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5 RESF M (peritoneal dialysis, PD) 2452 AR B 95 (end -
stage renal disease, ESKD) & & A %S IEEACF 22—, PD
A D SR AR IR AT Ay B 5% A 4 B B9 PD 3K ( peritoneal
dialysis fluid, PDF) j AJE B = BB 00 1 AR E L N2 AR
K REEAE R R ACHHE D ISR B SR R A Th B
N R AESARSFOL A o SR, ML £ I ) 43 ik A= 40
ZHAZSTENY PDY, L) K 32 I8 48 RE PR 7 E 7 2% 55 IR 3% 5% T
AR BUE R S IR A MU, 51 I LR 44K (peritone-
alfibrosis , PF) , i - BB KB IE T RE & 2% , 5 m PD 38 %L
TR, HHE AT PF ARSI M R 58 2 B, A SO 4n g
R LT /4 s AR 2H 2 R R R S E L A A
WV R - M R R - BRI R S8 NLRP3 JAE/IMA 9 I -
] ST %% 3 Ak AE PD AE A PF A RS R IE T T4538 , LU ER R
KNSR iE PF AL PD B R4 ALK

1 RIRHRETL

PR IR 9 70 R A A SR B IRy A /N 2 B0 AR S T
BN SEEIEFR 20 1 ~2 m® [ i i) B 20 L ( mesothelial
cells, MCs) S/ 2545 ZH UK A, WG 1, o MCs A€ PD &
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JEE R A T L G 1] R 8 T AR W AN IR (5
W RIATRERE ) LR G Wi TR pH BRI B ) 1 PDE
MRS AE | PR B AE 75 R 55 44 7T ) 3550 T ) 2 40 M ( peritoneal
mesothelial cells, PMCs) & 4= | % — [A] Jfi %% 4k ( epithelial mesen-
chymaltransition, EMT) , T % £ by 10 £T 4 240 Jifg JF 7 A R =t 4
M AREL i (extracellular matrix, ECM ) , ECM 3 B 30 f1 7] S 818
JEEA5 %5 5 B3 &S24 PMCs 4304 K 8 1) 4t IR - dn e Ak A G
[ F - B(transforming growth factor — beta, TGF - B) | 4% 4 4 41
H: K[ F- ( connectivetissue growth factor, CTGF) | Ifil 45 PN i A 4
AT (vascular endothelial growth factor, VEGF) 4§ , 35 B Fe 5 H 41
FHLIA T AT 0 — 008 MG S 20 40 % A 2T Ak AR5 A & PR
A, PD 35 IR RS2 S 3G ), W) L MCs 2% ([R] J2 T 2 IR
LFUE DR S SRR AR AL /R AR A PF K RUBEA e
AR, HR BUB I 2 b i 2T A S i 2 3 11
(Col ') oo = ~F WML E F (o = SMA) R AR 538 i 26 1 Y
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2.1.1 TGF-B TGF-p BALHMEM, Z25 PD 1% PF
B —A s £ 4 AL T, TGF — B 45 =FP W%, B TGF - Bl ,
TGF - B2 . TGF - B3, HH 1 TGF - B1 K H 2k TGF - g RI #il
TGF - B R #£ EMT £ 4 fbid Fe v e SC /e F . HATIA N
TGF - B1 i@ i3 7% Smad2 ,Smad3 {55 P T fih & A1 £F 4 £k 3 R
iR PR M EE k2™, TGF - B ] LI T PMCs
IR IR T JE LML, 7 A R ECML, 2 5 PR BFge " d5
PD [ PDF tft TGF — 1 &3A /K- 2 i [ b -, H 518
TR R RS TN RE A — 5 M, T FH T PA R P 460 40 78 1
Duan 25" % 5 8 J&] 45 K UG I 18 5 4. 25% 4 %5 b e 1Y
PDF, w1 K RO RIS B 384 i, 368 0 3 38 AR, HL R BRI i 241
41rf TGF - B1 Smad2 ,Smad3 7K ¥ & 25 T+ , itk W 72 4 vl 3 ik
TGF - B1/Smads {55 %17 & PF #J#&, Lho 2" J] TGF - B
Ab PR N HE ] K2 40 M9 ( human peritoneal mesothelial cells,
HPMCs) &3, TGF — B F#MI T b Az A1 MbR b E — 5505 8 111
JKOF- 380 T ) SR AN AR S o — SMA FIEF & A Ry K, 1
TGF — BRI 1)l 5 7] BHLIET TGF — B1 7551 Smad # F& 1k LA Kk
55 HPMCs &A= EMT, ATl PF &

2.1.2 CTGF CTGF J& CCN( CTGF/Cyi61/Nov) KK f—Fh %
DIREE A, 1S ECM 14 A S 1 EMT, 5 ZFh 418188 5
LRAEAI R AR R TG O, & TGF — B1 G4 1) T e 8 45 A
T W B MR T 32 v R IR R WO R CTGF
P ZE IR0, GRS R 1 S AT B, R U8 vl AR E R CTGF
mRNA [ 3REZBEHTHY 11.4 4%, H SRS 2 EAHC, Li
AU S A RS SEBE R PD I E] A AE K, PD 8 15 i CT-
GF W3kl iR, PD R BRUBE )2 15 I (] iz °F B0 )2 th b =2 1
JE,$/8 CTGF J&t PF {29495 [H T, Toda %' % Bl CTGF
LB PF /N U AL ) CTGF kB IR /b, )R
Xt BRZE 3, AT 4L 40 B AR AR o — SMA A0 58 26 1 A 0k
il | g AR A 18] B R X3 SR A I, $2/% CTGF
PR T LA ot 1 1 2 A 9 R I A8 A K B35 P, [ B
AT Aok 36 M TS ) 0 R 15 o LA, e g T 4G e P AT
657 1 B ECL A DR B A A O, s o O o A e T2 5 IR A0 A
575 PD (¥R U B, R I S B R . VEGF - C 2
PEFEWR A A B E 4 R+, H 5 PD g 3% PDF fr CTGF
VR BE DL K B2 UG R A AS v CTGF (1) 3R 3K 2 IEAH ¢,
TGF — 81 4b ¥ HPMCs, & Bl TGF — B1 #2557 CTGF mRNA 15
VEGF - C mRNA {323k, H WG F3k 38 ) A5 B0 16 AH 565 7
A C B T 00/ B PF AR vt A A [ 32 B0, 25 SR 6 1
CTGF [k S5k A5 0 A8 18 VI 9% 5 T 76 BB CTGF 3£ [H
/MR B CTGF /N4t RNA ) HPMCs H, i 15 bk B 48
VEGF - C ) £ 35 3 2>, 2 /8 # ] CTGF 71 i 3| 3k 52 PF
R,

2.1.3 VEGF JEIEHA B4 METE e PF & WL 4549481k
Z— 1 VEGF { R —Fh i 25 4 42 1 45 P Bz 4 A K 7, 2
5 PD HISE A A A iR o ARZEBRIE PDF B #2584
AT HE PMCs B8 VEGF™ . VEGF i 28 ] S 80l 459

5, 1T 0 LA R, - i R R A i R i
W, PD&JF PF BF L 41 h VEGF #YFRIEW] & T PF
9 PD S, e e 45 ek B W B2 5 BT 48 4 m, PD
3% PDF tf VEGE (¥ J Fifi 2 35 i, 8 U8 == B =2 o /b, 3R B
VEGF 2 5 PF i J§& 1) [7] i i 52 0 JI50 B8 1) 8 DB I BB o 17 VEGF
3R] 38 ooF i ed Ak K Rl 7 - o« (tumor necrosis factor — oo, TNF —
o) Wnt/B - #IHRE H Notch Fl HMHIA 2 — 6 (interleukin -6,
IL - 6) /{5 5 S AV RGN 1~ 3 255 5l B8 2 5 MR A=
AR o P, ] VEGF ik sk BT VEGF 4 X155
T L B A ] PF L AT
2.2 BEJTU4 AR 4 AR e U R L )k A S PR
FL 45 JE 85 i ( matrix metalloproteinases , MMPs ) J&— 2 iH
1L K MRS BRI R R ECM R 2 1, 5 A
T 2 ———4H ZUM 77 5 JR 2 1 B 2 )57 (tissue inhibi-
tors of matrix metalloproteinases , TIMPs ) 4% & & ¥ FH [ f# ECM (1)
FEM . MMPs/TIMPs 22 fi ) AP 2 3 S0 1K A i 2%
PRI ECM E 28, 25 2R & dE R Y L 2R o
¥R I PF (B35 PDF rf MMP -2 ¥k BE IR TR L4 PF B35 M
TIMP -1 .IL - 6 /K345 &4 PF B4 &, #2278 MMPs/TIMPs 2k
Wi RES PF i & B 3k A . EAME B 5L 22 W, PDF
MMP —2 7K ] A Ay JE A5 0 V8 Jo 2 s 184 i AL Pk Ji& A A
H.
2.3 JEEERAES PF 0T FUR AU R e R AN 2
SRR SRR SE , LRI RSB B fh A= ) A AH AP Y PDF 5
IR IE N TRAERZS , R BUCI PD 5 &4 PF B2 5
o PD ARICHERE IR AR 2 PD fie i H ™ i 3 AE , [t 2
K 16% i) PD [ % Bk EHIOEH K7 . R & AEMIE
548 AT 30 MCs 4005 T 44k, Yu 2550 i I 5 3 1
YIS I TR S e CSTBL/6 /NER 6 JA], AT UL/ BROBEE R 00 iR 24 1]
IR, S AL TT I R 2 AR AR AR S (o — SMA 5 4E
FLTGF — B1 45 ) R P20 | 5 W 200 2 AR 1 i LA e S i A
HYI(IL - 1B 1L -6 55) F3k8 B % THm , BN i ] g Fe
%, SRR B IR A AT 5| e 1 I % AR 41 A Ak, s /N BRI R e i
e, IR DE . BT PD, PDF o i) 3 4 4 L e JR 75
SERE R SE A R 15 PD B I8 4 708 vk S A T Pk R E
Fang 21 P IE B , PDF flE5 PD ok OIS e 20 e
20 32 S A T AR R e S AE PR TL - 6 TNF —
o .CXCLI ,CXCL2 FI CCL2 ik W& G . i 18 1 48 5F T 2K 5l
TR 4 MCs 5% R 28 AT AL A6 o A7 5™
FH],PMCs [RIAL T2 Fh S8 M S IRAS T 52400, S A% B 4
AR GERR , 73 W Z R R 7 AR R A
5 EMT, 52 PF, 51 F I BE .
2.4 AN R S E AL IR RIS PE O JRFRAERE R |
JERE A PDF K LKA 1 55 W] 15 K AL I8 (oxidative stress,
0S) &, OS ZARALAE J1 1y v 5P A AL RE 1 A R 2 8] 2%
PHRT SE0 H SUNIR S A B e Y L FEARZ ALY T
{i P49 (reactive oxygen species, ROS) J& 8 # UL, 1M 47 & AL 771
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LU PR RS IR 4 251043 T Dias % BESC R B, IR
BEAE B 2 1 B2 W51 Wk 93 3 3k A HLIT 2 4% 18 2 1 2 L I i
IEENS — 4% IR 2 ( nicotinamide adenine dinucleotide phosphate,
NADPH) S Ak i M OB PE 3 72 11 ROS (7= A . e At 7T 3
TS A A C O NADPH S A i 14 0k 15 3 HPMCs 7 4
ROS,ROS 7£ HPMCs (#5475 I 4 H JA 1= P AR S B2 E F , #h 7o it
SAAFRITE—EREE Lm0 ] ROS 7 Az ke o038 40 i o4 T JF
R AT AR AR o AE PDF i PR b 3o 78 v, A 2 e i
YA RE TP AR BRI | o B 1 e S A 27 ), v VA 3 A
YR fife 7= ) R0 e W B S AL 2 7 M 1) PDF A 355 HPMCs
P2 ROS JE4 5 OS A IR . e SO AL 28 7= Wy ] 5 14
Bz 4 A I W AR ML Y 22 BCAA S I 2 AR 45 6, il & ROS JE i ROS
AP BOR MR A R 7 B s A KR TSGR, 51 2 DNA
AT T ROS SUA] E R M BRI AL 7= 0 0 7 2 TB 0T
PEOEPR . MK 1 2 6 T W 01 S AL 7 v, ) R B
OS ARZAS , 2 B FURFRSSRERG I, A IS AR ML 0 12, 7 S PF, B
LR PHRIERIY S

2.5 BER-MERKER -BENKRSEMEITS PF B -1l
B oKk 2K - E[EIR 2 48 (renin — angiotensin — aldosterone system,
RAAS) (19300 B 43I SETE 25 2H 23488 B 27 4R 40 1% 2 s L ) R gk
JErEZOIEM . M EKR (Angiotensin I, Ang 1) 24
UESE S TGF - B {55 il B HA U1 T, nT A i S8 hE 20 MO d= 40 |
ROS ML LA 7774, JF 25 EMT W #, PDF b it 4 4
WEHe B G pHL (B 250 W I8 e 7 00 AR A7 7T -5 I B RAAS 11
VAT S0 R A I 5% 9k 2R R I A 5 AL 1 L Angll
A ZRIK, M Angll W] i T TCF - Bl S 2R 4R H i iR,
Liu 47 (i FI WAL B CSTBL/6 /NS PR BERY, 45 F 145
IR R 1 ZARIMRRISSIHRE S , T4 4.8 AL TE/N g
WS RE L 2R ) AR AR, IR e W /DN BRI T D e S 2 2 D0 AR
HE AR 38 B R ECM ARG A K IR AP RN E R R &Y
1 #4253 (p — mTOR,p —4EBP1 Fl p — S6K1) £ [ F1 (1) K353
Jom, AP YA AT S5 0] A A /) BRI I B R
FRLL R RS R B 303005 , i 2> ECM 2R, [) Hsf o] 3070 41 700 i 5 B
Angll F 20 EINERZ AW 1 ®7FN (p - mTOR,p - 4EBP1
Fp—S6K1) iy B, LA EWFR LR RAAS 76 PF KA KR
R EEAE A, PO RAAS R ik 31 ek 4 W B 403 195 S 47 4 1k
PITER

2.6 NLRP3 #JE/MARIFEK S PF NLRP3 4 %E/MA i NL-
RP3 25 1 A TR DG BRE s A 2 1 (35 2 I K A% AT FI41 55
B0 R R4 — 1 ( Caspase — 1) 4150 ™ . NLRP3 Je /v
iHITJHYY Caspase — 1 R #iME: IL - 18 IL — 18 [T T 45 Fl
PR JAE TS AR A0 LA | S E R G R E Ep 0
R B 22 HAIE 3 35 W], NLRP3 584 /IMATE PR ke S 54 AT
Hishida %5 1o 5 5 E 91, NLRP3 | U8 1K O 5 5 BF 28 11 A1
IL — 1 BB = S5 B 2 2 ZIEVR YT I I A0 AN A 4L S
MATIAE PD #H 3¢ PF 140 22 5 IR 14 /) BURE 2R ey sy 2T 4E AL AR
JE o XINRE 4 T 3 A P S U6 W & B, e 15 R UL M

A Z 4 L K NLRP3 \TGF — B1 &K ¥4 TN, 1 {44 52 56t iF B
i) NLRP3 58 hE/IMA, 7T LAy HPMCs [ Wi J3 % B 8 B AIG
NLRP3 | T-AH G HE i A 45 1 | Caspase — 1 & TGF - Bl L £
ik, W] NLRP3 485E/MATT W B 16 PE R AR I8 T 50 2 1 11
PO Y=

2.7 W - S5 S PFEMT Bk gt PRk o it fik
RAERLE IR , ML BOR Z AT 5 R WY, N B2 - (8] B
434k ( endothelial — mesenchymal transition, EndMT) 7] fig th £ 5
PF B R AR o EndMT J&H48 N B A0 7E 25 ROl T 2 25 J0N
S 20 P R I 7 A () 78 J5T 40 Y AR AL, S B ECM 43 LA
FARZEFNGR MG A LR F 1 RE T, X A B ] B TGF - B1 5
S FERBI Y 1] T LF 4 Ak R R R AR
Bl A \OS BRAESF I AL FE N B AR & A EndMT, 11 22 2645
S8 (N IEEEA/TGE - B, Wn/B - catenin I Notch i
) AT EndMT, AT HE PET 0 Yu 457 5% S0 i 40 i)
EndMT A] S5 iR 44k, 32 I ] EndMT LA K H AR 558 i m]
YE R PF AR Z —

3 NG

L L Pk PY n] U R A 4 B D) RE K A AR RN PD
BEMRER KPR, S ECRUE IS, AN T MMPs/
TIMPs | Ji§ R 48 iE . OS . RAAS \NLRP3 & JE/MA  EndMT 55 5
SAEHE PR RS . BEE AATTX PF HLEIGRARIDFSE , A 2 RE R3]
TRAP IR BE , SEAC BT I LL K B7 iR PE BTG 7 %o

S& 30k
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