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Advances in Mesenchymal Stem Cells in the Regulation of Inflammation

He Xiao, Huang Hong, Xu Xiang*

(State Key Laboratory of Trauma, Burns and Combined Injury, Institute of Surgery Research, Daping Hospital,
Third Military Medical University, Chongqing 400042, China)

Abstract  Mesenchymal stem cells are a group of multi-potent adult stem cells. Beside their active effect in
tissue regeneration and wound healing, they also show good immune regulatory effect. By regulating proliferation,
differentiation, and functional status of immune cells, they can regulate secretion of inflammatory cytokines, showing
great potential in inflammation-related diseases. This review aims to briefly summarize the advances for their im-
munoregulation ability. The application of the mesenchymal stem cells in preclinical trials is also described.
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8] 78 5 T 41 fifg (mesenchymal stem cells, MSCs)
s P HA 2 1) 73 A i Re I A 140 1, B8 o34k
K s i RS Z A 2140 M. MSCs
FBORIYR T, 3 ) LARYE TN B 2 2R i
JEWT BEIES Mt WL LA SCE RS . I Brdt e ia 7
s FMSCsiE oA (DI EE AR, BA RS AT
e MR TEAS, Q)FRIAEE 4l R b, HA
FALIGE M AR J R T T Q) H A 1m) s 4. g I
0 B DR 3R 40 T o A B e . MSCs ] BA s R IE
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AR5 R P A Y, R BRI Ok 38 3L 5 ) e 92 41 O 1)
WA o3 AT G 35 DR 4 A T A ) B i SO, PR,
MSCs {7~ BRI P E ST

FE 5% AR T 00T H (dHEHE 52 81372059 81372027H181372060)  H LK 1 W F I & 7 s il H (HLHE 52 este2014yykfB1006)FH H P i Fefilt 5 iy R 7L vk Rl b

L THIHH (HEHES: estc2014jcyjys003 )8 B[4
*EAEF o Tel: 023-68757412, E-mail: xiangxu@ymail.com
Received: April 1, 2015 Accepted: May 11,2015

This work was supported by the General Program of National Natural Science Foundation of China (Grant No.81372059, 81372027, 81372060), the Key Application
Development Project of Chongging (Grant No.cstc2014yykfB1006) and the Foundational and Cutting-edge Research Plan of Chongqing: Special Projects for Academi-

cians (Grant No.cstc2014jcyjys003)
*Corresponding author. Tel: +86-23-68757412, E-mail: xiangxu@ymail.com
P 44 BRI 7] 2015-08-07 15:11:37

URL: http://www.cnki.net/kems/detail/31.2035.Q.20150807.1511.003.html



1174

1 MSCsHIRERM

F 50 R I, MSCsA ik N = U 2 e 5 1%
Pt JAMHC-11ZE 43 F FICD86(B7-2). CD80(B7-1).
CD40(Bp50) Fl1CD40L(gp39)4% 4 2 S il ¥ 40 7, 1M
RRIEMHC-IZE 2 7P Ak, MSCsAMY gk i [H]
Tl S A B N P T 40 L) R0, 346 fie B SR CD8+4H il ¢
PETN AT B SR 5405 41 RONK A0 ) R 5. A %%
I P T 40 B P 3% A 3o A 0 2514 MHC-TTER il 1
EANE A 52, M TARLE (F50T, F3
MSCsH A G5 i 5211 o SR 1M A0 RTNK 4 i 00 fig
BRI HEMSCs o

Iy —J7 10, BT IR, 1R A TR R IMSCs
IIMHC-1173 1~ 1) 34 3K 7K 1, A% BEIFN-yfE %1 3
MSCs MHC-IIF¢ ik F i, IMSCstE b it it 12 5
41l Jfd (antigen presenting cells, APCs); #H ., & i &
IFN-y#IHIMHC-11RIA, [F] i FIPD-L1(B7-H1).
PRI, A7 AE — NIFN-y /K P P 16 R B 2%, 1K — 4
% [7] I 52 WMHC-IIFIPD-L1(B7-H1) [ £ ik, 5 &
T B0 S N IR B R Bk 55 . b, RATIAK, 4
MSCs % g R R, 1 40 o R gL 45, IR
IFN-y it BEMSCs MHC-1143 7335 B, Mt 7
MPEHUR I R AEH, S 8T M0 IF 7 WAIFN-y;
TR BEIFN-yfIHIMSCs MHC-I1%3 1- 363k, Ml 4]
T PR EAE I IE EIPD-L1(B7-H1)#E ik, #iH T
TEALTETAH . MSCsAE A APCsHI G 12 41111 41 Jf2 1)
A I T DA RE Jhy 44 PO TEN=y /S [] 946 5 1 T g, MSCs
SR RISy RS U AITUE SR i A P N 17N
I FH ) B A

B 98 R B, MSCs 3 IA TollFf: 52 #(Toll-like
receptors, TLR)TLR1-TLR6, A& IATLR7-TLR10. 4
TLR3. TLRA#HHRIRBCAA(LIds-RNA LPSEH) B,
RERSHIHIMSCs ¥ G2 T ke PRI, 7R B Tl
T M Y. BEAT R 5, AN I B A TR B o

2 MSCsHZiATHLH

KEMFFTIUESZ, MSCs nJ LU ik 55 73 W ML LA %
MSCs-5 3% 4 a1l (R AH BLAE T, A5 815 S ) .
S, S5 EAATRATLE RS S SN U, Bk AL R 4 RE R
5o MSCsXT 9 E Ho P28 [ W 1 1R 5 2 EAL 5 %) 58 R
B IRV G 28 SN FAI 1Y
2.1 MEXRGERNAET
211 B RIS B, MSCsi %

DiReZ —mL AR R0t i B 58 0 S g 4 N1
R 40 LA 516 R 98 s I ) 2 230 At Jf, MISCs ]
Ll it 2 Moy oL ReR A .

T 5%, MSCs RS 1 ik AH B AF FH 3G hn s 41 i i)
EWRRE 1. MSCsitind 5 B R4 A BAEH, B
Wi 4 Ji b 5 A R D REAH O 23 T I R IA, WiEIE K%
PRAE, Al M A T 9 AR A W T RE S 5, o> N A2
o3 S A BRI, DR T DR TR AR A )
FHESTFAEM, S35, Blob 190 S5 R g h) i
20 Mt PR SR L DT skt 3 0 8 403 407 R 4 5 1)
RNEY o

FLIR, AR RAETLIR ST A, 0 0 e ™ A= (1) e e
IRAE A -F--a(tumor necrosis factor-o, TNF-o0) A1 H:Ath {i¢
KT RERHMSCs 73 Wk 22 D REPt R 5 A e 2R o
[Al 7 aiif5 5 25 [1-6(tumor necrosis factor-inducible gene
6 protein, TSG-6)*", TSG-6if it 15 FLWgE 4l i Ji L 1)
CD443Z A1 H.AE HI, M F ANF-xB(nuclear factor-
«B)fF 5 1l i 1, W I — AN R B, kb B
A0 BUTNF-o LA S AH AR 2 PR 1 (1) R0k, M99 T Bk
S (R 28 DRIBR e T

T, MSCsh] Wi 48 i %, 9 Dy fig 16 8 45 nf A
T8 EMSCs % W 1 41 Jif 3E2(prostaglandin E2, PGE2)
T MR EE 2 PIEGHH AR PR LT,
41 1) i 22 BH(LPS)Jl I TLRA4S & TMSCs# [l 15
I [R] I, X L 41 i 52 1) W A0 70 WA TR TNF-a (36—
5 )R, 5 # 5MSCs2 11 52 14 I8 TR 48 [R5 52
& 1(tumor necrosis factor receptor 1, TNFR1) &5 45,
X L85 58 5 B) 42 W $)Myd88(myeloid differentia-
tion factor 88)HMINF-kBf 14 [ {5 5 1 %, b i 3444
fifg-2(cyclooxygenase-2, COX-2)%3 i, fEALIE INPGE2
B ie DRI, T80 1 55 40 B TR R A Rz 42, SKUs
TMSCsIIPGE2fE 15 W 4 )il % I E2ANE45Z 1A &5
o, PEk BN R R Ak, e R AR B A it
R, A AR KIPTR T IL-10, BIMSCsfié
T BN E RN E A U A i 4 WA 1)
IL-10fE & & P mg H 4 ki 41 B (polymorphonuclear
neutrophil, PMN)/2 th JF 1T % 2]k 4L 20 21, R T
PMNA FIIH L. LA, ATHFFTIN A, MSCs
()BT 28 RN A fie e 18 i A 1R H 7 XA 4 S 3
Jii 2238 P PR S B 11 0745 35 - 1 (anti-reactive oxygen
species protein stanniocalcin-1)">K 5L
2.12 NK#Zmje  NKI0MA 50 R e i) 2
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I 40 2 —, A, 6T U A RN A
F o NKAH M EAT B 9 40 M s 2, 17 26 4 i i
B HLZ MHC-14) 1, NKAH ) 4845 5500 A2 Hh E #
JL b PR 9 A RT3 52 AR 5 MHC 2y 1 41 HAE FH 2 1]
F NA 5 1T R 1 . WF 9 3R BH, MSCstil il ol B
A % Tk, BN BE B R TS 10 INK A B i S
P (HATUEHE 2R B, FE AL NK AN g TFMSCs LA A&
P W02, MSCsE XK K T IIMHC-15) T, )5 4 fig
TRITMSCs % SZNK A LA F 1334055 Ak, MSCs#K A
— SRR XINKSZ R 1) 2 R AR, 4INKp30. NKG2DA!
DNAM-1 KK, iX SEP0 A BRI AL INKSZ A4 ], A
I fih R NK 41 1 735 A3 7] b S 4 B A 4 IMISCs(fi2 F
FARM, BRI, X — RNV RE By T4k Z (interferon-y,
IFN-y)# 73 BH 1k, % i B IITFN-yfig % | fIMSCs[1)
MHC-128%y 7315, [A]i, IFN-y ] &2 fHINK 41 i
FTH 52 ANKp30. NKG2DFINKp44[1 %%k, M ifii it
F T NKAN LI R A T RE

NKAH g FIMSCs 5% 57 1, NKAH i (1) 38 5 A
A DI REB PR Z . BT S, IFN-y. LR
Wee fifk 862,311 W 12— 404k I8 (indoleamine 2,3-dioxyge-
nase, IDO). PGE2# 4% 1k A= K [A| -1--B1(transforming
growth factor-B1, TGF-B1)%5 41 i/ 5 T MSCsHIHINK
0 B A 45 T BRI B S B 1) 3 ED . MISCs 434 1)
PGE2 IF S %5 43 5% WINK A1 o 84 5 . CD563 1A il
N WA FH, AEAS 52 0 41 10 53 00 R0 30 I 1 32 4
TGF-BIf i /E G802 P S NKAH i (1 386 5, 175 [+)
IS B WTPGE2 FITGF-BfE 56 4> Pk S NK A i 3 4 A7
WA A, W BLIIIDOAPGE2 fI4E H] JLT-fg 524k
SENK A PRI 5, AT SCRRFRE, S 5 pv 22
SRNK 41 g FIMSCs4H [ () B Be e, Bz, 1X4s
TF572 B, MSCsHINK AN B (130 A7 LEA [ A L] o
213 P mamie fERNE RGN EEY
IS 41 i 2 — FIPMINGE T 2 21 23 4 R 6% 3 110 250 1 4
Mo WFFTF B, MSCs Al LUIE S TL-644 8t 14 3 12 ek 4%
PMN IR 3 e BEUR 0), ARILIE RS, b ISk )
PNE N [F] I, MSCsHg M HPMNYE 1T, 4iE K H 77
S, AW K I, MSCsh] LU i i 5 Th241 iy
(CD4+CD45RO+THH )= ATL-17, 155 rb P47 441 g
(R W Dy R, A8 rh b 4 B 3 R 4 0 S A (13
BRAE AN 1 51 R 98ROl
2.2 MRS RERNATAT
22.1 DC@ie B 54K 4 fd(dendritic cell, DC)

e RAFE S g% ) R BT REAN Ml 2 —, B BRAT KN
PrRFE S Dy HE, BPPT ¢ L 41 i (antigen presenting
cells, APCs). 4’ 5MSCs LR FE I}, DCEIACDS3.
HLA-DRAIL B 7 3 i, h T8 A il
DC, FBUL 5 ST M i 1L 1 58 J) g om 2493615 )
—J71H, HMSCsH: 5557 5 FEAIK T DCAE % 40 it X -1
TNF-o. IFN-yFIL-128) 55, B4 00 T $t 28 41 fa e+
IL-10/ 73k PRI, X482 S 7R, MSCsfgdliliDC
(1) 8 20 o A0 RN 3% AL 2% . MSCsXTDCH X —1E H
YN T2 B HMSC A WA IRIL-6 PGE2AT I 4 Jifg
A5 V% M3 X -F (macrophage-colony stimulating factor,
M-CSF)FifrF .
222 T#@ie  TANHE Rk Rt ) — K
P40 . TAH M52 2[R A AR 22 R FICD3
DL S CD28$t 44 il 3 i, it b 34 A A8 38 4 ) B, f
MSCsHEIHIE — [ Vo BIFFTIESE, 1K 3
BE AR A 510, WTGF-B 4 o A KA
“F(hepatocyte growth factor, HGF)FIIDO, 1 #1, IDO
WA R FEMSCs P TR M 386 5 e )8 ke 3= 24 H .
IFN-y | FEMSCs /M IDO, Jii # B (0 1R T BUR IR
% (kynurenine) F a%, 2ETI0H| 40 MU, 20T
TR T 15 PHETAH M (regulatory cell, Treg) A~ [A]
FAHBIPETA M1 (helper T cell 1, Th1)FITh2, f2& H A %
2 A0 I REFH R 715 D) BE 1R RSCEAT 0 ML VA . MSCsids
AE I L B N 1140 i 1 )5 -GS(HLA-GS5). TGF-B1 H
L5 5 Treg 4 O A8, T 0 G028 SEAF [ VY. o
223 Bffe BN AR G s F 3 N 4H
M1, 5MSCsILR 7%, 5 & e % mBAN M i 34 58 .
724 8 BRER [ (immunoglobulin, Ig)f#) 43 s A1k
PEo Y[R FIMSCs 55 BAH M 4% fi ], BAH g 0f 22 54 it
) SIS Y i 56 A B A, IR e Vg i At T 43
T-(PD-1. PD-L1UFIPD-L2)[¥) BHLIKr fi 44, W) fE5R 4Pk
ST B AN B 1Y B S 1 TG R P A
RS, MSCsIRE 1T B4 g )53 o LA1:10(MSCs:
BAH i) bt e 42 filh JL 8% 97 3 BUgG o WA 14, {H 24
T 4 B A & A LB i, Tg Gy 23 W 0 1) Yk ik />
AN, ZEMSCs:B4H M i bb #8(1: 1) 3 ik 5% F2 15 00 F,
MSCsif g dM I HIgM . TgGRIgA )43k, Gk & FEAK
CXCR4. CXCRSHICXCR7MIZRIE, i ikiB4l i
(R TS R, IR AV T 928 S Y o

B, KEWFIUESZ, MSCsTEAR A A4 g 1 15
AN R AN B DhER S LR ek, R
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Innate immunity

| Respiratory

Adaptive immunity

lzurStt . . Mesenchymal stem cell
poptosis \

L INF-y

| INF-a
1 Phagocytosis | mm—
111L-10

Ma.crophage cell

Hepatocyte growth factor

MHC-II-, B7-, CD40—

| CD4+ and CD8+
T cell proliferation

Secrete factors:

TSG-6 \ 1 Treg cell
\ proliferation
Prostaglandin E2

Indoleamine 2,3-dioxygenase
Heme oxygenase-1

TGF-B1

Nitric oxide

TR L L 1)

| Cell proliferation =

MSCst— Tl G R e AN, REMZHIHRISE R S (rh MERE AN . A B AN ) A SRAGHE S e (TAN L AN B AN ) o

MSCs are immune exemption cells that can suppress the innate immunity (neutrophils, macrophages and NK cells) and acquired immunity (T cells and

B cells).

El1 MSCHE AT B A E (R YE SCHk[20]80E L 18550

Fig.1 The role of MSC in immunomodulatory (modified from reference [20])

MSCsIFFAE K G BB LT AN 05 28, (H2VFZ
W CAAUESEMSCs IR A A L, Fis T RAFI)
IO FH R

3 MSCs¥ EESIRFERAHRYIAT

G RIE VIR TR TR AR AR R 35, RV
SERE AT BEINTAAE 5N, i SRR S T RN B2 2 4 A
TE s, BELAS AR o DRI, 3R P07 25 (1) SR S N AR B,
AILARE A B S, AR T AR I P EE R R E.
3.1 MSCs5 &85

£ BE B2 4% 5256, MSCshE i 35 98 52 56 vk
A BES T 01 S RE A B SR IATUCRI I s Bk
PERU I HAUE SEMSCstf 1818 2l T g 1 488 5 4 FH
B DAG Ry AT i TS/ G g% A FH R SR o
K3 &1 R & (hyperbaric oxygen, HBO)fg % fit 3 Bk 1
PEAS TR £ AR, TR IS L 28 0 e P, AR 5
Ah—NRIFF A IMSCs Bl T FF S8 £ 1) s 50 v, wF
FEE LA R BERL B, 43 )T 43 5 A [R] i
AH SRR 5 ILMSCs(cMSCs), 45 B o, 1JE A1
2B M AL, AL HE A A 9E 5 FTuj-1. nestin,
MAP2. NF-M. NT-3FIGFAP# ik i, ifi H. 18 43
55 RAEAH S5 3 K1 F1 4> 7 WipSTAT3. GALCHI
COX2MARIEEAE. B2, LR RKRY, s
103 J5 RIMSCsAE A, MSCs AN RE B2 A2 8k 45145 =

PR AEAE S, T L R I Y SR 1 JE N,
AR RAER A, [R50 D AR AT
3.2 MSCs5miis

TR I U 2 P /)N BURS HE R BEMISCs, R I RE
Sk D S A IR D TR ST ) R R 4 i LA
N PR A B B, B INTL-10 S IL-127K°F, I H/N R
A TE AR AN B 88 A DA KOG T 2L IR RER P s I 7 1)
AR R, [ R 45 th CD4+CD25+ 15
PETAN R A R . AR, 1 HEMSCs U N HERENS i
F PR /)N SR 20T SN, MSCs = 24t i
Treg FIEIFIL-1073 WA KA il 2 S W B A s
SR, IdE s T T aER.

AT SCHERIRAE, H BEMSCsHE RS MBI Th2 A 5 1)
/N BT T BB JE, 020 0 I TEN-y A L sl R )<
SEREYFINA I N (B S B A AN U S
CD4 TAH ) 3GTH, SOmfest T4A& N Th1 LR &L .

B, HTMSCsHT HA [ S B g 8oy, 1615
"B P I iy 1) A R RAE VR T T R I
HAMHIJORE I VE RS, Rk, MSCsE A S AE L Fh
WS JE 4% P 05 1RV T T R AR
3.3 MSCs5%M%

N K8 IRIMSCs 8 55 56 M 45 o 26 b A
985 YR 15 )y RE I 58 AH OC 1) 41 2RI 1 P
WF 9T R IR, 4§l K U5 FIMSCs(gngival mesenchymal
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stem cells, GMSCs)gE % H1 1l 7 J& 1l 9k B 40 i 185 5,
BT — R R HH R 7 R IL, AHRIL-10. 1DO.
%S M — A Ak A A M (inducible nitric oxide syn-
thase, iNOS)FICOX-23K X} Bt 2 4E Kl T IFN-y. [A] I,
GMSCsHE % W 1k 250 512 56 M 45 T 28 A5 284 119 1 R R
LV ELRAS, B 20000 S i R A2, b
5 MATE R B, AT A JE o IR e
e T s V) 98 RE 41 R 192 RN SORE IR IR R, [
N R T PR T A0 M 485 s A2 A7 1R H AT %
DAl F-IL-101) 73 WAk SEHILIET o
3.4 MSCs5/LALESE

TE RO ULRE FE AR A v 3 ik A A MSCs I, 4
JiE A FTNF-0. TL-1BFIL-611) £ 17 12 DA S e K ik
KA 0D, TR, DRI e i FR AR 32 B, i 4
J& 55 1 14~ 1(matrix metalloproteinase-1, MMP-1)F1JE Jiit
4 )& £ 1 g I 71~ 1 (tissue inhibitor of metalloprotei-
nase-1, TIMP- 1)) 4 [ DL B B DA 306 152 B
P AL SE G iz FH H 4 IR - IR SR SR R 7 22 4
(rAAV-TNFR)#% 4t ffIMSCsfie 1% 18 1 518 7 F1 51 4
FRATL R A e 3O JULASE 2 55 700 25 Th A, TNFR SR )
MSCs(MSCs-TNFR)#% 8 41 % iE Kl T TNF-a. 1L-1PB
FITL-611) £ 1158 43 b FH 3 R ik ik /b 17, (] s 100 51
T OGBS A HRGE R, kIR B kP
HSTAT3R R IMSCs 5 2E RIMSCsAfiLL, 435 /b
() i 5% 2% KF 2E K I8 7+~ 1 (insulin-like growth factor-1,
IGF-1), {HJEHGFAI4 %, 1 i STAT3 M R AL il fié
i S8 3 s B A i 20 = I RE, PR TR R
RN PR N

AR AN, PEEZR IERCOLTh 62 R Gt e
5, 7E I FMSCs R LPS 5 5 0K Bl P 25 2R Y
KL, LPSi T 56 hok By b B FH I TNF-a.. IL-1B
HIL-6#8A7 W W (1T B, [R]I2 71 1 IL-10/7KF,
MNITHISS T N 25 25 ME OO LD RE R e,
3.5 MSCs5&#ifs

7 2V B 405 /0 BB R, 6 b i ik A
MSCs(2x10°4H id) K I, 55 A%t A LL, MSCsiayT
/) B LT LR T K P ] Yl AR, O HLW) Wl s 1
IR D) fig, RIAEIL-1B. IL-6 A1 TNF-aff) ik &4
DL IL-4FIL-10/ =Rk . SR1f, 7ERETE48 h, X
Tl i PR 73 & 2E T A8 Ak, Th1 20 B R T I BRI
Z AT, JF HIL-600 Tt . dhabh, HTE AN A% bt
JE(PCNA)KIN & B, MSCsify7 41/ fL7E24 hif B ik

M A S0 A L] Wonth. I, ¥697 41/
fBcl-2/Badff] L 7124 hA148 hib B W Tk 1. i
PAHE 7%, MSCsH S 1715 fig ) R A0 F, 3252
T 3o 508 98 E PR - 1% 1) Th2 43 b i AR A B2k ST P

FH T 21 2R ONORE T ) T A AL A B R B
B2 R, B9 R I, 28 BOMOR: i o ) )
MSCs(TK-MSCs)E 5 I5 44 3 H al L2 906 41\ 3%
JRRE TS O HLA e i A P R AR R 1) 43 s TR
I L0 FEZEMS Cs A LE, B RE S SR P NS 3 11
AT . HILFEAETK-MSCs ] LA &0 fr 4 52 457
B E, RILAE M PR A M3 WUEF AT BLA B /N
PF T o i B S R I, B U TR) 5T v s 4 g
HIFRAZ B R A M2 N ] Sl sl b, (R INFBRAIG T i
EAYBEMPORNE ME I ALY IR IE 1. p384H iy
I3 Z R TE B T TN () BE R A UL S TNF-a, BLA% 4
A 22 W 5 | 8 BT AR A) & B 2 1 RA, itk
W], TK-MSCs e f 2 e P JIE 2L 23 N 1 9K S B
%%§[33—34]0
3.6 MSCs5M=. 1815

A 455 1 B 5% 4% (traumatic brain injury, TBI)/ &
H Ayt At bl sk s FAe T E 2R N 2 —.
5T R I, A8 KR 403 405 1R 30 G 7, B T IR o 4 i
N RZ 4l o &y 2 0k 55 5 4l il (K] T 1a(stromal cell-
derived factor 1a, SDF 1), i ixf 18995 5 7% Y*SDF 1 a
i 5 P 32 RKCXCR4(CXC chemokine receptor 4) 1
MSCs(MSCs ) Ji5, J& #f ik SEMSCs X 2 /1y il
TBUSL A, AN A I B 22 RIMSCs & Ak 48 K fini 453497 34
A7, [FIF IR0 T MSCsI Akt 5 18 2%, e 1dE H 71k
B2 I 40 M DA AR R 7, (kT TBI S i,
B AT A RS,

RV I R0 A IR, 20 ok R 2 o) A NI
ity 18] 78 Jo -4l a6~ 1 5 w] BAWT el BS03 TBS dgt ik i
# FJFugl-Meyerit- 73 (Fugl-Meyer assessments, FMA)
A1y ey {3 5 K VE 2 (functional independence
measures, FIM), RIAEIZH) . BGEA H R EIRE K
i Dy HE P BT

4 BEXERE

MSCs A G 2 1 45 S 2 170 20 AL IRV R 8, Bk
852 BIE PRI E AN, [FIFMSCs 5 T AR 2 3k
Bt HLRAT RAF RSN S RE ), A5 L AE 412345
15 9 S B E I IR RIE T o BAT T AT 5. AR
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S A Ay BERE N PRI B B A1 40 i, MISCsfETF
Z PR IRATT PRI T e RIUEAE, FEa
GBI R AT T B JE PR I (16T R L
R AR . teAbh, R A VB A ik
RE NI Hy 10 07 55 B A 3 SR 22340475

S B2, MSCs BATR AR e Jsi bk, e 4402
HIFR R A BUAT WS R e SR, Xt A MISCs )2
RHPEAE TR RENE. HAT, CAT ORI X TMSCs
{0 X W PR 1K 6 308 3o 3 W O O e SI M, AR AE AR R
(4 A= 436 o7 s, MSCsHs (3 T2 A7 . H
s, HAS FMSCs i 78k 2ot vk ih—ff1, AT
2 R (1) 1)l o RIS R o
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