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The mechanism of hypoxia-inducible factor in the progression of

chronic kidney disease to end-stage renal disease
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Abstract: Chronic kidney disease (CKD) has become a global health challenge, and delaying its progression

to end-stage renal disease (ESRD) is an important goal for our treatment of CKD. Hypoxia and hypoxia

inducible factor (HIF) are closely related to the occurrence and development of CKD. The increase in HIF

expression can delay the process of CKD and reduce the occurrence of CKD complications. This review

mainly discusses the role of HIF in CKD anemia, renal interstitial fibrosis, inflammation, vascular

calcification, and acute kidney injury, aiming to provide new targets and ideas for delaying the progression of

CKD to the ESRD stage and improving the prognosis of CKD patients.
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FARM AR T HIF/ECKDE & 2 ESRDIL F2 H flr & 4%
FIAE F R HIF I R N B AT SeABkik, B 75N aELs
CKDHEFEFRALH A T %

1 HIFR$HES1ER

BEASE R —FRIIN 32, 24038 B G A IR R
FEWISZ R, R B R 2 51 RS A B AR IR
I, T EE (R U £ 3 R A R S R AT
BEESHHUARISET: . EBERETF, Pkl
WO R S M B 3T T, HIFEh 2 1ZIE B A
SEVFTR 7, A 2 38 i I HIF 3Rk ok 1 & 41 41
fads. BT HE, EK. M, ZESHRTL
STHIFREAT P21

HIF &y — M A, HHIF-oV FEFIHIF-B
WHEAH . HIF-BIV K@ i A7 7E, EIpM iR
JEFI5 s HIF-ouV 2 U A& 7= A= Dy e — 3R A4k 114 B 1
K%, HIF-off =F0FA, 437 Z&HIF-1a. HIF-2a
DA HIF-3al%, A~ SR A8 3 IR i S g W0 700 3
HIF-1oMHIF-20, ‘EAEHF KIEEARRER .
HIF-1o 3 B S A RIWIGE R, 5754000 %
fiE . AF4EL DL R NI T2 o0, e MO S R BL
JE i o o A YRR R O R AR S U T
SRR T B SR 55 P 0 R A7 BT T HIF-2a0)
ERWIEE P RIEEEER, 580
Mo 2E B 2 (erythropoietin, EPO)FI /=4 % A 1] 43,
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PHD)Z X HIF-1ai AT 4L, ARGz RiEREMEA
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e HE S FL it fE ZEESRDBM B 27 5. R 3Ok

BT R4k 20 DA A I A8 45 40 77 TH 18
HIFTEH A R EIVER .
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SN, T TFCK D 2 ZESRDAY KU,
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Yy, IR AT FPIRES T B PHD B3 145k
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I, PTI98 2 A0 2 R A EL K B P 2 4 b
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WK T NS AR A R E . Notch-
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B, BRRIHIFEOE TGS T B 4L R,

DLW ER I, HIFFE B 205 A 4 A ol g
WO F 3855, HIF ] fE 2 AT 40 Ho 38 280 5 5 v 1 3
BB, AT AR B ] LT 4R SE
2.3 RIE

FOER I A T B M 2 3 T R R — A
MIHRH K, RCKDRFREMERER, R R
DR 9 RE , 41 AT LR B PN SR80 478 B A 35 R0 B9 40
Ai, M IIHRCKDHESRD I #E 27,

WKL, MRAERN KA, RAEMRKK
BRESSHIIETA KA, B
R B 41 i T DA 2% 0 4B ) R SR 4, AT
ek 2R OB & A, B HIF T DO B Ry
I A R A K IR T S R 0 o A AR e, AT R A AR
SERL, AR EIR b B 41 S 52 B S R
5, WCTTT 06 980 N FR R AR PR, BIE TR
B, /N BRFE A 2 b ) Al (— A PHD AN #7697
Jeis BRI 2 IR B R BRI, BV A
A DA A S AT Y, DL IR R R,
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