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Abstract

Objective: To explore the mechanism and research progress of bile acid metabolism disorder in the
stenosis of autologous arteriovenous fistula (AVF) in maintenance hemodialysis (MHD) patients.
Methods: Conduct extensive research and summarize relevant literature. Results: The occurrence
of AVF stenosis involves multiple pathophysiological processes such as endothelial injury, inflam-
matory response, oxidative stress, vascular calcification, and neointimal hyperplasia. Due to renal
failure and dialysis treatment, the bile acid metabolism profile of MHD patients undergoes signifi-
cant changes. Specific bile acids and their signaling pathways (such as FXR, TGRS5, etc.) can partici-
pate in AVF stenosis by regulating systemic inflammation, vascular calcification, and directly affect-
ing the function of vascular endothelial cells. Conclusion: Bile acid metabolism disorder is an im-
portant metabolic bridge connecting the systemic state of chronic kidney disease and local vascular
lesions of AVF. In-depth research provides a new research direction for understanding the mecha-
nism of AVF stenosis. Future studies need to further clarify the key pathogenic bile acid action tar-
gets and signaling pathways in order to discover potential biomarkers and new therapeutic targets.
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1. 5]

2025 £ 7 P A EL B 18 B ISR (Chronic Kidney diseases, CKD) 41 42 BRI 26 56 E 1 B K AEA%
JeVE B, PSR IE BAE N CKD IR RN 8.2% [1], 5 WP p A &3 S50 36.8% [2]. M4k CKD 3F
RAEF= W K2 AR 50[3], 4ERFME 765 HT(Maintenance hemodialysis, MHD) A& £¢ A ' 77 (End-
stage renal disease, ESRD) f # f% = BL (1 AE & G IT ik —, 1 E A3k P2 (Autogenous arteriove-
nous fistula, AVF)/& MHD ¥ A8 & FIILE i, 2 AVF 3% 208 MHD &3 AVF RIhH)
FEFE, HAT AVF 565 IHLH] & 78 4 (4] A0 RIE5] [6], MHD &5 K R 401 405 M i
B VERN, InEAN A B, MHD BE AN MEEREER, HREN 35
RAESNE SRR B AR TR L7465 1 2 2 A P o

IAER, BEE B ST TR N, HIE 5 T 2 (el ik AR L 2% RE AN B R TR T S5 A T B X R
AR H & 8, BiE ) OO R CKD AR DG I ACREALH 1) 5 A7 5 . IR I &
H WA RIS, FERR AR SOE I B T E Dh e vh e BRI [7]. Wt 70 M5 By B 1S 7E
AVF B B8 Ak, ATRE IR N BRAR R ERALSI . RALIRTT 7 S5 BB (10 S B AT AE (VR T BE AT,
HET HE K AVF 46 54

2. A FFE CKD limFRAAFEHRIR
JTLEE, A VF ST SR BHAL S M7 T R I — 25 5 CKD 517 R M I A k5 40

ik
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AR TR 2 W AR R AL R T 1A

Goek 5 N\ [8]%F £k B /INERIERL T 1924 79.9 ml/(min-1.73 m?) 1) 1104 451 S48 % G HEATHE A4 517073
MR, RIREIR S R R LR MRS CKD 1R A A R 7> 1R 2540 ¢, $&7R X PR 4 (1 b e ]
Ry N ERE U7 W2 B Th RS R A T30 8l 1 . Kobayashi [9]45 5% FIVRAH (43 - J5 3% 54 H (Liquid Chroma-
tography-Mass Spectrometry, LC-MS) AR M & 45 CKD 548 N BRI ML AR, 45 5 B R B FR IS | Wy
HHEZPACE I ) 7 AT DUA 1% R B K Fitill CKD il R 73 3. Altenbuchinger %5 A [10]
B8 R I 2Z AR = H i -N-F AT 2 CKD3 B R A A RO MU AR OV 25 RO LA
FUSE) AL f S R 3R

FE TR SN [LL]E B s sh s A p) S v R I, S3e 2H IE TR & P BRI 8 7 - F2 AL B )5 1 5 T
X 2 M) Z R gt 2 X, MR G @i R0, #5S5ANF B RE) “ NkE "
BARIEAR G v g B, IS 5 v AR 2R S IE R KT AT R N EROW IE R i b 1
D

Li [12]%5 AR HE 5 RO 00 R B 1 5 vt MHD B3 5 i e xof I ZH 8047 100375 R 1R () #ES [ o2
R, 450 KB MHD ZLRER SRR . B SRR . FHFR /KPR PR, H 2RO IR R . 2R R R Bt 42U
M. HEMERKTH ST &, CKD5 AR AE KA RIS R A2 vl e 5 s Iy BR 1% c8 1k 1y
G B R BRIV LS A I R T R 5 ESRD TS 2 DIAH K .

Zhu [131% ANWFFC R I 113 #ilE K CKD B, KZHAI R BR (UG AMER . H2U R, Ha
ROWEANHER . 2R ST IR) LA A A 45 & R BT R /KT TH i 55 CKD R KUK 2 385 IE ARG, %0
FILFRY], 1E 2 BPER AT, IR BRI 2 6L (Rl W) AR B IR /K1 T+ ) & CKD KA AT
faRR &, HIX—CHS2 FXR 2R AR R

KT ESRD 3 SHVTRRACH 78 R, BEAEA KEI SRV AT R 5 B /D ERUE 2 283 BUE I
R BRI gk [11] B /NN IR R SRRSO S o b e HE [14] . FEA R 3A S W (1516 0%, (B BAAML
Hil AR e B, AR R

3. AVF HER L ENH

RECHTFZHASIITIRER AVF A FRAENE], 8§69 2 A 2SR R OR T R
tho BUERFFERY, AVF BRAIZXFIHREAR T RE S8 2 R, WRE . M8 PRI /MR
RAEMMARTE R SORE RN MRS ) J) S gt G e 5 R 3R [16].  [RIBL, BAMf AVE B4 R AENLHT, B
WL R G JC AT TS AE YT M 2 MHD R TS B ORH B

AW RER, CKD B AVF Beas (1) 1 B R &K A I 4 I AR [17]. A N s A= e — AN K2 2615
SOl K AN A I R A AR, e R R AN R LR AT AR A RRAT SRS . SIS .
WO IT A E NI, 5 AN R 4 A 3 Rl 1 B AR 4R L3 )R (18] [19]. Zhao [201%5 A4 T H
FEEFEIEFE 3 (methyltransferase-like 3, METTL3) /15 ) N6-F ZE i (N6-methyladenosine, m6A) F 244 &
WiAE AVE B AL RIS A bR BRI, AV 20 METTL3 RiA 82 Bif, WREASR 7 B 11
AR meA FHILALEMEE METTLS g, b (2 i 7o LA i i 25 o AL A A T4k bt , S BUmE
JE R A . AVE ARG AR R AERILH E 200 R CAR DT 1y RIS WA B BI[19]: R
JEHE A S A R, RIFHEVIABG (TR G iR epds) K2 MR E S (AR R 1. #®
RERF), R lERR LS A RS . 5. IEAE AN AN R TR SR LR AT . X IE R — A
RS 55 2 S SR R 2, M B R H 18] ik B AL ) Mas i e 2. A T
TGN, S RAEBERMGHNRL . QXA ERRRRE, e FEE R TR 3. Hih
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HI#[21]-[28]: EHEQE ML P EANHAERTT . SULRIM. RO R,
4. BEHEEIRSHERES AVF SEH IR X MR

Zhao [24]55 N AHIHE AVE B AR AR B, 6 AVF B0 KRB BOAH AT AR 4 22 0 1T
MG AR, P 4 e NI AE B3, JHEE I RS DU AR AL 3L % e th 802 M R4,
Horp 356 FhfEM AR A SR RRAL A AR 25 72 e 2 AR AR BT S 2R G 70 1 o 3, NEs g B
HEFTEMICWRBE: L. WA, 3-F3E-57- IS BEAIGR . 3-F 3L R FE AmR . 28-7-J75 Tk A il «
P-EZIET IR

BEFE[25]% NEEXT AVF 375 Fl AVF £ 3 % 1) MHD B K LC-MS 2087 &K BL:  AVF 342 i) MHD
BEMEARAES, FE—RIEREREY, XLz E ST B, AR RENR
R T S5 A AR R AR

R BRAE AR o i B B S 2 —, AR il AR P A IS AR 5E A [26]: — 2 IR E B 7o-
US55 KRG HRE; TR R EE 27- 2L 5 2 i B ARE A . 454 DMAERF TR I, ARV T LA
TERGES DT, BERWIIRAT RS2k, a1y JelE X % & (Farmesoid X Receptor, FXR) [27]. G & [R5k
JEY R 3214 1 (Takeda G protein-coupled Receptor 5, TGR5, tHFx A GPBAR1) [28], #Eifii7E 1544 % 9
R B . N AR ThRe . SR, REARU RIRVTIR B B BIE R i s RIERBER .

4.1. RERNM

BEAL BT F 2 B ESRD 8 ML S BR T e, (B0 T BR AR 1, AN REJE it s T i B2 b
Li [12]58 NP7 & 8L ESRD RS AUHRR . SRR . MM /K-T B B B AIC, T H&UHER . H &R U
T2 AR Pt SRR AT U S 25 T s AR BRI RRIME 22 S5 22 3 0 FXR BSR AT AN —F#E[29], A
Al IR BREERT A9 FXR BEhin), WAy FXR 454077, ARSS SRR BRIG B A MEMR . JHRR . bt S HER AN
FXR A mei Ay, Hrp s A RN FXR BRI Bt BUA WF 72 [30] 3 WA A [R] 4k 2= AT LAS) [ BE - ]
PAMENAE 570 T 30% FXR. TGRS AR SAE RN, BATPIRINEE, RN Ay — st A 1, et
PR UMRRAEAR A, BRI JORE DR T 38 I AVF B R I35 JIE 7 BR B v 2 LeAC M A B vl e 2 33
FXR [IHGE AL, BRI SN, B0 Y A, RIS 2 R 7 1, 47 55 e/ M 240 L 55 S 4
MR SEEEAE AVF W) £ CIAR IR I BE[3L], A P LA I B AIE RS, R R KA AN I, e
FEOH A A BRI, DRl MHD B3 AVE SRR IR E.

4.2. BERKIS

Miyazaki-Anza % A [32]d@ it shPift Fe % B, FXR Al TGRS MIXUZ ARSI INT-767 (fh¥:4: 6a-Z.
5£-24- 5 H-58-IHHi-3a, T, 23- = BE-23-BR BR AN 8 ) AME AT DUE I S FXR,  SOm i S AE 7 R 6 ik PR
NEE BT 7o-F2 AL BEAN S G 120-F2 A0 BE 208 IR AR, B PR ACIRE B S H o =BE/KF;  INT-767
AT DU IS S TGRS, BRI E Bk S iz i fuia i -1 SRR & R T IRIE, FEMEIZ R T «B 15
T AL, 3 PR T AR 22 WE RO A I AR OB, LR I SR S A SRE IR N B K B R
TR BRI T Fil o ML R i L[] e L5 5 B 5 s (1 7™ B2 B 52 ARREL O, IR T Rl i Y ' /N kg
i PRS2 AR A5 5 4 M 2 A B 1 [33] . 7 Dana Grosu 25 A\ [34]%} 174 5] MHD 3 (1 7t
R AVF F540H) B2 AT Ik 38%, AVF £5465 e 2 T KU S 35 9 INAE oG, I8 P RS A I8 25 51 K
AR . M BELTYEAL R TR, IS E AVF 2Tl iSRRI R AT BEE % FXR HIFEF, fefd
MESAIRIRAE, (£l EEE, D MHD B3 AVF 545 1R ERTUS -
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4.3. ARABaThRE

LS P S 10 26 R AVIF B8 () B B2 R, 78 ESRD &, HREM . EALSIEEM R RS
SRR IR AL, X I R R A SR AVF MR IR FE, R A B AR, AVF KTh.
R A[35], AR ESRD & I MU E RS AR LE G, 75 I/ A S 184 A AR 5 JioRe 78 T i 2 mh 4k
NOR FE A SRR, SR S Jo 5 200 i TR - A BRI 3 SR R 4 PN R 4 B RS . 7R PN R A A
—H AL Z (nitric oxide, NO) & 4E R IMLE N IR Aa e (I G EE 2, 8 TR I 5K 3 IR 20 A - LA . 410
il /NBR L I P RE AR R PR A SR A, TR AR T i, IREBR ML @Y, I BAE—e R b, eRefedt me
PR AN B S BRI RS, 6 MEAE R AN R AR AE . AVF 525, kB 8 T 3k R A s &
MR T, SRR R AR ZI A AR 2R U 2 N ETU) /. i ek B % 8y Y] 77,
XS BT E AT R fil . AVF BB IR BN R 35 2 —[36]. BRI ERIZ 24k FXR MK 24 TGRS ¥
TE B A0 TR PERIA[37] . A HIF T8 3K A [38] AT 36 i S0 AR T 1 DA 1R Al A JR 75 2 P 2 400 i o B B
A Wb 0, %R0 N 2 40 A ) TCDCA-FXR-PHB1-ATF4 35, 1 A& BN 2 2% v ML 6 A HoAth oo I
EIRPEHE T R e . Kida S5 A [391WF 70 &K, TE4- T BNk K 4 s inxt TGRS B mysifl g i)
AREAEER S, NO = A B I . ZE NBFRRIIK N e gm o, [ Re 052 21 2R A IR R (A8 NO A= L,
T X6F 075 P 2 400 A PR T 7 A S . Kida 25 A [40] 1 53 — JURIT 78 38 3IE I 4+ B AT LABGE TGRS, 32
T i ML A R BB Dh g . AR AR BRI R BT V) )26 AF T, FXR B TGRS HMUE AT DMZ I NO Ak, 4E+F
MAEFRASFIA J 56 B, AHIRTE AVF SRR IR BTV 1 R 75 N B A0 M A B, 7RI M S 0%
WAL, FXR {55 0] B 0 98 A8 SN SRAZ A0 MO B Bt s (BT, TGRS R 5 T ReZ i, SR
FORTAE FHIRTS . M5 IHVT B W] RSl FXR B8 TGRS 5200 NO (742, WIS 5 I8 9 i i 4k,
ZARAME AVF BRAE IR A

XML T AVE B4 S5l ks REEAL I AN [R] 2 Ak, P98 1R R A BRS0 Je 9 e ThRE s . 9
SRSE P LA M G 5, L K o A R A = 2 e o IR IR OB, A8 22 AR T BY VIR ) IX 45k 1 AVF
B2 W R0 M 3 7 % R AL RS A R A D Re e, B AR R T TG T IR UK B . AEBDIKR
FEREAG T, FXR B0 AT R I8 U8 95 IR A M R FER P AE T s BFE AVF B, R BT A Re AL
FXRITGRS 15 5 M PR35 [m) {2 2 M2 B TE AR H

5. Zit5RE

AR AL AL HD AU N RS R, 2810 24 11 P94 R A 3l a4 s AT 452 5 CKD /i
IR 2, X T AVE A= 8 R AVE R i — 3% 2 A AR 22 it Se A R« I IESR R W], AVF
P B AR RRACH KL, X R W AT REIELL RN FXR. TGRS 4#f5 T illk, 7RI JOME. #5401
B A SE AT AR I, X AVE B R A S TS A E . AR ADE 4R s. shp il il
PRETFUARGS ok itk — P U IR A 5 AVE B K AL AL 1 OR Tk

£ E&WA
LB BE TR TR G0 H (2025Y1164) s KBRS 5 — I R R B 58 DY 4t 2 B BA AT i e 150 H
(DFYYB2024024); = FE# A [T R0 7t 1k 4 101 H (20210389)
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