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Abstract

Peritoneal fibrosis in peritoneal dialysis patients will progressively decline the diffusion, convec-
tion, and ultrafiltration functions of the peritoneum, and eventually lead to ultrafiltration failure.
And it is the most important reason for forced discontinuation of peritoneal dialysis in uremic pa-
tients after prolonged peritoneal dialysis treatment. This article mainly reviews the research
progress of TGF-£-mediated signaling pathway, miRNA and IncRNA in the regulation mechanism of
peritoneal fibrosis related to the peritoneal dialysis.

Keywords
Peritoneal Fibrosis, Peritoneal Fibrosis, TGF-8, miRNA, IncRNA

Copyright © 2022 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY 4.0).
http://creativecommons.org/licenses/by/4.0/

1. B

JIG HEL3% AT (peritoneal dialysis, PD)J2 18145 Ty e 3 b i i 21 PR BERE I B 4 K30 7 KB 8 IR R 1 B I AR
I 5 ME HT (hemodialysis, HD)AHLL, PD HA —Se s34, Bt PD X i sh /125 K40
BUN, XRAFE HRER BRI T HD, BRGLAE Ge i A /N[L], WS BR 2 TR R AR, &
D RAETBNTRETERAAE; AL AR vTUESEAE. BRI E, tt2EARE %, ¥
HARBCT MBEENT, e PD JRIT 2 A M B T 23 BRI AR A7 2R AR DM AR VR T = 50 K AR 2]
B PD JA T IR RAZHT A K, MR AZ PD A AR BRI D S R e v, A% % A 1) R R OE s 7 A B
AL 5| AR A e g, R AR % - 18155 43 fk.(epithelial mesenchymal trans differentiation,
EMT) S8 ST 440 [3], BEM 51 EIERETREL . R A ThREWTIEVE TR, A SR IEGRIES ),
i 35 Bl ok PD JRIT

IR PD s 2 A B IR B AR S LR B T AROR I G, F R B A 4 A 5 SR R R e 2 SR
FKWHEAT PD VAT I R BB A, REFEHAT Il PD YT R EEE . i B HER, BER AN
5 R LT A4k R AR R R AT T KSR FL, BB s BRI AT 4 Ja BN A dLl . SR80, Hal
T 55 PD A A G HEL L4 A4 1A R B A DG [ A AL 1 1w oA 6 4 B B, DRI IEG AR SC 32 2416 PD A G I 5
SRR A DL S FUdE A E — 2R, A B REAEIRATXS PD AHOCIE I RS AT 4 A0 B AR B iR %, X 22
BT TR IS s (1 R A $ PD SCR IR AL S0 HF.

2. PD RS BER S ThEERIRZ A

JERER— NAR R NS, R I At B o B RTRI B L R AT IR B2 [ 2 M i [4] e AL T de
T (8] B2 2 H 16 Sz A0 e 7, SRR TR s TR AT B BORE] T8 2 AlRPALE, DAL LA e i i m] 284,
XM A] B A0 M AR 58 S A T BES AR EMT ROFERIL . [A) e M BT AR UG DA B, B4R 20 25 pm, L3R
7 SHHRZ MHARENDEAE, GHRZMABIRIE . R MR = R4, BA RS
RO B PN S AR 8 R N R TR =2 5], A BB SORE MR A 3 Ry T 2 o R e B2 S 43 R A ] i 4 i 4

][l
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TERT, H1—Z /T 100 nm ) IV BYJRGJRAN JZERE 7E 0 A A R AN BT 4L, RS TA) Bz 20 i vy A3 34 1
AR T EAEE AR HERGPI[6]. BRI B 4 i 5 B8 S 2 () 1 45 6 1R 55, R ftBifi 2 5 84l
Ji 7%, e I MR R I A) 5T o X2 JI A [B) B A0 B i 2 EMIT kAl . o — 2 2R TN E, +
BRI RN . YRR A A (SR S DA A /> B AT AT R 7]

BE#&E PD YAJT A WEAT, RS 45 0 AN T e BE 2 A S AR A s IR IR R A i A i A R
(extracellular matrix, ECM )34 s ) 5z T 85085 DX AN ir 14 JZ A A 2B I A8, 3 I /3 A8 R 30 R IS e 4 21
WA A M AR R, VP BEREAL . A Ry, (ARG IS . R AR B IR AR . X e AR 5 R A T
REZE R K[8]. UbIFIY, I EEIR] B 48 At 5 A i A AR A ] 2 4 i 2 T e 7 PR B b 245 LA
BOH R, TR AR, UM RN 2, B S [A) B 4 1 20 A R e — SR B A R, A 1 2 A
PE—T000t - M AR M 2%, KB 20T R, S5 (8] B2 40 0 R 0% B A 22 JEC R O AN SRR I B Bt 1 [ T 2
N[9]o FEIX LU AR A, [F) 7 40 M 2K 25 7 1 B A 2R 7Y, BUD 400 A e A« 400 AR 35 7 A A1 Rl B A 44 [ 0],
2Z: E-45HLEE 11 (E-cadherin) . JEIERLEIT > T 1 QAML) S e br bW, SRS RRAT AR IR, HiE T
EREMEE S, RIE a- T UIBIE (A (a-SMA) . AT 440 By 73 1 2 1 (FSP-1) S5 [L1][F 78 AR 9, 40k
IR T 4E 1 22 A ECM 185, K24 EMT, Bk e RS 4E40[12]. dn A REE MEHEAT T-78, A b4k
B 2R R A SRV I I RS AL JiE (encapsulated peritoneal sclerosis, EPS), X2 — iR R 5 0™ 5 i 8
PEREAF b, BIELE ML o ik PD YRYT, ASRERH IR RRAT At e, L 45 2 v A8 pl B s Uk 88 40 B
A, RAMEHE, WERIELXR13].

3. TGF-p {5 51@K5 PD tHAX ML 4L

“YE EMT FHIS SR 4 A ik 72 v, DR P 4 4 A0 TR 30 3 40 MR FBE 1 P 52 RN R Vi 5 ) 40 M P 15 5
SRRk, fl R A T P R IR B 7 DX A S R e L . 7 [LAARAE B ATR 7T, AV A4k
DR - 5 (RO 40 L P DA 5 B e B e R IR 5 M BT A0 A G [15], Horp TGF-B 72 EMT RAEHH £ K6 H
BIVERI[16]. TGF-B & RAT 2 AR I AE K FBF G — R [17], kA T P-FiE gl
M. bR ANME. RRAT4EAIMSE, i RV FIMAIN R S, BREIEE. BT A, k. ECM
HI, SEAYANIR IR K G 45[18] [19], /2 PD AHRIEMEIE A 4L O8N 1. TGF-p AT LU BOE &
i fK) (Smads ) AN AEZ 81 () (A Smads 4K H5) 15 518 55 5 IR LT 4E4L

3.1. TGF-g/Smads &8 2%

TGF-$ 5 TGF-5 3%k 2 (TGFR2)4: &, 4k 4H %% TGFR1 I IR =ik, 7t e TGFRL ik
B AL S, WSS TE TGFRL BEfR 1L Smad2 #1 Smad3, ‘B4115 Smadd 4 & A B4 t, 5&Fil
By 375 DR R0 i Bt ) K1 7 0 [ 8 9 B 3 IR F % 556 [20], % R A 9010 Smad3 41 B 5 R R sh P45
P FIRA LA 7y T ISk, IbAh, Smad3 i v A5 SR A 4EAL 1) miIRNA F1 IncRNA [R5, [F] B[R] 440
FIPLET 44 miRNA [R5 5[19]

Duan 2 A\[21] &8, /INERI Smad3 ZE R milk /G, TGF-B 15 S0 EMT #E B S0, o AGHR A] Kz 4
M R A/ E ) ECM Ui, [RINEE &L Smad2. Smad3 #ik. Hfz, Smad2 JEPEIBEERR R, /N BUIERR
) J A ik TGF-4, MUK E R ECM Ui, NEMRE FEAREC T X A2 B2 38 m, AR 4T b f FE W25
e, X8 TGF-B 5 Smad2. Smad3 [RIERLAT4Efb [ Kk A%V % %K, FH Smad2 1 Smad3 7E I i
YL R AR S o A E I E S SE 30 AF 3 7 2R UM 4518, AT TESE 30 KA BF A BN R IR
Jis VRS ERE PD VR, I B N RO RS AT AL FR S, T Smad3 m bR/ BR AT DAHE ST I R 41 4
1h[22]. 9K a5 N [2317E NG HE ) R 4H Mg s R 30, d ao ) s el ik ) 7 20, 280 FR (i R L 1Y) Smad2/3
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(p-Smad2/3) & gL, RIS WS BI7E &R A AZIR/KF Smad7 RIAMEZ, (HR2XMEREH L TGFRL.
TGFR2 %5 % %, Ht— 5Bt 18R S FE Yl sz, Smad7 A] L7 Smad2/3 BB LI, KIETEDL EMT
MIER . RAMETE AR [24], TEKIAIEAT PD ML 40 R R AY b, 423 Tamoxifen F1E2H BMP-7
YT, WAL HH] Smad3 YAk, I Smad7 FIERIEKY, AR AR Y A pE G n, BRI AR A
Wb, (RIS ThRE A . 5K SR [25 i ik A Py AR A S B0BIE FO R B, /N 58 T o] LAE TGF-8 i
S N BERE) fz 40 i AR 3R B ¥ Fe B E-cadherin FIA K340, 45 4E L4845 Collagen 171k /K -F-B#1IK
B/ 15 N BRI 1 TGF- S EMT, #F— B8 70 K I/ 156 N BRRERE 8 T-48 Smad2/3 ¥4 # A ftx
W BEH] Smad2/3 [ SiE T, 11 H TGF-A/AE Smads M #iE % i) ERK. p38. AKT FIERR 1k 3135 1k
e FIRAG 2 P SO A 25 D BRI B (5 S AR Sl s N R — AN R E B RS R AR, —
JiTH427~ Smads A 1 EEAE A, 51— 75T BT 115 B G I R VE T IR FEE SRR

3.2. TGF-/4E Smads 4k EiE 2%

55 TGF-pISmads WKl B AH L, TGF-g/AE Smads #RE % L A7 58 N 2 BEAL A4S . b, 223
JR IS AR E B (MAPK) B8 & TGF-p/EE Smads HORE 2% (1) 52 H 4y, E2A5 p38/MAPK. 4iJifl
AME ST EE(ERK) . c-Jun Z 38 AR Uil B (INK) S, HL B 8 A SR 1403 e ok . 955 1 G Ik LI -3 Ui - 20
4G B (PISK-AKT)iBR, JAK/STAT %, PKC B,

WFFCUESE, #of ERK 55 1) TGF-B 2 E A AN A T-3#0& Smads 132465 &1K([26] [27]. TGF-A1
A CATE B AR B S R, @ MR 1k SHCA 1) SH2 #11 PTB £5#43, f#R47F TGFRL L) SHCA
WAL, (23 SHCA-Grb2-S0S & & Wk, S8 MEK1 Fil/e MEK2 LA K ERK 0% 51 # EMT [28],
JE RS AR TR IN[29] [30], BHIT ERK {5 S IEER 5, A AE EMT (1] B 240 A i) 18] 78 f5a & 24 s i 1 b Bz 24
MR, MR iAR, MR TN ReAS BIR0 /- 2 o BFFEE AR IR[30] [31], 78 K BRI IS ) 5z 248 A
BRI INK 5038 B 250406 INK &Y, AT U] TGF-g 15 51 Smad3 BEER (b WS AL e, ik
/D JEIEE B) Bz A (A A% 06, R EAMH] EMT B4 . BR T R i A0 7 A6 A =, p38/MAPK.
INK/MAPK 15 5@ B W IESE 2 5 TGF-4 1% 3 1) EMT, ‘eA12&8 TGF-4 @il i#is TAKL (TGF-p ifitb i
D, SHMRAEE RS MBS AKCEANR, p38 78 M IR A B 40 M mil & 1 264 T s P38, o0&
JE ) p38 HE ML Al Ak A A B2 4T i) bR AFAE R (1 E-cadherin fRFFEEREAKCE, Eid i TAK-1/NF-«kB.
ERK1/2 35 P I S LE SR FR ) EMT B3R [32]. A3 WF 70 A IL[33], W REURS ik 22 Iy S B A0 Ak B4 1 1) 7
g1 s HHKPT TGF-4 1553 EMT MIER, IXFMHEHTIE A& BT ERK. IJNK il p38/MAPK 1% 3 Fif5 5 4%
3 30 B[R] B e S, A Smad2/3 AR Smad A7t 2%t [5] B BH T 5 3501 . PISK AT AR RR AL LIS AKT,
TG AKT B0E mTOR 625 EMT [34], —IERRE/KF W 50 & IL[35], Smad3 [l i s 7
INERFNEFAE RN R AE RS Y TGF-p1 Bk G, P PIK3 B E M AKT A FIEWNZ, [FN Smad3 JEH
SRS TR /)N BRI B 240 PR R A v [ O 2 AR e I R, B TR MR R IR TS, AT LA mTOR 1 i id ik,
0] a-SMA ik, £ E-catenin, JHPRHRAMIIIE RN, &8 PISK-AKT 25 EMT. BEHZE[36]%
PIBK HrF eI FIIMA L TGF-1 R N E B A, [FFEUEEE] a-SMA 31k 5 25 1 4],
E-cadherin £ [ #5411, BT P13K/AKt I 2% B¢ 4% 55 TGF-p 7 3 HJ EMT. LL LA 5T R W] TGF-p/HF Smads
KHE S E EMT AR E HEB BRI ER, 1 H TGF-p /5 B 2538 B I 772 L RV T R R 4R B
%, 18I TGF-B S Smads # i 26 BT HoAfhAF Smad &%, #rILA*h78 Smad {55, {2t TGF-B
2R B IR

4k Smad K#iE TGF- 15 5 il B 1 /s M2 AR A G 0 TGR-B (5 5 R, A% Smad {5
SRR C AT Smad 5 51E8 TGF-B 55 RN A FI LR MR A . g BRI & A iU ) 7 VR 45 Gl
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K, G5iE RNA TIRBARFVNIE AT, KA BT3B B4R TGF-p BT 2881, BLK TGF-4
55 RS S R AR A A RS T I

4. ncRNA £ 54845 PD XM EA 4k

WE G X RIS LF AEAG DL TR AR N, BB AT MBS A LY B LR iz
it AR T AR B BORERER %), DNA HELL . JE4mRS RNA (non-coding RNA, neRNA) 12 & F 211 [37]
R MBE R =MIE. BN miRNA K IEIT 7 A Th RER T8 Z 1, ncRNA iZ#T 8 PD AHK
PERG AT A Al R AE AL A I ST . neRNA R UKET RNA, WIS EYE, ncRNA 252481
/N RNA (microRNA, miRNA) 4% |EZw 15 RNA (long chain noncoding RNA, IncRNA) [41].

4.1. miRNA

MiRNA & —Fl FBER (21~25 MZH ) RNA, AFEFWIL, /& ncRNA FiELZ KT, KIEHXT
PD AH &M BT I A e AL AR B MBI E T DA A e R 4R 4L miRNA FIHIH] £F 4618 miRNA,

4.1.1. {RHEALEMHE miIRNA

mMiRNA-21 f& — B AR EERRT4:4L miIRNA, SA W FEUE N % miRNA 056070 ] DL [ 2
BELLEEELDN Sprouty-1[39]. PTEN [40]4%5%, {i#k EMT K AT 4EAbaERe, 1 S P AR S04 00 2 Bt R I 1y &%
B FONEERZ, miRNA-21 &) LR 5 Smads K #i[41]F09F Smads 1 [39]%5 %15 55 FiE Kk 2
EGHRAAEA . IR miRNA-21-5p #7738 73 38 3G I B B 2 A4 FH 0240 i R - i S Ak W g A 14 T
WIS 32 AR -a F7KTReik s /N SR A B 4T k4L [38]. BMP /2 TGF-p HEEHIK G, Hf BMP-7
HA PSR, A0 70 I 005 6 R BHR 25 SL 3G ESE miIRNA-30b 7] DLE B4R 40 BMP-7, {2t
YRR [42] . AT AR A KR 10 (FGFLO)/EA—Fi A K+, Al Ras-p il PIBK-AKT &4 15
TG f 40 ) EMT [43], fE/NREFAEM B b, B Ge AT miR-145 SOk AT LA FGF10 11 5
EMT, 1] miR-145 FKIAT et FGF10 FRiAFF Wi EMT [44]. Zhang %5 A[45]& 8L PD /NS
Apigenin JA77 5 iT LARRAR G AR () 2 0 h miR-34a [3RIEAKE, ) T HRISAF4ifb R B8, JEHMEF 2
AN EMT AWbs SV RIE R A T HIBAE4L . Che 28 N[461RBLE R e 4, 25 I IRAF4E1L 1Y SRF
A LA miR-199a-5p F1 miR-214-3p AT 454 33 EMT, id 1A miR-199a-5p 5 miR-214-3p ] i H
HMLIT AL AT EMT, (HA] SRR, TpcERx pifs miRNA BA MR EIVER, R LIS 55 A -1
FUHIESZ miR-199a-5p Al miR-214-3p W] Jal 4 I AR 4T 44k K SRS (IR AT AL FR S o Liu 25 N[47]RBL s
B PD ¥iAe 5 5 K R miR-122-5p KA £, Smads FKik/>, YIER miR-122-5p AT AL PD K R I AE I
AR EMT 2, [RIE AT BAADH] Wnt/g-catenin {5 5idig, H#f—2PIESE Smad5 /& miR-122-5p [ §E5E
(K, miR-122-5p il id 8 ]S Smad5 ik K EE Wnt/s-catenin JEES, JHE PD MHISPEIE IR LT 4E(LFESE,
X ARE FH AT LA Smads i 0k B W . Li 45 A\ [48]UsSE PD s IIEIE W KB, 76 PD K . 14k
PERMR R E IEER T, BAB T 1a (HIFL-o) L AN A KR T(VEGF) & H /K B 580w, 1
MiR-17-5 7KK,  3E— 30 F b 2 G N JIG 165 1) 52 4 ff & I HIF1-o0 mRNA I VEGF mRNA (13T ER s
Fik 2T miR17-5p FIBMskkb, &2 IME, WESE HIF1-a A1 VEGF B %5 miR-17-5p H T AL
FERT, N PIERAYEL.
4.1.2. INHIAFLELAT miIRNA

He %5 A\[491M %2 2| 75 JR B9 PD K BB it 3Rk miR-15a-5p 1] LAk 35 B R £ 4 44, 5| k(1) 2H 240
S, [F RS VEGE i 25 kb , @ik X' 3 B 5 SE38 F1 FISH UE B VEGF 5% miR-15a-5p, fff A Axitinib
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4] VEGF J5 A3 3 2 4 fb i3 45 3, $27R miR-15a-5p 42 PD AH I ME I AT 4E 4L O AR 47 1t miRNA. B
FURIL, 1E PD &5 PD it thl H miR-302c RIAKFEK, H'5 CTGF Rik/K T2 MK, 1EH BN
ik miR-302¢ J&, T LAA: TGFA-1 %311 CTGF Kik Lif, B 5. Z2# PD F 5% B 2T 4k 4L 5 2 [50]
MiR-200 XA K ILAE RIS LF 44k i L AR B AR, X P E A& i ZEB oA 31, ZEBL/2
P EE AT LS EMT #ERE[51]. #FFEE AT I[52] [53]KINAE PD ALK BRI ML 24, miR-200a
(2232 B3 T B, At T N\ I FEE 1) iz 400 o P iF 52, miR-200a 7 LA [ 15 E-cadherin % 54011 Rl T~ ZEB1/2,
X TGF-pL 5 MR R FIAF EMT BA MR EH o b5 7E PD K BB % 4% miR-200a i kL, K3
miR-200a {& & /b A 4EALBR 54 Col-1 A1 FN 8 H IR IA A IR R, i — P IE S miR-200a X 2t g
P R 24 A 1) IR B R T R T R 4% B ER 974 FH - 5 miR-200a AN [R], miR-200c 7] LA B 44 [w) ZEB2
F1 Notchl, [HJHz¥0[ Jagged2, Jekd5 EMT %% 55 KI5 A bs 4 (1) 308 R AE R LF e Ak AR 4 76 I [54]
IXHE7R MiR-200 KGR AT PD AHICHEREIELT AL IR TT I8 70, t0F A B iR PD RE A M AT 4L )BT e
&o Snail A& Snail FIEMIEL R, &2 5 R4 EMT N7, fEATE EMT i f2E H#30A i,
Al DA E #2401 E-cadherin (1A 15F EMT. AR 7L KIL[55], 7E PD E#FIMEAHLIF, miR-30a IRIAK
“F-H 55N B#, Snail 389 B 2 T 57, i 3% miR-30a 1] LUl Rt 5 Snail K711 3 JERIREIX 45 &, FRKIR TGF-p
PRI 0 Snail B, KEEME] EMT BIRSHEIER

XU L EE FONRAT T R mIRNA 75 EMT H/EH LLEGX e i i 57 #E1a RNA KL RS 5@
2 AV 2o RARAE T H AL A, (2% miRNA NI AR 4E A bR 0558 72 — A 78 il Bk R 1 o
e, FWEAHE M. mIRNA FI7EF ROZTE R SR B R 70 RN RIREATRE TS, miRNA 5% B A
TRIATIR T 4T 4E BT 3T R A

4.2. IncRNA

INCRNA J2& 57 —Fi K Bl 200 MEZFR I RNA 2, EH miRNA —Ff, REFRK, 1ER8—F
TEAE T R 7B O 7E A5 . 5 mIRNA FHEE,  IncRNA [ Zh S B A 5 4 U R 22 REE s

Wang 25 A\ [56] K HIL7E PD kSRS BHET IncRNA 6030408B16RIK J&, WISP2 [ IA MK, KR
JY U JE P 0 B ) iz 21 e R B I, miR-326-3p 1l SR v A WISP2 RaB W&, = HEAH R TER, it —2
ESE miR-326-3p it 5 WISP2 ] 3'UTR 54 &2t &1L, IncRNA 6030408B16RIK 15 miR-326-3p 4f
FAE AT WISP2 G A 44 B4 . Wei S5 N[S7]7E TGF-B 7 I 41 EMT ik fEr AR,
INCRNA AV310809 3 m#iks, H IncRNA HidRiks5 wnt2 ARG R BEIEMER, JHFEME
Wnt2/-catenin {5 5 18 5 [ 035 , 1832 RNA pull-down 3256 1F 52 InNcRNA AV310809 Fi 1 H T p-catenin,
p-catenin FIEEERIIES 731885 T InNcRNA AV310809 MIfE4F4EfbiE, $27~ IncRNA AV310809 #f[q] 1%
Wnt2/g-catenin {5 58 B 0 B 4 40 F2E . 5 IncRNA AV310809 15 FiI#H /2, Zhang 25 A\ [58]i 1 & &0 #7
BRI AE XORTR A T FHAE DR — JR DR A2 S 24 L R Ay /s BRI IS 21 4 AL BT 72, 58 IncRNA AK089579 /&
miR-296-3p [ 5% 4+ PY I RNA, ‘& BES (2 3F miR-296-3p i #L 3 [K] DOK2 #1234 , 11 JI5 IS ) 7 41 i EMIT
ERARZE. BRI E RI[59], EmbES T RE EMT FIRRIEHE 404, IncRNA Gasb [f13RIAK
FREAS, TR IncRNA Gasb A DAY 55 IG5 [A] f 0 i) EMT,  [A]BS &30 IncRNA Gasb id@id 5 miR-21
SEAHAT PTEN, #E—P 5015 H 4518 IncRNA GAS5 5 miR-21 35 4+ 45 Al id Wt/g-catenin {55 @ i
V5 PTEN BIERIE, 520 JIHE ] B2 40 ) EMT.

BIfEXF IncRNA HIBF AR AR, (2RI AT A S Ry K 1 AT B LTS Ak o 35 (R 2 1
W28 (R FR A, SAgidE— 25 1] ] IncRNA o A 4T i Ak K R I WLAR B3t 1 —ANSEREAN T A0 AL A8, 14 IncRNA
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FENR PRI T B R N S 4 143 RS -
5 BR&ERE

BORAES AL JLAE T, PD SR RIF FUAE B RLT A A0 s B AR B2 5 R AENLR o ) 23 T 2R )

ST L SR AL AT SO DAL IS T HIED, (HRR DB R RITREE— B H AN IR ARG T A1
B A 2 A TT AAFAE A 2R 2280 . R S AP o N U R LT e B B AR PR, SRATTESR = PD iR
MG 2 eI IS TR, R A R . YA i) PD W i A A IR
U 7 TN R, BA A AT DUA EANRS A MR iR 7 15 7t 8 T IR, (BAE It
AT . VAR i TP A sh e iy . e 2R 5 N XA i) 22 57 . RRIN
W TEAI RN % T AR TR LT AE AL AR B 58 Jm 2R P, AR MRS T IO, 2 T4 R 1 A
B I8 LR T O3 ANt SO — FR T IR HE
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