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Abstract Inflammatory bowel disease (IBD), whose pathogenesis remains elusive, is a group of autoimmune
diseases characterized by chronic, progressive, and lifelong inflammation of the digestive tract. The pathogenesis
of IBD remains elusive. Although a number of drugs have been developed to treat IBD, their effects are merely
anti-inflammatory. In addition, current treatments for IBD are easily susceptible to resistance in clinical practice.
Mesenchymal stem cells (MSCs) have been reported to have the ability to migrate to the site of inflammation,
with potent immunoregulatory effects, and to rebalance the immune microenvironment and restore the integrity of
the epithelial barrier with significant value of application, particularly for patients who are refractory to classic
medicines. In this paper, we reviewed the clinical applications, mechanisms and engineerable properties of MSC
products and their exosomes to provide some reference for the use of MSCs and their exosomes in the treatment
of IBD.

Key words inflammatory bowel disease; mesenchymal stem cells; exosomes; engineering

Wi EE 2023-11-30  i@{51EH “Tel: 025-83271179 E-mail: guangjiwang@hotmail.com
“Tel: 025-83271179  E-mail: zf1113@163.com
E£mAB R RMFEETA (No. 82073928 ) ; d1w  A A BAH £ (N0.202110006 ) ; 20 £ 557 £ 1 F 43 A4 A
(22HHXBSS00005 ) ;T3 4 d & WHAF B F A (SBK2023070039)


https://doi.org/10.11665/j.issn.1000-5048.2023113001
https://doi.org/10.11665/j.issn.1000-5048.2023113001
https://doi.org/10.11665/j.issn.1000-5048.2023113001
mailto:guangjiwang@hotmail.com
mailto:zf1113@163.com

104 V-‘r a4 41‘/\";“ MW Journal of China Pharmaceutical University 2024, 55(1): 103 — 114

5 55 4

This study was supported by the National Natural Science Foundation of China (No. 82073928); the Nanjing Life and Health
Science and Technology Program (No0.202110006); the Haihe Laboratory of Cell Ecosystem Innovation Fund (22HHXBSS00005);
and the Co-funded Programs in Nanjing, Jiangsu Province (SBK2023070039)

SRAEME 9% (inflammatory bowel disease, IBD)
W55 1 45 1 4 (ulcerative colitis, UC) #1155 %5 &L
% (Crohn's disease, CD), 2 ¥ . RIERS . 7
B H AR B R R R A ARG
— K[ BRI, 4307 29 i R i
PR R AR AP R IE T -a
(tumor necrosis factor, TNF-a)J7 . iT4E3%, E PR
A Z A 205 E AR FE AT, AR BT IL-12/
IL-23. Janus i (Janus kinase, JAK) #fil5 , 4
MOZRE R o355 . BAR HETH TI697 A S e ki
o P A O R PR e R, R K R T IR YT T B
LI R _EATSAEAE TOvk s R i 2575 2K, BINARYT JC R
N BPEANTAZ . FHZGAN R oy 22 e i ™ o ek gy
FEAE I ) RUBS T A, Z2 AR T i i
161 IBD (R IR A A 2 Gy T FH 245 i 1B 4%
I, XF IBD BIRIT I R A TSR B

[&] 75 5t + 21l Bfd (mesenchymal stem cells, MSCs)
HITEZ R 8 B e 36 T7 R B w8 i o7
om e Az WE H, BanFE AP 0w AR TR A
M T R AED, MSCs ] N BE . I5 T . 88 .
R LA 430 O SR 400 8, i 55 0 b A= )
T DR - 0 A48 L ) 4 o A% 35 R P B 48 L P eF Ak
PP TR A 5 S, TEMEG YR B B SR
o5 GRS 7 T Sl Y T R A N AT R . #2023
AR 11 A, A 1589 31 56 T MSCs 1Y I R 3 56 1k
Clinicaltrials.gov [ 7/}, b 56 i3 i Uk IBD
KRG SR BE R4S 58 . H Hij 43K [ Nt HE Y
FFA 24 5o LY MSCs 7™ il 28 10 Ffr, 33 1 i 62 4
AYbUTE 30 . SO NUESE, & 290 1IBD IR AT
P B RER . RO E B . LSRR 6 A
JiE AL MILAS PA ZE B Bk ¢ . Cupistem Fl1 darvadstrocel
AT CD 22PN RIRYT, B T 2012 4-AE
AL BT, J5 #4351 F 2018 4R 2021 4F7E Rk B
FHA A Eir . B Ark E E %2 50 S R
HEHERY 46 T MSCs Il PRER /R VERT o, A3 I )
WEA33) R i i BE VG stk IBD ., 22 M UC MHETS 30
AR FETESIERE N CD BB B AT, &
Bl MSCs 7& IBD 677 P EATE] 1) Z AT,

HHr MSCs M H AR A& (exosomes, Exos) 17

st B R FRTII R 2 1 7 FH 2 245 W0 BiF & R TV B
MSCs J77EAE M SR (I PRI TT B AR HAA TR
YEAL, X IBD JLHEME R EZ R B EFI CD AR
MR R R I AR LN (A I PRV T <

1 MSCs ZE4EE81 IBD 387 R T

CRAEME I W 56T I LR W) 4
2i))2 IBD YT EERIT IR A, AE G2 LR
Sk MR . B TS RS R &, A M4 EE
PELOD I IFRSEE S AR RN (1), ITEe4,
TNF-a BAFL | IL-23 BT JAK /NG T3 i 70 45 A
W/ TR R R A T IBD B LT RO B
YEZY)

— TR T RETE BB 9% R, IBD BETE2 WG
10 4E52 & XU R 70%~809", 1E3E5Z LIk 5-98 %k
IKFIRIAYT I UC B, ik 50% DL Ry E Jok
SIS R, H RS U] 44% 1) CD BE A
U, a2 UC B AN 1/3 19 CD A TEE
FrM I I 52 U, X B a2 9 IBD FRE ]
RETCILE B S YR . 20%~30% 1Y 3
2R E K G AN F AR YIB!,
RS RECE A TR A . B ARBT 24 AR ) 24
Y5 BUASEE (I R T2, (BKSR A 30% Y BRE X
UIRIT A RV, 50% 1 £8 & i A B TRl HE A% 7= A Bt
25k, I FLX BRI RIGTT I B2 ¥ A — e 2
FERR RN, BRI, oA 458 197 1 FE 48 IBD
TRITHE Ao
1.1 MSCs 5 254 & R PEAE S P2 IBD

My IBD &l 2 /D R AS [/ FH AL 9
A= YRR S 1 /Ny T 25 R T R W, % CD 7E
FARYIBRRA 2 %, JLE 1 )58 &K IBD. It
AN, Pk BXMEATEAS AR R | A 2R T SRR AR
Ml 5 B A O B AR S8 IR 1BD,

MEVA 7Y IBD AT R WORT g B TR Z A
TR2E K. RIRHLEIE 2% B K B )
I IS s N e SR DS e
W], IBD 7Eigtfe FEA m RS E Y, fln, 2
IEMIAY A E-10 Z AR 3L o, R FFIRSS & 5 AL
SR 2. X SR TSI (A S 2848 & IBD



55 EE 1 s 3R, 45 (M 7T T A0ME 7= i B A MIMATE 2 PR TR T P B AT it 105
F 1 B EWATRAEMNERIGIT 258518 785 T 401 (MSCs) 7= i B X E
e &y TEFBLHI T AIE B il Y NEY A

IR ESUZIN Pl e e . PEUCHRECDES po 2 ~ 4 g/dor R MRS, RS, AR
PER N FNLiEF 22 i LU 7 S g A
FE S8 7=k fRHR %

A € wemie I JERE T 5%, UC&CD AN THERHEIT  po WS HO0.75~  FHOGHR. B IHEE
LIS Ti g natali)i R iv 1 mg/kg, t.i.d. LR ARG

im fiF %

HLTNF-a BRAEAH I TNF-of5 55 S UC&CD iv 5mg/kg, 0,2, 6 wiy JEEERYL b
it 2y, W5 AT 8JRILh 2y . AR

PLIL-12/1L-23 Ly R HIL-12p40%54, B UC&CD iv 45mg, 0,4 wii2h, Yy GEMYE . i
IBTIL-12 / IL-233 fi% s.c. MifEaE12 RG2S U

WEBEAE HeASFERAPT MR AYIEISE UC&CD iv 300 mg, 0,2, 6 w4y JTEERYL . T HUR

2y, WG A8 JELh 2y I, 22k 1 B
Gy JH T 6- S FLNZENS IR IEERS AR 1 UC&CD po fH1.5~2.5 mgke, HREMHE. JFUIEER
b.id, tid. T, K

JAK 45 g FHKTTARA A 40l UC&CD po 5~10 mg, b.i.d. e, S B
ERERESlIT N Y

SIP ZMARJHTHR  HAILsfE IR E IS uc po TR PR E 48 EIPENGE Y Sk

MSCs Darvadstrocel  $BEME] ., H4UE  CDAIFEZePENT
Cupistem 5.

T

£ 0.92 mg, g.d.

AN BT FIx10°~2x10° FFICAS B
G A, KIAER s

UC: 585 98 ; CD: 50 BUR IL: A3 TNF-a: B IRSER F-a; JAK: JanusH; S1P: 4% - 1-WE 1R

(A PRl 2 — U5 RS A R A o DRI L e B, T
DR AL B B AR IR A . D)
—J7 T, A PN A7 AR A AL R AT B -5 BO7E BHLBT
B — G PR 1l 38 S T A — B s [ R X
ArEEA R, W50 B IBD H X 254 AR ek
BRI K

ZHUG R BN, B AR SA& MSCs #iridyr
PAEH AT BRI T3] | P TNF-a 2547) Fil
Jai B TFARAN AT R 3 s B BRI AE
FH"29, Lightner %" BF5¢ & ., 7641 TNF-o 3 HT
A FIRIT R 6 BIMEIR T UC B3, 4 Hil3%
3% MSCs J¥7 I 2 JilJG Mayo WHiFr B & T
R, HLRAFIIRTTRCR— BB 12 J7, 55 2 Bt
HEZH R0 7 L TR 1 JE 28 k. 31 BilxETA M IBD
BERAZ T RIFh AR MSCs B vayT, Hih 4y 60%
f) HE B & H. 40% 35 B I K 2% £t *) . Forbes
SEPVAE 15 BB R PR B BT A A BRBTIA YT TR
f) IBD 2 H kAT MSCs MiTEIATT, 42 d MELAN
KIL 12 Bl E A IGIRI, 7 B85 NBE T 9AE M
W, SR RIE IR 25 4H e, MSCs % i3 1A
5| & TN R RN, K 9 B 1 2 G e R i e KU
“J3 MSCs 1 J MEIGPE IBD I FRIGYT BV LEA (4R
BT A T3 RE.

MESAPE IBD B3 10 1738 RORE ROA B 2%, Hi

IgG IR AL, FRAZ AT AR A . 5 LAY T 20 S B8
2T PR Y SE LR 45, S M AN R i 22 i K]
+, W IL-1B. IL-1a, IL-6, IL-23, TNF-o DL & 4119
2 M(oncostatin M, OSM)P4(1&] 1-A), IL-1 3K zh 3t
A -rh R AR B, S BT TNF-o, K50 2K [
PR G Z IR YT BT 25 1 2% DA C ™Y, OSM 7E9iT
TNF-o J7 TR 24 8 P R0, fle o i i 5 o 440 M
B 9 AE TG PEPY . SR MSCs XMl PE B & 5 1R
M BARPLENT T 4575, AT BES MSCs &% TNF-a
1 TEN-y SRR e 2 S e IR 05 Ml e -2, 3- X500
% i (indolamine dioxygenase, IDO) 1 TNF-a $ 3
F [A -6( tumor necrosis factor-a stimulated gene 6,
TSG-6) FikA K", TSG-6 1] ifs T i 10 4 ity % 74
M M1 [1] M2 48, BEARAE & A7 IL-1B F1 TNF-a
(IR, rh T TL-1 A 5 A 5 5 240 - v Mok 4 i
HAE, 55—J51H, MSCs Al3@E it IDO %5 R
I A5 HE T 40 (type I regulatory T cells, Trl) &
FEARZEM R P, MSCs 1 HE I 5 51 48 iE 34 fih
& Fas BCARFI AR 7 ML T B4R 1(programmed cell
death ligand 1, PD-L1) {KBiVER T 4MIET-P",
1 i R N I A 52 K, TRAER R MSCs XU
PE IBD K457 VE B 43 AL s i 42 4 02
TF& MSCs 7 it . $& T -l ARIAT 7 RBCR B9 BRI 7
([ 1-B) .
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A. HEHATEIBD S s B. MSCstE 25 MEIGHEIBDH 141 FH

& | 1 e
e.0 o_—:‘o-,o.-gO_”o 3’4.
g —o—/ 8\ ——
, [
AW R 25 T R a P
R 2
.:
e ® C. MSCs7EpfCDH i ]
R 2 Ial
B/ 11231 P
0 &
A T Pl @ a RTE
AL T /s ) -6 f
- .‘_}‘ C

Bl 1 MSCs HITHEATEICAE MR (IBD )RS T IR R A

Az FEMEIGYE IBD (B3 B M REBGT A, 26t E WG4 A wT A8 22 Fh AN M R 7, Jin )R S S B 14 25 145 B: MISCs it FH LIRS A= W 2
AL G2 IR 1BD HE A IRTT AR C: MSCs 1 pfCD & AR FH: SR 7 CD68 H g4l fitl . CD4SRO" T 4t il CD20" B 41l %%
LR, BEARZ TNF-a., IFN-y, IL-6 1 IL-17, MSCs ] X245 1) J i S R IR e A8 H W 7, e #7 Gyie 4s M as 6 2 AR

OSM: 198 % -M; IFN-y: T4 % -y; pfCD: AT M50 % U

12 MSCs 5 CD A8 8 Ze b

CD #IF R AL, BEWIUIZET 10 45 AT
PR 33%, 20 5 THE 50%, 34% Y CD f&
HEDE K | PIRERREE, AT R R
(perianal fistulous Crohn’s disease, pfCD) {4 £ Ji% 15
R, 2RI AT, B 5399 19 1 il 2 P AR i 1k
YL, 23% 1 pfCD M3 5 2 F ARiApYrEY, pfCD
—ZRIAYT I H 2P TNF-o FITFARSIR, 5 4E N BET
RIHT TNF-o ST B TG AN 55%, 40.1% 1Y
AT S RN B R L&, Bl pfCD iRYT
A B8R R BRI, A R A 38 B T, pfCD J2
CD e P R AR Rl 2 —

MSCs FEIX ZIAYT HIMER pfCD M FER 2
A HEAI TR, Reenaers 257 X 16 4] pfCD H&{d
FH - RER IR A MSCs 1097, 4R BUZ 7R MSCs
TSRS 48 Ji 86% B EREE MG . Darvadstrocel
2[R P SR g 1 S R K MSCs, FHFXF B A 256
SN pfCD T, 528520 AH b darvadstrocel
VEIT A B SR LU T 55 (50% vs 34% )P, Ciccoci-
oppo 5 HHEE T H MUUTIEMEVAR Y pfCD B H 22

F ARB SR U5 1Y MSCs JRY7, T 10 Bl & A
&, Horp 7 B E R R 2 A, 3 Bl AR5E
A 16T HARBIR Treg UM FNEIR Treg i
19 43 b 58 T, JF A BE U 45 R TR AR AR E
Cupistem 2 AN IIERY MSCs, FT 43 i pfCD
BAEIRITHE, 80.8% M FHTEIRYT 12 ™ H G HEE %
G, HAEGEMEN 24 AW, 58 75% 1
BE A TS PALRES, WESE MSCs B4 R IRy
KIS 2

1£ CD &, CD68 . 21 i & SE7E 5
K%, CD45RO™ T il CD20" B 4 ifd 5 48 51 T2
BRI 2N LA R TE N S Y, pfCD
P AR RS, A S T N B 4
JAETRALAT R, AN AR 9K sh B T 40
17(T helper cell 17, Th17) Zi g 431k, f& ¥ IL-17 Al
TFN-y B SR04 A8 v G0 528 200 i 5 X0 06 O 3l
A, AR FENE T UC &4, CD st
Ji7 il pfCD H % 45 o TNF-a, IFN-y, IL-6 I IL-
17 Z540 MR F7K ¥, pfCD S RAER 1K F W2
FHADPILL, pfCD B ALY = Wk B S E R 7



555 5 1)

Wl SE, A5 1) ST T AIAE ™ it S NIARTE JEAEVE A IR YT h BB 0 107

AbFH MSCs i, MSCs 73k T HZ11) COX-2. IDO Fl
TGF-B, $&7~ MSCs 7] X 5 4 4 1 7K A 5 4f- 1)
M 7, ] fE A2 JFL = AU 5 A A S R 2 — ([T 1-
C)o AT UL B Gy M0 Hh 90 77K SF- R 52
MSCs 3 4 BE 11, MSCs BEMK 4 958 7™ AL &
PEIE S IPTRAER, WD AN RN . B, SRAE
T MSCs #E AN [R) 9 4 458 A Bt 4R R 7 %) T il
T MSCs WIRIT H R B XREE, F T MSCs
(AR HE BT FERTT 7 BT T o 224040

2 MSCs X MSC-Exos i&77 IBD FHERHEI A 455

MSCs K MSC-Exos X 2 IG5 Sl PR35 7 2 98
FLARUMEBLR e . b AR . AT L A0 AT
AL A8 B 2 PR 205 T A9AE T, MSCs 3697 3108
F2 B R A WA ) o 28 U 9 BT, MSC-Exos J&
MSCs 43 b By — Fh B 24 43, HoAp e bl s h 5
MSCs HH 249 PR 72 R Z1 5 A 34 58 6 7 1T HL A o
)44 . MSC-Exos #5H7 K it il P2+, 46k
ity RNA ., A R R se 1 R 7, g isad &2
it RYEPUR s | (R EUEZER .

2.1 MSCs % MSC-Exos % #1289 %, 9% 8 V£

MSCs BB 48 A PREE H A B4, T 41
P 200 B 45 22 b S e AN, T 9 RE B A
5. MSCs Al 43 TSG-6 75 5 Ik 40 g 3 50 5] M2
Bl Y S A R 20 Y ERK BER b, TR N2
AU PR A0, A RO A B A | B AR T
SR EC; AT TL-10 977 A4 A Treg 41 i = 1,
W R AR IR 2-A) o B A -1 R
('sphingosine-1-phosphate, S1P) 7 IBD # Ji& Hh % #
TN M3 5 | A8 Ak IR IR TR AE L, B S1P
A AL HE 3 f# S 1697 1IBD n A7 ik itz — 1),
MSCs F#fI% STP & Bl Y 5C B il 22 B2 5 mRNA
FEIRAK, b R -1 R S A il 3k, i F
S1P 7™, MSC-Exos FEARANATHlIf] Th1 F1 Th17
Y oAk, D2 TL-17, TFN-=y 430, 5 2 AR s
() 7 FE BT, MSCs 1] I 35 U8 2Pk B AR RE,
A 218 7R MSCs FET A J7 T AR JEAS e Rl A7
2 5 BAYR i ] MSCs BV AT 75 S 45 1 48 R B 18
FEA IR,

2.2 MSCs % MSC-Exos 1 ¥ & 2f 1592

MSCs FEfiF & B Jm il 4 5E A 1, MSCs
B UE B i A R | Bfk R B L AR R
F RIS 4 R B S5 2 A2 R BAR DR ), e

T3 MSCs W a1k PR v A B2 S 78 R A 30 A6 o
W TR AEFA Z A L 3Rk 3 B, H LY
42 B 25 2 SR AR AR K T 2 45 24 J5 MSCs BEIL#% 3]
RAELHL, Feoll & IL-1B 7] 18 MSCs ) CXCR4
HE R, E— 2 MSCs [1] DSS #581 /)N FLAY
RELRE | B 22 MOk 2 455 R 5 B 9% i DX 1) SR A,
Duijvestein 25 % B FH IFN-y AL B MSCs #4011
1] DSS AR TNBS #5584/ 545 I 98 S #6719 15
H(18 2-B) o MSCs I HL 1A S R AR FE R S
JRET 52, X A] e /& MSCs BEEEMEAE H T 4 5E 07 1Y
JEA . B4 40 ~ 160 nm A MSC-Exos 15 5 T )
SR ZE ) R 0 15 B o 1 A= W) Bt B, MSC-Exos
MK 22 8 B I 45 245 % 45 i AR e B v B AT
)P, AT Ay 245 A0 o 3B 05 A T S5 ) A P AR
2.3 MSCs % MSC-Exos 14 5 %55 5t 1

L T 1 R A 2 i R e i 20, 2
JEEAA Rl DL PR B . S5 IR AR B L 26
(] P ol FH s R PR A 1) AR P01 R A 15 e
JV 1 98 RE 7K P B 32 AR b B 448 1% 184 5
AL WA BRRE SRR . UL, ZEA ) R E T
P& DA I RS BEHR R IBD W fif k7 58
AR E L E . YHTxT IBD BIRYT AR
T A g 0 o RN 22 g IR DE SRR TR YT IBD
1% 45.4%(83/183) iy i L A E 2 AL 557, 219
%] CD B35 i 15 ") WURTIR T 255 48 JAlI JfoR
e s N BTG G5 R, I, A TRT ik
XF A2 i i b I A A T A B . MSCs fig LA VEGF
Ay X0 i A8 AR i, e 2 i Tt 9 T Y
(K1 2-C) . Yang %™ R I T L e T MR IR 1)
MSCs i TSG-6 LA I B #As i 75 LA i
R AR (5] 2-D) . Xu %59 % B MSCs Al
43 Wb iR I ZREA: K R F--1 (insulin-like growth factor-
1, IGF-1) {2 #4515 40 M A e 4% B A0 AR KA A, A
AR T E 5 bt e st . MSCs-Exos LA miR-
539-5p iy AN NG Z M5 T 00 s b R 40
FET, B R ROS FIAE 4 40 il BHl 7 7K F-F7, MSC-
Exos L e AR E LTI G H I AZ K
5( leucine-rich repeat-containing G protein-coupled
receptor 5, LgrS) ik, Iy b J 3858 . [F] A,
7 TNF-o Jil#F, MSC-Exos T~ [ 18 & & B T o
B A K AN FEBE 11 o X MSC-Exos WA W15 B 2#
TR, ) miRNA 255 7 5
[TRZ AR N
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L7E S

42

@ @0 ® @®
PIZORANM  TAIA

8 (3] § 8
BN FREAAA 17 L R A M2 RN itk CQ A .

Sl

F. Her4efefE i

miR-200b e .
B

MSC-Exos

2 MSCs J&J7 IBD RYHLIHIFIEE

A: MSCs fiE5 4R sz A AN B WS40 . T 4000 b 40 e ECE L A 980 B: 4325, MSCs 1 LU B RAEFRAL, MSCs 1 E 7] 3E 7%
ZFN LR AT HIRE, 2 MMP, P-2E# 25 Il CXCR4-CXCLI12 #ill; C: MSCs 43 VEGF {& 1 M 4 42 Ji; D: 3843 7 TSG-6 il IGF-1, MSCs it
WE L P AN AT, S5 8 5 B e 4 s B MSCs X8 22t £ 1 H; F: MSC-Exos /A miR-200b AEfSSi%4 IBD 454 4ifk

TSG-6: MR ERAE A TR B HE K -6; IGF-1: (% ZARAE KK - 1; MMP: 351 42 J@ 4K 1 VEGF: 45 N B2 2B K 5 CXCR: C-X-C #afbH 732
A CXCL: C-X-C #afkH T HifA; MSC-Exos: i MSCs 7= £ A4 M4 (exosomes )

2.4 MSCs #4p i Ay 2 7T

Ji 3 & RE T JR R v P 240 R I 0 i R
=i, {2 275 2 8 — A L A A B (inducible nitric
oxide synthase, iINOS) ik, T2 NO ZUsI Tt = Fl#f
ZITHET o FERAN, NO IR PEAN M B BE B Hb 5 |
EL AN ZEA L FIPh 2 TFE T SRR WIE], P2XT 2
& (purinergic receptor P2X7 receptor, P2X7R) | 12 %
A H-1, ASC 58 H M Caspase-1 41 LAY Hf £
TLfESEARSEIHIEMZITT™, 51 L mYihE

Pfit. Dong %51 J BN M TNF-a il i TNFR2
XA e B R E A, BB TNF-o 57 AR RE
PZeot, MSCs AJ 3 i 7 AR Iy SR B BT
RPN, BT 1x10° A9 MSCs B I %
TIRRAE KT, KB LAY VE T, MSCs #li2
PR3P BB VIR i A 48 (] 2-E), {3 MSCs Al fig
N2 3 3 ) TNF-o ) Vi@ 26 117 2 30 3 43l ol
LB SR T 1S5 WAL AR o BARPLEIE
BT



555 5 1)

Wl SE, A5 1) ST T AIAE ™ it S NIARTE JEAEVE A IR YT h BB 0 109

2.5 MSCs % MSC-Exos #&4t 4 440

Wy 1 2T 2 A Pk AR SR B, R LA
21 A 21 RN G i AR 1 DT AR i 3 1 0 B vk 3
PN BB AE, J& UC M1 CD B WIT A AE . =ik
27.1% K CD BEFEHIIZ 10 4F )5 I A miE s,
UC K8 M JOE S 2R £F 4 fL 2 Wil T RESZ 1Y
JRRZ 1, [0l CD SRR A FNLF A M P28 2
AR ) A5 R, I PR bR P RGBT G2 i Rk
B, 1 T B4 o3t R i 241 A Ak BT OB A5 1 24
Y. MSC-Exos £ miR-200b A %44 TGF-B1 Ab
PR IEC-6 41 il iy JE A 27 e 48, 34 0 E-4% &5 4
(E-cadherin) %3k | FRAKIEIE 2 1 (vimentin) £ a-JJL
31 % H (o-smooth muscle actin, a-SMA) £ ik, J-7E
H A% s TNBS i3 45 R A A6 (K] 2-
F)o Ye S RGN IEA MSCs FIR JRZ R AL
B MSCs 18/> T TNBS /MRS 1 T

3 I 7#24 MSCs & MSC-Exos

3.1 T#24% MSCs
Xt MSCs M7 4 L R TRERGE | 2595548

AR T4 e L SEA0R | KA R], $27+
T RS AN B O, 2 T G b 1) DR 2 A6 A
N . MSCs fEit Fib#a bR T2k CXCR4 )5, 3
Ty 455 09 SOIF > T /N B IBD AH G IR 1Y &
A BRI MSCs 43 i #2355 T CX3CR1 FlI
CXCR2, YJRAARE T MSCs BV EBEEE™ Zijy
[5] ki B 43+ 1(intercellular cell adhesion molecule-1,
ICAM-1) i 3% 3K B9 MSCs # H F ¥ 1& 1) MSCs
Hgm 7 IBD /N BRZ5 i FILNE I R, 535 R4S 1BD
INEI R RERG (8] 3-A) o Ye 250 148 T 24
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