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1T JUEER 84 5 AL (Chronic kidney disease, CKD) [ BBiR R R4k BFt, #E4iit, RECKDHEREY)
10.8%, #K#i'SJ (End stage of renal disease, ESRD) B& HiX300/7, #HZENIZA607, HHIEHE
EWBELA 514%. BBEENT (Peritoneal dialysis, PD)FRAME, [BKIPDLFEEEK A T) AL
REZA, SIEBBEAS, &SRR IEFEE (Ultrafiltration failure, UFF), X—idfEE S B PDRK
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i, LR ET, FEAGBITENE, AdE— BT PDAHSCEIRL 24k B8 i 3R AL i RAETE .
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Abstract

In recent years, the prevalence of chronic kidney disease (CKD) has continued to rise, according to
statistics, the prevalence of CKD in China is about 10.8%, end-stage kidney disease (ESRD) patients
are as high as 3 million, about 600,000 people on dialysis, of which peritoneal dialysis patients
account for about 14%. Peritoneal dialysis (PD) has great advantages, but long-term PD causes
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changes in the structure and function of the peritoneal membrane, causing peritoneal fibrosis and
ultimately ultrafiltration failure (UFF), a process that is the main cause of PD failure. Starting with
the mechanism of PD-related peritoneal fibrosis, this paper introduces the latest research progress
in the diagnosis and treatment of the disease, including the experimental level of cells and ani-
mals, and the treatment of traditional Chinese medicine, so as to provide clinical evidence for fur-
ther study of the prevention and treatment of PD-related peritoneal fibrosis.
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1. 5|8

I JLAE SR8 1 5 JIE 9% (Chronic kidney disease, CKD) B R Efal L FH, $a4iit, FE CKD #Em R
21 10.8%, &ARW'E I (End stage of renal disease, ESRD)E # =114 300 Ji, H2BEMNTHIZ) 60 J5, HAfEHE
FENTERE LY 14%. FEEIREITHEARMED, EEET (Peritoneal dialysis, PD)E AL S E IE &K
1697 (Renal replacement therapy, RRT) /722 —, 5IiET(Hemodialysis, HD)AH bt B A7 44 1 PRI 5 AT
B Ihae. 4ERFHUR MRS 718008 . TR ZIGTT R B FH R RN A DR . B AN,
FEAH AT UG SRR ) AR B S5 2 [1] (2] [3]. PD FEEAKIE A N — M A=)
e R EAT B AV L B A PD 2> IR S5 M A D Bk A AR AE, Bl EE G 2 4 4K, (Peritoneal
fibrosis, PF), fx#& i il ik 7% 35 (Ultrafiltration failure, UFF), X —id &2 S8 PD LM E B K. XFh
DIRe i LA RN EIEJORE . M A R 4E1b[4]. fEFF PF BURENLE, MHLRIANT- A RETE R
HEHYRTT o A SO IT A RAZ W FNE T 200 B S BT 2R18, IR 5hERAM KRR, Nit—B it X
o AH R 7 ¥ i) A it I R TEE o

2. FREEROSEH

JERS I — Fh AR I IS, H B2 ST % 2 1Y) (7] B2 41 2 (Human mesothelial cells, HMC)FA[a] B2 T 45 4 40
SUHES), HegiaH b G FEE B4 . &R 5 41 ig(Peritoneal mesothelial cells, PMCs)/2& & %
DIRe i) 2, FEAERRIEIE NI RS E . AR AN IR BT S o A PRI PTG . W SR BRI K
7 E EEAEH . £ PD R AT I TS 2, I BB E AT 8] ) I AT R
FH PMCs Al R¥F5EH, RINMERD . 25, HERWER. HRFRRZN KL T40M)Z0EE DL e
WA, fJa PMCs oK, XA FA4egsaidgl, A MERRK6], XEHAKLLIRG]RE
HEFI DI RE AL o BEAT PR BRI SR TR AN 2T AEAC FEAIS 1 i &l b s e 2, BRI 7Kg, i 3L
H 7Kg Al UFF [7].

3. PD MR ERRET L & WL

PF 5 9&RE . M A2 AN b Rz 4 Mg - 1] 78 )53 41 i 4% 73 fL.(Epithelial-mesenchymal transition, EMT)% Y] AH
>, JFHAHHEFZW[8] [9]. IME P A KK F(Vascular endothelial growth factor, VEGF) /™5 IfIL & A4 [ 10],
Jf H EMT #2774 VEGF M EZRIE[11]. FR, AP scigur MK +-4 5 VEGF (5 5% S A%
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DIRAR[12]e AREMMBNEEN . SbE . B Y. s, (R PHAR. JREAEA S UL R R RAEN
FAE PTG EMT, %G8 PF (A [13]. MERRBE ME M. e @& Mg N, i& R & B
MRS AR DA S 8328 [ A R R B, AT Ol A 8 e PR A T ) o

FI BRI 9T 2= ANIE S 3 BB 2T AL (1 S HE I A2 2 PMCs 1) EMT .

3.1. TGF-p

TGF-B /& A INIEEAT4EL IR T[14], 8IS Smad FFE Smad @B HHATES G S5 T, RIEMLTLEIE
H o H7Y[%) Smad2/3 {5 5@, Smad2/3 # PKC BER1L, JF#k TGFR1 FIEUE K %14 1-8 (ACTRIB)HIE .«
Smad4 5¥#UE ) Smad2/3 HAMAEE G, SN, SRR E B NI R B A %[ 15]. Smadl. Smad5
A Smad8, ‘EAI# ALK-1. ALK-2. BMP-RIA/ALK-3 #1 BMP-RIB/ALK-6 #i%. Smad7 j&—F#lf|PE
Smad, ‘EIEIIPHET TGFRs [ KAMEH] Smad2/3 KRl A HIFLCAUEH Smad7 i RIEX R PD
PS5 PF [16] [17]. 3F Smad 15 5i81%, 4% TGFR1 B, TGFR2 /™S #)&E H A C (PKC). 41iuiME 5
YT (ERK) BEARI VLIS 3 WBEEOE 22 2R/ 7 2 B e o PR 2 1 I (PISK-Ak) S50d B 4h 4 HZVEK
KF(CTGF)7& TGF-B B F A 5K+ . TGF-B RIAR MG 5 F A 4E 40 CTGF 5820 Fif, i HAh AR K
K P ARES S H Rk, L HAESE B Ty BA Y7 PR A . EALRI(OS)iF 52 M EMT 1) 5 14
FEEHLAI[18] [19]. PD HE OS I FERIFEZMER I AEA TRy, A S # SRR E. m2iEk
FERYE pH [20]. e E B2, MEIZ MR 3 10 P A = 40 (GDPs) A B RS JL AL 2 P2 M) (AGEs) fi ) ROS T
JERG. I H ROS &3 #0F « AF4ELR TR . EXAN T b, BRI ERAVMEE. &2,
ik, I GDP. BRFRE SRS IR R AT A

3.2. KIERAS

WFFCIESE PD SBFH R N AR FE R IE 21 PIRAS, 1% —IRAS B A RRG R T BB 1 RF A, S g% 1
i BRI TR RGN PRI SE RS, BATS I Toll BESZMA(TLRs) U A A4, Mk
i NF-xB {5518, b KRN REMME 7, 4 IL-6. IL-18. IL-8. TNF-a, /1'% PF [22]. TLRs
PR T MyD88 KI5 S8, TlE ERK1/2. p38MAPKs. NF-«xB Al INK g1, % AL % 4000
F P24 . NLRP3 JORE/IMA R RIR G I% R G B B ARG 4y CRAIN B SR H 2R A4, XLk
EHAN'F caspase-1 FIBLE, FFRTTERAEEF A A ZAL)-1. g AT IL-18 FIB A, HARwius5%
T 9 FE I A7 O o WIF FU R BH, NLRP3 98 i A4 5 5 J 448 i A1 A R 458 P 45 0 A ) B eS8 9% [ 23] IL-6 IL-17
SN TS5 RRE RS, B TE R BRI AE R E I 254, PD Bt R A4 IL-6 [24], #H| IL-6
e SUE ST IO AR AN SR\ R B AR ) EMT, 3 HR ILIX —id #2 /2 1 TGF-f/Smad3 /S K[25].
IL-17 EHEAAAET PD B H AR, IF H 5 PD [0 RE DA S IR R 4 I AN £ 4 A O FE FE AH 99 [26] . TL-17
A LU PMCs =R R T, R R i, JF Bk e A e 3 nT RISAE ORI IL-6, 534k aT
B RS SR 07 48 VEGF, 1L-17 @it LB 425400 PF.

3.3. E4RFS RNA

eSS RNA (NcRNAs)# € XN GRkZ 9 b 85 H 5T BE JJ ) RNA, F 245 miRNAs. IncRNAs Fl
CircRNAs. NcRNAs )3 Zoyfe &l id i1k Fea AR et e i A2k 15 B2 AR I8 . ncRNAs A L
W LT A AR FE, 7R B ncRNAs 78 PF AL FR EE/ER, A B8N PR B2 Wits
ICYIRAYTSE . UFSE miR-15a-5p @it ELEEHE A VEGF 401%] PD 5 5110 PMCs [ & AER LT 4E4L . ARSI
W], TGF-p/Smad2 7& miR-15a-5p/VEGF [ N#{5 il #%, miR-15a-5p =& 0] LA PF KA (27,
EMT it f fh B 25 % 25 (1 (Claudins) . E-45 %5 i & (E-cadherin) 3% TR, WFFUIESL1%d 2 /% miR-199a-5p
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Al miR-214-3p #E AT, JTER miR-199a-5p Al miR-214-3p " 4%] EMT [28]. miR-21 ZE4& A FlAk 4R
I G TGF-A/Smad {5 5 il Bx {2 #F PF, f& Smad fK#UEA2 41, miR-21 i& W] i1t I Smad #4215 5 PF [29].
28 TGF-B1 AP 5, miR-145 Rk E, s 4Egm iK1 10 (FGF10) A IH 2 1 - #11] miR-145
et FGF10 ML EMT [30]. AWFFCUESE miR-320c i@ #IH] CTGF HIRIATE PD i HX)
TGE-B1 % S EMT 244 1EH[31]. BFF A miR-200c 76K 4] PD H# 1535 i H 41 (PMCs) Hh ik
W1 N F%, miR-200c A LA ) 4% E-cadherin )% s 40| K  ZEB1 #1 ZEB2, {§i#3 E-cadherin [{]3ik |-
W, NI EMT [32]. 7B/ R A H R I 2 FiK AE4m S RNA (IncRNA)Z: 5 ii#% PF. 1, & TGF-A1
¥ HPMCs W 3Rk 0 AV310809. 525G B, HfE 5 B-catenin A1 HAEHH , i@ i G WNT2/B-catenin
15 SHRAEHE TGF-p %51 EMT [33]. S236:E B, IncRNA AK089579 1 LB £ 5 miR-269-3p 454,

W R G 2 (DOK2) I IL, 4] JAK2/STAT3 15 5@ B4 H] /N L EMT [34].

4. PD 18X PF RO E#R

W N L — EAEF AL PF AR EY) . 195 PF R AENLH, BRAR AR B Re 08 (503 V7 A 18] B2
HARThEE . MEMELT4E A bR ARG L. CA125 J& H RITHF T 2 1 S i I A T R ) A= b 2640
[35]. RAMIIEFEL W], CA125 584 fh B[] R 4t r= A, DR b mT DA i) 42 S s V) R 0 P 25 i o [
AWFEY] CA125 LRI T9PA) PD &35 1) PF RREE, DA H K S o 4 i 325 A e 75 A S i) AR )
FAME. IL-6 A “FR” M “HrR” WARHE, JF 7T LU T I IE & i S e A SR 2 F (Acute: phase
reaction protein, APRP) [36]. S PEEYLRT I 28 A TL-6 WRFEIE N, MR A DL A TL-6, B A 58 K
A G A TL-6 K2 SR, S AR BEE I R b R B el s R, AT AR A I R R
SERI TR . VEGF 2 i IIE ™ A2 1, FERER R b o] B, 5/ 75 IR IR s T REAH ¢
[37]. WFFLRMT, AFN/IN B BENEH) B 20 M AE AR AS 26 1R T kD & 1) CTGF [38], WAV iz = i BB e
JE T CTGF s34, UFF B35 I8 CTGF mRNA FRiA 2 JREFHEEH PD AT CTGF mRNA Fik )
11 f&LL b CTGF 38355 PD & MRS LA AR A AAH R IR [39] 0 53 A — L SEIG o R I ) A= b 40
n R & A= ) 82 2 (Suppression of Tumorigenicity 2, ST2) [40], 38 & /& i B 5455 I £F 28 A0 AN 48 R 1
br&o BIWYYSEEG A R BLAE 4@ B A -2 (Matrix metalloproteinase-2, MMP2)f7KF-[F] PF #H3%. 7EI& R+
ORI PF B3 I 9 MMP-2 P2 E36 %, MMP-2 AT {E PF i BESCR I AE bR EW[41]. IXEEAED) bR
el 2k QN LT W TR (EV BN (79 £ BaNEEs B w7 SN FATI 5 S

5. PD #Hx PF B9BIA

AWFRH, AL PD BEEIIGENH, CERAFEMEMBE FRAFE[42] [43]. 7E PD HUAZ AT,
JREFEA G 0] BEtHE T80 PD B MEDR AR 15 R, AT AR B ol (Vs IR, bl o R R e s, k5
WM, ROTRERIIRAEE IRt PD MKHIF R L vEE . RERFERRENTHENFEE,
WFFCUEE,  CUIRMRPBR ), anvd v dil 75, o Lo B I iE e aor 2e R e, 320 f 98048 2800 HRE %
MUPR IR S T S [44] . SEBEAED MBS, S0 T 2 BE - 2 209 R 4 B3 W nT DARR R TL-6.
TGF-p1 SEREI, A R PF MIEIE D) 6E .

5.1. ZiaTT

e e PR R IR RIS, $0%] VEGF 5555, shscibR v LLEEHEH PF KR

TGF-f1. VEGF fid ik [45]. [FRE, VEGF F1 EGFR #1750 af 30 ifn 5 2F s JF 404 PD K, PF it

JE[16]. RANRSMIEFLRI], FiH%E RGeS EMT [46]. Rho #5747 # /KM T TGF-f1. VEGF
L MZRILRTIUPT PF [47]6 3 A= 30 A0 5 75 & 30, A USC4e IR A 2 35 -1 325 b7, 2380842 PD 512 EMT .
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AYEAb. A SRR T R R BE[48]. BhVAMEMR 28 /& BOZ I M E 5, PD A3 B W W& AJE B #R 1
SRR MR 9% B E BRI, RO wT s, BN A B R RO T DL ek RS 5 )
Ao XTI RERAS, A FER BT R A e B B M AR AT, X R R AR e 3 51 A 1
PEEHIERATA I, EREHA ot BT 5 A RN T B8, AEZE CKD MR . AR IS PU s e RI/E R, a0
Wiy AT LR > PD 83 CRP K, i@ Aty T vl FEAR ML K& A BT IL-1. IL-6 7K~F[49]. 57]
i TR ERR A E B, SR TR ), R s i, B AT RE DR IL-6. CTGF 4%
TRAFYEAE 7700, IR A RS, 3] PF [50].

5.2. HEZARGA

FHEEZTERTIG PF A RRAIEM, IRk, ERZYE PF RIIGIR & SCI0 T 78 it fe BUA AR Kk,
AT TE DG & A R R 2 E AL, RIS mT DUIE IS 22 80 S0k 2% EMT, (R4 IEIE )68 . T+ 40 i 5 7
i, BRI R, KRR Al RS T a-SMA . TGF-41. Smad7 % p-ERK1/2 ik, JH KR PF,
FHHRBA miR-21 [N . 23R G E BN EMT 1R 4 K& TGF-B1 [ 53Aa — & B4
YEF, REEZE NR/NR PF %R TGF-B1 M1 CTGF KR ERIE[51]. RZZHE(R Z M E )@ i
HIE M Smad3. CTGF mRNA M [ #iA, 4] Smad3/CTGF il MG AR PD KR PF [52]. h¥seis
FWIFEEAEANH] TGF-p/Smad ML, T Smad2/3, i Smad7, F2E|HH| PFEH . R4 RE
B B8 TS Y (B B A 2 B R0 ) AT ek b B S HPMIC oY TGF-A. CTGF. VEGF ik, I H S IRERK
HPE[53] [54]. =B AA). N8 #0H] TGF-p/Smad SBERHIH] PF. HIA T, FIZEH IA 1=
(1 FEZ R ) T N BE W IL-6. CRP 3Rk, ] PD BFHFARFARAS[S5]. N F B R
I N IL-6. IL-8 RIE, RN PMC HI5[56]. T 1S T AT LLIMH] NLRP3 48 /& K35 AL 3] EMT,
BEMFEPL PF [57]. HEE T, WRFEEFIGEERE. AR, K-E. K&, NIE. 446, FH&. ).
WAETFHOER. w5, AR RE FE, BRE. ZKHE. )15, =0 %47, REPRGETE,
MHL BAEE. B REL S AR, BREFRCCHE. BE 5. 4. @RS GRR.
WZ. AR RE KHE )IE B, BT EEH w5 AR, IIRE., WE. AfEEE R,
FHZ. WEEED), NEHGE TERGTR. 2. AR FF&. S8, BDiEs, IRE BE. R, BE
ELOWKRE. AEEEL IE)EEY 2 AMEE AT PR,

6. DL

FRREE T2 A S 2 AT U SR AR AP O 9%, (R LR AT AE AL X A A R 1 L i IR A - G
BENTAR SRR LT e A R A R SRR RO AE, BN 7 3k — 2D W Fe R, I8 AL B TR
NHEBNHAZWT . WRIT TR . 2 FhAESRAS RNA 75 PF 1R LA i 2R R o LK (iR 7 12
BUARHT T A — KA, X A3 PR SR 71 e S5 S AP AR U PR R 77, g S i 2 PR Y 3 08 i
HYUERSEF B, AT RERCN PR IRVGYT 5%, (HRHIFEF £ IR — B RONLHIBT ST 38 Ath b, BRI R N
P A AT BT 1 % B
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