.72
ARME TR 4T 04 48 SR B 106 44.2 + 18.5 38.2 + 15.8 1.90 = 0.70 2.03 £ 0.71
PRI AF ) AE 45 Fk i B 75 44.2 £ 18.5 46.8 + 21.4 1.90 = 0.70 1.82 +0.82
ARAPE TR T 04 3 48 o B 75 35.1 + 16.8 33.7 + 16.9 2.20 + 0.84 2.42 + 1.04
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