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Abstract

Glomerular endothelial cells, mesangial cells, podocytes and parietal epithelial cells (PECs) play
an important role in the pathogenesis of glomerular disease as intrinsic cells of the glomerular. In
recent years, with the deepening of the research on PECs, it has been found that PECs can be
activated in normal physiological functions and pathological processes, and play an important role
in the formation and progression of glomerular crescents and spherical sclerosis. In this review,
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we will review the role of PECs in maintaining normal physiological functions of glomerulus and in
the occurrence and development of glomerular diseases as well as the related signaling pathways
and molecules.
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1. 518

B R R 22 (1) N 52 B TC RIS 3 1) B ThRe e 2R R RE R, o I35 005 D RV 2 35 38, ' /R 2
JZ 441 ffd (parietal epithelial cells, PECs){E A /NER ¥ [ A 4l Bl 2 —, DRI USRI g5 7 B A Re B 345 . 704k
IR R, TN R A R R B P R IR S22 T )2 0 . BIREAE BRI ERAS T, PECs 47
HEERFRTRE, I 2P EERA[L]. HEW PECs 788 I ROt BB 2 550 P cde
(TR R DA B B A 49 ) B B AEAE B AR . BT 2% PECs T4/ 4.

2. PECs H4mBa4E ¥
2.1. PECs B9#Rk

B /NEREEZ I AR (PECS) & — = HE A LE S 2 4 (¥ 7 b R 4 fal2], 5 PRAR I o /N B 4t
R A0 () R A B AR EEFE[3]. PECs SR b R 0L, i), JEREZ) 0.1~0.3 um A5, 7E4
MR AL FT3E N Z) 2.0~3.5 um, BT R ITI AR, PECs MRMHAVIE T ZMAEMLTE, Hok
B BWAAERRME, KAFFEIEFTH K PECs #AEME, MENIL BIEEE 0~2 2 H.
EOR PECs MIZHMRARIRE, (HAHSRANML Al FEE e, & DMEFRY “RRERR” IS 28 SU
ILER[4]. TEF/NERPY, S PECs Jef T8 2 Q¥ LI R-FAI, BERRANZ T R-FREE T R 4
(flat PECs), A& 7. )77 PECs (cuboidal PECs, cPECS), — /it ZiE {1 3] fifd 5 3 ()37 3 /)N 5 A 40 kL R0 1 30
TEEIRFLAL i ~F A S7 5 PECs WP 2 18] (113 42 4b v 8] 44 PECs (intermediate PECs, iPECs), iPECs £ = ffi
T, SR (R D), TERPIRIL A L], WA . fEA RS NERgs . AFEIEAY PECs AT A
A BRI A F[5].

2.2. PECs KIEM

5 AR EE A A AR EL, 5T PECs ZhEgMA = BT T, W2 hae H arfs R HED .
HiF PECs & L Re4mif, FrAVF228 008, 24084 HAl b R an i g s R The, B ad il MR,
Ry G B, B ISmMALE RIS E ST RE, RAEEERGE, HH ATk Z RIS IEN]IX L)
BEMIESE . H AT R FTIGE K PECs IIDIRELNT -

221 HFHMSRENTEN

PECs Ty % [f] it 11 7775 45 2 Fha ik g0 i () B 25 &2 88 1, 0 claudin-1, claudin-2, ZO-1, occluding
&, IXRER AR T AU ) B A, DAk YRR 2 QR e . BEEERE AN RRE
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RPN IEAE i, FEBDLERFAN AR s Bl 1k o330 I o BT &I 2 - ) 1 2 1), 7 1 e S s 6] -

222. AERWBER

TEIEH A BT, PECs B /E 4t B /NEkyE I B ik S8 (0 28 (5 v , PECs AW/ & (1 (AR 1
MR ARSI, A AR A S R 2, X & H T PECs @It AR RN
FERES AR AR, FE, RENEENAEAESER PECs Hff7, SrasH b g
Thie, B REIE R IS KL R [6].

2.2.3. HEEMEE I

EEMERIER K GG, PECs 2RI IR, MBI K E )G, PECS (3945 4T &1k
R RMMRAER AN, BEE N ARG, 48RS N ERIE L B ) 4 —
JEA0HE, R AR 2 5 BUR B PRI ORI 2R B /NERAEAY,, B4 25 0% 11 A2 200 A PR 1) R T8 4 /N ok
PRI AN R R HLE[7] [8]. A 4HMIFI PECSs 765 NE R & G W I, 3 2 IR 2 1) 70 o 20 B Al A6 T2 B
BRI R S R[9], FRAEE/NERIE ) S TR BT U s RIS NG MR AE, R Al 4 L,
ifi PECs TEZBVIRG FIREEE S T WAL F1[10]. 245 /NERZ BI85, AL ANIg R IF & i, PECs
VPG NIGTEARAS , A UL 4E M, DL RAR 7820 5 e R R 4B M [11] [12] 2 BT AE /N BRI 72 i R 30,
FEHT B AR B 0 B, 7B B /NERFE S % (glomerular basement membrane, GBM)FlEE |2 5L i i (parietal
basement membrane, PBM)Z [A] P Ilf /& 4 {25 T Bl — M SRR 4544, 512 PECs K ZEIEFA[13], 76N B E
B NER I AR AR R 2 IRBE N — SRR 2 B NER B R AT AN (3LERIE PECs AL 4H Y
B H R PECs WEAE[7], Ronconi 8 A[141WF7E K30, WIMEK T M, FRR%] PECs BAnidd) CD24 Fl
CD133 [k, mLamiutric EAMFRE L. dik Ronconi 28 AHENI, PECs iz 71k Al 2 [ 58
R GEM, X SeA I I A BB M R, X RN R I T R B RS VAT IE S

2.24. BiERE

PECs I 5% e H 1 fif) & [RFE M FE IR —A2, e A BT 36 Il B e R85 IR W AE AR ) b
YA AT AN AT BB B BB, AT BELLE B8 5 A 73T A4 2 [F)3d it . PECs AL (16 & QB FE R v]
RE 2 fif) 2 ) A7 AR (0 2 3 BN LAt A DB R O B R, AT BT IE ST TV /NER A S “ ki S /N BR A
%o X PECs ZAiMf, AHAEEEEER MWLM E B H I g, EEE R R R ek,
U B kR B NERSE L NER (13X — PR 2R PR A R 3% 5D 1) SO SN, A A W N B L 96
AR T BORE L 4EA W R R[10]. Bb4h, PECs i it BA WU AN VERIUS 4 R (R 27 6, (R BEFEIE N R )
MBh[10] [15].

2.3. PECs BY5EH

HAT, Bt iR R, PECs 25 7L /NERIR IR W, HARF 2 PECs KA Tidfk, &1k
J5 1) PECs K2}y aPECs (activated PECs). aPECs 7EJEA % ER I NANMIRZ ARG K, 3775 4R 1) 4 it Joid 334
T, A BB S A B R I . TR Y PECs FRTEASSE R AT, AEWei ki kB2 L,
ROUNIETE | IT R B AN T AR g, T AT S ECE N A RE, 1 BB BRI AR AL . 4 aPECS
K5 SR RIE CDA4 IR 41 M S 5 R 15 8 (extracellular-signal-regulated Kinase, Erk), CD44 Flf# &
LA AME 5 R A N /& aPECS MR bR EM[3] [16]0 E S0P R Kk BeiiAb v B /N R ' %8
(focal segmental glomerulosclerosis, FSGS) ', PECs H1f{] CD44 F A I [z 1k ERK1/2 3L fi, CD44
(38 2 AU PECs Wb bR ds, (A2 PECs IE#8 S A £F 4EAb R B G LI [17].

CD44 s —Hh iz /3 i THPRR T RSB, 16 IR B /N ANRIE, COIF SE7E 2 P 2 A4 B 2
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A 54 LR G IR A AS , CDA4 528 F A4 B 98 RIS P AL Jy A1 Bk V5 /N BRASE A P 5 o3 AL bl BT 40 75 (4 [ 18]
HWEFERIN, Erkl/2 #£ PECs Wi T CD44 )R, FERIRIALAITME PECs KA HIN[19]. 2412
S Y, T 2 34 ) 1 4 B A2 5305 Xl §- (macrophage migration inhibitory factor, MIF)AID A4 35 57 40 i fi7 2 [
F 1 (SDF-1) L4l PECs #11) CD44 sz k& [ CXC #&tk A 15214 4 (CXCR4), FH{Eff CD44 /31
PECs [a) 32t I kit % . 240 PECs 1 MIF A1 SDF1 [ RUM 2614 7 RSl 3B 15 D @4, M
T eI Bibs, SECE/NER &R AT BEAEAL[20]. Smeets 25 A [21]0F 78 & B, LKIV69 & —Fh BBEHiAA,
AT DLLE B /NER A RE e 18 R 0l PECs 7™ A= I8 o1 Fh A7 7E (1) E TR Sk JHF 2235893 - BT claudin-1 F1 LKIV69
S PECs 4R PEFRIA, FrLAn] AR SKAL I PECs X B /NER#E IR 28 7E LT BT A S5l =+, LKIVE9
Gett S AR 25 k6 3 PECs 85 FIBU/INGURY,  — 28 /NI FSGS A AL I AR AR 25 55 A M 31, LKIV69 &
BBURIIARIE, R LKIVE9 i B it o] 5e 2 A I 53 FSGS i A iUk T A .

3. PECs ' & /VEk& TR

W& % PECs AT 58 AWTAR N, H A &3 PECs W] REZEHT H 44 4 (crescentic glomerulonephritis, CGN).
FSGS HIHE &7 ¥ 73 (diabetic nephropathy, DN)A5 0 Hh A #55 B AR o 75 ALY PECs 7T AME 5 I (2 E AR
TR I JE M /INER 1 %% (rapidly progressing glomerulonephritis, RPGN)#T H AR TR, 52 5488 A i FiE{L
TR T %, WE ST 20 FSGS 1, PECS i 7% 2B /NER#E I 7 A 4t Jf 1 52 )5 (extracel lular matrix, ECM)
B H[22], ECM B I HERR, @E 1 skt H AR FIREAL AL . Sofi i 70 B, FSGS Al DN H 3 i)
ECM T H F 2RI T PECs, ECM A MHER, FEE/NBRKARE . BIRFIA4E10[23].

3.1. PECs #1 CGN

CGN & —Ff LB D eI 2 SR AT H AT BORRRIE ) /N R AS, A SORE RSB #2157 ek
R AR T SN b R R A I A A P A s AR B4 MR AT Ak, CGINC 1] 48 B 1 3 2 e
aPECs. ELWRANMAEAMIH R [19]. TR AN, aPECS +2Jmukt H A 3 240 i [24] .

CGN Hr FAARITE AT 52 B e e fil i TR 2R B A 4 M98/ R DA R A MO A1 /N BRI AL
TR R I PECs 05 C3/C3a YT [RIN A£4E, 1B C3/C3a 25 | PECs Midi, # HARIITE G
Y GBM KA 3, MKBRER, BaSECHAERKIER: Lt CON R, 1ENBUEM
HEM IR S S — 7, 2R R 2 K5l PECs WAL R 2 [5]. WHFTIESE, BR T RIE4HA4, PECs /2
S M Er A R ) 2 B R S . PECs i 5 ME % #2811 Claudin-1 7638 H i ik . Claudin-1 32 %
SN ATAEHT I AAI95 A% v 1 B 4 P P 240 . B i 367 o Claudlin-1 388 5t 76 189 B 4 2 () T i 5 25 i 45 5 5 40
FH ARG R[25] . 1% L3 G A i mT R o= PHZE S/ NE I O, PRV B, B B R AR IR, 2
hae KA TSR 3 B R K 2 —[26].

3.2. PECs #1 FSGS

FSGS J&—Flt LB /NER Jey b e A= 5 B A Ak A REAE () — 259, 30 1T LAR JB SN 2R G M sk i ek 1)
B/NERTEAL . FSGS 7EHRHE BT DLy A 3mba iy | T 2 . 4l | 1A BUAN SRR 8L . FSGS 1435 5 PECs
WO, FEAE DNERPEACI RSB AE G, aPECS RN B /NERFE, ZHHUALEE, A, ECM U R4
SN SRR AEAY, . aPECS AT A2 @ A A= 40 ds, SIS B /INERGE 1 R A2 [16]. A FE K IN, PECs A
NZ5T FSGS WK, HHZSE5 T B/ L MMELARM4ERE, Mg R T 62 [RERE M IRE[27].

PECs ] LAYE &Rl & ZEIGHE, 54LA PECs 774 A4 i A0 JE B v i) 2 FQ 2 I B /NER AR R . 2
YA /& FSGS H—AMERIE, /2 FSGS KAMIRsN &, fE2AFER )5, PECs uf LA /b BN 2
YMARRAL28]. WFFCRM, WG PECs nIREA WA LEfR: — /& CDA4 4hE4:RIE, SESLFRAE /NRRE
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fififh,, —/& CD44 KikGk4:, PECs /- N R 4HiE, #h7e B /BRI G I 2% (1) 2 4H M [29]. CD44 {24 PECs
RATEIIFREDY), CDA4 [k Z 25| 2B /INER R AR 20 Mo 36 5 ek /> DA B IR M 98k2)>, CD44 ] DL & 1
s& FSGS B ¥ Thagdt— Ak bR £ [30].

FSGS B TEIG K HF R B S s A2 1 b fz A ffa %38 7 H1] PECs (intermediate PECs, iPECs)Mfi#x
EW, XL PECs fLJe Rk TR FRICY) CDA4 M1 Ki-67, ] iPECs Hb2 i ~F 1) PECs B8 2% 5 W
iPECs AIAE/2 T8 FSGS KA IR [1]. B /NERFE A 2 [QIEFORGBE Z AEAE FSGS AR 1 - HIFY
Bt, 7847 PECs iITBHIMiE. Ut, KMEEILH) PECs Al REE R 1] FSGS (4 BhiZ W j7i%k[8]. fEJR K
MCD Fl FSGS F& At J -3 5 A I AH A 5T, v] LR IRAE FSGS 8 A I SHIY B, 7E1IE )2 b Bz 41 fd (visceral
epithelial cell, VEC)#1 PEC #fiz CD44 JLta i, ] MCD 2 WA CD44 ik PECs [31]. 381t Smeets
SE[21]%F FSGS AN AR B 97 (minimal change disease, MCD)fIHF 58 & B, 7 MCD w1 J | P-4 A 5] aPECs,
£ FSGS st ey, 6 & [QFE | PECs WG b2 — MR RHIE, K24 CD44+If) PECs 5 | FSGS
TR AE T, U BAAE R ST O FE rf, CDA4 ¥ T DhRettAE A, SE PECs J¥ U fM R i BT
BEIE/NKFEE, AR HE FSGS [F MCD X 407t .

ESHY I, WX FAE MR FSGS /N, PECs FSZIG BG4, Z4F FSGS /) i [F4E % FSGS
AN, R A BERIK, PECs WAk IR AN L Bz -R) 78 5 548 (epithelial -to-mesenchymal transition,
EMT)R %, (1B 6ES [QREEATLE IV B ge a3, 1 B /Rl 1) 1V 2 i Ji e 800 B {8 72 57 [32]

3.3. PECs #1 DN

DN & i LIRS RO L3S R hE 2 —, 38R DAZOR IS s £5 26 DN B H A4 TE B AT AL
ANEEE . BB NERIERESE, SR MEH A AL, 7 DN [ H 4k, nephrin BH4 40 i i L ) 5 25 T
=1, 9T H R4HEZRIA claudin-1 B nephrin, /b&EIL5RIXA claudin-1 F1 nephrin, X FhHLRA LR AE 28 8T
H A RAFLER], claudin-1 F1 nephrin et m] G824 B T 3ATX 7 2 V37 H A RVEH A k. LRk
claudin-1 1 nephrin FI 4035 B, 24 /N BR 32 380 7 =1 451 4% 1 ik , PECs 7] e 23 r) & 40 i & A= %40 [13] [33].
TEFRAS BT 5) H BT AR (R0 PR 73 45 715 1 B /N ER B ALRE 93 481 1) S VA o, B9 R B, Al A ke rp
/A PECs I395E, %A RPN ZF 488 B RUeR, T B, 3SR T DUKEL GBM X3 5E4F Jedi, 4
MriiIL/E GBM 1 PBM ZJH], 40t thIL, mlEg<5|4 PECs KA 365 . DN i H A B rT RE 2
SRS /NERIEIT PECS (134 58 Sk A= BURT IR 2 40 i LAEEAT B 3R1E B 221K 13]

#£ DN [{IH5 0] W52 2 PECs [93% 1k, 78 BTBRP B fRIp w1/ AR AL o, 98 20408 TR 0 AL
df, M7 T ERIELNM, JFHAEA PECs [H45H[16]. H AT DN 35 PECs WS MIHLE| MAE 2, T
Rt DN AbTHEHART, 'B/NEKpy e gnfudnifn e, B NEkpEd iz, SRS, MmiES PECs
(RO AP F AR (T [ 16]. B Feah SRR B, BE IR0 I AR o 2 LGS PECs, 190 ECM E A1)
FARANGI W, T T B Z RFEIYJE, ECM JIARBE /NERFE, W RE S SO0 R /N BRIEAL[34] . k4T,
WHACIESE, bl s N R R PECs B LU IR H AT B 2% A48 N 85951 PECs IR, UL =BEA3 T PECs
JEK. 7E DN HE#H, PECs of UL AR KB 25 L IPIRAS, ALK PECs Rl fES 5 T il &2 [CHE L i
RS FR[33]. TEREIRIE /N, FRATRT LUK I PECs, UiBd DN w1 1) PECs £ i 2243 24 5 Mk i
AP, A Loy RN S 2 FEE IR AR BT T, WOHE PR % 2 (879 PECs LK, X PECs &
FAR A% [33]

3.4. PECs FnH th 15 /Ek R

PECs 7E AN E 1B /ANERBR b K45 T ASFEIIVER, X —IL % AT R 5ASFE ) PECs WAL RE ) 2 R A
X*[28]. Sicking ZE \[35]WF R A B, 24#4> PECs KAIRAR . T 24 at, FIAM PECs tha kA
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A, . X —IRERW], PECs RS K B T 20 K 2RI, P DALE — 263k U8 28 RE I
B/ NBRER, W fE iR B9 (membranous nephropathy, MN) 2> 5 235 4k () PECs [36]. PECs 5 &4
MAESMEA:, E MR BN EREZ R 5, mTRea HILBMME MG ENILE, BIE Nk
B JIEE 935 147 m KL 44 e L 2 75 44k (antineutrophil cytoplasmic antibody, ANCA)H &I 48 B 5 2 45 7™ & 1)
B NERE 496, SRCONANIET A PRI IZ B AN M M FE AT 5<[3]. PECs 78 HAth ' /INER I R /E H
A REL R AN B R AR, I RVBIR AR R R Ok

4. PECs MBS ERRESHF
W% PECs B FUBKBIR N, 9% PECs i (WARSSAS 5 MERAI 5 FHOBF ALt bk 2, XA B T
it PECs 2 51 ANERB R BEIRITHE L

4.1. MEXAE 11 (Ang 11)/AT1 SEER

I E ok R B (ACE) R ML Bk &R | F oM 59K E 11 (Ang 11), Ang 11 B0E LB Bk R 1 4
(ATL)SZA8, FETTA B AR 7 KB 55050, ZERPA RN R AEIRAS[16]. RAS I E 23
R Ang Il 5 ATL 24k4h &, (RiFAMA . . IR A EALRI[37]. Ang 11 38 i<t BEL BT 2 A Jo 3
P77 C/IEBPS, f#i15 PECs KANEAL, HEATH sr%L. H45H, 1 ACE #IHi| 71 (ACEI)n] 115 C/EBPS [1iE
PESE 8, I 7 1 PECs 385 [38], BEFR Hil 3 H AR B, B 1k ECM [1AR S A0 a) B /NERTE AL (17542 [39]
7RG AN PECs I HH, Ang II/ATL SZ4&F1 SDF-1 K3 TAEFH, Ang I {$ £ 415> 4= SDF-1, i
SDF-1 fl AT1 52 1A PECs # 4k Ang 1l AR 2 4. 4 Ang 11 322|408, PECs L [#) AT1 Al CXCR4
ZARFIE VL S R A SDF-1 B4 b, 1t A 15 5 /N a3 A 5 A2 a2 [40]

4.2. FEEA&MREEKEF(Heparin-Binding Epidermal Growth Factor, HB-EGF)/3R
4 K EF54%(EGF Receptor, EGFR)iER

HB-EGF {YfE CGN # cFSGS 5k FSGS [MAli&E iRk, 1IEH B /NERIT) PECs F1H & SR Ak 48 i 14
B /NER  HB-EGF {314 . HB-EGF [J3Z 1k 2 — EGF Z{A(EGFR)th ii PECs Al /£ 41 it %1% . HB-EGF
[k = B JE HB-EGFR JERRI B, HREMIHZE CON KR AR B E AR, X — K I # ] HB-EGF/EGFR
PR AE PECS WU AHT A A4TE )75 SRt Fe i 5 AN T BRI VR I [16] . AR STIESE, 4+ EGFR
FEE 2 S T RS =t T B ) SNk . X BRI T — el REvE, BIRRE EGFR
50 AT BE X 6 7 B 7 AR F At S B SORE PR N ERE R B VRIT N [41]. Wu X & A [42] M52 3
HB-EGF At 7215 9% (1 /L 40 Fh % S Notch (55305, JL[E 25 PECs (05 .

4.3. Notch {5518 8%

Notch1~4 P4A3Z 14 J Jagged 1. 2 ¢ & #FECARZLRL T Notch & H 5K, 18IS SECAAR BAH BLAE B B0E
J&i, Notch SZRZHHE P4 (1 45 K4 380 23 54 7 B A% b SRS AH OCHE L DR K 54 3% [40] . Notch {5 578 B IR & i 2
R IR ZFVERT, ARG R B AN AL B 40 B 2R R 2 A B4 . Noteh 5 53 B2 — Fh ikt (R <F 0 fS
S, AR E . AANFRS MR B A CEThEE . fEE R 52 5, Notch (557G MM &
W, AEASTEATE R[43]. RANSEIRAT SR, R A K7 BL (TGF-BL)¥5 7= 1 PECs 2= 531 Notch
A% Notch 1. Acfk Jagged 1 FUEEEEH Hes 1 )Rk &, b, Hes 1 (R REM &, HILM FNIFHE
SRR AL A . —#IF%H (dibenzazepine, DBZ) & —F y /b EEIHI57, 5 DBZ 1l & w0
Notch 155, BHELIRTS Hes 1 {FRIL, FERRH] 1 78 BiAr SR IL, Ui TGF-A1 /3 1 PECs H1 Notch
RGN R T 1A [38] [44]. Notch 15575 PECs iER MR AARY, DLAME 4N 2k 5 it S bk .
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TR, TE/NRAANIER cFSGS 1, 3% PECs 1 Notch 15 57> F H LR % Rk . 5 B AR 1 41
At e UL B Fe R R B R e AR e i3t 7 cFSGS i PECs 514[44]

4.4, CXCR4/SDF-1 iB &

TEIEH B i, CD133+CD24+[] PECs 2 fli/RFILZ R E H CXC BILH 13214k 4 (CXCR4), {HLEL
PECs 4 R F 2L 1) CGN 1, CXCR4 ik W 5. PECs 1 CXCR4 it fERIA A 2 41
Ji HR P R SR A PR AT AR PR 7 1 (SDF-1) 1) . T BPE B A A A PECs 34 4E 1) DN J8 2 SR L H A%
F90) CXCR4 #iA[16]. WFFTUESE, fE FSGS H, CXCR4 1 SDF-1 £ (%34, CXCR4/SDF-1 i % ] fig
3 T B /NERREA R TR R[45] . FER 3 215 F B B /N, #] SDF-1 0] DAy R 4 iy & 2%, ki
PRV NERA 15 [40] .

4.5. Wnt/g-catenin {5 SiB%§

Wnt/g-catenin 155 & —Fhififb LORSFIIZ DR RE, S 5T TTHMRIGHEA . M4, 2AER
LR4Efh. A I Wnt/B-catenin 5 T & 41 LA 535 45455 F1 & (R M . Wnt/B-catenin (5525 7 £41
JfIAT PECs #rEMIM3LIE, Wnt/g-catenin i< {753 2 407 tbr B4 2 2k 1M PECs bR EMIG 2, b
Whnt/p-catenin 2 {ie it & 41 bz £E4 podocin A1 WT1 [IFRiA[16]. Kk, Wnt/g-catenin 55T RES 5 T M
PECs Il /2 41 i %442 [8] -

4.6. ERK @ %

A K FSGS [z Pysesa 2], ACE #2132 1A 2 40 B AE L ERK ) PECs HE 38 n, #ii|
ERK %, 2%t PECs HIEFEAI =452 [46]. 7F PECs FIZHUfE I, ERKL1/2 5 CD44 g, 4
PECs 1 pERK1/2 £k}, CD44 /K-FR#A%; MR, 4 pERKL/2 GRS, CD44 /K-FHin. HH, 4 ERKL1/2
WOEZ BRI, PECs iR/, 14 ERKL/2 #uERT, PECs it#&igm, uitHBIEE A pERKL2 2
PECs 1 CD44 /K-F 1A 45 [47].

4.7.CD9

CD9 & —Fi g 4 NS IREE IR 21~24 KDa HI VUK EE A, GBI TR RCE & 4 PR 145 5 o DX 715 4
B4 BB, TR AT R . SEI AT A2 FSGS 1 PECs |- CD9 )ik %, & PECs ' CD9 #%
5 SEPENBR (17N BRFR A iPec-Cd9lox/lox /N, B 5 FSGS [ iPec-Cd9lox/lox /I iR A4 K 14K 1 IR » PECs
WOE kR, 1E iPec-Cd9lox/lox /I B 7558 H AR R, wlRILFEHT HARi/b, IXEsein iy, PECs
(AL 5 CD9 2 5. thAl, CD9 = & 4 AT /N A S 4 1 /0 BRI B 2 28N BRGS0 H AR
FHECA B INER 45495 T 22 e, W LAIE S PECs XS BUE ANk AR 379 A1 28 11 PR 1Y) CD9 HAHE 1 [48]
e () FRA% PECs 1 CD9 (7K, A BT k3% FSGS A H KB 4 () B /N ERIR A AR (1 fR . CD9 1
B {H13 PECs [A)'B/NERIKSE AT RS BELIET, CD44 Fil p1 384 KR IAMEPH L, BEiT o3 5 A R A Th
RE[28].

4.8. MAD2B-Skp2 55
A 2 4y B4 BH T BB 2R 1 (mitotic arrest deficient-like2, MAD2B) & —Fh i A4 3E 52 & /140 ffg & 344
(anaphase-promoting complex/cyclosome, APC/C)#Ifil 55 #1 DNA R& B — A/ NEFAL . EFHE T, 1

B ANERRE AN 2D B MAD2B, {HAE &R 5 A 512 CGN 35 1B 35 K6 -, MAD2B (/K71 B 7+,
TR B IRFEN, 5 PECs A —3. S WIBEEMH < 2 (Skp2),& APC/CEPH s, Jgnfut
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KT, JEE BT R A 0 o B FCUE s, Jlid siRNA 354t Skp2 #4740, TNF-a i 5 PECs
(VS AR B DA B T B o 2 R 24 4 3 0 B I I = AR 38 v LB R %% . MAD2B A BT CGN 1t PECs
(A ST H AR TE i, CGN A BLEH MAD2B-Skp2 43 . i 7t K B, 7E5T GBM K EI)'E /NRFIZE TNF-a
AbFEY) PECs H1, Skp2 [EE A2, Skp2 15T 2 /0 5> &5 MAD2B #5411, 1Lah, #shidk Skp2
HER AT LARELYT E TNF-o IS PECs W0E A D) e B 1% 48 i IR B Skp2 2 5 PECs 0 , 7 HH MAD2B
A5[49].

4.9. MicroRNA 193a

MicroRNA &K FEZN 21 MEH RIS RNA, JBEL 5 mRNA BRI (5 #11%7E RNA JUER
HORFERBEER, TE5/NEREAEY, S577Z[8]. W&, microRNA 193a [MRILFFENF T PECs
IF1) A2 44 L 55 B 1 A% 462 [50], microRNA 193a 7£ PECs AR G312, T 78 /2 40 i AN 3R 328, Bir B microRNA 193a
A RESETEAE BB L2 F T PECS ¥ 44k v & 4l R B ) 241 (1) — A 96 [51] - #13 microRNA 193a 7] {2
ik PECs ¥k R AR AL, w8 1 R FH H AR T BR8] [52].

4.10. Rt AXESRBREESST

BEYRIGSRIAF 4 (kruppel-like factor 4, KIf4)Hii| 115 51& 55 3 5uE K+ 3 (signal transducer and
activator of transcription, STAT3)#% %5 14 . R PEmR KIf4 (1) 2 40238 n STAT3 5 5L 2, ERUE
YU, B NER PR L) B AR R AR, B AR I S B TR AN . SRR I A R e BRI KIF4
MRbR A S T R4 E R, i G2 PECS KA IE L AIHEFE[53] . 41 ifn /M P 4K KT D (PDGF-D)
WO IR AR A2 K R F-(PDGF) 32k 2= S S0k AT M8 A AR'F R A0S /Neksiqk, 1 /% R IA PDGF-D A 53
CGN FI'E/NEREEAL I R A2 [16] 0 @ H% PECs I FE M E RIEE AL AW 1 (MTORCL){E 5@, KL
HAE CGN HyRImHLE RS 7 EI, #% mTORCL 15 58, 4514 PECs TGk R AIH H AR
o, FH mTORC1 #iil 7 Al Js/> PECs HIMESH[54]. 1EH B /NERAT Src #lIH| & H % HE C JEY)(SSeCKS)E
PECs H13RIA, ¥ 296 40 i & 31 22 11 D1 (cyclin DL1)FE B 7E4H 5, — H SSeCKS # aPKC 1k, cyclin
D1 &4 BRI AMAt%, SSeCKS Mil&I/NE, PECs B A cyclin D1 ik, H B HE ™ & ) CGN,
Wi SSeCKS/eyclin D1 {55 % PECs [1F 224y ZL R B AR 14 A 50 [5] [55].

5. /g5

BEE X PECs IR FEAWIER N, CLEAEA [F B /NERIE R I T PECs HVEAL . 85 TR AR Y
PACSE IR, (HIHAENUHIRIAR A LAt — B0 7T, AR PECs WHEA A AFRITIRE, 1EHIRH
RIFMVERIATE . PECs AMUEA JE FRfR. EIE A BIEEDIRE, 1 HBAT 209 2 40 i) v 740
MLkt 25 EMRKmeE. HitcCaiEsk, SMESEBNES 27257 PECs Gk,
WY I MBI R, 25 7B /ANERGEH AT NERBEL I A . it — 2B Wl PECs fE 1
ANERII A R R R TR A AR T LR, AR SR A5 5 IR AN 5 0 AT HE 17 9%, A Bh T8 PECs
Z 50 R/NERBIR S HET VA TR R

EEWA
R BARR R (WH %5 : ZR2020MH079).
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