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HE WU IE(myocardial infarction, M)/ R Z LA AR AAKAY LT EREZ— K
F B FNNIE ST BB AT W S IR A, {28 MLsmAOARAK A B KRB A B R EREEM TR
PR, MIZ ERTHFRCERBSERTHL AL, B, A5 ERATH R FiELRF
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The Research Status and Optimizing Strategy of Mesenchymal Stem Cells
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Abstract Heart failure after MI (myocardial infarction) remains one of the leading causes of death and
disability worldwide. Although drugs and interventional therapy can restore blood supply to the heart timely, the
regenerative capacity of myocardial cells is too low to improve damaged heart function, which can seriously lead
to heart failure and even death. At present, both basic and clinical studies have shown that MSCs (mesenchymal
stem cells) can effectively improve the repair of cardiac function after MI, and optimized and improved MSCs have
become increasingly important in the treatment of MI and other diseases. Therefore, this article will respectively
review the progress of the primary mechanism of MSCs, the recent status of MSCs and transplantation pathway and
the optimizing strategy in the treatment of myocardial infarction.
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Keywords

1> LA 3¥(myocardial infarction, M) tt 53 V& B
NESEERN FERRZ —, EEER BT RS
Bk, FretEatm A R BT 5B K E LU
FEEL T e 25 T B Lo Th BR TR AN B 44 SR 20
MIFIR A2 S ECERER /) 7 R &, BIRBE5E
X B LA 00 AR BE X FE T BRI A T RE RO AL
HE, ZMAFRESHBER T BLOZEMNEERER
A, A, DR ERTESERGK. B KA
FM A SE S R A R AR NS, RE AN
JR AN AL R F R ORI, TR T BESE X AT 4 A
IRBE, X AT RO o R V) R ) R AT 4 A s 4L
FWUSET 44 M, = K B 4E RS E R E A,
SHRFETRMOLELS £, NTTFE RS BERR
RAS, s, BEEREMBES SRR EERR
Fik, FR R A RIgm, Mmaxt oL RIEE.
P RO E R KN FE A Fm . Ol BT A0

A IE R B R IR R AR, (R Lo LI BT AR 44k, 1 el
EEMY, WEAHY RN NEITBRT] BERBRE
F%Ak, A E RO FECONAEREE
AT A, #T 5 R R WAL FEIR,
RMIEM E& M REFRENBEE. B,
TFHMBEIETMICAERM 5 R R IRE
ZINT, TARRFERZESERE. BREHEE
7. BBERTMHALBERE S, FHRA%LGH
MAFERETFTESMEEE AR RIGITFR.

(&) 78 & F &8 fd (mesenchymal stem cells, MSCs)
B&KFETE BT BT SRR EERERA,
S4B N B RTAITMIFEER FHRZ —. ZEA
Bt F03% B, MSCsH 18 74 77 M1 Zd il 3% 43 W 1E
RERFMERR. WAL & E AR RS
BN, G RA FE 45 R 2 7n, MSCs3t Z 1L A
MEERREESBEBHREISHCIIHEZE,
FEEENFEREEIMER, ATHERTHE, A&
LIRS THARBEFE. OVAES. BONEDS
HEZMHFERBZHE, A THRBEBITHR
JEHR T FHIREE, ghah, IR, YW
bR, EFMEM R S EVM RS ST SRR
W R, DURIR SR EMSCsHMIE %
BONRBEEER, [2EMSCsBE 8 2 & H b oiE

mesenchymal stem cells; myocardial infarction; repair mechanism; optimizing strategy

OEBER LI R EERE.

1 MSCsBHaTT LA ETE AR IR

MSCsR—Ka BREF . BGRAHIERE
HIRE m AL R £ RET AR, EERIACDT3.
CD90. CD105FICD44% 41 ffid % [ #5124, BRZ %
IACDA4S(H ZHM). CD34(i I 48 K A vy B2 40 )
CD19(B4iffl). HLADR(HLJR 235 41 FL Rtk 40 )
CD11bFICD14(FA 1% F1 EL W40 19) %, 3% 57 B J B L
ST 2 T o 4 PO T AR PR o R T A A R R 9 4
FREAL”, R E R FHES T HEE% LR .
RE R 40 AR B 4 0. MSCsRIFS &2, TERHE
88, BRI, B, R, FRESE. Hd, Bk
YR 18] 78 57 T 48 g (umbilical cord mesenchymal stem
cells, UC-MSCs)E FE M 75 8. KIFS 2 KX HER
HEARERE, BN ARBEIGTT Z M R RN
RIFZ —. B #BIE 7T 40 fg(bone marrow mesen-
chymal stem cells, BM-MSCs)E & & & F{2 ML & 4
FRIEE R AR B A SRR, EX TREKGERE
AF 55 BB B R R 475 T M SR 5 VY ¥ % 4 PR Vi i 2
B R, X PR T Hm RN . R RIR E] 7T
J5 T4 g (adipose-derived mesenchymal stem cells, AD-
MSCs) R &8 HAth 40 S SR A S AV T e, B4
TR T e 3R GE 0w B AL IR LA, |
AT, AEHERKIFEFIMSCsEEFRE ., BHE.
RIBABREFEAET AN A, BEBEEN
2, MSCsHAL B E M AR AT D AR
s AR T 55 A R IR L MV T 1 B 37152 R AT 5% o
1.1 EREERR

MSCs# I IRITESIYH T R RR Y, Tk
FFRIR(BE. FE)RATFE 2T IR Z 1] LUE
AREE X Zmm oA RERIBEERS. B
B, BAIMSCsB 8 16 7T RUR A IR, HMSCs 5 H A 4h
MBS RIT RE B — PR R I OAVBE, IBM-
MSCs5 i 3 % B T 40 M A7 4= 7940 JUL 48 3 (induced
pluripotent stem cell-derived cardiomyocytes, iPS-
CMEEBERITMINGERE R, BREBEAR
BAMSCsRHEHARAEFMERFLENLIIREBE
R UST, HeAh, M5 ER (extracellular matrix,
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ECM)7K &t LA K . 477 22 S A BB A8 AR 5 T 4l i
GERAEENEBEMAMRNAEE, RERTH
R, REZHTONKEBESY, BREOHESHK
IR TE B 9T 9K A 4 S48 fF5 5 BM-MSCs 3£ 15 779
REREAR, BYTGKAF AL LM BRAERT
=T RAARES, B THRE Ry R4
R G5 E T RO AR AN B AMEIK R O UL FE 14 4 X
JEAR RS OB RS R BIR, AN AL B8 4y
¥ (left ventricular ejection fraction, LVEF)B & & T
XTHRZHPY, A ik (exosomes)fE AT 4 i & B 145
HEAM REENF WA, SHRARAFEE
L S T A R, HFRIE T SHABK
O UVRE R, SEMSCsSRIE [ 50k 44 B A 16 7 MI
W—MEFHFHIROTHRSRTEDD, 22,
LG0T M T VR IETE R S K £ O (i it AT
Pk, CAUR {3 F 4 A8 HE VA 77 MIFR T 3078 2 B K AR
FEWIRIE
1.2 IlRER#HR

MSCsIEITMIM IR R L ERYIB B T4
ANBRNER, AHARY, LHBEESARNE
HIBM-MSCs33 o] H R0/ Z 8O WL A 4L TR 1,
B RE&FARHEO0MBILVEFA & B 2, L Ihig
HEHEM. s —TRENLUE X R R R K,
2 O MES B H ABM-MSCs 6 A J§, MSCs# &
O E WS K BB F(left ventricular end-systolic volume,
LVESV)[#E, T B&55I%F FALVESVE B+ /&, £
MSCsH HE Be % 1 A B B IR LR, wAR 308K
ES AN EFIEG*10%. 4x108, 5x10°4M)IUC-MSCs
ZONZREEEN, B4 NMAERERH L™
BEAREMHGERSIMkMIZER. 2d0UUEEH
FET)RE, BEF OUEREREER /D, F44k
BERINE, LVEFAZIEEA R, £ atkare
MIEEH, 5ERBNBKEFHBM-MSCs 4N B4R E
N, BHEALVEFR X BA B & F &2, 4 ERTA,
MSCsif 77 MIH] I PR B 5T 35 3 RMSCs e 1 2 %2 &
B, EA—FMIREESIHIET F B, MSCsIE
BB AMIEE R A .

2 MSCsHBEAT LB EZNH
2.1 {Ri#FTEMER R

PE B, MSCsE Bl it 2 W A Wi R 1ok
{2 38k 0 LA 36 X 3383 A2 I 8 T s R 43 445 0 UL R 15

R, MSCs4y i 1 1L % P B2 4 K [R F(vascular
endothelial growth factor, VEGF)F i £F 4 40 fig 4 &
[Xl F(fibroblast growth factor, FGF)7E {32 52 #5710 Al
BEdRPREEEEH. RHFVEGFEN—FR
BT, ATRISA MR, SR RA
¥ FGF W] DM 52 4700 UL 40 B 8 T (R 8k i 4 A=
%, AT O LR, B L& B, £MSCs
b [ 3 FIVEGFRIFGEF /K F & & 186 n, B IF %
MSCs# K % & VEGFIIMSCs & 7~ H X 5% 45 0 L=
A B SR BR3P 4E Y. BX & VEGF# HiBM-MSCs
XFMIK BB A I8 A i B D VB B 3 R B B4R
THRABM-MSCs4l, BB TEEE B H T
e, 5 eBaiAD-MSCs4 ML, #4% T FGF1#AD-
MSCs4 AT & 2 {2 3 A JBF % Bk A B2 40 B B IR 5 4 1Y)
TE R, BET T M8 A e F RN AP, dtkaT
., MSCs%# W VEGF. FGF% [ F1{2 3t % 4 Mm% 4£
FXIMIJE Z AR LA B R
22 REED

IMIR AR, M8 P R 40 5 3 F0 B R T g
ZW, A RKEONARME TR ER, SEHMAE
BERHATMBUERZERAET REBERMN. [F, %157
O JULH LR TR B AL R 5 48 L 32 Ak 4 A (i B i
R HRIE, T F(REREE 7. A4
FEORY_ LR UG58 R AT M 5 P B AR B2 (RT3 B
TEH, FBORER MMM AL LN B, fEh
MIG %8 W EE A5y, B4 RT DARYE W 2R
A0 L R 7 R4l U SME S 0 o 4 S (R RME
B AM2R A, MIZM I _EiEMIR B4
PR EWRRIE, MR B W 8 B W,
RAMIZ BT S BMI A E WA K F BT
BET 51 R KAE; MIME R R, M22! B W40 i 4 A L 4
MR A 4L M AMRE T, @1 H 9 & 10(interleukin 10,
IL10)M %4 & K B F B(transforming growth factor
B, TGFRYR i LR A R B IR A&, X LT FE R B
F 55 F F VT B8 AR VR 9T 20 O JUUAE B8 i TR B 0 F
05 ) E B P, K BM-MSCs 5 T4 3t 3% 3%
i, BM-MSCs#i& (fJPD-L 1 f1PD-L2FC 4 7] ¥ T4H
MLHPD-1% 4k, SRR A MMEFFHE-y. M
BAFEH F-of AN B2 B . FR,
MSCs A ¥ B4H B i B BABH #5 7 Go/Go 1, FRAIRIX L 4H
MR TE Y, TR KAE R B R AP, Btk
AJ L, MSCsXf O X 35 ) S Z A M B3R5 EE R
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WEE R, 8 ) JRE Fo SN AR O LA 4
B RO R E A O IhEBE R RIEA
2.3 POALARRENRER
REMSCsHHE 5 0 UL 40 i ) 38 FE B /1 o &
AR, 200 LR EMHCHEmmET. BT
F B, SHEMIN BRiESTMSCs ] 38 i B0 T+ 40 f F
T B EN 5B B8 A4 40 M 5] BE AR X SR AT 8,
O BEAS B2 H AR 1E UL 48 T e 1 B 2 el
I AT AR B, BAE S FIMSCs BRI 55 40 WA RS
BATWNIRMEB R, b an & B8 18] 78 5 T 44 Hu i 4 s 48
(bone marrow mesenchymal stem cells exosome, BM-
MSC-Exo)fe % #ll | H0. 1% T Y- L VA BRIAE T, #Eim
R RO ULZE B S B, D80 240 I T AR
Bz, B JE FIMSCs T LA i o 35 180 58 X I 35
00 85 PV fHOL R T, 2 T O T T 0 AL B ) R
PIEM.

3 BEAAINITHRIZ MW
REMSCsIBIT I — N EER KR M/
BEZRZ, CREEPWRBEMRNAEE. 8E
DA ThRERRL, Ty T R BHEgAEEE
B S RENBKIES O NEES. OIMNEES L
K KESS, TS & Fh 55 R SR K& 8% 5
7 F LA .
3.1 EREIBKAES
ZERIBHETHARY TR, ZHEBE K
LR BB N (percutaneous coronary intervention,
PCIEIT AT, & BT ABNT Z A RBHE
EAR. HAKH, &ERNKEE O A EBEAD-
MSCsHIHE N R AL, (BRI kBEE 20 N E
BHREMMT HAEMEFEE, EHMEILIEKNT
R I X 2645 2t STEL R = A B O U SEPCI AR )
BH AT RS AMSCs B -6 77 (v B 4H=12, BM-
MSCs#=14), 41 A J5 0 B % B % 7" BM-MSCs 21 (1)
BALVEFEXN BAWHEF &, o LR3I kBHE
BM-MSCs¥6J7T £ & & T SESTRAFATAE LA
BEEE W OLINEMBEY., REWl, £iFLH
BE LR BENSEMIBE S, HTIESMAER
N [E) ) 1 B ) e O LXK S A AT R4, TR otk LA
¥ 40 B d i e R B Bk g 0 SNk B B AR X, I
A, & RR B K E ST R HE B9 40 TT AR 5 B B R
T R O LB MR E .

3.2 IDABRESY

OHWEES — R A& RS ks RET, —
B S5 AT AT d 230 kA O
R, 40 A8 TT B 5 B A O ZBE EAT X 3R,
2 S8 LW R ESMSCsH B R B 28 & F kR
B R SR B & R 2 FE ). RIS R B,
ZO0NBEESNMSCsH R EFEEEEME
AR RRR, BRARPLOES MAESFOD
B, BRAENSFESOUEMN RET —dHEEHE
ODRERE, BRFBESNREHRHRAED, RH\E
FEOCHNBEFMSCs 24, it 2FRELA
FE I SFMSCsi6 7 18 P Bk i 14 -0 LR B8 3 B V8 97 Rl
ILVEF{8 2| & & &M, AMUEM T LR ESEE
SR 2t R A, R B MSCs X 5 Rk ifiL L
M E. L= S e 1B R K.
3.3 LSMEESY

OAMEVES T 408 B 24 N A T IR K, X F
EAEEREVIFFRE, KK RS B %
BURR O LXK I, 75 a1 40 = S0 B 2 R A
ERRRE. £ TR RS, HIZHAMIUEE %
O I FE I H T RIBE 2 IR B ik 5 B8 B 48 AR (coronary
artery bypass grafting, CABG) & & i if 0o 4 I3 5t
H1ABM-MSCs, R /5181 A LE#E B 7R, MSCsif
STHBEOEFEE R A EH M8 E8n, &
JRA R R BB AR B A, LB AR,
FETF R AR S L T XML BRGEAT OB NS BM-
MSCs, fHfEH B R E & T E&EOSMEES, Ho
A P VRS 2R /) B Co JUL 4 P R T vk 2L, T AR i B
BHEEW, XRA[SOLIEEFHL, SBEAE
SRR ERN THREEIFRIERBEIER, AER
F20 fa R 1 o FE R FE Lo i T B T R T —
AFEE. B2, DIMNEEHATHRBERET
R EAE R, T BEOCEEMFARGER K E
PR, DR E B, LA S T AR
AT YR TR ERE S .
3.4 FIKBE

B K2 1 R K 40 Bl o A K S 0 O S
FHMIEE LSS, WRFARE, 95X 3HEMIER
HIFTMSCsHZ B Ak BEEAN SR ER,
MSCs#H 8L R A B SR FER I R E B, LI
WiIR-RLVEF/R 3] B8R HA, MM A KA R B4
REZMAL, HFENRELREBRLER. X
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RETHRBKERNAEEZEM5E ¥, B
BABERA, BAMN. REGESRY. R,
BT B OB A T 40 e 3 B SZ 4RO WL B VA SRR,
IR TaRIBIERX R, £HaRETET
R EERN. BEAFESRE, SRHELE
7 5 S 0 B AR LA PR
4 MSCsBEABTOAEIERI ML RER
B B2 U S B A RE EONF, F
RERIEA WHEFD, (B ULk . B R 1R 4
B 9 FESE AR 6 7 B R e 40 MU R\ BI85
OIUGRIFER, FIA BIRFABEMSCsHFIE R
SHOBEERRITRRIEEEE. Hil, CSEHER
% {2 33 40 MO B8 1L 5 40 B A7 355 R 3 S R AR Ak 7 3%,
R EBEMNCLT SN HE#AT ER
4.1 Y IFE R
PR &M EARE R, miE. #ik
T, AYSERYBERRFBARREHCEL. B
RIES N TFHRRIERE . BB EY, Bk
U B M A0 R G A TR B L, R 3R S WA B R, IF
B MG B LA 4Edb Fn g %= 5k, B
o 3 AR B R AR A 0 IR Th B8, B L TE B (hypoxic
preconditioning, HPC) R LA & & & BiIMSCs 48 J5 1%
FEHHMBEM S, EFRERDRIE R
M24/Net &, EshkiEs F5# | ERKEFH (% 0,)
T 3% SR FIMSCs3 AT {2 3 I iz B 2, {HHPC-MSCs/h
BRI N B R R MR R ; X 7] A8 S HPCHH| AT
HMPBK-AKtE SEBRN FHPRTHEFRI~4SF
KB, At IKE KA TR HEMSCs 1M B A 4 FF &
R4 RE, FIHIMSCs 22 (FHRmOCT4. C-Myc.
NanogMINestin%% ] F 1k 7K F) B AR 1 W B2 40 Mg $E 7
A i % A B (85 S HIF 1-0R 18 B T {2 3 VEGF/KF
FE), @2, HPCRER (R RS # JEMSCsHIAATE
MOPAL B, FECURET, ME O
THEERILAUBE . S, BB B
MSCs 4% 8 F TR EMSCsva T R L. HEHRE,
CTHERBEERTAETEZRSBETAR
7775 2 H AE R 2 % S HIF 1-0% 18 M T EMSCs kY
TEYEERS, IR ARE(TMZ) 2 — A B Pk
254, TMZ T4k EBM-MSCs# 4 18 JT MIK B &
£ % L AMIK R FPAKTE A fBcl-2E H K R i5,
I B ZERBEMUG O UL 4R E RS E O TR,
VT 28 259 7 — AN BT BAYR B 4% 5 A B4k B

VOt N R DR B AR 251, MK 4SS, RhoA/
ROCK/ERK 3 3% 4% 1%, ROCK K 55 7 1 V) B IR
KI5 B RAEE FRIE, FEAMSMEERE
RKAERAE. MhITRY 5 SROCK MGG FHELL,
A AZE & TR MUk > BEBR AL KT, AT R HE 401 20
R HEMSCsTRIE FIK O DI REMIE R . IRl #E 4% At
7T T AL B AD-MSCs# #8576 77T MIK Bl, RhoA/ROCK/
ERKIE B T F= R IE K B & WA, MiTTiA S
B EA RN AEE R, RETHRTEX LI 6
PRE A 22 RS, AT W, 29 s S AL
HEMSCsH 7 AN T @] 47, T HA R FMSCs#
XSO IEThRERIER .
4.2 EFETELEIHEE

Xof T 4 gk AT B DR 4B i DA SRR B R LR
HIIRIL B8 1 R & A A0 M 1S RS IT UR
B—FE M. WIL-7. IL-33. IL-10% /)53 & ik
BT RABETARNEER, 5 RAMSCsH L,
1ok Feak 40 e ot B 4 Rk B R 2 A IMIK BB 98 RE 7K
L BRD BB T AR B R BUEMIK B L Th BEPSST,
Ak, 3T RIAE 4B A K R F(hepatocyte growth factor,
HGF)IMSCs: 8 AiMSCs 21 40 i B A I s v
S5 UETE(VEGFRIFGFS), ISR #—HF
RS DYV RS S DA R I AR RS
SRT IR, S8 EE R B B M CsH R 5 Th RE B BRI
RiL, ATEF TR SE O ThREE R, AT HBER
FTMER AL B &2 1) F RS

WEFLR A, LR M R 55345 E miRNAs(micro-
RNAs)F &K F 100, TmiRNAsE O UL 9 77
BT, S fE M A B A R D LA e it R R
EEEZERTERAD. PFARH, TR EMIRNA-133
HFIMSCsE & 5 5k R A 32 88 77, X S BURFEKF
FEESEE AL B E o ES, Hest, FEMIK R,
38 i B B P9 U M miRNA-377 7] 32 5 B 4 JEMSCs i
TRER, DA M R AL TR O, F i,
¥ EmiRNATEMSCsH ) '8 52 R A 5Ll #1 AMIKE K
BITIRAGE T FT BTV .
43 fHLATIE
431 KEBEH  ATEFKEHR SR —FIR
BRORFIAEME, UH T FaRAEDEESF
FIVEIT EEE . BREARXBESEKREWEHRN =
HED)M 4L, JL T LB AT T KN AR, A
T 3R AL ABL T 00 B 2 2R ) S ST AR, h 4 Kk
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A E RIFRAEYAREN, FTH B REEHRFKR
Rif RS, Ak, MG RS X 35 A% 50 FE U A8
PA K EARIEIR, I NHREBRAA k) o B 7 L v 3 e K
Bt e 38 Ik 5 AR AR B X (1) BRLAE BA f, AR BA D
S HE B RSEZ E ERREE R e, R
# Bk EMIJE 10 L 40 B8 R 25 I 45154, ZEMI/)
B, 5BaalLULRESTAD-MSCSH L, KA &Rt
BT B K BRI 28 T BIAD-MSCsTE R B O ALE, B
AR B FAE R, RN KEERA D RS20
OUFT4 MBS EH S TR, HERGHESKEE
IR T AR SR X AR, B AN T RERRL B
MR T O IR AL B RN-F R ER BB K
EE R 5 AD-MSCs%: & 1 i 3 o & 75 18 40 il ZEMIK
RO TS, JF B IRT MRS, Bz, B
F KB MIMSCs 1 Al & mMIE Z R L UL P B
MARRIFEIEER . IR B B A B O TR .

432 SRANEBHEAR  TRERAKOIINTBED
THEME S EAMAR, b RET B RRE
Wi — R REDIRE, HAFAK., BRAEBKN
B, e LR E N E RO ThEE, £
YiIM B A gt . IERR MR, W LIAMSCs
LIRBLOR KB HAER, BERNSM R O B b
A REZRIRA AR ER, (Rt 4 M
£ KSWBTEEEY. BRIEEAQSBM-MSCs& &
HREROCEN B BEIMIKROIEEX, £58
N5 BRAIBM-MSCsH L, AR TERE R
Ft, FEFE X I A LB AR B, O ALEEBRAE K
BB H TR LTIRERBR., Sy 2 HalfE
AR IR BR A L 2 —, Bt AT 4 R K 4
4T RN A E AL B8R Y 4 5AD-MSCs4 & T ik
L, 38 3 0 LT 4 M T o 0 S K
RN R EERFZEMHEM, AMUSERRER
()i E AR — Fh AT AT B AR H 7 . BHPVDF T il
BHHIRBGURA G BT HER RIFRISEK
YR A YA A, TR DON T 40 RIS s A A )
ZINRMRIER U RGO BIERA™. 82X, £
AEWIROENIE A, (515 OB BRI G Bh, F4E
B0 AN A B AR BN — R R B 8 7 B B Ak SR
W% .

433 @mieh AR HARABEART20024 5 K
R, A EARRR ARSI RS 4
A TS, B RER, £k

ARG, HEEMSCsH BEZIBRR O L, BHEE
BEMZHEK, FAERE EEASHALE.
KA 4ot A b B0 UL AE e, RN R VAR
B BN O Y 40 4R B AR B — R BT B0 YR T SRERUY. itk
Ab, % A S5t 18] 78 R T 40 (human umbilical cord
mesenchymal stem cell, hUC-MSCs)#Hi) i i 20 ffd i
RFBEBITMUMNR, ERErMBEAFHARERS T
hUC-MSCsfIIR B 2, W2 T BESE X B R E R B, 12
BT OSSR L A R, BB T O D RE I
STARKLEEW™, MiA S FEaRSHRGs
HARR RIFRF R, BRI Fh 240 e tnAD-
MSCs5iPSCs. BM-MSCs5iPS-CM% Bk & 14 2 /)
FE A RA B HASB R BR, Iz Kl & w1,
BIEHEAR CRIZE A —FE AT TR

5 REERE

MSCsEZ B ARKRBEZHRONALMEE
B A0, #HEIMSCsAT LIk &2 2 5 52 B0 £F 4
1k, (R HT B I Ak, B (R SE L LB A
OINBERI N E . SRTT, MSCsTE SR I Lo L o B A48
) XE 75 B 0 AR 2 I A Vi R 5 I AR SR R ) HL i B
7R, FRRAR & WIBH FTAE B 2 B M s AL A Rl 4
& BERH TMSCsIRITMIFI % R, {5 & KIMSCs
HiE. BRAAREREVMRINERN R EHR—
BHR. B2, MSCsH# 1 18 ITMIFI L 4k SR g IE7E
BRI ZHA, RIVAEEER 2N PIMSCsH
BT RO SRR EE 2N,
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