Advances in Clinical Medicine IiiREE243 /&, 2022, 12(6), 5968-5973 Hans )0
Published Online June 2022 in Hans. http://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2022.126862

Bk zh 5% Bk N ZETh BEBE TR RO TR IR AL i)
ot %

N #H, BER
TR ER, FE AT

Weks H . 20224F5H29H; A HEM: 20224F6 H23H; kA HM: 202246 A30H

H E

H 43 & ik /925 (autogenous arteriovenous fistula, AVF) & H 5 4k3r4 My BT B3 1 % 1 L858 %
B AN ERERE, EHEERNEZRRE, R HLHFBAVFD)RERERE R FLE IR TIE
&, FFBERMLKENT EEENMREARS IERNEERFEZ —, X5 EAVFDREBKJLKE

ERENLH RIT SR -
Xiid

GRPIEMBOENT, BAESIERIKAEE, THREREAS, JRELH]

Progress in Pathologic Mechanism of
Autogenous Arteriovenous Fistula
Dysfunction

Xi Liu, Yinggui Ba
Qinghai University Affiliated Hospital, Xining Qinghai

Received: May 29", 2022; accepted: Jun. 23", 2022; published: Jun. 30", 2022

Abstract

Autogenous arteriovenous internal fistula is the maintenance of choice in patients receiving he-
modialysis vascular access; compared to other vascular access, it has the advantage of relatively
more, but an AVF dysfunction caused by a variety of mechanisms of clinical workers, is also in-
adequate quality of hemodialysis patients with dialysis and one of the important reasons of being
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in hospital. In this paper, several main pathological mechanisms of AVF dysfunction are reviewed.
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1. 5|15

BEAE N AT AN T R T, 18 14 3 098 120 T V5 738 R B P N S A B P 2 2 1) R, L v 0 e s
P AERTEE 10% LA ERIRAE AL, RS To R AE S8 LG PRI A2 5 T AR 7 EZ e, (2 H i)
BHREEME SRS E RAGREEIRIEY, s e NS IESEREITI B, BRTIRR L5 AT
BFEBARIGYT RE A= MO IEENT. TR, A a i 80%m B Mk B Hria
J7[2], T D Re e A AT I TR S A S OB AT R R G, H A A 00 g
A« Ek5hi ik P 25 (autogenous arteriovenous fistula, AVF). #2455 ik P 2 (arteriovenous graft, AVG).
MPEEHT S8, KDOQI I @ B 45 R[S 6 F AVF /E N & g 1 ik, oI5 53 AR i i 5 38
PRAILL, BRI RREE D YR AL, A EK4].

H RS ik 2 R — Pk 3 ik 5 0 ik BV & (5 DL IR AR BNk - Sk ik &), A ik kAL 7,
T IE K &G, KISk EA S, SEmRE. E. 8N ARRS, HEfkRET
B AR, IR I A M sk A B IR [5]. AV A7 B AR % D U3
Je PG TR e O 5 s SeARB MM . e Fk 3 2R MR > 500 mi/min, 5 AL
FrikNAE >5 mm, BERZIREE/NT 6 mm AT E N PR, 8 @IAE AVF SIEAR 8~12 i JG F kAT %
6], ST, B RIRr R AVF NIV @R iE, KL RAF 60%0H) AVFE 24E 12 4
JI SERE R R AEAE FA[7], AVE SRS 35 5 DR A 46 IR 22 85 1) ol SR e DA % i Sk PR e ik e 2 9 A B 5 1T
BR8], A ¥ R 2 R L R IR N B E i R A s, R asEFARI0 .
MR FIFBIYIN S GRS R, RSN R R AR 2R A0 MBS BE O A S 45
P SN, 33K 6 PR 2445 #58 Jhk B A IS 186 4= (neoiintimal hyperplasia, NIH) M I8 [ Ah A L, Fe & S5
PEINRERAG[9] [10] [11]. 4T AVF DhfeRets 5@ B TS S AH0G, ARSCHiT1 i AVE ThRER RS 1) H
DRI LA 7833 e AT 450k
2. MiFRBNFI%

I P9 B A A T I BB 2 P R e, TR T A R R, [ B BB S IR AN Y I
FHEE A, T DA AL EN 7154 AR Ak, B FE A iR, H AT ERATIA SRS ML Py R 40 e AL
EET FEREAER, FINWE T2 AR, WS 560 YRS Bl I BEART[12].
AVF Z7J5, JRERI Mz 715 kA T 24k, FEAEA PR I BE [ B 1) 57 /) (wall shear stress, WSS), HI
T A LR 2R WSS RN AR AR M WSS, AT 1785 o 2k B B AR, T P B 4 S 38 R A7
W Z N S AR AR R [13] . 10 WSS 1978 (b U2 5 BT sk i) E 2N &R, 4 WSS K FHE ),
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PR A B 2 7 A A I A T LR st R S 4, — D i mT DA R LR S R A R A B, 3 — D THINZ
VAP RT A7 T g L P S e B 3, [ BP0 JULA o 2 T i B A 0, S B AR T K [14].

AR N B A0 A 5 T R K P 1) WSS B, 7E AVF I8l bk I/ i B P B2 40 2344 1) NO
DL KLF-2 f R85 2 BN [15] . s /K 7 5 i) WSS HiIl3 A Rz 4 il — 4804k 0 & i (endothelial cell nitric oxide
synthase, ENOS) B, {3 NO BN, 1EA—FpEF MY, NO BT LA A 2 s A K A 3 if 5 &7
gk, A AT DA AR ST B A A R B, 3k I RO T 4 R B T R (MMP-2. MMIP-9) [ £ jid
B — B EP KM BIVEF, T P (9 I BE 4 1) B 28 [ K 75 2056 o 4 J 2 [ g R P A ot v 2 4 4
[16]. Kruppel #-f-(Kruppel-Like Factor, KLF)ZC ik % sk A 1 2 2 4= i i AR K 5 7 A eE A, Herp
KLF-2 75N A B2 08, FEE 22 M RE 8T YN ) s, BEAME iR A E . Bt
P PRI IR ) K ERERI[L7], EAMY— D U N B KLF-2 RIAERFE RN, UESE T4
RIE I KLF-2 )RRk S BUA DI RE R LRGN AVE BRI [18].

M il 5 BT [B] RS, WSS KPR R RN IR ) ) A1 S SBTBAAIG,  [RIRE AVIF (14 J) 3 I A B e 22 T
BRI BAR A% 1 WSS [19]. A 783 B 24 Py R 4t P ak 52 B AE 1 HR & 1 WSS B, HITIR 1 NO J¢
KLF-2 [k 35542 BRAR[20], R o] DA AR [ 4 i3 ity , AT b 22 38 S 4 B (1 8l [ A% R 1« B
RARGIEAT, e 2 AR RSN 55 4 WA G TS 5 A (R 1L-8+ MCP-1 ZK-F8m) {22k A Rz 4 4
o ARIHEFAE[21], ZRA LIRS FIHLE, SR IR P R 4 e 28 S AR AU SO0 1T 52 40 2 T BUNUBG AT 4 48
PS4 20 LA B S JULAH P M B ity A 3 5, TR a3 Py P 2, fof 1 A ) py 2 2 g e [ 4 98 22] o
3. RIE

AVF B [ JRE RS Aoy 4 5 R JR3 AN J7 T, 8 52 PR BFSEARAS 1) B3 O RE A0 M [N 1 7= AR 1 22 O
PHBE A I B gk, b — P4 B v SORE K S AR SIRAS s AH DA B R+ IL-64 TNF-o. TGF-51
A58 (23], RIS A BF EUE S T 88 IR 98 RE 7K 15 P B30 AR B TR O [24], T4 B s 1) 1L-6 7K-F
WA S AVF ML A A M [25] . Fo ok BT 3l Ik P9 92588 i 5 8000 = s 61049 S il 22 5 i SR i)
PORE, IR = 0 9 FE RS — 7 T W] LA 1 ) 3 A TP B 5 BN 2 T R i [26], Fi B 0 = R IA
FK PR T AR RS A & 5 R M H A WG AR, kB M sk s, 4k S50 AVF s %
PAS R SR AR T e o AT AR5 B4 2 0 B A 9 0 S B, IR R 9 RE Rl S B AR S & 5
M5 R B AR B 22 R T, SR 23 IR PR B3 A S KO AR R AL 10 R R I HERE, RIS X AVE B I/ i
FAR A, TS BN D REREAG[27] 0 55— T TH R PR A 1T A B R A P S bk R 4B AR, 7E AVF R
AR A ) LA BE AR AR v R LK & CD68+F1 CD3+BHPEAN A, X v] BEA2 i B M4 U R i 7 -5, 9F
8 VEGF-AL IL-8. MCP-1, BEIAE ZAEA0MD A ML SR AE, i S BN NG A2 (28] Eh R FUMER
& (mineralocorticoid receptor, MR)F& 1 7£ B izt iy /INE HH R IA, D B 15 AT HL o P4 46, [FIREAE
WA, IE S LA . BRI B R RIA, K2 R BEAE TGP P 354G W] LR L0 (0 1 [
WAV BE , W0 I 5 UM JOE SN B SE A RIS, 108 T (6 45 1055 38 A T 4R 4K [29] o FE4RF S M T R R BB 4
fil MR ik /N5 BT DLW B S A T-. MCP-1 70 ih 32 B3], AT/ 1T W40 i () 5545,
B0 T B AR S A 4R ALK [30]

4. TRE

AVF B35 1EAMNEEF AR 0] e384 77 158 BP0 3B AT 2 AR A 1 s 52 5 U BT S BUR SR AR, SR EEE N
— {5 5 AT LU £ PR S T (hypoxia-inducible factor, HIF)i& 4k, 355 FaR B BTYIR J7 5 40 [ SR
R E A RS, R HIF-1a A1 HIF-20 B Z . AVF RIS E KA A+ HIF-1a

DOI: 10.12677/acm.2022.126862 5970 I IR = =23t e


https://doi.org/10.12677/acm.2022.126862

XI#, R

SENN, HAT gt —B I R T an e P B2 AR K 1 (vascular endothelial growth factor, VEGFs)
I /MR AT A A K KT (platelet derived growth factor, PDGF)fI7/KF[31]. VEGF " eSS T #ilkahkik, H
W7 VEGF-A i 3k 45 S8 A ) A 17 5599 55 4 44 25 [32] . PDGF Al VR FH T B R A 1A I /IR 7 A= 2B A A
T p I ERK FT Akt 8B AE AL AF 4EAH B I, B2 S BN G AR [31] o HIF-20 38 % 75 M4 P9 R 3R
kgL, EAMNI—IRRATEEBA I L T ESKD &3 HIF-2a 5 AVF B8 A2 A OCHE, X T 7T
PEH T PO REEAE B AVE B A E BRI 1, SERZIKE AL, JREFEEE K HIF-20 7K
SEAE N, AR AT R TR BRE AR AR RS R, JREEEE T AVF KIS I HIF-20 /KF
Frime =, AVF BEAIFELER K, HIF-2a /KPS [33].

5. HttEE

B T _EIRNZ AN, AVF DI RERRATIE S 2 Pl S5 DR A 9K o PR BRI R85 5 DR 28 A Jid DAL A 405 A A 2K L
SHE TR v R 2 AT LA L G, AT S I A BE S MR T REVRGR, A I TEUESE AR A T A5 B Qs ZE AL
FIBRBIIKES AL« MU R LAt & (4 1 B2 AVF DI RERS G O SR PR 3R [34]. ARASIMUAE 25 B C S8R
Fiv IL-6 SERAE T, TGN AVE Zhae R (0 XU [35]. B bRIp 3 B2 6l 75 0 [ 7T LASE i AVF
A I 8], A TEIESEEAL AL AR < 790 AVF BSR4 AR, I AT RERR i SR b
FERIANEE, 50 R R I A BEACY 2 AL, AT RZ IR P B 4 B D E[36] -

LR ERNIE, 51 AVF DIReRts (AL R A, 2P B AMEIOTAFAE, iy AR e 2 A A AR e 4
B e 7 S 528 ) RE RS AR K A RIE A, AT ASE A 2R . AVIF 2% [0 R DAL 456 453 2 128 58
FRAAAFR) “Edrsl” N SAE A LB K B “TREETCAM 2 817, KX AN R R U 152
FRT L% It T S PR T R 2 i IS ELEL, AR IR B 70 SR BT S LA B AR AVE W) &
FRAL T AR IR P WSS 17 S A AN 1 — IR HEE RS, E AVF I 2 A2
R wBIVIRRG, W TSRS E I, 78 AVE [k 025 L83 A7 AR M B
B M o 3K AR LI B o 95 YA R R DA PO G 2 Py e A B o 0 R R ) S e Jk L 14 I e 2
LR AR, FEEME RN K, 30 FERIM BA S dF IR [12]. T BT AE SR ok R e AL i
G AT IR Pl MRREAT € IRCR, BV D RIRRIIIT, AERRE N B2
HiaTT TR PR R

SE K
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