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Abstract

Renal anemia is one of the common complications of chronic renal insufficiency to end-stage renal
disease, which will lead to impaired body function and decreased quality of life, and increase the
risk of death in patients with chronic kidney disease. Iron metabolism balance is crucial to main-
tain normal physiological functions of the body, and iron homeostasis imbalance is an important
cause of absolute or functional iron deficiency anemia in patients with CKD. This article will re-
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view the diagnosis and treatment of renal anemia, iron metabolism, hepcidin and drug therapy of
renal anemia in recent years.
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1. 87

2 1% ' 9% (chronic kidney disease, CKD)&—ANE K I A LA AR M #. Hafliih, CKD AEkEH
HY)H 8%~16%, FHATRFIZETE[1]. PIME CKD B i WINH ko2 —, REFEZENT CKD &3
TR R TIE 72.0%, B M B T B R A 98.2% [2]. it A CKD i %3 I (1) 3 2 i IR Y IR
PEAR LA A i 3R (EPOY B =, TR e W e — AN BRI R [3]. FLIRTT L NIE T 45 202 2040 i A= Fi
Z (erythropoiesis stimulating agents, ESAs)#% i i 1544 .

2. Bt mESHT 5ia7T BiR

BT IAE T E DR, o R HE TN ERIEE 2T 30 ml/min BUIMLIE LEFREE & T 300
umol/L HLI 2T 2 [ PR B A IE4H A IE (gt . AR R 3T M [4] . 2 Wb v A tH L A 41 41 (WHO)
HedF: JEARMEF I X A EE N, B Hb < 130 g/L, FR4EHR &t Hb < 120 g/L, 4R &7 Hb < 110 g/L,
ASWIER AL BN R R AR . PR JE AR R R N Hb (2 [2]. H AT IR Lo T CKD 341
BFVRIT Ho BAME M CIRfE 1w, FEFHERE Hb [ NIR 9 110 g/L, ERRASEEE 130 g/L, LUAF|ZE MG
JTIIER AR T, R AT BRI A R R BE[2]

3. Sk

PR NMABTRAR E oK, BACHP SR 4 R LIR IR R AR T RE ) — D EZRIR . BRI
P BB T AR A i i, RSO I R T A A B Pt A R DL S L A G R . RN I
Ak e SR P SR A 4 E, R RIBRA I AE A I3 o 4 2040 AT X 23 21 200 i L1
A& NFERE A2, SHRREAS RV AE-HREAREY, JH i s e MR
KR, 25BN ER. 2R8I EKE QRS S B0 T A RS E 0 A - B
MM ARG, i ZIE I 3 .

IEHEEOUN, AL T b EPIRES, BRER TR MR 2 & s AT A oAb, 82 5 EAE
JEUNE, FEAHBEREIR  EUSRAEE Z R SRR IR, B AR R AHSC[5]
BRIk Z MR R IE R A B IRE, M B e A2 B h3d, SRS BUTRAR . OIESE 2
HEIIAI[5]. PRk = AR B AR HLIA A AFIBISEN, AERFERAS A X HLAR S SC L2

CKD R Bk AR AR T B RO BRI s>« 2RI 2 AR INAI R A I Bshg (6] Xt PEikih =
RUUNEBE FPME AR b R A A7 ™ SR D BOC B A7, LS Bk A 1 AN Bk B A M A B 85 B S B ALK
HEFFRALZSENORD . ZRGHMELZ, s e R [5] [6]. ThrePEERER LIy 4 5 o B
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IEH B, HELESZMMATAMIS &, FeRE M ERC, MBAHRERS, BRAERIRN KR
gt B T JCiE e LA AR BRI AR, BRI E R L 3 R I [S] [6] [7]

4, BAER

2L 2 (hepcidin) & — i B -G B 70 WA ) e &5 1 IR R U 1 22 K, 2000 4 Krause 55 AT~ AL
HOR A B ok [8], 2001 4R H Park %5 ATEM 78N AR AT AR MR PR B A PR 73 B AL HE R (9]
N Hepcidin 43172 H1 8 /™ BRIk B U 52— R R4, " 2 M B 4 A ik 1A
BERERAL, Forp 1 AT R ICIRG ML A SR 2 AP ERRARIER[10]. BRER R 2H 3
Fhfx0: Hepcidin-20. Hepcidin-22. Hepcidin-25, 1 Hepcidin-25 43 ZH Il T AR EEH .
PORFEERT S A, . EvgniERmmekitisimn, SRR, S AEH
ZRA[11]. HLARRIE R, Hepcidin Fik3bn, &&gikiaiEn, RAEHLIEERAP N , WnE
SUPHIEAR M BRI HE S, DAGERE N IRES RS . AR, 4Bk ZHT, Hepcidin ik, SUFAEN
K gomd Sz am s, 4EReUREAass, Sk 2R [12].

BRORASTT DL E BRI R R R . I BR A 45 5 I 0E BR b Rk B 1 R ) O SR SO
BMP6-HIV-SMAD {5 5 i % 5 2w B )%, BRI Z K P[13]. Uehata £ A Xt 505 i AE&E T
CKD B3 FIME Wi 7 k. BRI /K PS8 OWRE R IEAHC R R MR LrEN T, BsgkE
HA, A ZKT5 Hb IREERUFARIC G R, RIERI kA s, BOIRES B¢ R BB R MR IE[14].
ST CKD B KL, A EH RSB IAE S Z (ST, SRR RIESMNIRR, FHAfE4axt
PR Z GO, BRI R RIA SRR

KZH CKD BEAFEMIIRA, FAAERT LAME EPO J/b> . 40 RAHGEMIIE G /281, 2 FEL
AMMAAER TR RAEAMEE T IL-1. IL-6. FHEK . WS R B F TR H R ARG N[15], 1%
DERIRI . IL-6 dl T JAK/STAT3 5 Sl K IEMEH, 1L-6 5 HAZ RS A0 Janus BF(Janus Kinase,
JAKs), ffi STAT3 iRk, BERRLIGI STAT EEBEAIML, SR ELR G THEE, N
HFIA[16]. 1L-6-JAK-STAT3 {5 2@ A1 BMP6-HIV-SMAD 1538 % 1) F2 5 A 7E AR TR0, (LI 68 P&
Z AR BAEF AN B . RIEIRSEURE, THE y 5 IL-1 5 S R R G E R [17].
BOE R B BN —Fh R ML R T AgilE i BMP/SMAD {55 80 2kl R K 0 £IA[18], 1 IL-1 AL AT LA
Tl BMP/SMAD 15 544 5:[19], &7 LUEIT %S C/EBP (CCAT Mhag 745 &% A WaR gk i Rt 5%, R0
FH I P 5T R S 3R] i ik SMADA/5/8 1 CREB/CREBH (CAMP [ N et 45 & 8 1) 0 2k 1 35 5 3h 10
P£[20].

I35 Bk 1 229K B B B Th e Ak T [21]. fEEE B IR IERE IR, BRI R LME B2 ek
H—F, W/ g, SR/ N s EmI. FEAR, Ry FEM IR = BE R, FET
He 5 5 i R B IR L s 18 T REAS A R TR R PR ek > 2 S B = HE A, 7EFF
PR R T E[22]. AR EHBR RIER M5, CKD B MiFekiA Rk S5 eGFR £ M 5[23].

Ao ERTIRR A ML LRI TR ZR, SR NIRRT 2 1 A2, AT 3 D0k () 26 P ) FH 2 [24]
B W A B BT T AR R EPO TR ML A AE T B IE EPO A= iediiffe, EZW K HIF ik 5 PHD R4t. Xf
FAREREAMA, PUAES R ERNEN T, PHD M2k HIF-a SULREiE; MENRMRAIRS T, BEMKR
MNAZRH, HIF-a K FFHE, BN E S HIF-p 454, #0E HIF B I SRR FE 3%, HIF @318
TEAM T LB EPO B F 38 gt i I 20 4 M AE i, s mT DASE I /N AR A A e R B e T e R R
VAT EE A (— AR T 2R IR T T A )RR R A, BB RRIRI S iE, Bk AR R
[25] [26] [27]-
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EPO T8k 3 I R IA 2 — /N AN AT B = ¥ B 250 e R 3%, 2048 AR R Hg i 51 24k 1) 75 S JEI 38 mT 4100
IR RNRIE, [N, AR -15 A5 T plE s # ] BMP/SMAD 15 5% Sl 2k 1 22
MRIE . AR, JKIMEGES EPO S5 LT 40 M A 1 D5 2= ml e i 8 A4 A% 20 200 M 389 B 3 43
— Pl 2% 1 28 Erythroferrone (ERFF), ERFF nf EEAEH THAE, #if] EPO NSRRI
TR TR IR AT % i 26 R R RETBOR F [281, - LAIIS 2 1 R AL 400 0 A B 75

et D WA RAETR . BUIREN, 1,25- 844K D SHZEE S G, Bk
R, MHSRRER S, TIRSAZEAKTE, RN A EE O BT B E A i s [29].

5. BEM R mMZ4ATT

1989 4E, (R YUpEE K (ESAS)HTiA)T CKD #4if, JFJE T CKD #AIMAIT HI#i4e e, HAET ESAs
+EFNET CEBONIRIT B IR M R BT B X T4 gk = CKD B3, I ACR 140 B3, A
XTIk = CKD 3, JraR . s T T - il 2 LB 1) 77 (Hypoxia inducible factor
prolyl hydroxylase inhibitor, HIF-PHIs) ] i tH k2% CKD #2 IfiL 8 #5K T 4 & o

HIF-PHIs 7] LA HIF-a 7 b (il 2 R S5 A UK AR F2 Ak, 85 HIF-o 3240 )5 5 40 IR/ BRIE il es 40
1| -f-(von Hippel-Lindau tumor suppressor, pVHL)4i &, #EM#Z & E3 MR &R0, itz &-
AR TIMR, RELATRE HIF-o BMER, JEETE HIFB KER ZRUWEBRREN T, %0 T5
HUIE R B 48U N 764 (hypoxia response element, HRE)45 &, 0 EPO F%45%[30]. HIF-PHIs A AT M
KT B3N EPO AR, 38 W] LASGEERACH /KT [31]. 1 AR I R R AR 3 B RIVR T 2
AR IEE-1, THERAEE-2, R 3 [32].

B vb 7] Al (roxadustat) & & B K H AR AN SR C iR HIF-PHI, X 3 Fhifi s B AR5 0 HAE A, ]
DB A BEVEAR AU R, sk N JEAE EPO AR R, J7 3k ESAs A2, 38T DLRRIRER A 2K, sk
IR, BRI . DRSS 25 NGER], 1 BT S FI B A2 SRS 52, [R5 vT DARE
ISR IR [ B2 7K P [33] 11 IR AR B . B b Rl Atk n] B35 2 IR & M 8T CKD B 4L &
7K, TARRRR T,y CKD ZE L& VAT St 7R ik #[34] [35].

15 ¥ &) 4 (daprodustat) . %1k &) i (vadadustat) 1 enarodustat /& HIF-PHI B8R, e 1 3 PR 5256
[ S, 97 RO 22 A e — DA BIUGAUE, 2020 4 O H AR A T 5 32 L i)vR 97 [36] [37] [38] [39]
R F A T LA 3 MR IR R AL, KRR G -1 A R R EE-2 R R R, BT O
AR AR, 5 5 T Qi 1) T B 3B BT A ) CKD 3% 1 A8 35 [40] [41] - 3 A (molidustat) T 2021
TEIR1S PMDA #tdE, HAlA XREGITIEENT KB CKD L M IE/E AT IR R 58 [42] [43]. A A 2
FHECHT 2590 desidustat &b T IR PRBFF & BE,  INJ-429045343 T b 1Ifs A Hi BF A B BB [44]

BEAh, FEHUBRR R ETT 40 BMP6-HIV-SMAD 57, 1L-6/STAT3 il 7). ki 2Pk A7) Ak
IS PRI R E A, A TR B . X BB IE I 00 2R IO 45 S R H BTREFE R A
REBTT ). WOERZFAERKE T g BXRIRN— R, 5HZME AcRIAcRI 454 )5, 8 E0E Smad 15
SR RIEER, SR R A R AR AR & RAHAPRETE R 155 AR B R AN AR ) B A4
Mo TS R AR LS SR N RIS B, SBURRZARE S G DURIERDL “Hug
27 MEH, BRTIRREER A 2 F¥i25: Sotatercept 1 Luspatercept [45] [46].

6. Lit5RE

BPEB LA CKD B P BORH WL, BRI — M i AR R, 2 BE B JOE. A
A EPO SFEZ RN, EEETTMAL . KR YHEE EEA G, HAl, BEERMKGTTET 2

DOI: 10.12677/acm.2022.121071 486 I IR = =23t e


https://doi.org/10.12677/acm.2022.121071

gefl, EHNGST T BAEAIAE, B BRI R I AW TR R A K W TR T R, R B O YT 2L
AR B JF0y CKD UM 3R 2 iR T ik $% .
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