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Abstract

Anemia is one of the common complications of Chronic Kidney Disease (CKD). The lack of eryt-
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hropoietin (EPO) caused by renal damage caused by various reasons is the main reason for this
anemia. The occurrence of anemia significantly increases the number of visits and hospitalizations,
the incidence and mortality of cardiovascular events. Studies have shown that there are 120 mil-
lion people suffering from chronic kidney disease in my country, and it is expected to increase.
Correspondingly, the incidence of anemia will also increase. At present, the rate of reaching the
standard for the treatment of renal anemia is not ideal. Therefore, clarifying the mechanism of
renal anemia helps to provide ideas for the treatment of renal anemia. This article summarizes the
pathogenesis of renal anemia.
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1. BMH M EZRIE
1.1, R4 R ER B

TR LA AR B ER R — FiR R X R E AEK R 7, H B AR P4 F R (et 2 A P v 2B B [1]
EPO 22 5 5 HAN M M1k, X &R K 2 505 tH 40 Ml fF R T A7 7E EPO [AI5Z 44, 17 i #HL.40
FikH EPO AR MU 5 20% [2]. EPO H1H41ME EPO 2 4k4h &2 5, EPO ZiApi iRk, Zid—
RIVE Z R R 15 WX 22T R OB AT 1 22 RN I [3]. 76 ™ FBRAEIE LR, EPO A5 fHA 2 4%
I, BTN S 2 o M I G B A B Th RE IR B SR IR AR, XA
(1 S REVEIRAG, I8 Ik B A= AR 1K EPO BRIER/D, ASRERSH ENUAIITEE, NI SEETMNRAE, )51
FUMBAT YN, XAMER I 7 EFHWET 7, BEE@RMEIEENAG. BarlikK b ZEHEAAN
LT 40 A 1 25 (rHUEPO) SR B0 W ThREAN A FR 3 (103 1M, JE—2B U T EPO F=AE AN R 2 T 80U M 3T I 1)
KEEJRIA .

1.2. 18MIAE
1.2.1. WEAERTSR CKD BENFEHRE

VP2 [ A R T BN, S48 5 BN - . — B SRR R0, X Lo ffE =
A JSREA SR FIR 380 T A, RIS TR 1 R IX R [4]. B CKD HEATHERRE, MM E 40
P40 B ™ 5, CKD AR IR M 2 R RAS B 4k PN 22 o 58 A DR 7 /K ~F RO B I T8 o . [5] . 448
Y CKD [ R[6]. #RE R — 5 5o B Ik P 30 N e ids, AT 3230 CKD Rkt e[ 7]
R, 28 KT g o 5 1 X LA YR 97 7 LK, EPO AT B MR BT I 52 98 RE K IR, i — il
HTIIAS 52 9 RE R (18 2540 1 1)

122, REVESEMBEEZSHEERAMNOLERER

PAEXT T B BELL ARG VA B A AMaI e, 40 1 LR A AR ar AT ZE L8] anmTpnid, BEAA
FOME PR - 3011 B8 A% 1 22 A B BOZL RS AN B A S SGFE AN AL, XM T A PR 2 20 240 A
AL, SR A SO [9]. HB AR B SRS N, ZLAR AR £ fig o7 2 2 L Rt 52 B R
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ZLANL R A . S Ah, ROE T BUIE S BRI BV B B BRI, BRI T LR A R, 5l
IR A[10]. ARFFEE RN, RIEAKPR LR AP MBI E 1] BRI, s
P& EPO HRPUK AL UK. IXRH], JUER EPO IRMAR T IEEAIER . svFBATAT BUR
i CRP [IZK-FR AW EPO HRPTAIAAE[12]. Z5 b, FRATATLAGH, JEd 2] CKD BE RN SR,
0 EPO S MM, T LA BB AL, AT B PEST L AYR 7 3R Bt — AR B B . ROAEF BRI ZOK
IR, FERAUA SRR B NREE R TR —, RAANRE L AR R, BRI R
%, DR BRI A S BRAERAIE N BB ol iz, 8 75 03T, 20K
IR R I RE AR B ANTT S A B A1 o IR Bk B 00 B B S AR A, 28R il i B Bk e i2
B (FPN)Fia N\ 4 B B BN LR A o RORERZ BRI, AR RAEIRAS R, BRIAZ 2L in,
TR Iz R A 1o, SRS IS RN B, (SRR T AR P, AT A7 BRI A B
BREALSE, SEHIMKKLE.

13. SAREREHEE

BRI R [L3] B = A RRIS, k#4321 (ferroportin, FPN)/& R FEME FH M4, bl Pk
RUAR AL & 2RI T R R A RS . BRI RV BRI RSG5 7, A2 4 A A7
PR R BRI IS . LRI AP RIS 2 AR N SRS TS DU R, BRI R RIE Bl 3B
2T T AT AR BRI R ARIE I . JORE R TR BRI SR L PR 2 T LU s S BOE A E 516 7, X
& S FIER T AR, BB R RS MR EAF[14]. SRR Z, BRAOHH IS, 10 5]
DU A o B Ak 0 3R A 79 P B P T I PRV 7 v 4 T8 B

1.4. 4% %E D RIEFEEL

KiBor CKD BHEAFEYEAEZ D KRS, AWFFKIN[15], ESRD EHF KAEFTMESEER D HHA
K. Kk, AMEMERIFNFR4EE R D AT RERIEIT B ST 55— Rl ik, iR D I BAE A& T
BT, R, 4EA4ER D PSSR PTH IR . o B U 4T 2 () 4775 45 SO . 4R R 5%
JR 368 TUE 51 AL B AR RT BE ML [16] At T 41 28 AL 6 7= 26 R0 2 A A 061 B 38 om0 40 B R F) e, AT
AL AT N E I M. B UK, YRR D al I 0 58 RE A A IR T Rk 3R R IA SRRk 4T 4
AR[17]. A HRE, CKD BT EE, @b midtEgeA % D i 13, i B4R I EPO
(A5 FH 77 Bt B 2 PR [18]. 4EA2 3% D B 7 IR AE F Ah, X 280 R 1 I /E T AN 28 240 19] - 1, 25( OH)2
D 54i/E K D K4S )R, SEBRRREMH[20]. XULEE, 442K D Al R ESkR 2K T M s
PEFTI . (ESEBEE ORE TSR IL, 4E74E2 D3 Al BRI RNRIE, YREEME AR, X
FEAM AR K [21]. IBAWFFIEN, AR B4k =EE T IS 20R £ K IF R [22]. 4k, 484K D
HEMIR MR LR AN, HAnE RS, RRMRZRE BT HEiET,

15. RRETHELRRESE K T-23

BCAT 44 i AE KRl F- 23 (fibroblast growth factor 23, FGF23) & —FAG i 1, FEhgat g
YHARAN R AR . CKD HERERT, BEE'E DIReMZ D Bk, WY A E AR kA R EL, BEE B /NEKIE
MR RE, WE/NERIES B>, A EEY . iR s, ks, N 7k
WIIXFP2REL, FGF23 (M4 ibattn, FGF23 MEZAEH 2 — St B/ NEX B ER . Gk
BH, FGF23 il 2020 i i A= ji S & A [23] o BE A R0, FGF23 /K-t iy, 33 IMLER™ 5 . kG, T4 FGF23
(R IERAR HELL A PRI A Fi, 1T FLIE v AR A, HIHIERR R RIS, FHs IS Bk K P [24]. 25 b, %
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T FGF23 X153 s 2 PR 1Y), FGF23 LA AE il 1H/2 FGF23 X T 4&RE K ~F K Bkl
ZKPIIERIE H AT SRR F /b, BUE M/ 58 2 Bl R 78 B B0 ok S 4% .

1.6. LI4mBaAE AN E-F

CKD BA&BHEWARN B, ANREZACT TR, BaHbtE T, mgue ity At ika
R R FARSE IREER (PTH)X T B PE ST A R2 0 B AT E I, A TE C2Esk, HUIRSE IR e VIRRAR
Jr PREFAE B B AL U615 2 B35 08 . JF H R SFIRIRE VIR ARG 7 48 R HUIR 55 BR DI e TUHERE A RCR
W SR T 254 [25] o A8 1 5 EE S 1Y) S8 B AR B R B ), B BRI, RTINS 5 A 8 ) F AN B i
B k™ L, i PELEAE R D B, SOV EL B 1 W E e A IR RE R, AT BRI AE . I
B AR PTH & Ryl PTH SUERITB/NVE, THR AR, AL i A5 K P 1% . (H AR
HEDNRERIAMTEERE, PTH JRACERIRAS, oA MO It 2L, PTH EBE RN R IR . B0E
PHAEIETE, SR AR S, R LA S BT . PTH I RESNHI LA MR AL SGE RS, 2202
MR fERE. PTH SERTENLIR— B A SRS [26]. 25 EFTE, AFD T RAEMEY), W aeisid ]
HREHA MR Z A B S 2D R AR RS T B S LA E e L e R R SR 2 AN i
AN LA 2B AR R T IRFRAERE 3R KT 0 T B 2L IS me ol 7 e 2 ML), LA SR, FATIE AR
SEAN], ARt P RIRA T

17. HieER

A F KR B R 2 R ST AR SO, il R R L ERIK S E TR R, KR EN R
73 TN L PR EAE B AT ORI, 53— T T BN  mO0 1 S R R R R Sy R ARG, BT
HH TR L 40 MLV o B AR I, TN EE T UM . Az, A ARl fok N 2 2 3 A S8 38 DR 25 P g ik
fitho P LR B PRUA AR IUME B B AR K R KL, WA AN IR R v ML FO A7 AE, SHRER IR 25 B
A BB RAS BRI R L SUB 0 T 0D e SOV T RE M, SRS, BRRER
1My CKD B 1R B 24 1 BRI £ o A5 K9k 1 AT U3 EPO “E R E T, A RAS B 7RI e
i EPO A=, M-S BT MANE . Lol AT IS s B s, CoULZR 708 i 4Bk (BNP) & NT-proBNP 7K
SFHN27]. IR, d T AL RAEER, B OEILE, BNP KN, XA ST
JNEE, 1 NT-proBNP /K- PREZ THiE. Brbl, EAIEEPESTIMAFER, W2 ERIF RN R, T
REFRERS IR B, ARV AR, XL 12Ok HiE b, JCHRMBGENT . RRKIEN 4 A5 SN E
I B L K% S S I 0 S AR AR SR AL o X TR A P T I AR A T BN . CKD SR IR RS K I
ARIDEENRT, BEANE M. CKD B T IREAER RN E FEOE HEKE, SEE. B,
Mt o 3 M EORMROC RS, SR . 1R R REE N, BRAGSh=Z 10 W, MR AT i sk ek, T
R RS A S B BT I S BRI BREAAL, IMBOENT R AN FE LK 3~5 g Bk, LA BT
DIRERsG I E mil 10~20 f5[28]. /& RBITRIZERRATR, & =RIRIEM PRI A, L RETTHRE
I, =R M PLERG, FEAERMN AL, BB AN A AR, FHAMBNERRS, 3
BOm g/ AR Bk, R TER MG, 2R BT R B E R A B 2L .

2. IMEG
ZUM LR M CKDS T A I, A T e MARHLEIE R 5E 2 B . 20 R A KB A AR X e

fixbok = e B RGN, (R SOREE IS AR 40 A A, SEINER I B K RIS 2 A ig e R BT A K A,
Bk LURAEROR L RRRS , TN E Z I, FGF-23 J bR ZORE 55 R I 040 ML I A i X i o 3
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I F Rk Z g FRAR . ARREIGER . RAS AFSHS S TEMITLK R L. 1, B
RAERZHFEILF ARSI R L, WIS AR LT ORI BUKYE,  H AT LB S ria T s
2ot A ESA BRE RN, (HAZ T H ARG T IR T I 2 A0 R, By SRR I KPR, ESA R
Pt i s HEERR, HArE R IEIR T RRERR . BTN ABERN, — B 2t
ANBATORLES o AR T AN RET S B T 2 B (LB )77 B AT e Bris, BRAER
IR EPO F:RRIVARYT . FGF-23 #Iiii H ATt EZEMT Fo b, RATA B BARGE, BEHAMMRE, 2N
BEPEST I B 67w R TS A, B PRSI R A OREE ), A IR RE R R, B R AT R
JyZEAFIT TA]
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