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[ Abstract] Adipose-derived mesenchymal stem cells (CADMSCs) and bone marrow-derived
mesenchymal stem cells (BMSCs) , as crucial sources of adult stem cells, exhibiting significant
potential in the fields of immunomodulation and tissue repair. This article systematically reviews
the regulatory mechanisms of ADMSCs and BMSCs on T cells (Th1/Th2/Th17/Treg) , B cells,
dendritic cells, macrophages, and natural killer (NK) cells, elucidating their shared and distinct
characteristics in immunosuppressive pathways. Their spatiotemporal synergistic effects significantly
enhance therapeutic efficacy, while heterologous cell combination therapy faces biosafety challenges.
Furthermore, this study proposes a standardized quality control system and dynamic dosage regulation
strategy, providing a theoretical foundation and translational pathway for optimizing stem cell therapy.
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BMSCs il ADMSCs 1y H ZZ 1) e i 240 St it , G G2 1
IR &R ITE . IRANEM TS E SR P R AL
i, R IEA B B 1, 5 oI PR IE 7 R AL 58 A AL 5
W& . %S¢ 32 B R BMSCs 1 ADMSCs 4 % i 4% 4 I« Bl
R R B, WAL AR B 2 A4 B sk i LA R 11
CIEFR S

1 BMSCs X %7 4R AR AT 1E R

BMSCs & —Fh £ REAL 4N, o B 402U kI, 76
REE G TR T, BMSCs Re b A WLAL 1 I 5 20 fl F0 i
a2 O, b Ah, BMSCs B 4 4ME . | 3 5 e it
M A2 R TS T AE © E AN, BMSCs AR ik
FREEAE SO A g5 SN . BMSCs %o S 2 4 i/ i 4 1.
1.1 P T 40 B RS It

BMSCs il it [ fik [ 40 2 /v & Cinterleukin, 1L -17.
IL-22. Tt & -y Cinterferon-gamma, IFN-y) A1 i 83 3K 76
F -0 (tumor necrosis factor-alpha, TNF-0) 7K *F, il #] CD4
FH P T 9k B 40 s (CD4-positive T lymphocyte, CD4" T) [
HEHYE T 40 M 1 % (T helper cell type 1, Thi) 4 i 2> 1k,
T8/ Thi 20 i 25, [R]B $m4H Bh v T 412 2 B4 (T helper

cell type 2, Th2) 4ilig, 2438 Th1/Th2 Lkl 76 &IER BT,
BMSCs it fig il i C-C 1k K + %2 44 6 AL (c-c chemokine
receptor type 6, CCR6) #llitill Thl ZHRZL I, fHE AT T 40
fil Cregulatory T cell, Treg) I3t #1EH ©,

BMSCs i i B 42 42 fil 7 7 Wb VA PR IR 7 [ e 2k
K7 -p (transforming growth factor-beta, TGF-B). — % it
A5 R & E, (prostaglandin E,, PGE,). IL-6. FF4H g K
(K] 7~ Fhg| W iz 2,3- U4 (indoleamine 2,3-dioxygenase,
IDO) 4§ ] 177 T itk R4t JR 3G 58 5 43 Ak, 32 2 R FE M A
FI U Moy, TGF-B BedMib] T 435 1L-2 409 X AR &
4 Cnatural killer, NK) 405 14, i i e it SCRMERR [ p3
(forkhead box protein p3, Foxp3) ik 15% Treg ¥ 14, 1b4h,
TERIERBL T, TGF-B B Al it IL-17 [ 4 B,

BMSCs ] B 4% 411 #1l CD4" T 40 Jfo 34 8, I 19 58 Treg
DhRg. X FHDHIAE A Z L EA LA S A E (major
histocompatibility complex, MHC) [ #i "3, H 5 BMSCs 3£
JRI . BMSCs 73k TGF-B, Liff CD4" T ilkE24HM. CD25
BRI T k4000 (CD25-positive T lymphocyte, CD25" T) I
Treg, $I] IFN-y 242 4 R 7 U9, BMSCs i i P flt 1 4L
il 4Mm i CD8 BH M T itk L 40 2 (CD8-positive T lymphocyte,
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Th1/Th2 4l A IL-17. 1L-22+ IFN-y. TNF-o 7K°F; 4% CD4" T 48 [i) Thl
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it

B 4y LA B A gy M

DCs P IL-1 S R 7, 9 2 2 BT (IFN-=ys 1L-12, TNF-a0) 4
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CD8" T) ¥ 1fh: (1) L #5 45% fih 90 1. BMSCs % il % i& 1
MHC | 28%4% #H 3¢ & 4 A/B (MHC class | polypeptide-related
sequence A/B, MICA/B) 5 CD8" T 41 fitd % i i1 NK £ g 2
el 51 D (natural Killer group 2, member D, NKG2D) 454,
PR AR IR i NKG2D ik, i #i1i] CD8" T 4i il fr)
WAE A IR, (2) AT ¥ PE R 7 8 %5 BMSCs 43 i PGE,.
IDO 1 TGF-B, =& M7 CEZ D 25 Gy il =5, 25 [F 40
il CD8" T 40 ik ", 1th4h, BMSCs i& B il B 41 i 3
BT IL-2 5 5 (1) NK 40 i o =,
1.2 TS RGTA (dendritic cells, DCs) HfE

BMSCs i i #ii] 1L-1 20 g [5] 1, 9> DCs B %
A7 (I IFN-y. 1L-12. TNF-0.), AR 25T 2 K7 1L-10 43
We, AT FEAEE DCs X T 40 M sl i 7 B9,
1.3 VAT EREGH / /N R4 T RE

BMSCs f¢ ¥ {2 7% ) ML 24 55 41 i / /s i J5i 200 i
R % ) M2 B BO ML R 5 3 TNF-o AT IL-1B 254 4
K7, 1 M2 LR TGF-B A IL-10 Z 4t R 7 M7 8 )
4T BMSCs B] 2 i M1 % Jy M2 B4, [ ik TNF-o FI IL-1B
FEAk, PR AN 2 9 RE A AR GCAK, [R] IS 3 A 2 DT IL-4
FIL-10. BMSCs il it #8715 AMP {8 1) & B 8 CAMP-
activated protein kinase, AMPK) / # [A ¥ «B (nuclear factor
kappa B, NF-«xB) it i, 11l /1N e o 4 Ji 11 2 7% Jie Joa 4t i
WAk, G2 fif 18 1 U 4E R 3 Cchronic restraint stress, CRS) &
B St . [ BMSCs 34 B Bk 83 SK B D8] 1 o 8 2
-6 (tumor necrosis factor-stimulated gene-6, TSG-6) fi 1}
#1) Toll ¥ 5% 44 2 (toll-like receptor 2, TLR2) / & ¥ 43 14 #]

2% )2 % B [ 88 (myeloid differentiation primary response 88,
MyD88) /NF-kB 8 %, il 4% A i #h 22 1844 i 45/ Cchronic
constriction injury, CCI) LY [ #8128 58 i , L5 AT B e A A
et 1,
1.4 7 NK 4HHuThBE

BMSCs 5 NK 41 i i) A .4 FI 52 30 80 25 0 1v) 1 35
fiE: BMSCs i# i 43 1] % ¥ 5+ (41 IDO. PGE,) 141
FE AL, H0 ] RS N2 R 1 1Y 58 A IFEN-y 43 30, (H
IL-12/1L-18 TR 17 NK 20 U S B i 48 5 L IFN-y 7 2E 1)
FHR A, Bt {5 B L 400 2 1k g . ¥ BMSCs B
I H 328 S, T AR ) NK 20 AT RESE T 52 44 - BRI B A 5
Xof 5] Fift 4 BMSCs (14 275493 4 FH 5 3 bR 78 4 8t 1 7 6L 1) A
NP IE T BMSCs Rl NK 41 i fBE & 167 S Sk Sk
HR A P,

2 ADMSCs S A s {EAHLHI S ThEEs AL

ADMSCs & — P B A 5% 18 19 1F F 19 2 se T 41 e, =
T 22 PiOHLA T 60028 2R Gt R 1) S B AT M 28 B R AT R T AT
PR E TG RIR AT A AR B b R B I Fy. BUR
ML 7 T VRS 3R ADMSCs 5 A [ 458 20 i 1R =15 75
FFHLH R 2.
2.1 ADMSCs Xt T 20 1) G 2 1 15 1

ADMSCs it 1% 18 b 43 04 41 Jif K] -7 A0 B 4 422 fi 1) 77 =X
F0H) T 40 B B 14 5 F1E Ak BF 9% % B, ADMSCs AJ B4
W TGF-B Al L-10 2541 28 K 7, X S (K7 e e ki T i 1)
WA AE S AL S, /> Thl A Th7 20 i i 26 B, 3] N {8 3k

2 ADMSCs i 5/ LIS D RE R

Ga PN Y 1E AL WREIR T 1 hRe iR

T 4 1] T 4B B S 0 AL TGF-B. IL-10. PGE,. IDO®#! WD T ANt FEE AL, i G fin 52 B
WS T AR CekEE

Thi 4L 1 Thl 2316 5 3hfe 9 IDO (4 fRt/Z B TGF-B. STATL/4 41 F#AK IFN-y il TNF-o 43 ¥, #k % Thl fr
U Th M T 2 il T-bet i B SR S e

Th2 41t P ThA/Th2 P4, Al fghg s Th2 E i GATA-3®, IL-4/IL-5/IL-13 43 W 0] ThUTh17 22 5 (9 28 5, (H AT AN
SN (A AR A ) PO B (e Th2 AH 55 i g B

Thi7 4iff ) Th17 2046 5 IL-17A 53t IL-10. TGF-B. IL-6/1L-23 Z A& 1 ). J&/> Thi7 /-S:10 A & G 22
BELIT 1L-23 {5 5 if RORyt i P52

Treg L3tk Treg 349 5 o fgim 1k IDO. TGF-B. IL-10. Foxp3 i 4 e G 2 HH) T S, 25 GVHD Fl B £
il Treg [ Th17 %4k B2 e B

B 41l i) B 20 AR T S ke A 43 1IL-10 Il TGF-B& W T ARG, et G s 32 B
WA 1k B

DCs ORI AR S £ Rl A i 3t 4% W IL-10 A1 PGE2, J& /> CD80 M s S e [N JF- 4k 455 s i 52 7
Tt * CD86 #ik 1

BRI /NI {248 ML AR M2 0BG B2 4 5 BT IL-10 R TGF-B, MR B AR 440, (L dEE 5 ©)

WA 1) STATS {5 il i
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Treg MIT% R, M T 45 5 5 28 i 52 ®Y. gk 4h, ADMSCs i fig
LR U T 40 M 2R T Y SR (n CD28) Hii L Th
R P2, BRI /0 PGE, 25 M it — B 1Y T 41 fr) S g
JEITAN

ADMSCs i@ i LA T HLH ] Thl 41 M Dhse: (1) B
fEF: 3 1IDO, T Thl SREERE SR T [T &k F T 21
(t-box transcription factor 21, T-bet). {5 5 % 5 Fl %% L B%
¥ 1/4 (signal transducer and activator of transcription 1/4,
STATL/4) 1, [ 9746 CD4A™ T 41 fa 15 Thl 434k B9, (2) Ji]
AR : 175 5S40 M S if 52, IR 3E Treg. CD4" CD25"
Foxp3™ A i, B Thl G i @,

ADMSCs BE 1 i) Th1/Th17 %% J N, 58 Th2 & ¥,
M ThL/ThL7 32500 S Th AL, RAEIRTT1E A P9,
H Hi Ay ADMSCs 1] B 38 i 55 43 b Bl B 422 4 f A2 2, 11 A
PRHLEIATS 75 5 A S BT

ADMSCs ] 411l il Th17 40 g J &, il i ¥ 48 Treg f1
CD4" CD25" Foxp3" i#5 5 % 8 i 52 3k 4T 18] 122 40 k) ¥ oL bkip
IL-23 SZ PR 15 5l %, 8> Wiis CDA' T 4l [m) Thi7 s 1b i
7 BB P,

ADMSCs {21t Treg 434554t HALHI T e & IDO.
[ I35 #4 B F (leukemia inhibitory factor, LIF) &5 ] ¥k
R B xR R 2 R PR AL A B E 9% (graft-
versus-host disease, GVHD) F11 T ¥ bR 7 &5 9 1 3K 6
iE B, BAE R ERRE T, Treg FTREFME AL (1 Thi7) %
1t B4, {5 ADMSCs /2 75 2 MiIX — b 72 v A B A o

53R W], ADMSCs I i i 5 Th1/Th2 -1 K 4% G 2%
PR, BARRBL N (3 Th2 20 458 SR (Tt (R -7 7K
SPARALAE S, N I Thl ¢4 i 5k R F T-bet 1) ik,
Th2 S i% s [+ GATA 456 81 3 (GATA binding protein
3, GATA-3) W3Rk, X B 5 1 FH mT R A ik 2 b vy s P
B 72 Bi B, 4k, ADMSCs 3 ik X EE AL B3t G g 1
A, PRI R T IL-4+ 1L-6, $2TF IFN-y /KF, 4E5F Th1/Th2
ST R T ) RS AP 18 M B 8 TS R IL-10 Sk, R
Treg 1%k, 8 Treg Thfg g B9,

2.2 ADMSCs %t B 4 e i s 2 A 15 76

ADMSCs X B 4l (178 715 =32 ZEA ILAE 40| L 1 G At
A T . WS R s, ADMSCs BEWEIE T 79 Wb 1L-10 25
PR F T8 B 4HE TS (b FI3G 5. k4, ADMSCs ik fg
5 B A A A, ek R T AR ) A A
. EART S, ADMSCs @it 5 TGF-B 25T, fefis 5
5 B 4 r) 3E 43 b 29 R T B 41 AR 44k, AT 9D 2 E
SR o XTI AE RO TI6 97 B & s B i R G4
PUIRSE B AT W AE 4 B
2.3 ADMSCs X} DCs 528 i 15 1 H

DCs & B £ (1) hit Jit 2 41 ffl, ADMSCs 38 it 43 W mJ %5
P DR R e e ) 7 O] L AR AR . B AR I
ADMSCs BE% 7334 1L-10 F1 PGE, 3T 4 M 1, iX 22K 1 fig
fig 4] DCs H AR BT IR 23 Ag 1 B9,

ADMSCs i A] Ll it 55 DCs B 4 ffih, 9 /b FL 2 1 3%
HJ¥5r 1 (W1 CD80 A1 CD86) [ IA , M PR H g T 4
MLBIBE S0 IX A0 FI A BT 9808 90 J . 5 4 475 2%
i 52 B7,

2.4  ADMSCs X 15 20 A 1) G 72 18 15 1 FH

ADMSCs Bef i i 73wk 2 Fi R 7175 5 B v 4H i Ak 16y
PRI M2 BB R, BFeR W], ADMSCs 73l () 1L-10
N TGF-B %5 5 1 BE W5 WS E W41 B P 015 5 5% SR 3L
7% B ¥ 3 (signal transducer and activator of transcription 3,
STAT3) 15 TiEER, M IAEHE M2 B E 40 (1 T B B2 M2
B E AR A Bl A LUEE Thfg, BEYE /- WP 48 K7
IL-10 11 PGE,, M i ¥ok 5 4% i S N -2 gk 4 gis &1 B9, ik
&b, ADMSCs i& RE i i #1141 Toll #2214 (toll-like receptor,
TLR) 15 538 B/ e 4 78 ML 20 P 1 @

2.5 ADMSCs % NK 41 it % 28 4 4518

X A0 I T A 5 ADMSCs 23341 1L-10 A1 TGF-B
LR A R, X SE R 7 BB BLEEAE AT T NK 4 461 v
A5 S k. Ikah, ADMSCs i g8 38 5 55 43 Wb 77 A H
NK 205 oA S22 400 (n T 20 M B 400 A H.AE
M — 25 4 28 T 45

3 BMSCs 5 ADMSCs 2 Z AT LM SER

JL%& BMSCs 1 ADMSCs #£ %2 IDO. PGE, % /0 fu J&
1) iE8 2, L L ZH URIE 0 AR SR ED I B T kR (R 4
Pttt B9, SR SR PEHESE R BOAE R 4k B, NI
RT3 T P R T AN VR T S SR T SR SRR I
ST M B 20T T A e R B A 1 = T &
GLfpdT A
3.1 FL[EAT®E

BMSCs I ADMSCs il it 43 ## IDO. PGE, fll TGF-B %
AR, LSS AL CAT s 1 TR 1 2 A 45 2 ik 4G 6 0%
2 A BB M (1) 1DO FE IFN-y %5 S il i 4 38 1
RS R ) T 4 M 5, [N S0 Treg 4 iR 43 4k B2
(2) PGE, & EP,/EP, = #4 #1 ffil] NK 41 1 4 # IFN-y, 3 i@
3ok 5 5 A Y5 P 30 ) 40 ) (myeloid-derived suppressor cells,
MDSCs) ) TGF-B 43 4 %% 5 M2 B [ 1 41 g # 1k ¥
(3) TGF-B MY B 4 il {2 4 K 1 7= 4=, i 5 IDO 1y [ 3
5 Treg A I T AE B9 IR 2 ¥ A 50 4R £k ) 78 5
440 i ] B ) T 0 S A R S AN T (Treg/
M2 [ 05 20 ) H U 4% 200 i TR 1 D) 4% , e 246 T B 4 T o e 9%
Pl gy B,
3.2 KSR HLA
3.2.1 BMSCs [AHAF LA

NKG2D-MICA/B i i i i B 23 il # CD8™ T 41
J 3, BEL U 3 40 M 2 1 1 P AMPKINF-xB il #%:
AMPK 3% # i) NF-xB 15 5, 38k 2> {2 28 K+ (i TNF-a.
IL-6) B, e o 4 40 ¥ TSG-6 4+ () TLR2/MyD88
A B R A 2 1Y
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3.2.2 ADMSCs [y

IL-23 SZ AR5 5 BT B ] Thi7 24k, b 1L-17
G e, AT Uk A 1 B G 28 P 5 05 v 6 98 RE S B . T-bet/
GATA-3 # s R 7 i . ik N Thl S8 % St A 7
(T-bet). Fiff Th2 #5351 (GATA-3) # ¥ Th1/Th2 -4 B,
3.3 W REN MR A 2 AL

R ol ) 78 o T 40 340 3 e 22 L Y e RS, (B2 I
BENM AR 22 . 7E T 208145, BMSCs LA
TGF-B AT 197 W% T 240 it 384 5 410 1) &2 Treg T fig s AL A 45
fiE B9, 7 ADMSCs U3 it 1DO ik (2 2 B #6358 SEEL Tha/
Tha7 SRS S 3m], I P Rk Treg 374 B2, &Fxt Emg
20 a4k, BMSCs i id PISK/AKT {5 5 4l ELi KB M1 {2
R LR M2 By & KRB AL B, ADMSCs B [F] K2 3 M2
PARAR S AL o 52 AT B NK 4 s 9% G
SASIME] 7 BE A 5 Sy BMSCs Mf 451, ADMSCs i
HAEFAEAIR A [ B, 7 DCs #4521, BMSCs it
1 1L-12 4 WA 10 55 PR 4R 2 B 1 B, ifi ADMSCs H #:15 5
i %% 1 DCs 434k, $70 = 38 70 4% 3145 o 3 S b R
(7] S s PO, T UML) 25 S5 by R v 45 ) 78 5 T4 MR U
T H B G B A S S e M OSBRI A T AT
R, (F3)
3.4 il BRI T

BMSCs 5 ADMSCs 7 %1 9% i #& F 41 24315 & v i 81 H
O T AL RS R . T8 S 24 J7 T, BMSCs 3 258
it TGF-B/Smad 15 5 IS  1DO-Kynurenine 45 # LA
J% PGE,-EP,/EP, SZ 1A At F ) S 25 i 5241 FH S ) 0o ©7,
il ADMSCs Uil -3 1DO $141] T-bet BRZH ) Thl 434k,
I FI H 1L-23R-STAT3 3 % (1) B Ifr >4 B o1l 02 ¢ Jse i B9, 78
A& STHLEJZ [, BMSCs #&#t PISK/AKT 8 26 1P 1)

RELL N2 TSG-6 il 1t TLR2/MyD88 {5 5 i il 48 ikt i ¥4 335 %,
T ADMSCs NIJE i GATA-3 #43% K P2 ik Th2 B G sis teth.,
F15 B Foxp3 2 10 Treg § 1y ks A SUE R RE 1 % X
A 7% S s AN [ AL ) 7 o T 00 L W PR 2 P ) B
U, HR 2 20 1 I8 55 AT DR o L0 AT R 96 T S S S L B 4
. R

4 BMSCs FA ADMSCs Il& K 57 F
4.1 GVHD

GVHD 2R Y1) S 2 40 M 9 RE 21 T s , Bk 9%
iE R, 3T e B2 AR ) 2% B AN S, 51 & — RBIHER OB
SR BE AN MR A K, 24 50 % B kA Ak GVHD®,
%1k 40 % GVHD 3 KA B M AFNESZ 2, X R LK 46
TR ik 85 % . H A, B UM SR R 1R T A GVHD 11
Rz, (B E PR A 50 % ~80 % 2,

BMSCs il i 43 it TGF-P il 544 T bk LS 40 i S 52, T
i GVHD 1k, 4k, BMSCs [AIEER] LY Thi/Th2 i
Th17/Treg £ ©, i o AL 6 A7 ok 4% B &% £ GVHD. [HIt,
EellkiE 5T ADMSCs F1 BMSCs BN T GVHD K iadr 2k
GVHD 1T SR s

ADMSCs i i % 9% ¥ 15 E F, g 0% 5 i = % GVHD
IR 6 97 R R, FE 5 0 AR K AR 1 R B bk
ADMSCs, ADMSCs fig F: it # 2174 ki #ihr, il i #ifi| C-C
# 1k R 7 32 4& 4 % (c-c chemokine receptor type 4, CCR4)
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NK 2 SRR A0 A NK S, B8 1L-12/1L-18 B35 (1 NK ZhAg PR LRz (i
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¥ BMSCs Jy #1878 )5 T 41 it s ADMSCs Jy i iy 18] 78 5T T4 ; TGF-B AHAL A EIF -B: Treg T4 T 4 NK HESAR: IL VA

i3 DCs M TR

% 4 BMSCs 1l ADMSCs (17311l it 5 S Ba i 45 8 -1~ X bk
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VE: BMSCs A& 8617 78 )5 -4 s ADMSCs 4 Jig 157 18] 78 )53 40 it TGF-B J i Ab A= KK 1 -Bs 1DO Jylal bk i 2,3- U4 B : PGE, A Rij 51l i 2

E,: TSG-6 AR BEIR 7L [N -6; MyD88 A REFE /b WIZ [ i ZE 1 88; GATA-3 iy GATA 4548 35 Foxp3 X LHEE A p3



b A A i 5 40 2 3 (B T R) 20254E8 F 45153 544 Chin J Cell Stem Cell (Electronic Edition), Aug 2025,Vol.15, No.4 . 205 e

BMSCs i it 45 T 41 ffg I0 3 7147 5 ADMSCs #11 #i1l 4
925 I P B2 40 5 WS T DA R 28 S s TR VR L, T DA A
WG IR 7 AR R K A A7 2, Al BMSCs il e e HE 5
SN ADMSCs Jak 993 B8 4%, 1k 1T 4 07 A7 R RS h 2%
I, NTFT GVHD FGIT 2k GVHD FEALHT A SR .
4.2 AG5RpErEmR
4.2.1 ZRMEWAE (multiple sclerosis, MS)

MS 518 PRI 4 RGUA DG, HARRE 2 H & S 41 i
Y o 2 Y, SO P BB AN 5 B A 2 (] i e A A
TR KW B e Yt 2 T 8O A R G AE R RE
B9, LA K% DA 0 RS R B A A 7. BMSCs AL AL 15
AN GBI B G 8 R ThRE, X 22 R MR A RE A VR T R
Ay, F K S BMSCs AT LS 40 T 20 0 2E 1%
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R 3 Th2 40 OB IL-4 58 05T 4 RE 40 R 77K F ©9,
XL AR A BT e BB A AR R R A 2R . ER AR/
A7 o1, ADMSCs (1 i 41 3 6 38 5 4 ) Thl A1 Th17 44
It R T (R R T, S BN 22 e BSRS89 1 U kb,
ADMSCs AL MS 05 175 & S5 S RN B0RE B i 508 48 0

iR, ADMSCs £ BMSCs 42 {8 5 1 [ 16 2 32 38
SRS S IR AP Th 20 P 8, BMSCs 1542
AE S Thik 5 ADMSCs B[], 4 [F {2 i 52 Hi 00 48 20 2L 115
TAThfE M, 3 i KR B ik 2 TR R el R
RIS, MS YR IT 1 oK A 1 A7 S iR 7 %
4.2.2 BRI 4 (rheumatoid arthritis, RA)

RA Z—Fi8 M A B G im, THEOMRBES
I PR R T B B R, U R AR B IR
BMSCs 4111 ] 1L 7% A1 AT CDA™ T bk B2 40 i 384 5, i &
Th17 20 0 2 24 () 28 Ak, F&AIK Th/Th17 LLR, I BRI i
TNF-o 7KF, (23 Treg 4l 2, 21 i RA H & f i 4l
Mu¥i. th4h, BMSCs i n] #ifi] Th 408 51k, FHLAS B 41
4k, S 3B 404k 2B . ADMSCs 7EV5 77 RA (X
R, AT A TNF-a IL-1B AT IL-6 345 F ik K
-, RAE SR . /R ADMSCs 1597 RA IIRCE §.3%,
(L ELAAR B 1 FELATL SR AR s 47 75 3k — 2B i 7 T2
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