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18 % VLB ¥ CKD %y 10. 8%, F[H CKD &4 1.
3242 . I HEEEWIERIRE, BIREEHiE R, BL
BERRZEAAIERT (ESRD) HEN B ARIATTIH B CKD
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O (CVD) SEZFIFARSE. Fodt, PHZE CKD 8L
B Sl S AR L. JEIZE T CKD 38 15 21%, ESRD &
& 50%-60%, HEFAREE R, f CVD kAR K
BFEMIET R KIER . HIFs 7615 I 2 Fhan i h RiE,
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ISk s A FH W ANTE 4, AR SC B TEN2H HIFs 55
JUE 92975 2 ) ) 6 2R DA K, HIFs o fifih ik v FR s, gk
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1 CKD AlizhBkE 145 m R XD I E R Ge RS20
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FERERE TR, H BN CKD AR B (s B2 E)

AET: KB AR . CKD i PH R H BEE R TS bR, A5
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1.1 EEMBE CKD B PH I BREREXE
ES

CKD fE% PH [ 555 8 3 B T8 750 3l I 22
H A i B 2ok B 18 DhRe AN 42 BA %1 (CRIC) Wt
7, Fe s 2959 H-F34 /N ERIEIE 2 (eGFR) 40
mL/min/1. 73 m2 PJAEFE TSN CKD B . i id i A 0
AR AT PH AR, A48 K T 80551 35mmHg izl ik
Wi & (PASP) /8% KT 2. 5m/s [ = St B (T
RV) o 21%MJRERE KA PH, HARFERECR, 3. 20
EHFM A (LVER) BARANZ 5 L JE (LVH) S5 50 PH 4k
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GRS FAH—8 23%AEE KA PH, JEH
RIVEFTZRBEH eCFR FFRTIHE N . PASP (7t 4
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1.2 2REA'SF% (ESRD) EHTEE PH HIERER
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AU B WAL, Horf, R4 HIF-1 A3k,
B AR EAFAE T4, 1M o SV S2 SR FE R 1,
DRI HIF-1 B3R R BAET « W3k, HIF-1 a fEARZO
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ST, XFRE RN, HIP-1 o Rk,
H B & 34 =% PHD, B[ PHD1. PHD2. PHD3, LA E=7#h
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T2 FHrb, i R o 0 ) 2 N AR 2 A i P
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ik FEURRRN ] J5 B4 R 96 PRI I . ECs X 52 HIF-1
a [RRTE, TWE SMCs AT 4Egni A, HIF-1a 5 HIF
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4.1 HIF-1 £ PH R FRIASF R REHE

HIF-1 a2 Gl S 40 RN 24 455 200 R 45 ) 2B 2 3 1
T, Zhang S5 N*"BF 5t 1 HIF-1 a 7E4EA-ilirh ) 4%
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B, PH &3 MIE o HIF-1 o KPS il sh ik e & (PASP)
S IEARSE™, SMCs BB AN ST 15 il I 7 2 9 w5 D) AR 5,
HARYE FIRHF I R I HIF-1 o @it 2 5 A RSB T
SMCs FAI3G%E, MImsEM T PH IR AERIE. 1R ThRERE
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B9 PN B AR A S 2 T -1 (ESM-1) S —Fhar (1 5 I
FHIFA TR T ESM-1 f2 M4 i 2 AE KR T- (VE
GF) [ Tz 7, 1fi HIF-1a /VEGF AJ¥4y% ESM-1, {2k
FAZANML 5 P R AN RSB, 5 P R A T e B A
MAEER, NiZ5 PHFIKAE. Xu N8I 5 F 7 T
WFUR I, HIF-1 a n] DL Z5 & WLRET 4E4R R AE a —SM
A SR EFRIEBRE N O (HRED , 55508 AT 4E 40
FEII LR T 4E i o4k, 25 COPD 5 S ft e 21k Al i
EEEY, gE b, HIF-1 o 3@ AR EEAR % SMCs. EC
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4.2 HIF-2 7£ PH R FRIBYF R RS

Chan 2 N ™5@ 3L/ BRSEIGRT 7o & 8L, 7E SMCs i H
[F-2 a WIDIRERMSIERAS, @dBuE N R-1 (ET-D
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MR R ET . Rl R AERE M PH S I A E2 40
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as 2 NHFRLEM, HIF-2a -Arg2 525 T PH 1
AR, TIAE PH AR I I A R 4B, Arg2 RS
i, B5 HIF-2 a RiEHK . {H Arg2 RIEFNETER) G
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5 HIF-PHI YEF#HI X %t CKD 23 PH BB 7EIE
TR

K4S T N 7 I B AL B30 1) 77) (HTF-PHT) A& 42
FHLRNEYT B MMMy F ORZY. BHRTE ZMH
IF-PHI B FHFIRIR, JRAAAE FHHLHIAE L, S MK
SR N AR SOE RS, B B ESE S I TR
FE#2ALEE (HIF-PHD) 5%, /b HIF- o fREAR, 22
HIF-a fIZRIE, {efd HIF- o 1 HIF- B 7E40 A% TR R
FasE RS, BRIt EPO SERIFRE, Wb 4 &
A (Hb) ¥KkAEZ, MifiscEzem™ . HIF-PHT B 7 39hnE
AN EPO (7242, (R HER IR ICRAE Y, axX 2
HMERMMFEERNERZ —, RHF R, HIF-PHI

Al OGS K IhBE. 0 Tan 25 N 5EiE— UM 1
2 MNHMZ L, AIEYE. BEALIRIG K I E CKD 3
Je0 B TR (LMD BURITRI N, TR 20
FE (VD Bk A. BhAh, Yazaki 25N & 8L CKD
RT3 (HF) HAIEE ST M &35 (e HIF
~PHI J&, HMLIA NT-proBNP /KT F#fik . NYHA LhAEZ5EZK
IS EINE . 1 PHAEA CKD O R AR K = Z% K, |
IF-PHI 7E3GY7 B PEZT LRI & A56) PH =2 50 H i
WA S
6 REERE

CKD ##Hh PH A SR 3L 3 1 27%58%, HKRAEJR
K % HIFs 15 N2 5 40 int iU S B i) % s R 1 5K
IS AR RS T SMCs+ ECs B AT 4 e i B AL
R, ARG M S, s PH 1R A K
J&. {HH R HIFs 7£ CKD 3% PH H I 7 JE 5 IR,
AR I HIFs 76 CKD 3 PH & A= AL J2 HIF-PHI
XF CKD &% PH IRVGRYT 71, 24 et — SRR T7 1) .
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