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Research progress of mesenchymal stem cells in the treatment of liver disease
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Abstract ; Liver disease is a serious threat to human health. However, there is still no effective medical treatment for
end-stage liver diseases such as cirrhosis and liver failure. Mesenchymal stem cells (MSCs) are expected to be used
clinically for liver cirrhosis caused by various etiologies, acute-on-chronic liver failure, chronic liver failure, and
complications post-liver transplantation by their multi-directional differentiation and immunomodulatory abilities.
MSCs can directly differentiate into hepatocyte-like cells and indirectly secrete soluble factors to achieve goals such as
antioxidant, anti-regulated cell death, anti-fibrosis, inhibiting inflammation, inhibiting immune response, etc., so to
reduce liver damage and improve survival rate. A sound quality standard evaluation system and a more in-depth mech-
anism exploration are the prerequisites for MSCs to be used in the clinical treatment of liver diseases in the future.
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A B g R R A R 38 YR 2 S A AL RN
U B TR A RO AT IR TT T

8] 75 5%+ 21 ffd ( mesenchymal stem cells, MSCs)
K Z) 4R ARAME IR R Tk AR Sa i 2
6] 73 AL T RE S AR 2 DL ATE Z R AN IR T h By 2
JF R R e A7 A B A BT 71 . MISCss i ] LA 7334
ATV PR 72 BT, A A TR O I i P AE 5
AR SCAURT MSCs 2 RIS (4165 R 1 FH LA S A i
P Y S b VR LR R T 2504

1 BEFERRTFHMBAKRES S

MSCs JE—FoRIE T IR Z A ZRET 400, n7F
RN by ELAT T SRR R IS REAN I, [ bR A7
2¢ %> ( International Society for Cellular Therapy,
ISCT) [A] 78 o1 A AL 231 40 i 25 51 23 45t NI MSCs
FRARE SURUE 5 S 2T AN A FEARSN AT I A
e IT AT o34k kA M 2B 200 B R B M 400 L o5
F3K CD105 .CD73 il CD90, Ak ak ik FEik CD45 |
CD34 .CD14 & CD11,CD79a 5% CD19 1 HLA-DR %
T,

MSCs T 1995 4F & AR M A 25 e N3 321K
B P EATIR PRIGAE ) | B N 4 BRI R 58 e 1
BRI SERG PRI A0ME . 7RI RIS, MSCs B9
FARTT A PG BAG AG B CPG , XtF F A3
5, LI ) S A R e I I A i B TG R
FERETE . DRI, MSCs K2 AR 40 L6 7 ) e d:
B

2 B FERTFAEIETT A AR B I R A R

MSCs 8 UE B I 5 995 1) i R 3 7 v & 45
A i VB, A4 0 R A S L % TR T >k (2 i 2
e P30 0y RIS P P 5 0y, DA R 083 P RS AR S5 1) i
EHE .
2.1 BFRE

JH R0 2 R B B e T 2 5 —Fh ek 2
o PRI 99 B8 I 5 A R I ) R 188 1k 2 A A s A2
AT TCHA R, e AR ( BP0 ) LU
AR AN Tk e el B R A 5 vy 2 — Fh L)
JHF 248 0 A B IR AR Sk R A 1) 7™ BB I I R 255 B ik, 7
], DLHRE Ak % R T o 08 i 2t (2 2tk ) i
Wl AUE M R e o 3 o & I EE (hepatitis B

virus, HBV) JBYLAH G 5208 Eb 51 B e
2.1.1  LBINFRITEARSCIENFREfL
2.1 L 1 AN 50 . — se A8 £ R R
Al fE £ & R O 18 & T 5 3 (acute-on-
chronic liver failure, ACLF) ,XJ&—Fh /@AY . f& X
AR R RS 2 RO TR Y MSCs B
I RIA YT ACLF #F5E

— I 2012 4 & R M BFIEEAL 1B R IR Y
(] 7 Jix 1 40 Mg ( umbilical cord-derived MSCs, UC-
MSCs) fii{EXf HBV AHGHE ACLF (HBV-ACLF) 4
2RI YT R, A 43 ) ACLF &S
TRXISE, o 24 B FEHSZ T UC-MSCs 67T,
19 BIEEHSZ T 0. 9% FALB AR 0t B, 3
569 18] & WL %€ B B 2 9 AN RN, i T UC-MSCs
BESE T ACLF B AR AR T 2R
JEHEAL (model for end-stage liver disease, MELD)
VR4 BN T ALE FUA A (albumin, ALB) | JIH g8
it | S5 I G D3 1 A O AR B, O L AT
1 MIHZT % (total bilirubin, TBIL) 174 % iR & L 54
# 0l (alanine aminotransferase, ALT) . X8 IE
W] UC-MSCs % iE: 75 i R _L 22 421, /I #2 HBV-
ACLF (B3 i — R iR I7 i

B e R R B 18] 75 5T 41 M ( bone marrow-derived
MSCs, BM-MSCs ) 8 ] Tl /R i3 77 HBV-ACLF
—TWFFEAA 110 Bl Hrp 54 4515 IR ZH B8 AL
FeZARUELGYNAYT , 56 1] 52 06 20 18 B ) 1 S A
BM-MSCs , IESE 1 40 i i1 578 BM-MSCs Xf HBV-
ACLF (35424 J7 8 Jf H T3l o ol 38 1 2 Ag L %
7™ Fh e e AR SR b 5 4 i 24 JRAEAERD

P AT L I PR MSCs 3397 HBV-ACLF
AN BT ACLF AR FIHE AR+ du s fifi
] MSCs 1GY7 R HY I R BT T AN T3
I, A 25T 2 i RAVE T SR AIE 52 MSCs 119 e FH %o
ACLF BH AR MR
2.1.1.2 12 P 20 . 18 P I 32 3 ( chronic liver
failure, CLF) f& 75 FFAE A 3Ll D RE #EAT PR D8R
B LA K 1T K R e B 10 ) e R A R0 A
o9 54 hy B B 1A 48 T I BE R AR R M R
FIAm PR_E EFE TIF 25T MSCs ¥AJT CLF 98T
98, RIHHF RIS BT 54k MSCs fivEsh, A 2 1%
Ry I TR P SO A B BB SRR D R Y MSCs 47
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124 HBV-CLF /32 I R a7 i M, 78—
H{& BM-MSCs 877 & HF i i F 5 v, 53 1) i
BHZ 2T EAA S KR FEAH B /K BM-MSCs # 41
SR 1009% , A H L™ B A9 A KON B &
iE s AT 2~3 J8 Bl 2 ALB | TBIL J& MELD
VRO B W k3, SR, 76 192 R BB,
PRI A A R A TR BE XS, b
G IRAEIR MSCs FAEIGYT IR SR 2 /0 4 19197 2%
SR Em,

T — R A 39 il E (B
20 5, X HEZH 19 1) , &8 A 1& BM-MSCs £: 131 ik
RO A ] LU0 (8 5 T D ae . sk, 5%t
MEZHAH EE , BB AR AL A 95 P T 4 Y (regulatory T cell,
Treg) S HAN, S EIPE T 400 17 (T helper cell 17,
Th17) B/, S5 Treg/Th17 HAEIG N, X4
BM-MSCs ;==& AE I HLHI S5 815 Treg/Th17 4
P 5™

SR, Mohamadnejad 2 £ 17 9 15 IR B ATL X BE
B F W, 2 AN EH kR A 7R BM-MSCs £ AT e XTI
Wik ToRs AL, BERFST IR A 27 B (B
15 B, LR 12 6)) 78 12 S A R, %
KA N2 RS FI2H Y Child 374> \MELD 43  ALB .
Brpm Al FUAE (TNR ) | I 75 4 2 T A0 A ) 4 %ot
AT A R ST XML IR A w2
X R 2 B HEAT HE— 20 ARG, DL B G b I B 3 5 A
JEER KT bR MSCs X HFRE AL B

B4 AR SR IR Y BM-MSCs 4, [ AP 54K UC-MSCs
WY F I AR YT HBV-CLF, 3 Il PR 58
BIUESCH UC-MSCs Z251 & #bkiaE 2] CLF fpy, n]
DA R i R R I A A R U D) g, a4 s i
1 ALB FIFEAR MG TBIL /K, I H A WL 3] 1 i
(A B R & E . LA E 4R 7R UC-MSCs B4 J2:
1697 CLF BAmpesE
2.1.2  NBURFRAGEEAH CHEFREAL . H mTil RS
Z H AARIE R BM-MSCs 777 5 8 9 9% 2 ( hep-
atitis C virus, HCV) MSEHFRELL . Amer 2540 A 20 14
LR 5 0 BB 3 HEAT BM-MSCs 25 T a5 19 I Py 7
SR, 25 R WoR B AH AL K | VR IR i
e S O IR A 2 23, Child P43 \MELD 353
I BRA; I ELIF D9 2 A PN 21 2 [) e A W 4 3] 22

5o X—EPRIEN] T AR BM-MSCs 1 54 WR 97 AT
R AL R 2 A R R R

3 —TE X 20 g HCV 51 i 27 4 4k 2
I PRI G I Sl R ST E A BM-MSCs,
i ARBEDT 24 i, 45 % BoR B DI RE W& 5 i
BT W TR A e R H gt

WA 303 1o i bk T BM-MSCs 3k 36 97 I i 4
8l PRAIF 0[] AR IR 521 A Sl i Dk a1 5 =2 i 4l
T AT PR A LR A A O L A AN A
7% J 34 A ¥ ( granulocyte colony stimulating factor,
G-CSF) 3l b ik id: BM-MSCs AT 7ERT 2 J&] 4 2L
TG ALB, I 1 A 5 B0 BE 100 i J ok 5 A
ALT, X625 B4R 7R IR G 0 1T 4 i BN 7 7] BLg
BM-MSCs 373K
2.1.3 RS AT A AL — T R E ST G TE A K
BM-MSCs % 48 14 i1 £k (alcoholic cirrhosis, AC)
JrR T T 12 R 8 A I Bl kR A IR
BM-MSCs, MELRINGIT J5 21 21 2% 05 AN 41 4E AL 48 7
FFEAR

PR TE G S A Z 1 AC R
(72 491) , JFBEE XS BRAL | — I e PR 28 1T 3l ik i 5
AL GESE T H & BM-MSCs Al 1] 22 48 3% AC
BENHL A AR I B8, LA e — UCHT P IR T
SRR R I L 225 R BOR
FI & BM-MSCs S A AC (B3 BT AL
2.1.4 A B etE 4L . A8 X AU IH R (ursodeoxy-
cholic acid, UDCA) J&—Fhiay7 J5 & Pk I 71 -6
Ak, ((primary biliary cirrhosis, PBC) F & 254 ;
SR1MT,40% PBC X UDCA J6I7 RN A, ©
A PR B 9T GE 52 1R A 5K (9 BM-MSCs'! A0
UC-MSCs " 2281 i Bk T 2 6 UDCA S A 58
21 PBC BERN , A W BN B AT AH DG A B
107 5 I HLANREIRYT 5 AR 3 B 1Y = ) SR FESFAE IR
B s, TS RE A s

UTAER | Liang S5 #EAT Il R0 A 26 1] A
B e M (4G PBC R R ME T I8 A A 2K
MR T 8\ R G AL BRI | 3R G M AL E )
JIT BN RE A Y 8 i i A1 ] i bk MSCs 24T
1RYT, Horp 23 I8 FH 452 T UC-MSCs, 2 il i & 4%
1Al I 2k YR 0 8] 78 5+ 40 MY (umbilical cord
blood-derived MSCs, UCB-MSCs), 1 fil 2 & 4% T
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BM-MSCs,, Bfivi 4%, FFIBE Al MELD 1143447 i
i

ML 25 R F | T RE T BN AT 22 B9 I R 1)
DA i ) B2 ok SRRk — 5L
2.1.5 ZEA IR A RAK BM-MSCs #H] T 4 14
95 R 4% 5% (HBV/HCV/AE TS AS /0 RS 1) 19 ACLF
B KRR A BN R RN, H AR WER EIAF
TR L (H Child $E43 1 MELD 143 i 2%
B

Kantarcioglu %[23] F1 Kharaziha %[24] A3 B AE PR
Tl RO b o6k 22 s B (40 HBV (HCV TR 1 |
B B etk o AN B ) S B0 6 Ak 8 5 38 Ao
Jikdrid: F A& BM-MSCs #EA73R77 , $IESE T MSCs if
7R 2 A RN S

Sakai 25" HIBTEE /B A H R AD-MSCs X} 4 £
JFEAL B (HBV/HCV /AR RE ) 2647 TR )7, Bl
Vi—4 I AR MR B E A RS0, IF BB )
REA PPk, X TG PRAFSEIERH 3 #& AD-MSCs
FIRIT IR 2 A

SR H ATA8 A S i BT SO RE L6 91 R BT
Lz XHRA I BB = X MSCs 3697 A [1955 IR JF
SRR AR (857 3500 25 SRR A
2.2 HBHEREHEZE

JH- A2 H iR 7 2K 3 I i i — A 34T
B, BRI, PR A G 09 & A A iHGE I & AE | 2k
HE T N FIER G S 25 5 Wi B A SR, T B LW RS A
ZHIAAE, V)T B — P IR TT RS
FH T SRR P A A REE , MSCs AT B2 — A 3K
BT T o

Zhang %V [] B 52 7R UC-MSCs 38 i 4 & #%
Jok Z2 U A 21 12 8 HF RS AR e i 78S V5 A iR
PPN, ST REZE AR L, 20 M 3R 97 4R UL 21 B e 1)
MSCs HHIEA B F4F, I H A7 2 pY I Sh e s 47
TERAA i . LR 5 228 UC-MSCs i i
KA TEE] 11 1) ABO Il 8 4 BF R 48 ( ( ABO-in-
compatible liver transplantation, ABO-iLT)3Z#& &P,
PEAGTE ABO-LT Hh i F MSCs B A Z B Hbi iy %
SMERATATE T R AT B BE DI R, R g
FI ™ HE (1) MSCs AHICA R F 44 FERR IR 2 HER &
AT, MSCs JRT7 P74 T 50 2 5 bt A Y
ZILF L5 ; MSCs 20 /Y IR TE JT: 2 fiE gk e 6 ln) 2

A, (HJ B E 2 IFAG R E R E 2R, X
PITRAFFE 4278 T MSCs B9 819755,

52 2, Shi P AL T W A ik UC-
MSCs XHATT 2R A W0 HE 7 B g 1) I RS AR BB 5 1)
AV R ] A7, WFoE & BRAE & B Bk 45 T
UC-MSCs Ji 4 J&l, Tregs F 43 LA Treg/Th17 %
FHAN A Z R, Th17 7 20 % F Rk £
MSCs H] REE 2 X T 20 A 0B A G 5 410 i) o % #23R
SRR

& UC-MSCs #b, BM-MSCs 1, 7E Iifi PR 32 5 v
FAFRIT IR R 8, 78— TG R 56 >
20 FIRFRS AR E W 1 2 1 BEHLMBC A 40 M I6 7 4 A
XFHELH , AHIR YT 2 A6 RS AR A 20 i k4 A2 B[R] P
SR BM-MSCs BA8 . i —4F, 4067 I A 1
A B A DG I BAE 5 5% HRALAH B, 40 MvAy T 4
HEER Treg 41 M A 52 PE NK 20 f0 IV BE£E CD56
NK 2 H %) L 451 b 2w A7 38, {EL RS AT 4 1) g
ARG R I A I R R, U, Detry 2570t
[F] 1A BM-MSCs £ Tk Sy 137 10 ) R A
BEIR N IR —4F , MSCs e 5 IR B es B 2
RE AL (2 SR HE R R s B A W) A2 06 R A
5,

S A e R el A R U R N
BM-MSCsi &% 4= 11, {EXH (8 2 i 52 F0 412 8 A7 16
7R LI B BARCR . EIHIF RS &
it 7 D, B AT R 92 5 45 R R UC-MSCs L T
BM-MSCs , Fif# (49 FH 351 2 K K 1 )5 5 7 e i
Nz —, AT B 22 B4 A8 e A s PRI 60 ok
13 REEE IS

3 [EFE BT 4REIE T BT RE AR Bt

MSCs B 1 AT B4 5346 A JHF 4t LA 40 ( hepa-
tocyte-like cells, HLCs ) 4, B 5 2 (1) J& 78 52 360 1 ik
o IA S R AT IR IR 1ok IR B AR A R A
JFET: BUer4etl il 58 1 SO A0 ] S S by 45
M.

3.1 S AR LR

MSCs Xf 3 MRJZ AR E A L, K2
BRI GE R W], MSCs RE 8 78 45 & AE K I+, 4n
JHF AR A A R 3R B2 A2 K R ((epidermal growth
factor, EGF) LA K N FAIHIRE R M 1Y
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YERI T 23 Ak B0 B AT BF I 45 S 1 OB 25 0 2 RE 1Y
HLCsP'" | i, Zhao 25 i@ ARG F 10 4 4
BoFs AD-MSCs A R0t 5 T 18 HLCs , i s 2 i
KA R 5 L 25 A I RN % s B ) JR AR S
SEHEFE ) H I AD-MSCs [ 5% % (9 P9 IR J2 4%
TR TRE BT, A BT I 08 i 5 >k 32 5 MSCs
o RCR

AN, — e ) SLER L UESE T MSCs ZEAK Y ]
LA HLGCs, Sato %557 B YRUERA T MSCs Y {4
WHFME, TEIZPTFEH 85 A BM-MSCs EHEHAE 3]
I TN T A 3R R R E o, 28 28 RO ¢ B A
BM-MSCs/MEIM K 4 HLCs , H 33k N SEAR &)
WH IR 1 ALB 40l #1 & 11 18 ( cytokeratin 18,
CK18) CK19 FILMERFRMHE 121, Cao 55 HE
T N 00 U8 1 8] 72 5T T 48 i ( placenta-derived
MSCs, PMSCs ) A3 0] LLAE 4 1 Fil i P9 53 4 il
HLCs, 1] H. Al LA K D-2f FLHEIZ ( D-galactosamine ,
D-Gal ) 5 519 ALF Hh [/ NRURE () 7735 6 ]

B TR RERIIG 8 AR A2 A SRR IR
(1) MSCs o 7] LA F 20 o3k, X SERFFE 4 SR 43
W MSCs "] ATEMR A 43 L HLCs, AT, HA —/I
1873 MSCs (A BT TR 3% ) 2800 1T 24
oyt MSCs fiTAE I HLCs R AEAE AR 2
FEIR U AL Y B PR i LR TR K P Sk B Bl
FE30 TR H 20 L T SE PR b AR MSCs Hhrikk = —
SEIFAH O bR 5, 40 HepParl (hepatocyte paraffin 1)
S A0 MR R T 4, X R BT A 15 )
JTFAI R K B R B, MSCs A T 193A
T RCRAR W] BE BT HABAL ], MSCs ELEEME N
HLCs iX— L 2 5 A PR AR S>
3.2 mEH

SO S BUFIER 3 9 — D OB R 2 ]
WG P4 B 3% (reactive oxygen species, ROS) &7y
A F 3T, 5 MSCs FEIEFRAYATAIE N ROS I
b AR S eI (thioacetamide , TAA ) 375 5 19 I 4%
/NRZ MSCs IR YT R R I BGE B S 80
Bl , 23R Y7 DU A% ( carbon tetrachloride , CCl, )
PSR/ B, MSCs (& 1 ke SR fk s 1k
fiff ( superoxide dismutase , SOD ) F) 3 P4 I 410 il 32 45 -
JEHT ROS (7 4219 Bk SEHHIESE T MSCs A i i
BTSRRI VR 00 B 05, o R 7 I

JUES IR AT T
3.3 FUATEGEmET

TER A3 IFIE b | 200 38 2 w3k B Rl B LA 2 FhE
AR AT PR AL T, AnyA T AERBE T4 LI XS
AR B RS

& D-Gal 755 1) 28 & M T 62 3 oK RSB v | 5l
I MSCs 251485 575 (MSCs-conditioned medium,
MSCs-CM) fdi i T= P TR 40 S SE T 98020 T 90% , 3 58
PRGN T 3 7%, $278 MSCs-CM Al i 1o 17
il JF 2 P 58 T 0 AR A 52 s U £ 4 R
SR

i, ML T BRI CCL, 5T/ R
SRR P A ZEHLH] . /DR BM-MSCs J2 HOR
PR SN IR T TR VAN BURFE AT 81 B 2R N 3 4R
LW & Bl 2 ( prostaglandin-endoperoxide synthase 2,
PTGS2) Fl1JiE & A W (lipoxygenase, LOX) A mRNA
K- T P A2 o AR S5 7 AR BY 11 (solute
carrier family 7, member 11, SLC7A11) £ /K,
AT AT A0 R BE T, e/ B PP A5

DL 451K W] MSCs HA MHT I8 - AT EgkaE T
SEINREN] O ALF BRI AL AR
3.4 %N

P AZ 4G # 1E B T BIRZ0 M ( hepatic stel-
late cells, HSCs) #5346 R i AL A9 HSCs, 3% J2: 27 4k
FEIE B T ZEIAR AT . MSCs 1 43 106 45 i 41 i PR - 41
il HSCs {54k, D 1y 391 By sl a2 T 27 Ak, FLAREK-
EGF [KF 8 (milk fat globule EGF factor 8, MFGE8) J&
MSCs M) —FhPL£F 4efb & H, T 5 HSCs B /Y
avh3 B AR 456k T i AL A K K-8 (transform-
ing growth factor-B, TGF-B) 1 Iz (K%K, MM
M TGF-B 15 5 1% T IF 9 /b /)y B A1 i S ik Jo 0 AR
FFEFSEAL Y BEAh, MSCs B AR IR SE I T
3 FE H-6 (tumor necrosis factor a stimulated gene
6, TSG-6), il {2 T4 HSCs G fktr & ¥, 5 S
HSCs AU T4 AR 40 ; 8 TSG-6 AR B HSCs
KAVE A LMEE T LT 41k, R B TSG-6 H 4% 1 J 2
HSCs A BB R AE AL A F SRS . Wang 451
AIE— 29T UESE T TSG-6 FI T ZE, IF 40 e HaE
Al T M2 2 I A R i 5 4 s 2R
(' matrix metalloproteinase, MMP ) 12 ik FIPTLF 44k
Bl MSCs i A 3 i W5 Bk file 2, 3-XUJn 42 g ( in-
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doleamine 2, 3-dioxygenase, IDO) R AEH Th17
AR LA BT T-17 K, Al gE: CCl, S
[/ INBURFEF 4L
3.5 HPHIRMER M

MSCs AT LAH A 73 Wb 22 B A= 0 106 A B ke 119
LHLUGE SOV, T T S S I, A BB B A2 46
WL, ABFFCUERR MSCs AN 2 1 214
P17 (interleukin-1 receptor antagonist, IL1Ra) K3
KA Bl TR 3 A0 A ) M2 SR AL A DT £ 5
1Y TL-10 /K, 820 J1 585 A (concanavalin A,
Con A) S H/INRIFHS Y

MSCs i 94 i B 7] 38 3 i 1) IR 3R E2 ( prostag-
landin E2,PGE2) {1973 WA i JHF 5 W 40 Jfd 7 9 NOD
B AR (45T BLHT 8 11 3 (NOD-like receptor
thermal protein domain associated protein 3, NLRP3)
KM ML 15 HOR IR BRI (M2) , AT
ol S AL AR DR A 7 A 5 AL AN AP E A B2/ IR
JFPIE e /T Y A 405 v ke A O VR Y O BLAE
A% D-Gal/ i Z 8% (lipopolysaccharide , LPS) i 5 1Y
ANELEUHE I3 v 4 e A Y BRI Z A,
MSCs i P A 410 ) 02 A8 SR AR R 5546 A it L )
58 EL R 20 M Y 53 A S5 ok 4 435 T 5 e A A 28
MNTIEAR CCL, 755 1 /0 B 2P S840 v i) 5 1
I BB
3.6 MHlGeERM

T A0 S B RAIS 7 A S e R i G B 20
Ji, B K a A A S5 HIE W] MSCs B8 38 1o 7 A 7]
EPER T T 4 f = A s VE . THEER y(in-
terferon vy, IFN-y) 75 MSCs 774 (9 IDO REfAL @
IR R IRATR AL . AAMIFFEUED] MSCs 1R KA
(¥) TDO AN E % 7 1 & 7 B2 240 52 B ( mixed lym-
phocyte response, MLR) H 4101 fill [5] Ff S 44 T 410 iy 2
1> I HBEEE A S TR T 4 JE Tk
T 4 ffg 1 550, N A J5 T % T 48 Bt 7 A= 4 il
.

AN, MSCs 7= B — 48 AL & ( nitric oxide, NO)
WIEAH T MM FEEAN Rz —, APPSR
MSCs fF/E T ,NO £ 5 Stat5 BEFR LA T 40 g 14 5
AR ST 2B T R B, NO Sk Y
PR RIVE FH AR AT 375 MSCs Xt T 21 A% 52 g 1 7= A= 41
HIVERT, A B F 3 /N RS H e 20

AR HATELZ 2R AR sl IR ) AR AL
PEAT R SEEG B0 0E , [ 2 X #e 45 o0 MSCs 75 5 19 e
PEPDHIBLHH A T 5 0% WA, I T REA Bh TIF & 3L
I RIS, LAFS il NI RS A S BEAH S AN B RN,

FF LaRiFT , MSCs A EZ AR R X3
IR R YA Y7 A5CR « 42 3 Ao 40 Ak A ] 23
T 54BN o, T RS BUTR YT , MSCs 15543
WE I AT RER G T B AR . R LR IR AL
A [ AR YT W — g i s rp, ARSEA
[vi] HF 05 B LA ARAIE , MSCs 7EIGYT 1 FE A/ T
PRI FEBUA FFONEE , 540, MSCs YAJT IS RE 2238 1Y
Y7 R0NT Rl T B T L Ak BT 20 MR A i Y
P AEIRYTT 55 96 M BN AH 5C A9 0 T 22obk i 462 493
B, MSCs BYBL A B A AT i 98 T /) T e AT fg
PN EZAVER T HFEF 4L, MSCs %G fk HSCs
firiz (52 W B 22 b AR I AE 2 5 IR T7 o B8 AE VR YT
5GP R S I 98 A HF RS MO A AE ), MSCs 1) 8%
P RE T e B AR

4 pBERE

FEIRYT HBV (HCV SRS 5595 B 5 | A i) i i
b IR DL R R A 5 | R 1) I 2% 45 s A 1)
Il AR5 T, MSCs B UE S & —Fh e 4 H A Hil s 7R
JTRME , SR, MSCs & — S BLARY (1) S5 Joi 14 240 e 7
T AEHIRYT I AT SR A A — 28 1 R i ke 1)
BN, B, B G AR R PR AL AR 5
MSCs 9 it 2, f 5 AR S 1A 355 57 20 ity e M,
BT SEEE I MSCs T AR IR IR R, ok,
Z X} MSCs 697 fie H vE S AL v a) B i 1] | A
FEAN AR | F5e /7 S50 B30 DA R e AR 40 24k 4%
(R AH RIS, T BT A8 A 7 PR 3 7RI LA S 3R A5 A
N HE MSCs T Ao st 18] R 28 55 AR Ao 5 B A 1)
RIT %, n R ol — &2, BATXT MSCs
FEAIRITAE I BILE] T i A5 AN TR A 9 4, MSCs
FEARIFRERSE T 2305 38T, 38 ok 0 W0 o 40 TR 13k
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