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[Abstract] Traumatic Brain Injury (TBI) is a significant global cause of mortality and disability, severely compromising public
health and quality of life. TBI can be divided into primary and secondary brain injuries according to pathological mechanism, with
excessive infiltration of immune cells post-injury triggering neuroinflammation being one of the crucial mechanisms in the cascade of
secondary brain injury. Currently, There is a lack of targeted therapeutic agents for TBI, and treatment mainly relies on symptomatic
care. Mesenchymal stem cells (MSCs) have shown promising potential in the treatment of brain injury through their immune-
modulatory properties, which can mediate immune responses to reduce neuroinflammation and repair nerve damage. The review
summarizes the recent research progress on immune responses following TBI and the immune regulatory effects of MSCs, aiming to
provide references for subsequent research and clinical applications.
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TBI, 45 H ZKEFE Ak T E R AT b,
FIRI I PR 22 5% FIAREG Y 7 SRS A IR DR, v kb
BEXS TBI A ROAIT 2597, PR a D) s 2R R
TBUVAYT BT s o TBIJG /MBS . s 4
M & RV A A SRR B A, Sl — &
GG E VT L, T SR AR 2 K A S ik 45 0
BT P E AR, ] 78 5T T 40 (mesenchymal stem
cells, MSCs) R A FIEHIRE Sy . VAT Sy Jmi vk
SERR R A 32 R, A B e il e i S g
R80T R FESCHEME T, W TBLIG YT HYAT ) fie 1k
FO0, BT R, MSCs 10 G A5 A B T
BRI, PR BB AR S e i
TONSL R A, £ IR TBIAH 5 i % 13 2 & MSCs 7
TBIH AV VE A, B ARG IR I W 5T 3
BB FUEE

1 MSCs R EEEiETE

MSCs 2R FUAIMIAE, RIE T ZMAHLL, B
HRERARITHLSN, IRBE. B . FK. e,
LA A B A DA SR MSCs (SR VRN, AN ] She R
(1 MSCs SR HA AR BRI R B FIbR IS, (HAT 4
BN 5 e o | B e = R e g L
() MSCs A FI SR 534k A R 2 4 I Can s i i . sy
AR IDTAIAL), JF ] RERE L M AMNIRE BN IR E
TR0, A AR AT Y 2 W3 A% 1044 A R T MSCs
T R A R ok BRI IR R MSCs 734k 1
AT T8/, $IR MSCs 19434 T fiE 32 DNA
H B LR A PR 0 52 ), ph AT T, MSCs H
A Zm LTS RE R B IR EHTRE ST, AR S s JEE |
VAR B A0 TR S 48 B 2 T3 A P 180 4 s L R T
A REIRTT AR

MSCs =223 12 5 G5 A0 M T e o R DA 200
R PR 4 5 25 e A By P e 1 2
A S M 6 2 A R 0 B S S s, T R R A Y A
WEBE T, P AR (NK) AR . /NI B4 e
WAL TN CD4* T 4 M B34 5 16 461, fE e R,
MSCs AT/ A il 45, DR IR S SE 1Yl 22 B
P, HANFENLHIALE I T 40 0BG A T, 3
SR T ?H]E@(regulatory T cells, Treg)IjJﬁlé , ek
N T A i M2 R AR AR AT (R MSCs AN HA 2
FPE G I IVE I, MR TERRER T A e & A
TR AL A G B A SR AU e Ah, AE R R Y
B, MSCs W] ik 43 Wb A T PR 1 S5 4R S i 200 i 2 451 4
TOL, SR TRIZR SR AT R i 2 s 2 2 51
FILAT DL, MSCs 1] 2 S4EREHLIR Y S, LR
IO TR A A& Y R 308 dok 9 5 B A0 B TR S
B JS AT 0 2 TR0 D W 308 ok ik 4R 65 1) S RE S T i

PEEHLURIL . AN, MSCs HARIET 1z . Z 3R,
MR IEE RS, A BEMOIRYT TBI I TE 2 fiE

2 TBIEXHIEENE

TBI & A I B 50 S B AE R B T IR, 0 &%
ML 7 B A DG4 AR (damage
associated molecular patterns, DAMPs) RS TOAT R s
YU, DL S S o 2 BT A4 35 £ R 1 A
TR, A HNESHLU) SO 0 . oy )
ARG IS B I, 32 AN RE IR = TR
(adenosine triphosphate, ATP), #RaHE . HilH
R M BLAEN IR 7, XN IR AR
DAMPs # Toll £ 52 /R FIAZ H 11 55 5 A0 45 Fy Sl 52 14
FWEARG il & SRR Tl G, SR S R A
0TS o A R K R O B ) S R A, YRR T
DAMPs I, /NI S5 2 JHL 112 2 152 Jo 40 L T i e
BIAAE SN 5 /NS BT AR L P T A R Sy S
I 5 e R SR 9% 200 A e 17 AP B A 5, AR
M1 8 M2 R ALY R B A RV R A A R
(interleukin, IL)-1B. IL-6. M8 3K € A F (tumor
necrosis factor, TNF)-a FlEafL R -, ZEEE H L2
M IhR B 4 4 7 o 1 i BRI (blood brain barrier,
BBB) A4 1 DX IUE BRI v A2 B 40, T A s 4
A5 095 3 T A R P A T Ak R PR I A 1
PRI MIAE IR ZS AN b B2 73 WA ) B AR AL A 1
YEHIS 2 3k BBB 1L A% 2145 475 67 I 2 i 21 fiki 5 Jo
s A8 DL B i B 20 R A B R e o B AR P MR A
T M &7 e B (external neutrophil traps, NETs)ﬁﬂfJ T
B AR W A AR R E I, {H 3 B B NETs
TSRS R ARFERIII G, 41 Toll FE3Z A FIAE 2 1R
JI5E IV JRc it 4 Y-S 19 NET's B2 5T 36 8 i 9 5 | &2 ki K
i, DTN o 22 D RERIG Y. eAh, R 4
Ve T = (matrix metalloproteinase,
MMP) ., TNF FlI{f P4 % (reactive oxygen species, ROS)
7] 2 BBB HE— L REAE, 8T AEE IL-17A K5k 1
FEOE % Rl -k B (nuclear factor-kB, NF-kB)IR AN
PR RAED, TBIRAEG 3~5d, BHGHALY kL
2 M /D, T/ B A4 A T S 4 i 3R
WaZe, HIRF, o I B A LA R T R R R
MET ARG, ok FZER R i, Jf
AR IL- 1R RS T RAEHIML . BEE T IL-1B (Y 2
TE I Jo 2 L T 3 7 2 e (5, S BUP PRI B Y
SEEERR R TR ik HIRSEM &I = iT
B R AE 11 B8 i 3006 Toll BE A2 1K 4 73 Bl N Jo 4
JRURETT IL-6, HETTHE IS I ot 40 B /K e AR 4109
FEIRFEUK N, IR, TR B LU



ALK G s AL R S i, AWt F B fahk
PUREATREE, ek CD4" T AN RIIEHETR 1L, Pl
S b o Z A R s e TR AN Ry o1k
iz, DA 42 50 TG R i J g )

TBUKE S, &S RGN FEE AUV A0 T
£ 1 B 241 f0 388 28 48 L DX R BBB il IR I 1 r AR A
LR G, CD4™ T AHMENG AR5 T 734k kil B T 40
(T helper cell, Th)1, Th2, Thl7ﬁTreg%K|§]ﬂzﬂo
Treg A0 TT 43 Wb TL-10 G Ak A K IR F B(transforming
growth factor-B, TGF-B)%F 4T 4 4 i K Il i 22 R
JERY, I8 AT 3 1 BRI Tho [7] Thi % b K& 52 IF I i 4
e %) 348 Ul B 48 0 B e RS A5 AF TR Th
Th2 4l i 4b TP Bk ZS . Thir b IL2, vy T E
(interferon-y, INF-v)HI TNF-o £ Bl F A& 58 F il 245 it
AL EL R A0 (ML) A RE S0, Tha 4t it
RAFIL4, IL-10, IL-13 £, AIHFEFEAHRE
Y ) 35 PR I A0 L (M2) & PR T R A ZH 28U B AE
H, 385 B A M B [R5 450 41 2 oA
TBLAEJG, BEARANML (Y Toll FESZ 14 4 /-5 Th 41 il
HIRR AL, /N5 40 73 W 2 R AL A - INF-y 355
£ H 10(interferon vy inducible protein-10, IP-10), #J I
P Thl AU R, DR JAE S . T2 PESR
FEARMET, PSR BE 5 Al cD8™ T 4l /1 4h
P BE PR 40, BR 430 TNE-o FlIEN-y K42 R
YERISE, 3 ATl R R ORI 28 FL 2R 4 Fas i
1A (Fas ligand, FasL)JZRINTIfil &2 4HAEAET . A AR
WoR, BIPK BT A0 M T s R Gk s, ] ik
CDS8" T 20 i (1 15 Ak RN BORE i B 1 BEHC,  FIURLG B 1]
YEF T2 T3l i D K 28 U 3175 S iR 4 1) 1
it E o 28 o0 R T T CD8” T 4N A AR 3B T S 5K
CD4" T 4 A= i 22 4P 1 Th2/ Th7 4% AL AT
BUEM A DIRERY . B Ik L A0 A T A TR U S g 7R
Pt s 15 B VR FH M RAS 2T 2 IR, [HA RS
W78, TBUKRAEJG 7 d 1B TN SUIEE R % 1k B 21
b3, B AN R BEIS R AR B AE M A R
SERRERE AL A HT R RAL, TRREARTE 1b /)N e S5t 40
FILEB, NI R S5 2 AR P G e 1 MR S A
W, PE R AT L S AR AR AL, 3 W] AL
RIS, ARl H 5 VO s T 1 5 X
ZIIRERYBBIR

3 MSCsHETBIAEEREERTIER

3.1 TR YERLAA PRI AR R TBI K AR ST
Wbl 5 B Se R A, S5 R A e ) G
LR A5 FAE o — S S B 2k RAETR 1 1
Y, s AEmEVER . RBEEONT AR P A NETsg K TH
BR AR A, FEUEHLIARBE A . HRd B & R A
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PR R T RETCR #E BT, 3 0 BBB Y38 5 PR 5 3L
R VER; AT B, PRI/ bk 4
U3 R 5 TBI R 322 B I IR 25 SR AH B, MSCs
TE 3G 5 PR 20 B A A T A TR B, T 8 e 41 o] v
PR AN IR I | BHL L NETs & Bk i1 55 Ho 4 i
TG HE B B A B E R T A o

MSCs T B UE S AT Dl 244 £ 28 2 e iy P 24 i
B2, W R A (W IL-18 . IL-17, TNF-a,
IEN-vy) M 38t 2 40 M P+ (W IL-10. TGE-B) B3R
ik, o3 TBIR RUAYEGE . 2o Dife; XA 5
TNF-o H 3% 5 /2K 11 6(TNF- o stimulated gene/
protein 6, TSG-6) ik i, T~ i NF-«B il i A
KB ST o, TSG-6 AT {4 P e
g M ry =, H N AENLE S TSG-6 5 B H ¥
CXCL8 HAZAHEAE, 55T CXCL8 454 A M 1 11
) 253 W 1 BN (glycosaminoglycan, GAG)J5 /- H: (1]
PRI G AR IR SZ AR S, Tl e
F 5 Ak ek b ok 40 IR R, B — i,
NETs £ A7 A FEA AR AR [FIEHE BT 075 1
JOR e 2 1 o W0 Jeg 1 4, P 348 0 TEIN i R ) 3 2R
(stimulator of interferon gene, STING)/" % IFN-
A, BEANBBB AEE M, MR HE e s A IR
R, BH 1 NETSs JE W2 MSCs U 55 - P kr 20 i 1Y 353
PEVE R S B A e AR I T AE D7), Magana-
Guerrero S5 "L, A MSCs 2 AR FR 3 5 vt
BN LR SR, AT 430 TSG-6 I Bt AR 2k 1R
JIBE A7 AR/ Fh PR A A ROS AE B, AT il ROS
WCHAPENETs Bl . EIARSR R, AFRREMSCs IR
A] 43 WA S IR 2 E,(prostaglandin E,, PGE,), Jfifid
HAZ (AP ) IR B I 10 IV e -4 44K 345 4% Hh NET's
FREIC . Be Ak, TBI & A I BNt g BT i S o
P A 6L A 5 A MIMIP-9 6 K5 - ik et 28 1 38 PR oT )
2, AT R S 2 BBB A A PR i i 2 5 S
Moo FEAMMIHT-J7 10, MSCs AJ ok 40 i B $4E filds
Frp R A T, /0 NF-kB. MMP-9 1% Bl i
WP LR, (B EARNLS M AEE", 25 bl
H1, MSCs A3 20 1 i R Ao PR 7 14 g X S v
PRI G], WUR TBLE M T Re s, (HH
Hi 5L T TBIFRST MSCs Il 15 PR 4 L i AL B 5 5
N, ML A it — 2L ]
3.2 PHINKATMEAEEM N A0 — RT3
B T I A A A BRI S R e e A ML . TBI &R
Ja A I NK A A D, 1S AR NK AR
HEEALER L ORGSR A S A S AR
NK AR ] R PR RO RAE T, SEER T ER:
A0 5 H AL [E B4 BBB, s ik i, BT
7, MSCs S NK 41 i A e il 7], 68 LA AR
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P 1 7 20 ) NI AH A 1 1 B O e A HL 4 e
TR Ak % R4

MSCs 1] 4336 1] P K7 PGE, 411 il NK 41 i 1) 25
PE o NK A AT B TL-18 005 20 420l 2 i A2 2R
B2 ) PGE,, A R IR MSCs 15 NK 41 it 25
VI fb )5 nT 51 PGE, K Bk,  MmiF=A: A 2L
R REEADHIVE Y. TGP- J& MSCs j™ A= ) 75 —Ff
FE RPN T, A TGE-B AL/ b 48 -1
(thrombospondin-1, TSP-1)4#MAA R i 175 5 T Ui
TGF-B/Smad2/3 {55 5% Sl NK 40 M (356, HAd
F TGE-B Hf R BT A 1 &2 3 40 Jf 7 PEMO . b Ah
MSCs 2 & 19 15 Wi JZ 2, 3- XU 4R B (indoleamine 2,
3-dioxygenase, IDO) A] 41 il NK 41 i 7= A= IFN-v, It
T VIS Y NK 41 i 37 1A NKp2 . NKp30 Al NKG44D
ik, dEMi0 NK AR EEPEY SR, MSCs A
AT B AR NK A0 3N D RE,  H Bt s o T AR
NK 4 (A5 . AFSE /R, MSCs i ik FH 4 41
AR AW MHEC) T 253 7 1% NK 41 9 5 8%
PERRAR, AT RER A PN A7 35 B[] B & 7 B 5 1Y) £
PEPIHIVE AU MSCs B 100 iT 7R A 3 e
BN A, 20 T A 4 ke, mT 400 ) N A4 i
YER . NFBET 41 5 NR 40 55 mt, niE S
NK At 35 CD73, Ja# I fe it ATP /K MR,
T NK A A 4 R PE, i, MSCs AT i
T AR PRI ) N 240 i 52 AR SRR AP T ) G Ak
FIl 55 NK 240 B i s AR, DA B A 35 1 e
N, IR
3.3 /NS BT A0 L AL A E M2 U AE N
J AR TP AR B 2 R R AT e A, R R
A 0 e o — i, B BE R RS, AR
s 1o 28 2R U B 2 Ak S 20 B R TR T R A AR M
ARG RE B, Herp Mo AR e 40 S B A 4
RANMZTFPEIEE, M2 RINZEBUON PR A LSUE R
FetE. TBLARAEJG, /INBE 20 M AE T3 B B s
M2 B /)N T 240 A s e AR v Bl e, T
NADPH b 2 1 1 3 58 7T 9K 2l M1 L /)N g S5t 248 i
BRI, JHRs A LB, IL6. —% LA (NO)
GRS ERIE, T2k &m0
FERIESG AN B, /NS 40 MU bt 4 1 M2 3%
AL, AR RAEIRES, IFE R GUB R AR
5T, MSCs 8% ki £ 14 AR A LR AE T4 i)/
2 I3 A4 B T B A2 DN S 4 i 1) M2 84434k

FE B0 A /0N i o A4 M 3 Ak T TE . MSCs ok TR 1Y
PGE, 1] [ BBB [l &M, 4] Kz 5 /e i 4 it
AL AR B0 JRAT /M TSG-6, i ] NE-kB/
22 8 575 AL 2R 1 P4 (mitogen-activated protein kinase,
MAPK ) i [ I8 105 Ak /NI 4 75 5 19 9 E B o B2

KM ELAT S RE L AR R RE AL, ORI D R B A5 53K
() ATP il = Fl1 ROS ¥ Z Al R4 405 . —J7 1T, 4%
NIBFHE MSCs fiTAE M IMA B ISR i R AR 65 7%
R T A R/ NS B A B b e P i 23k, il ek
JEiG AL, WGE TBIB AL Zh Wiz s Dhae, HEARPE
FHAIL AN D s AT 1 A B O, A5 T E— 25 0F
¥, B —J5 T, MSCs JE35 /)N 5 20 Jfd i) M2 5 41
BEAL . O G TR BT I ) S E 45405 1A AEOR W
e MSCs i A5 ZMIA AR S i E /IS o 44t L T 41
il NE-xB Fll P3SMAPK 4 [ B (5 = %, i M1 7Y
ANl ok & S R R e e (84 N, v e i
] M2 R ALY TS R, BEIRIE AT 40
JIE 38 o 35 3% cire-SCMH1 i85 5/ e i 40 Jitg M2 B AL
IR R 20 S a7 A R RRE  EZSTve i L Tt O Wl W ) 0
7N, N8 DR T 20 B A G g2 VAT A Y AR S Ry v
RYE T HBEVEM, A, Wen 2553, H8E MSCs
#EH7 microRNA (miR)-181b A 7 MAA AT 3 1 340906 1L-10/
STAT3 {5 5 I 175 M2 LAV AL, 38 463453 & [
M2 /INEE BT 240 L R R E RGN B 4 S ML/ M2 L
), IR N T IL-10. TGF-B o35 e 3185
0 B 2 2R SAE
3.4 N RIE R ANIEE AL T AN e A
Bin i 2 ISR, 1757 BBB S8 M A 2804 i
FARASROAERE, IT5 /N5 5 4 i S [ A5 2 vk R - 1Y
Fik. TBLRA)G, BEIHGIZ K1 5 DAMPs I
HNF-«BiGfL, Ko 2T A0 s , (HJCRTg
A1 70N e 40 I BRI IL-18 . TNF FIAMA RL 43 Clq,
755 B IE F AN  AR AR R AT IR i A A A
T HaE R AL U TBIAY AE I NS SR, AT HF
YN, TG AR IR 70N B J5 40 Al ] AR 2 T A o 4
LR R (A2) e, st e
(S T A L[] 1) 56 RAT Rt — 205 . AN, B
T TR AN 35 Ak 5 vl P2 A TL-33, i — 2B b/ i
YNGR A B4R . TRk, NTTE SRR
P2 RAEC, IR R, BRI AN G A A
TBI P E A WA VR, I 00 4 336 Ak i) BT e o
Z R 1 2 2 RS TT BH R R Al 2 R, PRk,
il 2 TV 0 A48 L 356 A X 8 i it 28 SORE S AR E A ZE
HELEE,

MR 22 OTESE S, MSCs Al 3 i ) 2 I i
Jo A G AT S AE AT . Cui R B, FE TBI
KB 2 N VRS IR MSCs T A ANIMA TS, FESE R
AR ZE TR 1 CD81. CD63 A1 CD9 1] | i B2 I Jike
oA AR 2 e 2 R AT MR e R I SRk, ]
Y B AL, AR R ORI, SR 2 TR
WRIZ 5 ANIMARA Y S 110 5 07 L T Mt okt 4 e 6 ik 2
A BB 5 Nrf2-NF-kB {5 5 38 B 06 4 ¢, [ FRAIS



TNEF-o 1 IL-1B 1) 3% 3k A] 9 52 13 5 i 28 1 R I
I A2 BRI o A4 A T R e B s A 8 3R R T
(brain-derived neurotrophic factor, BDNF) fi¢ ¥ & %8
MSCs ZMMAREE TBIG 1 R AE N, il #f 2 oc 7
7o, HATEPLH AT BE 5 miR-92b-3p. miR-216a-5p %5
miRNA £ 2k 1l S B R E I Bl LA A
KB A, Tang S RIN, FERRZHEALHLY AP
JESRAME A, IL-18. IL-6 M TNF-a Fik 5 %,
T MSCs 73MbY TSG-6 Rl F54T 16 Ak i BT e T 40
AT S AE S, FF38 2 9 7 NE-wB {553 4%
IR BE B S5 AR A T B A SN, R ek
BBB {38 175 1 K i 2 i 7K i
3.5 P T
3.5.1 I T ANMOIGEE T 40 R A R N
T8 I T O AR G ) R R 4y . T Al S CD4*
FICDS WAE. TBIAA G, S 0P N i 5 3
IFN-B & st B, I i 4 i i A a1k - IP-10 1
h CXC AR 73244 3(CXCR3) Th1 4l A4, 3l
T 20 B R I T 403 A B, AE TBI AR A
CD4" T 4 cHE 2 J5 8/, T CD8* T 40 A S AH 2
HyZAsE ARy, HIE AL CD8® T 41 it Al ¥ il 4K 359 i) 4
2, PESBURIIREEPATY . MSCs T BLl 41
il T A0S A, T R BB 5 R G AR SR AR
G AT ) I N

AR R IL-10 9% MSCs H F 40 M4t I GS 1Y
SR ANZEIR, ATAME] T A0AEEsE, HAA BT Treg 40
JHL sl BFSE R IR, IDO A AT A% T 40 i 38
FEADHIVERT, B IR Y MSCs 7E T Ik B 41 i B ik
B IFN-y F5- S T Al 20 IDO S TAN M T, IF5%
SR B SR A5, DA AT R ) T A Mg AT Ak
A A T S 3 0 B ke P o) T A g L
PZERILT A 18 p27kip1 B AT 97 JEL 400 2 s ik
iff 2 25 1A #E0 Beah, 645 R O R M G
JoT 44 L i R O AE T L AR 1(programmed cell death-
ligand 1, PD-L1) 2 PERIEF &k, MiBHEr PD-L1 {55
AT IR R AL LU T ARG, 0 A iR
L, INEZ sh DI RREE T, MSCs 20 7 PD-L1 1
ARIAMA, TaE IS S T 40 Y PD-1 2545 ] T 40
WL, AT AT 1957 TBI i ek JBE o 28 S 28 2 1o A
FRZE GERE S
3.5.2  JHUR Treg AMINHE  Treg 4 ff C AL UESE 0] ™
A2 IL-10 F TGE-B 1A 50 SN o Treg i A Al i ik
JIEE 45 £ 1Y TGE-B 7% Notch-HES1 % 44 % 92 8 45 1
H, YR fa s, 1L-33 J2 X% Treg 4N 4% 2 3¢
FEMAIME T, AR A, TBLRA)EMHH
IL-336Y7 A G MG L 2L rh 5 BE Treg 2HMEAYE L, [R]
B2 HF IL-10. TGE-B IR, M el 38 s S 5%
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PEIR Treg 403G 2 0] P8 I D REHI03 7). Treg 4l ML
BTN Ry 2 VA B 9 PRI R ek S TR 18 M TBI AR 22 D
BT AE AR, MSCs T2 Treg M A EHT RIEH,
W LA TR fk . AT IREE A BT AR B A0 B A A A R
AR

A1 JE I MSCs 55 T bk L A A 15 55 7] 175 Treg 4
Ma sy 4k, FBEAR Thi7/Treg Lkl , 11142 JF Treg Bt
K7, AETBLR R, BAR T MSCs rl il 4
SRR RAE W Th17 734k, IR A2 #E Th7 [7] Treg 5%
34k, HERF Th17/Treg V-4, AT IRNGOAEE, M
gz, HALH 5 TGF-B/Smad3/NF-kB 5
A ST, SRR, MSCs IEPELNALA T
Z 5T Treg AMMEHYIGTE 734k, MSCs AR 20 M A
KT, B BESRI5 Y MSCs 7] 433 TGE-B, flEi#k5E
2 AL Thi7 AR 16 Treg AN, W) S 4RR5 Treg
YA, P F R e R BeAh, Treg 2
L 55 B8 2% 5 SUSKAE 2R 1 P3(FOXP3) I 3% I s i 4
CD2S(IL-2 Z Ak o ), HA RBETH T BT RAE M,
MSCs JEAMIAMABE R 1b 2 1 2 IR P 3 (pJAK3) il
T e T S IO TR (STAT) W] S K Treg 4 L1
FEIGINTE], 9875 40 MU 3R T FOXP3 (19 3R35 LI 5 H
FREMM AR, Z5 LR, 32 Treg 41 3 &
HEFE Th17/ Treg V- J& MSCs P8 15 508 . JAIT I
HITEETT %
3.6 &% BBBRYSZERENE  BBBAE M IR 5 KAk 2 1)
VS T A e 0 5 i, T SIS0 S e A A, TR
B SR s A S B 2SR, FEGERR RN S
I ERE S TBIKAR, T RIS E S
BT EBBB BN, Ho % A i i BBB 12 118 4 45 fiki
Y, FEEAR R T ROS. H /K i B 5 4
H4hn BBB YA, T R R B B R KA SN T AR
PEMMATEE, TR BUEEFEFR 7). BBB A A]
SRR KA, FE I A s A
o A8 2R A S 2 1 PR - SR AR A B S 07, i i A
™, Ik, &% BBB A3 JU AR MG 0, fE ik
ZIIREWKS .

B4 A8 N B S AR R) B i . R B A
I Al S5 T2 8 %) 5 o PR ) B RE 5 BBB 1 375 14 2% DI A
Ko — T TH, MMP 2 A0 20 o &1 35 57 e fige 1 22
it} , MSCs B AT 5 14 MMP-3 21 21410 i 551 7] 3 3
ERESE A A N 2 A K R 3244 2(vascular endothelial
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