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The research advance on the mechanism of the exosomal miRNA in
pancreatic microenvironment in the pathogenesis of pancreatic

inflammation and fibrosis
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Abstract: The incidence of chronic pancreatitis (CP) is increasing year by year, and there is no curative treatment
and a risk of developing pancreatic cancer in the later stage. The typical pathological features of CP are chronic
inflammation and fibrosis of the pancreas. The development of CP is closely related to the three main intercellular
interactions of acinar cell, macrophage and pancreatic stellate cell in the pancreatic microenvironment. But how
exactly do they communicate between each other? Recent studies have shown that exosomes are important
communication media between cells, and the miRNA they carry can affect the occurrence and development of CP
by regulating intracellular gene expression and signaling pathways of the three major cells. In this paper, focusing
on the mechanism of interaction between exosome-derived miRNA and the three main cells in the pancreatic
microenvironment, the latest research progress was summarized and analyzed, in order to provide a reference for
the in-depth understanding of the pathogenesis of CP.
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T2 R 4 (chronic pancreatitis, CP) DL fig 41
ZUIAT PRI R SE RN EAONRRE, MK B3R
AR MRS, J5 B 5 I R S T ATE PR 55
Ay U T RE SR A RE R AT R e FLR ML R 2
{H 2 AR 4 (acute pancreatitis, AP) [ & K 1F 5
CP R AEBEVIMH R, KZ50% ) CP & A7 St
JR AR 8 B R A S, T B R R A 2R % A A - IR
BE - AL B AT AL CP IR 5 R I B K P,
CP [ 3 255 B 2% KR AIE 2 g iR 12 1% 48 R A 4F 44k,
i R R R I MRV 1 J5 51 S R E AE IR, AR
JRRBR A 2 rp 7 AR SORE R 13— 0 1 IR AR
ZHfifl (pancreatic stellate cell, PSC) vk, PSC y&tk 5
KA ST, rAE RKREMMAINER (extracellular
matrix, ECM) 7 JEMR TR S EUR MR iz - 481k I
VYA, ZRE4H AN PSC & CP 4L 4R R i) 3
B Y, HEm R ORI, IR SO %
ol 2 i 308 S A R 4 0 IR % B Y,
SR, TR R AP 53 e g e o 7 X S T4 o ) ) 45
S Bt T R PR PR AR I E AT AN 2 .

GNIMA & —Fh P B A 4E RS v 4 i EAR
2979 30~150 nm [F8Z MR FRI, RINAEER: 1t R
F, WPUEE R 5% (CD9. CD63. CD81). Alix
A1 TSG101 %%, HP#0E & DNA, &AL miRNA
HELZFPAEMEEYIR, RSV (extracellular
vesicle, EV) H1 [ —FpREBRSE AL . A BT 1) miRNA
& —R/N ARG S RNA, w @ Ah ik 5 H 4
MO En A X — i FE g NG, 5 HBERP 3" 4E
BIEIX 4 E, RS 5 Ui Bk LAz B 1) 5L
Rk, 225N HSMIA 32 EEA M ) M 5
Iy W TS SN HEUEE L4l 55
Z P AR B R o o JR AR (B TR, AR
A% PSC 5 fif iy 41, (pancreatic cancer cell, PCC)
(B IE VR 2 Bk, MO PSC &85 75 h 0 B
AR T B PCC 42248, He b B AL 1) miRNA
AJ LA S 22 ik [R] (1) 23k 203 AT iR 12 PCC 3858
¥, VAR R RE R, /e PSC H1{#
FH AN AT 77 GW4869 Ji5, H A& 1FRE 373Xt PCC
PR 2L 1 P D B S ] ), PR Al i i i
21 it ) P ) R A JR e 110 32 Jo ot R v 4 AR ) A
Fo T BB s, CP I R AR 4 2L 3R B3 v i)
B 55 08 M % i AN A AL B RE TR ARG 70 AR SOHg
X A IAA S FE miRNA 72 i g 28 128 J& o i i 425 5
INCAZRIR

1 CPERE SBRIEIAERKHII N AmIRNA

RV A % 72 AP f CP R A K R I 46 5 A
EP S Y S AN E o T Wi R e
ST BRI AR A 1 — Re S, P 5 B BT
JRE 20 B ()RR, T gy i K AT R 4 IL-1B
TNF-a, IL-6. MCP-1 F1IL-10 & ¥, % | 5 &
VBl 2 R 5| B4 SR S 1 B R T DA I
T A I R A2 A0 R AT 4R 2 2V RS AT i S CP
kA B

FENRMRE A, BRI 4E M AN 52 A 35 v A s A4
KURE miRNA BT, HE Sl s 2meE
3215 miRNA 4Nk, SRR BUIILRTES S 5
Je a4 5 R MM Jiménez-Alesanco 25 1Y SR H
AR HER £ (taurolithocholate, TLC) 55 AP K Bl i%
AU, PR AR 6 A 2 B K R T A 1 R AR R T
JIg 197 Bl AN AR AR, For miR-21 AT miR-155 23 %
FRIE, RRINMAT RS SRR R iR, T
Zhao % " R A TLC B #:fl¥ AR42) IRIE4NA, R
LA RE 7R BIE G R ANk, FEANR e T
115 22 R HK A miRNA, 345 let-7 K%, miR-9.
miR-20, miR-21., miR-29b. miR-34a. miR-92b-3p.
miR-130a-3p. miR-141, miR-155, miR-181a-5p.
miR-200. miR-301a. miR-802 %%, iX 4t miRNA 7
VR B R R A TR AR AR SRR 245 3 T
WIPEAIE, WEAE N SCE A AT VR ) IR
1.1 ShihAmiRNAS S5iFERR /B 4HRA T FIER5E

JH T2 5 SR B g i 2 ) Ji Ve 20 B A T ) P b
I, MGER LK 1, CERIEBRIRMIA T
L5 T V6 4 PR T R BE A O ) A A AR 22 S R A )
miRNA FEH LR JUF. 76£H TLC #A2H K AP
A5 7R Ji5 iR 2H 23RN CCK Ak B 1) oK B A IR 76 41 i
HOR I miR-192-5p (R IA K35 i, FE R A
TXNIP [JRE AR, JEiE—5i5 1k NLRP3/
Caspase-1 /- IR P PEIH T2 %, {£3F NLRP3 4%
JiE /N AR TL-1B, 0 2 i 0 200 6 08 T R IR 28
AN A G NPT A Y N os= e D S i S
JRZHZ3H miR-192-5p (RIA /K, Il miR-192-
Sp/TXNIP Fly 410 i) B3 ¥ 20 B 98 T R0 B iR % 0 %
R AN 2 ST R I, AR42T 21 i 24 R
2 (Caerulein) ] i 5 3 4 9 miR-92a-3p'"* 1 miR-
216a-5p!"™ F A KV L, AT 2 5 38 10 ) 40 e A
+ KLF2 1 XIAP )k {2 it il A NF-xB /- 5 [
T 6 9P T A 0 S
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ALt miRNA 1525 7 IR 40 f 5K 50 14
RIERS . WFFERI, miR-21 5 48 7™ 6 L
BOEARDC, S A2 RIPT F1 RIP3 45148 i
AL B U, BB R T TRP (RS 32 AR LA )
5 5 18 % AVEE ) R I Pten A1 FasL (1) 1A # 1] it vfs
AR T U, R RRAR A it R R o T AW 5 E
miR-148a-3p [ £k, miR-148a-3p th Al i # [y
N Pren $0H BRI ANMIFE TS, 0 EE BRAR 28 E s N AN
BRIIRAE U A, R AR A, BE A A T
ST R TS 140 47 st R 3 ot A A 38k PR AR B A
Berb, Bl RV A BB S R A B IR AR 2 RN
— 5 TH A 38 R A& 42 W4 A klotho £R Y B
Caerulein 15 5 1] AR42J A B 8 T2, #4ll NF-xB
TR BRI 9 RE SN Y, 5 — O TR R AR 2 R
% miRNA 1 miR-181a-5p 3% 55 it 63 44 s | PTEN/
AKUTGF-B1 38 LUE 5 iR 4 38 45 U

FIRWHIERE, SRR TR R AN A mIRNA 2
55 R0 iR (1) 22 Bl B 473 M AR Ak, e ASASCRT R 8 R R
TEA PR T R R O B R R B S
RRVE 2N ML IR E, 0 75 15 i s v 40 i 1 452 4 18 2
RIEAEH
1.2 ShihAmiRNAT] 9 5 AR 0 40 A0 h R B SR L 5
BESE

2 4 JLTE RO AR T 1 32 25 R AR L
Hil, TIKE BRI B I B A O B A K R
BEREfd. AR4E “129” WNERATT ROAF, B
Wk Rl 43 R 2 PR AL, b BB R R 2 I R 4t
A 32 R 2R I R RO AE AR T G AR R
ATG Fil Beclin-1 25 [ AJ 4% F WA B PRI 4 7k A e fif,
LC3 & = M AT {2 53 F WA IS 00 P4, [ B G B o T
3 LC3-1 e lg A0 i LC3-11 47 S b 5 3 21 1 W o
b R wiz EBAkbRid fE el iE T p62/SQSTMI
H—L 5 LC3 di & Wik Bt ihdt N AWk . B
W AR T B 5 T IO 1) 5 bR 5 1 LAMP 2 EH %
il P SRS R B WA A, BLTET ) “ IR B
VA T A 7K AR 4 A i = T L [ B 4l L 2 5 AR
. BRIEAN A R R E KT, TEIER %
PR, AR e B n] {3 S5 RN p62 S5k A Ik A
BT T E AR AR B, TR SR PERAR 2,
W FEBOE, H I SE R BI0H], e
FERZ AT p62 IR B (el 5 LC3-IT —jid ),
AR AR B bR & B Rk, e g
BN B TOHERT 4 R G 535 A Re b A A
fif, S SUBREG R S R R SORE B S B

JoR i 7% BF RV 40 i P9 22 55 3R 1A 1) miRNA 2 5
THWE. BEEEASESRE, A miR-375. miR-
155, miR-21-3p &8 0] 3 i E T BN [F AT,
R S B P SR B 2 miR-375 AT HE ]
) B WL ATG7 3Rk, A 6 240 g ) S itk 5 e
2 BN H0 AT 51 K 96 SR FNE T B S B0 5 miR-
155 A 1) 1 18 TAB2 {88 H X% Beclin-1 (1) 471 i 454
FHURES,  H W/ A 3 n. TAB2 W] L5 TAKI1
(TGF-B iG L 1) 45 &, #0 Beclin-1 1) & 14,
1M 24 TAB2 JE K 4 miR-155 #)1# 5, Beclin-1 M| %
IETF TR EE W, R St B AR R B M A
AR AR ), KEM R G2 5 KRR %
M. ;3 miR-21-3p = B0 A 40 i 5 Wi, ek
JERRR ZRE,  HALHI Y miR-21-3p AI#E R R i LAMP2,
FEA AR DR RERT, 51 BRI, R
T .

B IR 2, IREARENBE — R
miRNA, 4 miR-92a-3p, K H TLC #l i AR42J 4f
JiJ5 AT WL miR-92a-3p FKIA b, A i e
il Egrl i ) 1 1 ik 2 (1 B i R0yt 4k, A AR 4E
FI P 54N, miR-26a 765256 14 AN S R 25 iRt
i RERRIERE, HIEHR A S RS
RATHEYIAE P IEH UL, miR-26a i il ¥ )
141 Trpe3 F1 Trpe6 X 4§ A5 Fg 5 P P 3 8 (store-
operated Ca™" entry, SOCE) PAZE R4 FUIRA N iva g
firp Ca* HIFSE 5 AR ELIRA T, miR-26a Fik
T, XJ Trpe3 F1 Trpe6 JE I8 B H0HI/E H 55, &
PRI R A Ca®t ik P9, mr it — b S5 ATP &1
TR, S REGRR D) RERAT, I IE fe 45t 2 i
W E W2 JORE 5 BT RS, & miR-375.
miR-148a F1 miR-92a-3p th i K B 1E 4 i A5k 40 &5
LA AR IR R IR BE AN A A R0A i B

AR W, AR miRNA 7E 58 5F (O 15 b )
RGN B . SRS AL A AR, L AT
Bt Ca™ SRy . SR, Ca™ FEHLhi Ak
WL H TS RA TR, ERIRARTT.
1.3 4MihAmiRNAVEIENF-kB. MAPK/{E 5@
NS RREHG

Ik R 8 9 HE 55 K 1 41 P IR 1 A2 i L) A
2%, 1fi NF-xB 5 MAPK {5 5 18 % /& /1 5 - 3 Jik 1
RN R @ P, NF-xB 805 74 TNF-a.
IL-1B.1L-6 FI1iNOS %&, & #LIR 230 i TAKL /-5,
AT ES p50 F1 RelA 5§ c-Rel TR FAAZEA 4
P AZ LR 42 9% A 40 P IR -7 AN T TR T 2 2k B
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MAPK 158 #% 3 % ERK. p38 Fl INK 41ig,
A () MAPK 3005 /& HH MAP3K. MAP2K #03% ¥R 1
TR S A S, T TAKL /2% —Ff MAP3K, %}
MAPK {5 5@ ¥t B A S 8es /A PO 1.

WFFERIL, A ) miR-155 Rk K FFIxE
R J 48 SR [4) 5 e ] B 43 B B AR JBR IR 56 FL,
miR-155 7E 3¢ R IE N H 5 RREREE 278,
7 iR 78 #% J% miR-155 BE ) J5 7] & Bl Rela/Traf3/
Ptgs2 {5 ‘518 52 2|, TNF-a. IL-6 S5k 98%/D,
RN NS o fH miR-155 (K 23k T 2 2 I8,
J& 1 miR-155 < W by, o 400 vt 4 g o
PI3K/AKT/mTOR 15 5 i i 5 £ | Wt i FE 1, =
FRE R SR B TR IR AE IR F 32 AR M 5 K F (TNF
receptor associated factor, Traf) ;& NF-xB 15 ‘5 i@ g -
) DR T IR 7, LV P A 52 R A A R 4 g
P 22 5 KA miRNA 17, 41 miR-589-5p Al #H[A]
842 Traf6 (1783 BY, 1] Traf3 52 3] £ Ff miRNA [
W, 1 miR-27a-5p™ . miR-339-3p", miR-92b-3p"",
miR-193a-5p Fl miR-320-5p"*, £ Ji Jig 48 Ji5 90 2 g
X L8 miRNA Rk BN, 32 EE a4
Traf 3 1Ml 75 3 NF-«xB {5 51 I v 44 R I =57 i 4
iE B, Hod miR-92b-3p (IR IEME L 5, Ew]
1 # H1) MAPK A5 5 188 2% 6l 48 I 96 (4 98 A Jse v Al
AN

TLR/IL-1R

ARE TS

2 CPIIAEE T 5 ERRLARR LA K A0S i
miRNA

B R AT YEAL 0 A A2 57 A2 ECM | PSC 1 3%
WA K, PSC FE 2B H LG b KB RIER T
I WFTCR BRI 5 )5 7 A K ICAM-1
G S ERRANR. PR, R T 4
A5 2 P G e A TE IR AR A AR B b B R
e [t 2 I HSUR I ) SRS, R A
H 6 PR R A i EE R L R S8 I B R AL
2 B 4 i R T IR B4 R B AL A
BRI AR AN AR RN RBES T, =
SIMAFREMIyGET L, BEMRAEMIIL. A
FIARAIRZS (1 E v PR E AR 2 . SR THbR 54 K
B i R AR DR 7 7 A AE 22 5% . H AT L
M tRA Ja EE Iy PR R - 8 R ARG Y B R
i (M1 R ) RT3k 5 PR 0TS 1 B R A i (M2 A ),
EAE CP KL RE 5 e ik 7 hE B AT 4EAL 2t e AT
o R BT AR R 1) miRNA A5 i 50
N 2 A AL X e i 14 9% 2% 3B S I A 4 1 ) B 47 17
(R rE
2.1 SbiAmiRNAEENF-«BIESBEIFSMIE
Mk 208 B AR AL

S R R % R e R v R I 4 R TR 5 A
KA R T A . B SR 2 7

)]

TNF-ai#;/FQ"
CRADDD

=
UNF-kBESIEE

MAPKESiZsE

césp

JAK/S 1A fESER
:PISK/AK I fESIERE

| s

L iTer-pESHER

* \

eyl :'
* SRSEIMETZAR |

caspase-9

iy

caspase-3

¢ 1 Comad2/3)

Bl CPRIESAHEMEXIESER
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(damage associated molecular pattern, DAMP) F157 5
T A D PR TS5 T I E R A ) M B AR AL, i
A RN R R 9 SR Y. Carrascal % ™ Kk
I 15 W% 4 6 PR 3 At 52 O B A W A R T S R
g B ¢ 7 B R R R IR AR OG, IR T B TR
ZR R AR S SR T % RR A I 2 A A AR T 4
WA B 52, I B RE Jige iR 48 AR o i S A ik A4 T
B S i & I 40 D ) NF-xB #0%, TNF-a. IL-1B
FKiks, HHEEA, FHEH M1 R, HEADLS]
FNLILEP

Bt f R B, miRNA 2 M1 E WA f il ik
fIE T 0 miR-155 F1 miR-125b 7E i g 4 i
TR 858 Ah s A 38 L U2, T N A JE O A
BB R TR BV 40 A Y ML R AR i AR S X
miRNA )3 iA F A %, miR-155. miR-125b 1]
3 ) JE Ik S e R U I 40 i SHIPT F1 SOCST
MTP18 1 BIK 45 2 K] 2 1k 4 5 5 41 Jfg Py NF-xB
RSN IS (AR50 VA N R i I e 39\ S Wi 4
1k, ¥ Tang 26 ¥ 3, 7E Caerulein 40 ¥ ft] AR42J
4T R AR A I AR T, miR-183-5p ik L, 4
XL AN ARG B BRI I B R S, AT
miR-183-5p A DL T i B Wi 48 Jfd o FoxO1 1) & 14,
T 75 5 ML W 20 B A A 0 98 14 48 AR ERT 1R T8
B T mRIA R miRNA, 78 M1 AL 2 Ak ] L&)
miR-21a-5p”", miR-34a"" ik N, w25 S8
R L] MATN2, SOCS3 4 R T~ # ik KT
B, HE— 5 0E TLR4/NF-xB L) % JAK/STATI {3
I, T BV M1 ARAE. Tfi Sheedy %5 &
75T B MR A NF-xB 3546 J5 &2 miR-21 FRiA T,
HELEL K PDCDA4 8% F i, BT oo R 40 B g 4
Jid H NF-xB 354 & M1 84k, BRIA 8 miR-21 A
A B rgEgn i M1 ARILEIER . A4, AR
R, M 2 i X B A ) M AR A6 miRNA 52 i
JiR 9 55 SR 58 R A DG A W A R TR T, L A g
' miR-181a-5p 1] #1315 HMGBI1 [ 3 1k M i 1)
il NF-xB 64k, H B R 98 B i v S Y 1 A 1 1
W 20 M R EL S, 3L A MALATL ] 5% 4 M 45 &
miR-181a-5p, 8 Hoxt HMGBI (4 47 15 7 FH 6k 55
HMGBI1 %% Fif. NF-«xB &1k, BV %+ Ml
et B,

J JR ¢ B i 96 S Y A1 WA & miRNA J& M1 F
A AR A B OCEER T R, W R E R A
NF-«kB {5 5 18 B 5 A A He m) {2 4% 1t R A e 4k, DLtk
TR IFRMR A S . o

2.2 SMNBAEMIRNAEIETGF-PFIAKTIE IR iE S M2
B W £A B AR 1t

M2 Y I 2 5 22 o 21 4E 4 0 B K e AH
S B MR IA Y TGF-Bl &% 5 PSC 0% Al ECM
AR RO DR T R, HL RIS 4 )R B AR
B W B AR R 2 B fENE M ROE
PYEA MR BT, PSC G AL S5 73 Wb 1 K B 2 Jfa R 1
1 IL-4 55 0] 5 5 BRI r) M2 YR AL, P #5 [A)
T A R T B AR ELAE F AT AR CP 2R 4 fhilh g B,

7E AP R85, IL-13Ral fil SMAD2 i i
DR, M2 B E A MR A TR RS, IR AR
T AR R R IS 280 T B miR-155 A5G,
miR-155 A §lifi| ELME4H g o IL-13Ral FT SMAD2 3
1K, f§i45 IL-13 H1 TGF-B {5 5 i B% T i 20 i 1) 3
SR FRES, M SL M2 BIRRAE BT T CP kR
ZH 2 M2 TR I 4 i YR B G %2 . STAT3 Al STAT6
MR T1E ERRA AR M2 tAad AR ik i, mray
55 miR-21 Al miR-34a & 5T 45 &% S HRIL B,
o miR-21 A] @ i #0 i) PTEN 58 16 5 W 40 A
PI3K/AKT {& 5 il % Al STAT3 K% ik Y, miR-34a
D470 861 % 2 40 e R 7~ SOCS3PY, i 3 [ 195 48 i 1)
M2 Bk

H AR 7 B~ AP B M2 B B W41 i AR 1k
9/, 1 CP B M2 BRI EREAN Y £, HEERE
PR3 MR A R A e vtk R I /E A, (HE T M2 2
W 4 5 Mg R 98 I ML RO AR ORI TR b, B
I B 2 2 JR R AT AE A ML H T M ANTE R, IR
PRI AN A 4R miRNA G {a] i 42 5 %5 40 At /5] M2 784 )
Ao 338 1717 52 e JR AR 8 P R AL AR AR T

3 CPRIEREPSCENMAHLELREFEX
BYSM A miRNA

JRIR AT 4EL 2 CP IR IEM LRI, £
PSC if B 35467~ 4 KB ECM 4556, miRNA ] i@ it
SR PSC Gk Sk s2m CP £F4E4k, 1 miR-141 AJi#
ik N A RBICCT LA H W %F PSC 0% 1X — i
PR AN AR AT 4k R R Y. T 7E CP AR & 3,
PRV MR 5 P AR IR AR S e AT R4 K R 1 46 5
RIE, X — P AR R AR A 1 e B i 4
i 54 16 2E (acinar to ductal metaplasia, ADM) Fll i
WH b, HFZH g, M1 8 M2 8 B g
41 A1 PSC AH HAE SR B 58 B, Herh NF-«B 2 {2
B JEE IR 2 E A ADM K e 1 S B R 3, 1 Notceh,
Hedgehog 55 & & 15 ‘5 18 % 7] {2 2k J v F 70 4k, {2
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RAUR LB E 2 (8 R AT A5 5 ADM FR8L/7 1
1 CP R 4Efb R g 1%,

IR FE ORI, TR R 28 T A B AR WA MR miRNA
XF iRV ADM R FE 234k 3k B & ¥ B ZAE B . miR-
802 J2& My Sk miRNA, 7E CP I, B iR 41 40
PRI AR AT J5 7= A2 ) A WA A R 35 RT L 2] miR-802
BT, HAERRE A RIE NS {2 RhoA
)ik, FFiEid miR-802/RhoA/F-actin & 1242 i fift
A 2 EHEA S ADM R ), 1 Let-7b JUIE R
MONER AU =i S vl i T N L D N E S e
HNF6 LA{ig i Mist] 1 Rbpjl 45 (1 B i@ 41 F5 7044
FHAmd ADMS, MW AR, Let-7 FIRAE R IE
BT R 40 B SRV R 2 R Y, AT
I3 T BT A R Y 2R A
3.1 SMiMAmIRNAEE 2i&EFEPSCIEL

PSC 7R SR T @ 67 T MRy i B X 3, JLvg
TEE R NLSET S 4 M 3R 8 B4 3 e . R A g it
ECM Ji A BE 71 7. i 5 PSC s 1 IH & A0 45
CP 0 85 A S8 A6 B 3T ROS 7= 26 46 1k 4 il
Al 1 TNF-a £ IL-6 A=K K740 TGF-B. PDGF
A1 CTGF LA Jz ECM 41 il 0742 J 20 41 1% f1 AR 4 %5
PSC 30 5 MAPK., TGF-$/Smad. Rho/ROCK. NF«B.
PI3K/AKT. JAK/STAT F1 Hedgehog %5 1% 5 i i H
5o 4y FHLE WL 1. Hf TGF-B X PSC
HAFEEREER, AMUTES NFxB™, MAPK™
AT AKTY S5 58 P30 4k, 38 AT 3 e 3k — L B (4 4
Hic-5 k1% S PSC B ™,

miRNA J& {3k PSC i 4k (5 A7, miR-21,
miR-29b, miR-130a. miR-148a, miR-192-5p.
miR-199a-3p Al miR-301a £& 4% & I 7£ PSC i 1k
5 2 ik U, A7 E T R AR 8 RE SO 35
Ghp e B2 OB A SCR SR, CP 441 miR-
21 RIE AR B B PSC %S, JErT
i B Ab W A4 i 42 R PSC 45 g6 4 AU KB T
(connective tissue growth factor, CTGF) £ i 1F < 1
WA S PSC KEI A G Y. b, miR-21 &
Al R 1 ROS 7= 42155 3 PSC idfk, #E/r 3 PSC
Ak TR PR B EA " miR-199a £
TGF-B $l3#¥) PSC 7G4k F2 o i 12 315 5, 1PA
}X 2% 43 BT $2 7~ miR-199a 5 mTOR. Smadl A 515
SRR A VA G, HRIA TR IS PSC iS4k U 4
PDGF # Collal #ik/KF53 Tl U7, &y
1A B8 FE W05 52 4K  (peroxisome proliferator-activated
receptor y, PPAR-y) 7£ CP 597 H B AW 75 1R H

fE, A #0#%I PDGF i 5 /) PSC ¥ i A A T 4k £F
#r bk M US B9 % I miR-130a-3p 7£ CP 4H Z1rh
Feik B T, i AR 0 Sk U8 R A #A miR-130a-3p
AR N PSC H 1) PPAR-y Rk, {23 PSC #uF
FIRRRAF 4t R R B

BT baRix el i) miRNA AT {3 PSC &k,
&k, PSC iEAk 5 i) Smad3, STX12 #] 43 5 30 i
miR-29. miR-148a [JFIA, & P 5 mT e itk
JIRJE [ AR S PSC G, TR i is 41 i1k
Jig TS S A, CP i S kT D R 1 T IR
1, 5 WER 85 AR WA & miRNA #H 5¢, 41 miR-301a 7E
CP AR 4L R ANEAL ) PSC him ik, nl#ka K i
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