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Abstract

Anemia is a major complication of chronic kidney disease (CKD) and a risk factor for cardiovascu-
lar events and poor quality of life (QoL). In contrast, diabetic kidney disease (DKD) is the main
cause of CKD, and DKD-associated anemia occurs earlier, is more severe, and its mechanisms are
more complex. In this article, we review the mechanism of anemia in diabetic kidney disease and
the progress of treatment with regard to the guidelines for anemia management in chronic kidney
disease and related studies.
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1. 518

B PRI ' v (diabetic kidney disease, DKD) & ¥ JR i 5 WL A& MU AE IR ACIE , 8 B4R 35 2 2 B /)
BR, RPRAE, TR, NIRE KOKHR 5 ks B K AR E R EZ K . DKD T HIReRH . 5
AR 240 2L K 2R (EPO) = AE AN LA e . 2L 4 5 R3Gn, ¥ IF R B I I(RA) [1]. [F
IR A B O T R L PR A A R ™ E R S5 0 P W e 1 P B AR A G R A R I MR R AR T
CKD f1%5 3 #1, J£7F CKD % 5 N ZE 67% [2]. MbAh, 76 GVEHIX i — iR 7c (3], 4 #AF1 5 34
CKD [ 14 3% 1 75 3 43 3l B TH 28 79.2%F1 90.2%., LB I (] (RS, % 12 S804 O AR AL /)
TE, FH S EUE MO A A R N K T % (ESRD) [4]. FEENEE 2016 4E()—WidiR A [5], @R HIR
WIFT M LAVA T DKD #5670, LGS . 53F DKD AH2%M CKD #HEL, DKD #3172 M5 & B
Z I FC WL S [6]-[9] o MO TR PR3 B G T 3L L3 R T DAL, AR F2ih, Al Hfil)s .

2. BT IMEYE X RIS AR

PRI B T e Wr 5697 i BB SR BT e 2 SR I B0 ThRE R R, B A
0 A B R (EPO) A il S I 3 v — S5 M A ot Pt 20 40 M A i I 4 9 HL A3 i 1T 3 B0 32 1M ' DA
SEERYGZ . IR R B12 Bz, SRR AR THAIE ISR B U, S 53 k.

A WbrdE: 57 TARHS(WHOMESE, B4 T P AKFHIX FSAE N, BEmaEs < 130
olL, AEEiRLEMAEN < 120 g/b, WEURLME < 110 g/L. REHER, BHEMOEA < 120 g/b, JEUER
ZYEMAEE < 110 g/b, MEfRLPE < 100 g/L. fEZWEEZTMNT, 7RI 8 E (T i 4k = BT 21 2
SEl-ATN

3. BERTR R ML & Rt

DKD # M AHHLES NDKD KL, PEHS5EReRER . BEEA4eth. EFRAR . FARFZIRIIGE
JUE. REFEFE R KM, BYLE X, {H DKD #5220 40 i3 A2 2 (erythropoietin, EPO)k = FIHEHT
BB MAEIRAS . B2, B SRR IRER AL R E AR Y.

3.1. EPO B:Z 5%

R 240 M0 A 3R (Epo) A2 5 MR B AR IR 7, 77 2R Al 2020 0 A Rl 2 10 /0N ] L 2 4 240 2
PRI B 9 (¥ RSB BOR AR 4R Al . FLR s bl . B2 I R ) T s AR 1 R S RS Rl o /N b R A
T 51 ER IR o PRI 05 R E2E SR AT S Th E PR B S B0 A (R £ 20 A R R ) J T 24 4 23 A WL e O
AT ZL 240 M A= 183 T A7 0 ) Jse o i [1.0] o

FFEEAFAE A OIE DRt w] 38 1 4] EPO A9 A RIE = A AT EPO (1 T i (5 5 i # [z EPO IRITT T,
SOMBRACHE, & I EPO HRPT, M E BN 2L M A A

PEAT AR S e A SN E 24 SR T L S AR T B AR [11] . SHRTEA KN EPO it 2R N RE
SHEBEAS S, TREMARANS G, 55k, MLl oo i, SO RN
BRI .

ZRRNEFUIR S IR IDBETUIE, W STV R, AR BEZLAR MR D, IR A IR TE EPO 2R AR,
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AT F BB B 2T M [12].
3.2. Bz

3.2.1. EXHRRZ

FEXTPEBR G = PR D Re MRS =, 2 Fi B W20 B A0 XK P B2 40 B R TR I RE 0 T %, R I IS 8k
HEH(SF) 30~100 pg/L, FELE AL (TSAT) < 20%.

PR b2 FH 20 N AR 2040 M AR R VR YT 0L, HENLHIAE T H 8 i Ak s rl R Rk ok &= &
SR CKD (A Y I 470 2 AH B B HP i A7 Bk 70 B A Fh ] ) P 2K ) T Ty 2 = 2 A\ AR 4t
A R A R I ) 7R S, T S BUR R Z R A . S Ah, BRIRER AR T s R i R
(HIF) 4+ —Fa st Bk R U . BB P 5 B R 1 OS2 AR R S5t S AR PR R B Z I R A G AT
BERN IR MR Z B VIMC, RIEFS T HRRBERMERE, 72k bEE, SEEFE
ARIE TR A, 5 AZkE = [13].

3.2.2. HITEBT

APk B = SRR ZRGE AR, I3 SF < 30 pg/L, TSAT < 20%. HLAALL G 4% 1 - B e bridE it
38R B (SF) KR AT B . 6 T IS 2R AR T 15 pg/L 2 Bt & 6=, 7% T 30 pg/L R B
BRVEZTIN, SRS — B S BT R A . BTICR I, BE IR B R B, i T AR
T, BIEH ANBEAILLE 5 5] & 71 [14].

5B FARORR KRG RSG5, [R5 A H A B IR - 18y 35 6L A5 RO, e B AL JEE
AR RL BRI IR B 45 570 SRR S5 25 4 Lt A S BRI T R . HLN TR R B
BRI A 3 I S 2K ot T S o R Ak A xR IR

3.2.3. p&¥E. BEEHYIED

ACEi 5 ARBs {f§ RAS RiE W At id P 2 A RN S 530 A . 1%, RAS Hil7 T ek —
AL E DIRE, SRR EEAE R R AR B R, DU SRR R A I R . FLIR, RAS IR v] e
I AN EPO 3 WA BELMT I A 5K 3R 11 XFAT R A 40 J i B4 B Rk 1 . e )2, ACE #iil 7))
RE2 IR 2% [ M S M PU K Ac-SDKP (goralatide) (17K, iX & —MpiE s (T4 sl 7], & arb
S B IR 21 40 M i AR 1) AU PR AR 2 W 2% SE AR TE PR LD A R RUSCR P R AT REFEAN K. )5, RAS H
il 750 22 2k 1 IR AR R B 77 A T RS AL [15]

% [ B3 PR 975 BB R AIF 92 (UK Prospective Diabetes Study, UKPDS)#7R, Sl mitL, —HXUIMEE
I EEAR EE A 3.40, THIEARE N 0.96, B2 1.08 [16]-[18]. ILANHEMEk: — 252454 3 B 1 A5
RERIN. A E KA IR 2 K S B0 2 M [19] .

TN S B M A H L 2 AR TR 4R A R BL2 AW, L A R A2 AR B12 WAEIR TR A
VIR A AR (Y, = FF SOUNICRE e 475 0 4 P B P 7 I [20] . Bauman 55 A% = FOBUIRN S b 78 711
Xif 2 UpE PRI 3 (30~60 &) 4EAE R BL2 ARSI TSt AT THEFL, 45 RIESE T X — B [21].

3.2.4. 41 YMEAREIFHE N

JRFAE. BREWH. R T R, SBE RS 24000 75 dy M BEiE L Thee il . 4k kA
RFERRINGETTHE . BB B REL 440 SECE BEIE LI BE DRI [22].
4. BERR SRR MG

PRAG IR AR b B BB 2R I PR SE B T P - WE PR B0 & R BT A o IR PG N AR . 1) I
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WL MIEA. MRS AARSE. MRS E. WAL . 2) BARSHER: MisEk.
BREA . FEREA. BB SJI(TIBC). HEkE A E(TSAT). 3) Gk M. 4E/E3%K B12 FfE
LA A R KR 4) FuAt: X MEA IE BTG, BT RGBSR L S ik . K
ARG BEEZ R Bipse. st B A G-6-PD B E. (L g s e 2 k4t
REE, DA IS A o

5. BT R BhEHL

1) DKD &3 21 1697 3 s HLEY 1% 5T NDKD.
2) DKD % Hb < 100 g/L Al 58T MLiAy7, i Hb < 110 g/L 1) DKD & 3T 78 /0 VT Ad, Al

15 2% 8 H B 3E IR YT -
FLILIE YT J 1) N2 ) Hb 39K BEAE4AF H 10~20 g/L N . #TIMIG97 HFRoN Hb > 110 g/L, {HAHT
130 g/L.

6. EEKIR B R T MAYETT

T DKD FEIMALEIEZ , AR 838 A [E] 15 0 i ) e A 1697 . HRr Y E 2 aBREAE S H
i 2 ¥ AL B4 A1) 771 (hypoxia inducible factor prolyl-hydroxylase inhibitors, HIF-PHI)ZE 24541 ESA. £k7.

MR T4 .
6.1. HIF-PHI 2£Z54)
6.1.1. #L&l

AR 3 R T (HIF) & — Al 5 20 40 M A Bl N R IA I 5 5 [H 1-[23] . EH RS 1E R, HIF-PH (Bt
AB SN TR L) IR IR, JFIEHE HIF-a (F#f#. %' 7)) fth(Roxadustat)/E y HIF-PH 35,
AR E HIF-a, HIF-a @i BoG—2e RN, G0 IR (R oA R MBS R L r R AE & K
Pt AL o 5 IR AR 3 i 1 31 Bk mT PR e ) B 1 5, AT (R 3 0 ) 4 400 2 A s

6.1.2. AHMRREMN

FE— I E BB =0t Fe b [24], TR P E) Al AE 21 1T 1075 1 be 22 R B8 A 2%, BRI o 20 400 o
PR, JF HBA 5 22 BRI 2 K 22 4tk . HIF-PH 05078 208 B b vl e R BN AL 3, AT bk
HEERMFI RSN 51, PARMC R E MR B A AHEBE[4]. Zheng Z5[25]7E L% i, SRR, M TIEENE
JEws 8, 5 EFIAMEL, B b AL s B AR R A MK B T . RN b R A — A
W25, WTLAEZREIR ST PG ], AN 200 MU kAR, X AT REfRIAL AR RIS MIR T

6.2. ESA

ESA Jy EPO 254, 1B NBEMEST MM EEZY 2 —. ESA Hil E8 A =40 5 CREL A 40
B R (THUEPO), AFI AL ESA, Bl P LAE 4\ 2L 4 Hu A= i 3R o (Epoetin o) FHE ZH A\ 2140 2 B 25 B (Epoetin
PR B ARLUAKIATT o HRE, HEFERMBME, AP EEER; 5 =R
A B S ARG 7T (CERA) AR R, Sl B 2 B, 2593 2 T K [26].

ESA VRIT AT 3 R 2 MAER . 7£ Delano S58F 7t 1 37 (14552 ESA QYT I MLRZE T 3%, ~F34 Het
M 19.8%38 IE] 31.5% . 7 75 — WA 7 A1, IS KA L0 40 B Az s R B AL AL B AL 20 e 118 44 R0 8 42 52 2 )
fIGHI & ESA 87T & ESA VRIT . MV 6 A G, EIFAANIFY Ho ik N 7.4 g/dL. 75 ESA 4bFEZ
H3E 4gldL HELE.
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UEAEE Hb WA T, NI [SE, RO — S8 B E AR YT P LR 2 T . TG ESA A
JYINA A AR A BRAIRES . BEE Hb WREZRIHEN, KEBRMEAARNER DR G H 29, SH 51
k. X ATRE BRI ESA AT A RE[27]

ESA BIRTE D> B I D50 TR R S5 77 T A 3 B S0, (E RV ESA TE7E Lo i L 87 -4
A e A A 96 S5 I A RE[28] -

6.3. &3l

BRARH 5 2 DKD B PEAT MM E B R 22—, wlERR AR 7 0 e 20 1M LE K.

xR HESE DKD B3 I 182 754252 ESA JAJT, 1 NDD-CKD FliS & #r £ % SF < 100
ug/L FI(EK)TSAT < 20%; [MBGEMT B SF < 200 pg/L AI(5R) TSAT < 20% ] J& S4MekiGy7T: an k& i
£ SF>800 ug/L F(E)TSAT > 50% {2 1 #b 76 #5751 .

PR RSN B, ABAFETH A A R SOV RIVER, )1 s I B RS RIR A2k . BRIk
BRI RS, TR Y 10%~15%. FRIKER A WA IERE T2k, IR IR Bl AR B TR BUR N,
RIS 3 2 A A T W I Ak il B 928 i 1k T k2> 1 I U R AR . BRI RN, R I R R
ik B ) R P ) B R M R AT B A I R A O U AN R S AR TR AR [29] 25 K F 6 MR (138
A AR R HESE ,  SEXDEAT T LR S e B R FR KRR, JRIE T B 2R AR TSR A 1~3 IR
PR, MRHEANR BT R 52 P R E S ST 2

6.4.

LAy PR AT A A T 20 N A SCHR R R I, B TS IR TR AT T R R Gt
TELTANME, M B A A I S B2 PR R o 7B /& SUIRUL R . ESAS JRITTERL. ESAS VR IT 71K R I ] 5
JREa I 5 B PR e A A B I A I e s ST T A I B IR B R Ak e, T AR B Hb
MIBETT . X TR B 5 Rt — AT ds R sy, RO EEE i, i b B s f HE
JR R B R AE JLE[22]

7. RE

DKD B PEZT LA A K 1, AMUAE L IMME A IE, 38 AT B> 800 MU =AM R AR R A 3 T 2 £
TFE, AN DKD it — 28, TR REPEREE HOFACRE Rt e . H AR PREH 6 DKD F R 3 2
FAEA RRTT 73, (HI R LR FrER QT B MR A RS, IRYESR R MAL I 25, DR R IRIK %
EEHAY, DRI AR K TUE
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