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PEBG o A SCHE MSC TEIR YT KRB T A AF 5T E
BT LAZER

1 MSCH®&ZIFT1ER
MSC 4 4 33 V81 35 VE A e 8 181 5 A0 I, s

BB : BZKE LA LT (2016YFC1000305)
BIEE 5k %, E-mail: zhangyi612 @ hotmail.com

AP e ) oS R N o8 N S R RN =N 2 X R i ]
Wl 2, 3-XUIN %A i (indoleamine 2,3-dioxygenase,
IDO) F1i75 3 Al — 48 fL A & W (inducible nitric oxide
synthase,iNOS) %5, 7EfiE & ¥ 09 HI# T ,MSC
A3 UG EVE A 0, S0 T A0 AR Y TG M A A, B
{1k A= K K B (transforming growth factor-B, TGF-B) .
F1 41 it £ % 6 (interleukin-6, 1L-6) T 41 g 4 1 [
F L I A R L8 AR & E, (prostaglandin
E,,PGE,) i RS0 A+ Il X 6 2 11 (4L &=
TnAECE 1 P FUBRELE 22 AN M T IR B T
401 1(T helper 1,Th1) . Th17 M1 BIE W40 . B
SR 80 240 LA B 200 S5 2 A% 9 0 A 1% 38 5 N 2
g, e UE M2 78 5 g 20 it )5 15 M T 41 i (regulatory
T cell, Treg) . 1751 B 4 ifd (regulatory B cells, Breg)
GHUR RPEAIMIG NS TR S E AN M AT i — 2
I A1 2 692 240 JEL %) 005 PR RN DI BE L 2F 10 4 2 43 477 4
44 . TGF-BJEMSC 7% S Treg Ak £ 40
JELIE AR G HER . A RE R R B, B TR P MSC



- 162 - bEGE L FR R E2021453A %3555 34 Chin J Pharmacol Toxicol, Vol 35, No 3, Mar 2021

(bone marrow derived MSC,BM-MSC) /7 IL-6 1)
ke 2 T A 00 55 BM-MSC =25 T 48 g 77 3% 19 4
™. MSC 7= 4 1 ¥ 1L IR 7 fid & 2 (CC-chemo-
kine ligand 2, CCL2) n] i %7 T 4il iy 1Y fie & ki
SRR BB TS 32 1K 1 (programmed cell death
protein 1,PD-1) 133k, [AIET, FTHIH] Th17 46 ALY
TIge™ . 734 ,MSC b iy #a b 7 il ke T 41 i 43
5L 3 MSC JA il , #E 1 f#f MSC 7= 4 INOS i1 IDO, #if
il T 406 ) 35 4 R B B ARE Y K R & R L
. NOS #5 3 Ff [F] T-fif W7 A , i 22507 NOS Y
Fz I NOS F1INOS'™®', MSC il it NO 1| 3R 3¢5 5 %
/IN BB U 36 % Bl M T 41 i (follicular Th, Th) (14 3
5 ,iINOS Ji&iX — b B v (1) F 24 i . iINOS i ik ™=
Az (1% NO 3 1 5 Wi Janus 5 554 5 R SIS
PR {5 530 I 350 T 400 ot J) A5 200 BR LRl T
2 HL 3G i A1, NO F 18 i ads vl ] 5 22 54 )53 16 B 1
T A NF-kB 976 P, 0 0 200 B = A 412 4R 1 4
ML F . 5341, MSC ik i IDO i i 175 3 B 4 i
A3k R M2 78 [ 15 240 6 SF 3 15 2 R G g 0 M L AT
W RAE® . 1DO K44 S Pl /8 F i BAR B B
AR TE R, A — FhorT BB 8 2R 1 4 X
W, T ECHIKOP BRI, DA T 52 M B 028 20 A X 4704

2 MSC&iafr RMEHRF PRI

F LR R ) S B A FH , MSC LEIR T R 1
g TR LA T R AR DR I T, I AR I PR A58 A
Il PR AT A 52 AR 232 56 . B, 23k MSC Il
PRyAM H 2 3525 1000557,
21 BEYHELR

R M Wi 15 32 9% (graft versus host disease,
GVHD ) 2 57 35 R il 1 40 B B AL 1 8 201 R,
P AR T 20 i o 52 2 R o S AU B e i B, 2 RS A
B FL RN Z — . P25 R, MSC rl i
T 405, It HOE A H Th1 A1 Th17 WA 71k,
P Treg M2 . (8 A TR BE s B s e 1 1)
SN -1, MSC A" & ¥ G )2 i il T B L 44 R A
A0 K IL-17 FEAERT , MSC A5 1 G 28 30 4 £ 1A
HNFIR N3 AT HE— 20 B SCIR AT B, 2R
38 o T I MSC H IDO F1INOS 1 3 3 1 #1104l
MSC i) e Sl RE 1o Bk, MSC Bk 4 28 [ B3R
JYRCRE TR I MSC., [AlRE , 76O A% F K RS
Yo I 5] 2 2 2 0T ) 55 MSC Y G 28 31 i A
e Sah & T4 E y (interferon-y, IFN-y )
AL B MSC 1T i 3 42 75 GvHD /) BB A7 16

UL UL, RAPEOAE X MSC & 5 G 5 1
HEH ZOCE 2, PRI AL GE By Im KRBT RIG ST 7 ik
M F el s T RAPEGOA SR AR T MSC & #1/EH -
HHsE B, % CD5'B 4 fd = A IL-10 (38 in , 12
PERAR Y415 99 (chronic GvHD,cGvHD) & & 1
I AHE AR5 B 2% . 4 MSCHRYT ) , cGvHD
% CD5*B 4l Jifd )l fff IL-10 &3k . 254 fin {2 1L-10
NA[BH W MSC (1 S g il o fig ™, $278 MSC #E 14k
N A S 2 1 VR T A2 2 ke

5 4k, MSC 41 #h 1& (mesenchymal stem cell
exosome, MSC-Exo) X} £ 5 cGvHD & HLiil i1 A
5 SN PE T 4 R Y Ak A S B AR A
MSC-Exo 1] g3 o 110 i o 4 Th17 20 i A KL 2%
B 3 B IR Th 7 41 M (4 8, [N e 2 Treg 19
A, RIS S cGvHD BREIR ", A gE R , U
T 1) MSC i 12 175 3 52 M4 A W 240 it 7 A= 1DO 1 7K1
FhE , AT AE GVHD /)y BUBE B v 4 2 G 22 91 ) A
FH 5 2 I 7 S T2 89 MSC i, 7 BB GVHD SiEfk
19 3 52 fif {5 289 K A 569 4 W] 15 9 4 T2 MSC )5
GVHD SEARZNTC A S k3! BRI, A ) 1) 3 i
X MSC IR VE 2 T (E AR 58 FI e . itk
Gh A s R T AR ERNES B -5 2 19/ MSC
(small MSC primed with hypoxia and calcium
ions, SHC-MSC) Lt K H i *F- 1) MSC & 81 i 51 5%
() G 8 98 5 D eV . 4y M R B, SHC-MSC Hr ()
polo-£f # it 1 (polo-like kinase-1, PLK1) # ik I
W FE AL/ B RS 5 7 O B4l i MSC 1Y
/NEAR LG , PLKT 3 23X 9 MSC ] 1 2% 4 % GvHD
INEUI AR AR 0 GVHD /N R 8 B 19 4 4
245 15, % W] SHC-MSC %t GvHD 4 J7 il A 4%
PE o — 300 3 Il PR AT 50 45 2R 7, X 55 15 258 [ i
i 245 19 ™ # GvHD & # {ifi ] MSC, H b 30 ] 5¢ 4>
DA 9 Wb i (VR R 70%) " . B AT I,
MSC (1) 1 F IR Y7 846 1R 22 m3 A3 fff DR () [ B, A AS []
1 3 XA T RCR R AT MSC EERIN S 5
BB IPLTR A, 7R LR AR
2.2 ERUBMEXTR

B BE 25 L = 28 KB P OC Y & (rheumatoid
arthritis, RA) ) 3= 2 & i ML, Ll 3% L ) CD4'T
B AT MHC- I 759 BH 1 A4 40 D 328 2 200 b v i) OG5 3
FEE T 3 R I Sy O T IR A AR R AR
Y IR I PR 9200 £ LLPLR 259 B KR
25 FRE B2 B AR iR T O AR AR R AR AR R
AYAS B SO, HH B A 48 1] A8 3 I R e AR, O
ANRE I R IE R . AN TEIRIT R I IR
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BE R X5yt 52 . PRI, BAA 06T 40
HAHE AN = A R AE B MSC 22 3] k7 . MSC J&
Th1 R Th17 4 s 58 049G G 50, O 58 1 R AR
Hp= A 412 98 [ F IFN-y iR IR [ F o (tumor ne-
crosis factor-a, TNF-o) \IL-1B . IL-17 Fil IL-22 Y fiE
J1o RARY A HRHLHS Th17 F1 Treg 41 fifd 2 8] (1) 2k
fir s UIAR G, 38 0o Akas R AR (B D) g 58 4 4
U, B HGE 7R RA BBE YR R A B K OF
M IL-17, % B Th17 5 % 9 19 )™ & F2 B2 42 0F A
K RABE LR Treg ML 5, H %
JEAISRA7AE , 200 Treg 40 i i D) BE7E RA L 1R N
ATReC AR . NG RA JB A5 o 51 Treg
2 T 2500 T 240 R ik 1 A2 46 PR il IFN-y AT
TNF-o (1 3 TC I /Y7 . TNF-a il Treg
HyAP R S Re , BERH RA G SC M & 1) Treg 41
T REE #5 AL A2 R A9 Th17 40, 1 A BE A 4
P IIRE . WFFE R, MSC 54k ) CD4'T 4f
Mg SRS, DA Al 14 77 x5 5 CD4'T 4 ik
Il 1Y) CD25 Fil FoxP3 % i5 ., CD4'CD25" FoxP3*
Treg Y72 A2 384 T MSC 2 i i75 5 284 3t 3] 84 43
W& (inducible co-stimulator ligand) fi¥) ik,
AP FRIRTEROE ICAZ T 40 L, 35 Th17
I, P I S A0 A 4 Ak ML R, MSC AT fiE 512
Thi7 AR EAE FIF = A e 12 Treg 40 . R,
MSC # A iR YT RA P ZEMLTE] Al fig /& MSC i 12 £
IERAT ) Th17/Treg /K-F-, IR T ALK 321
. BRULZ AN, RA BB G W AEAE K y8T 21
JL 33 BB A1 43 36 IFN-y, IL-2 i1 IL-17 %5 25 R T
MSC a] #1l1 ] 8T 20 f 1) 14 58 5 40 3% i 52 1, ]
i, MSC i i B it PGE,/EH T y8T 4 il 11 PGE
SZAR 2 1 4, WA 00 ) 240 R 7 AR AR i
1, TN 240 L 1 B4 AR 0% 38 G RN BT AR R 7 A L E
FEAR B, N RA S M N 73 B 59 CD4A'T il ifd [6] Tth
40 g AR, AT % R IFN-y 30330 B9 B R U8 1
MSC (human umbilical cord derived MSC ,hUC-MSC )
FEA I 1IDO Bl e, 534, MSC & w] il Tth 4
fL 1 Tth, Tfh2 A1 Tth17 84346, NI REAK B B I
N7 1 B A A B R B AR R AR R ]
UL, MSCXI T 41 fy il 4 12 22 07 i

¥k MSC F& A1 51, MSC >k il 174 Jfd 41 € 61 (MSC-
derived extracellular vesicles, MSC-EV )t fig & %
HPEW T YIRE. MSC-EV A 2RI, 52 HAE<
150 nm [ 4K (exosomes, Exo) Al B A2 7E 150~
1000 nm F¥) 4Rz (microparticles, MP)'' filf 5% 3
A, MSC K I 1Y) MP Fll Exo & #4 fe 35 0 il D g 1) 7

FARL, AR S 38 2 ek /D T 20 i A1 B 40 it 14 B A K05
T Treg 20 A A& 45 2 5 AR T o TR OC T 2 0E
J7 11, Exo H [A] 45 i 11 Mp 5543 8%, (HLELVEV X 56
R T A T AR 0

JSCET 2 200 JL A i IS 2000 1 498 A4 R 3 D 1
RA Y E 2 K, A 584kl , 5 A MSC-EV # 1t ,
A MSC 3k i 19 i % ik miR - 124a 1y 4 W 1K
(miR-124a over expressing human MSC-derived
exosomes, hMSC-124a-Exo) 5 RA #H ¢ il £F 4 41
JLAE T PR 440 L 2R (MIH7 A 4 ) L85 SR BsF, 6 o dd
F HL A MH7A 28 J 3 58 F A S0 7% ; miR-124a
AR HE MH7A 20 i A9 R T2 (5 itk , hMSC-124a-
Exo & RA MG Y7#4t TR Ay 8. WF9E R, f
1 g 105 5k ¥ 9 MSC (adipose-derived MSC, AD-
MSC)Ja , /Nl RA ™ 5 R i 3 T B, 11 B gL A
HNE I BOF T GM CSFCDAT 4 i 5 it vk L 5 78 ik
Mk, Treg ANRIERE, 41 FoxP3*CD4 T 4i ifd i1 IL-
10°IL-17"CDA'T 4 i (i B 4 >, sk w2
N, AR UK R 1) MSC AT i 25 B I 5G9 B
PR E AR, T AR R A IFN-y FIL-17A 1)
A, S8 CD4*CD39 FoxP3* Treg My 34 fin'2 . i
2 RE SRR LURTE B MSC FEIR YT RA H s
R4 8 1 A 5%, AEHCAR FH AR AL Rl R I B9 b

W T — B
2.3 MR

Wi IR %% (diabetes mellitus, DM) 2 p Jif 5 2 4
AT (k) JBE 5 25 A BB 1 | S (i, E 243 480
1 BB FR %% (type 1 DM, T1DM) . T2DM ., &F i 4 R
o FOLA AR RS RO R . TIDM S T 1 S el ik
PRI, R B T A7, R P A A7 2 Sz
RE UGN . T2DM 26 31 B 15 5 70 A 12 a4
20 b %o R 5 AN . BRI, MSC nl i i fil 5
Ty BE AP A2 0 g % B 200 it (%) 348 i, 8 ok R AP e K 2R
Pl 3 76 1 I sl 20 g 5 B 2 M 0 T, DA A8 2 8
YA, TR, 5543 0 i A A PR i A o R R K
R 5 R A KR 7 1 IR A K DR 7 A A
P I A DR ) R T 1 2 5 A A, R 2
YL FEA= . MSC ik ELAG 434k Sy 19 5% 25 53 00 240 L 1)
e,

Treg 4 i a] 400 il S R 40, B k2T BERE i A
BEit; . AR RV, N5 hUC-MSC dtk;
F% 1) CD4*CD62L" Treg if ¥ 38 JE B4 J s /N Bl ]
W A R A MR R R il Th/
Th2 4 Jd X1, I35 5 322 10 JB 5% 1% 11 48 it 9
T2, [HIl, Treg 40 X5 T1DM ()95 175 2 fi A3 B2
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YEF . &4 M1k, HAE DM 38l v i 52 31 MSC
XTI 5 B 0 B % DR B R T, BRI I o8 7 TR AR T A
AR PR 5 X B I B A L AR E R . S Ab,
MSC %} T2DM i 57 15 HI i F 58 & B, MSC % v 7]
I 2 A R LA T 5 2R A SRR R I R A
MR AL 5 2324 1 (insulin receptor substrate,
IRS-1) .2 11 % B (protein kinase B, Akt) 17 i
iz H M 4(glucose transporter 4, GLUT4) ¥4 i
T, T 5 R HEPT Y & A T RE S BE B 1 I A
BB 2 WFsR KB, AD-MSC n] i i 4 i -
TR A i, 00 o) R0 A B, 9T R R 1 R A
e, [, AD-MSC i i % IRS/AKYGLUT4 i%
R IR 2 51 K g B Ny FTAR A P i S, ek 38 i
V5 LA SR 45 4 B B IR B R ARPUIE T . A S
R, N IR S (Wharton jelly ) € J5 1) MSC A
AT i e XA AT A 42 ) 0 B 248 6L ) ) R 38 T U
D RAERF AT 4 A £ . BM-MSC At )=
TE DM /)N B 2 300 35 19 B 40 R P (H P A A
1% B 4 A ) A 1.7%~3.0% K [ 453612, %
WIIX 2L B 40 B Y A BLE A D3 A& . tksh ,MSC
FEIRYT DM U7 IR, i A 38 Bl IR b i KA A= 7™ g
JER TR 20 B B 200 K F-

T3 b AN 5 2 A VR R B o BRI &
SE I RUBSE , FFAS A P VP e 5 R AR RS B .
i &% % AELVE Ay I DR i g R IR M B B 3R A i )
T-Be, HEK A MSC IR IT T A 2B AR 5 B8 A8 ) 1Y
SAEFHER RN 2[RI, MSC A5 114 iz T 44 30
1 A5 55 ARG S It B S B A AT

DM & & K A AR ZE L BUR N H R 2K
SURIIEIN, 5| A MO 7, H 55 S R SRR
I, DM SB35 H A I K0E A, Qols o ' e DR
o PR PR X 35 A8 R 28 R e 0T RRE A . WE PRI
s BT H R G R B 2RI AR D e R A RS, MSC
38 o Z2 AL DR AP 2 B 00 B SO AR, A ) A2
B A AE T, D80 b R AR T, S S s
Jo7 I EE FH A0 L AP T . BT — T 5E SR B, BM--
MSC 4 ki 1A FE A1 7E 45 48 FN T RE 1 X4 PR s B 5 v
I I /N A AR RN S R
B, 53 B R 2R AR S A ] ol 35 B TR A 1 28 S )
I v /NE b A R A %) A8 R S U R R R 2% 45
Fglol ) (3L % i (resveratrol, RSV ) 2 1 75 25 Fl 21
25 T R B —Fh R AR 2y, T R KA
DM it E AL T A 51, A BE5E 4 RSV 5 MSC 44
GIRYT DM M0 A8 o /N BRABE AL S 25 SR R 1,
MSC 145 RSV 4H /)N BRI A AT C ik K -85 Ath DM

AT U S A T 2 AR AT B o 4 2T A R R
FEURE P2 AR DR Bt B 1R NF-kB 7K
-5 2w T MSC ZH MRSV 41, [H 1 RSV I & MSC
TE P A 25 I A A3 DM fih 20 28y T 2L k37
RV, 2, MSC Xt DM 3R 7 BAT B K I & 8
1 ARHEAE FALEIRNAY T 7 58 w7 i — 2B i 5e .
24 REHEORIRGE

Z G MELLBEARE (systemic lupus erythemato-
sus,SLE) & —Fh 2 R G F 1Y o R G 8, HR
T 1 B 4 i (4 % Ak , B 40 M 7 AE 1 R i [ B
5 A YRR TE R E &9, NS Bk &
AP . BHRt 2B E26 7 T E 'S LR
B ST I G e i 590 AEL X 9 1 5 5 sl AT IR
e 1 B 240 IR 9T R M EAE R, MSC 2167
SLE A B BE4N A . BFFT4s S M, A METR T
SLE B TERAE R A R IR B B s M AR
[ 574 BM-MSC Ji5 , Ifi RE AR K A5 2% fift . 7E SLE
B IL-1B A1 TNF-a Ji1 4 1Y BM-MSC 7= A= 41 4
Vi, A2 E T 40 B 48 5 0 Th 807 20 Jif S0 2 434k, T
& 2 TNF-o A1 1IL-1B 51l 3% (1) BM-MSC & Bl 4 7
FEPTTDIRE . 1DO 322 i A4 5 bR 41 A A I 20
JEL A S — A T 0 SR A i Ry e A i AR
R, 1DOTE[RFh 544 BM-MSC -S40 SLE
T YRGS R 2 N A s VR L IFN-y 1] I
SRIXFPVE R, SR, 1 3 SLE &8 1 BM-MSC
7 IFN-y FI% T IDOHI A AN 2%, 534h,hUC-MSC
AR SLE BE T 40 e v, it TGF-BHiik
(A FH AT ] Treg 4 a5kt , PGE, 10 il 570 14 £ FH
A5 A0 Th17 48 M85 iy 320, 1B IDO 1 il 741
Xf Treg Al Th17 4 JE 2 ', iy b nl WL, AN TRk
TR MSC & FE AR ) g2 98 15 AL

Tth 4t fi iy 3 22 Ty e J2 4 B B 4t 38 58 A A=
Fifk , MSC ] 1 it 7= = NO 1 il R 5 8% /N LAY
Trh 458 . INOS 7E 1R P & A il NO 1 22 R 3
g, INOS 14 4 S ML 410 ] 351) L- 5 PP I 20 1R 7 A 4
A B4k 52 9k MSC il iy THn 248 Jifd i) 34 25
I, A5IE NO By A= il FTINOS fil g i 45 00 A7 B TR
1 MSC IR YT I R RS E M . A SLIRIER
MSC {i& #F Breg 144 4 A1 IL-10 1) 4334 , Breg 1] fig
XF CDA™T 240 B (1) 38 51 K HL IFN-y (1943 36 B 2 1Y)
IHIVERTY . 40, MSC ] i B 4 it i 3% 41
DA R AR ER o2 & o = N Dt o N B4 1 B3 T <
Pz R ek,

OB FIT 45 3 0, SLE 1 MSC I & Al
Dife A SR . 5IEH X A L, SLE &
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H 1) BM-MSC 4 K 248, 1 5 Kk AL M T-F 3, )
WA PR B 7K ST AT, 006 T 40 i 0 B 2 i
B AR DI RE TR AEAE BRI S . — IR R W, i T
AR 7 2 7K1 AR, AR 9 B /N BUFD SLE J8 35 1Y
BM-MSC 1)1 ifill 1 & B 2 Jfd 1) 3 58 F1 53 4k D) fE 52
1%, S5 A1, SLE Hi& 1) BM-MSC 7E AR M K 14 5 1
HART A R, 2R 4R WL 8 20 M 28 i, 2 i
AT P RN B R AR B0 3545 5 22 11 (mitochondirial
antiviral signaling protein, MAVS) 7K F 7t & , 1 5
PR R T A ARG RN B A F
¥ # W], SLE 7% BM-MSC AL 48 F1 5 2 26 A iy
MAVS 41 5, MAVS UL #R AT T i IFN-B, P53 il P16
HEFRIKN, HEEBUE AR 7= A4, X —# &
L) A2 AT RE N SLE H B fe e i) 4 i AL ) 4 it
B L

AW s 78 SLE % BM-MSC 1, miR-663
WL TGF-B, 1977 Az, 2175 5 Th 20 i 2505 ik
/b Treg 4 AL % 5 15 i, DT 9 Y R RN
B % % T RE R &5 . miR-663 1Y i F A H 55 T
BM-MSC #3097 45 1 5 24 3 i miR-663 ik i), /)N
B A SLE JSiE IR I A5 D 22 fige°® . A, miR-663 J&
SLE &3 BM-MSC J45 %) A BT, ] BB AU IR IE
BITRIHTAIT I AL, T SLE SR AN MSC
I 0 B R, A WS A5 R R B SLE A
10975 H A 98 2R A b ML 48 A TS K AT i 1 MSC 1Y
W WA Won R AR E B ROV T 4
WL 3G B T A L T BRI, 98D SLE HR A ML
TR T 1R R 25 ORI P A 2 R AR 1A R R e 1
PR EEFE., —mE2dOmRu RN,
FE 124 H W BE i A], 32.5% & ik 3] 58 42l PR 9%
fitt,27 5% HBAF BB Im IR/, 17 5% BHETEH
H 5 64 H 9% 52 &I R 4T MSC B A1 .
W, Ry BRAS B I RT RO i PRIA T S it s A
JTHIAAE , X MSC 1 4 32 I8 2 4 AL A9 BRI
PULA e

3 H&iE

I T4 MSC 1 FHBLA B9 1 fige i A 58 42, % T
MSC R 15 3G 7 A E AL HIAT 5 R AR
—LERIAT R TR . ANFESE LR OL T, MSC il
F1% 20060 PR T 3 i R SN o RS M 2 BRI B
BT AR S BOpoi 2 A i S R T MSC
BERI L7 X SR04 T AR B AE B G2
1, MSC 1 4 22 10 46 1102 5 K 1wl 8 ¥4 0 o2t hi

MSC 2 O 21 PR -1 F -, 4] i R G 4 TR 3R
T MSC i1 e e VE AT T it — 2 M 9E . 5
S, P T MSC L ] A4 S e i A, R A
A EIEINMSC B A RN AEAFRE T 83 5 B
FERTE R T/ MSC HI TR P AL , 2 M7k 97 4%
XF SRR RAIR YT o MEAh , AT HERR 25 5 A
B 1§ 00, R 5 JE 32 MSC R 1 5 571 1 5 A [ ok LAY
MSC f7 5 RO HE A5 2 i R N A7 5 SR A 3%
FRTAR 22 i PRI 5T 8 T/ IVEE A I, WL 0] 0,
ZRINLZ VR AE R i B — 2P Rk R
FERIREA B, (H R B SCR BT CUEM MSC R YT 48
PRSI A R, A B AR S MSC IR T R AP
LR R — R 4 Hod Ry T T s
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Research progress in inflammatory disease therapy by
mesenchymal stem cells

YUAN Fu-lin, ZHANG Yi
(Institute of Radiation Medicine, Academy of Military Medical Sciences, Beijing 100850, China)

Abstract: As adult stem cells with low immunogenicity and strong immunomodulatory, mesenchy-
mal stem cells (MSCs) play important roles in balancing the immune disorder in the body and reducing
inflammation. It is widely used in research and treatment of inflammatory diseases. MSCs alleviate
inflammatory response of rheumatoid arthritis and graft-versus-host disease by regulating the differenti-
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ation of T helper cells 1(Th1), Th17, and regulatory T cells subsets and the secretion of related inflam-
matory factors. MSCs can effectively promote islet regeneration, improve insulin resistance, and regu-
late liver glycogen metabolism in case of both Type 1 diabetes mellitus caused by pancreatic islet cell
injury and Type 2 diabetes mellitus caused by insulin resistance. MSCs can also help treat systemic
lupus erythematosus effectively by inhibiting the proliferation of follicular helper T cells, the differentia-
tion of B cells, and the production of antibodies while facilitating the proliferation of regulatory T cells
and the secretion of anti-inflammatory cytokine. Therefore, a cell therapy based on MSCs is expected
to become a potential replacement of a traditional therapy. This review focuses on the immunomodula-
tory properties of MSCs and the research progress of MSCs in inflammation related diseases.

Key words: mesenchymal stem cells; inflammatory diseases; graft versus host disease; rheuma-
toid arthritis; diabetes mellitus; systemic lupus erythematosus
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