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[ Abstract]

15% of patients with the condition can be severe, in whom a systemic inflammatory response and multiple

Acute pancreatitis is a generally mild and self-limiting disease. However, about 10%-

organ failure occur. Despite huge improvements in intensive care treatment, no effective medical therapies
are currently available to prevent this condition. Mesenchymal stem cells (MSCs) are capable of self-renewal,
proliferation and differentiating into various cells, and they are being tested for their immunoregulatory
activities and regenerative potential. Recently, MSCs have been reported as a stem cell-based therapy in
experimental severe acute pancreatitis, which significantly reduced the inflammatory level, pancreatic edema
and acinar cell degeneration. The combination of MSCs with Chinese herbal medicine has shown more
potential for the treatment of severe acute pancreatitis. Thus, MSCs will be a promising tool for treatment of
severe acute pancreatitis. However, in spite of these encouraging findings, the optimal dosage and detailed
mechanisms need to be explored further.
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MSCs RIEF I K& FHrH )z, a8 REH
M2 o tiae /1, RSN DLk a4t . pleB 40 A
FCE A, 7E— R B2 N IE AT LAk A A
BFES AN AR Z A ThRE AL . BRIk 4,
MSCs i H A& G 2 J5 PR G2 i T Thisk,  ANE RS Kk
WA G2 R0, ) B 3 T A G 32 o

(—) MSCs [f ik xM

MSCs & AR Z 45 T VE I AR &Y, A FHA
KIRH) MSCs B — @ A SR, HANMRE 5 1%
WA ARE. AT HVE MSCs MR, [HrgniEsT
Med BT NG kxifE: CD73, CD90, CDI105 FH 4,
F 5 & > 95%; CD34, CDI1lb, CDI19, CD45, HLA-DR
B, k< 5%, MSCs KFE A F4ifEHi)5 (human
leukocyte antigen, HLA) 1 2873, A3Rik HLA 112555,
Fas-L F1Hi A JL I35 F CD40. CDSO0 Ml CD86, KLk
VOE T 4SS A5 Sl g, 11 MSCs JHRUARE 1) e g% 38 B A 2
FLRAT G 8 IR T R I AE 05 7E I AR S (RT3

(=) MSCs it il i 1EH

Z WU 50 R I MSCs B A7 e % 1 15 /E . MSCs BE
ALLEL R RARRERS [EH T BEA A (natural
killer, NKO ZHfd. B4, o nr DUs /e H T4 e ik
BERG (MFRT B 40, TUIESE) ko2 g ilTr K
TR, MSCs 1 G0 175 Th 6 e 8 b B 12 41 A 422 flo Fn 5% 4>
WA PR IR 7R SE BRI . JE I IX e T By, MISCs AT DL il ik
EL A A (s, HLRE 9 7 J5 30 T R 4 — A T 58 Al
HIROAREE, WA RT3 O f & FH g5 .

1. MSCs X T 40 [ %2 5 4E . MSCs 1T LA i
ORS00 T M5 0, 0 T 40 2k B0 bR
EW) CD25. CD69, P&EAK T 41 45 W 1¥) IFN=y /K1 K il i
B, MSCs X T 40 F s 41 AT RE AL S T 4A
BB IFN-y £ TNF-o,, 3 1M 337G MSCs, & 3 B it
JEW TR, WA R AE K K (hepatocyte growth fact,
HGF) . ¥ 1k £ K A F B1 (transforming growth factor-
betal, TGF-B1) . IL-10. Fi%fE3 E-2 (prostaglandin E-2,
PGE-2) . IL-6. %:5i4:)8 % M 2 (matrix metalloprotein 2,
MMP2) . MMP9 "™ . & 4 sz 56 % B, MSCs ] LA if
B i PGE-2, HLA-G5, TGE-B1 Fl 15| Wk -2, 3 XU N 4, il

(indoleamine 2, 3-dioxygenase, IDO) i ST T 4
358 . 4 MSCs VE S B AR RN RAR Y, BEisig
TOEATE T AR ECR, R mE R TR 0,

2. B 4l S 55 5 Mk S 2 N 25 (1 B B Al A
APSEGHT TR B, MSCs AT L4 B 4438, s2ma B 4
WsrAk, IR E WD IgM. 1gG Fl IgA 9480 M"Y . B 4ii

5 MSCs L5, BN B 44 % R EH,
{H2 2l A B 40 R KA 3244 CXCR4 F1 CXCRS 1)
ik, BEIK B 4 2o AL B ae /g 1Y .

3. MSCs ] LA WA [F] B B DC 40 B i Bl 24, 24k A
Ihfie: MSCs f] LLiE T 73 ik PGE-2 11 4% 40 1 17 o 24
DC 418 (immature DCs, iDCs) 404k [, M is £
P4 % 5 iDCs 6] B #4 DC (mature DCs, mDCs) 43 {1 i,
MSCs 1] L] iDC 321k i B bs E 4 CD83 At il i 4+
CD80/B7-1. CD86/B7-2, ff HLAAbER MR .
2 mDCs 5 MSCs 15 #: B, MSCs 7] LA f#{& mDCs 2 [
CD80/B7-1 #1 CD86/B7-2 [k /KT, {21 mDCs [ iDCs
Sr4k P8, MSCs 7T LI mDCs 43 # TNF-o F1 IL-12,
TNF-o 5t F L 3 mDCs [ bk 453 7 DA K B¢ S5 2 4
T, MM IL-12 BN 2 S8 T 20 IR S s it 7 A0
LN TE

4. NK 4 15 9 R 98 s 78 G0 38 2110 G % 41 A v] LTS
4% 12 P 0 75 B JEC 4% 11 4 IR 098 4 . MISC's FE % 4111 i) NK
211 A 1 41 B 25 1 DA &% TFN-y T TNF-o (I RE . NK 41 i 7
IL-2 FIAEF R, AIREJBU/INARI & 1) TFN=y i MSCs [ 4 925 1
IR IEAL, AT LI NK 2048 W IFN-=y [k 77,
AN, MSCs 55 NK 20 i SL 5% 72 A g4 fy 1L-2.
IL-15 FUEEZH 5 510 NK 0 A8E0E, BRI% NK 4 m
b2k CD56. NKG2D. NKp30 fll NKp44 ik, - H.
fe 1% 3 i B i IDO. TGF-B1. PGE-2 Fll HLA-G5 [% 1% NK
A EE A L B AR B A O L S A s R
MSCs F A RE ] £ 28 H TL-2 B8 TL-15 305 19 NK 44 i,
M H. MSCs 2> 9 NK #0332 NKp30 Fil NKG2D i1 5 7 5%
1'% [20] .
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MSCs B8 7 T 1% (5l +2> 2. 2011 4F Jung 4"
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B T R Y, SRR % ) A £ P
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T g BRI B K MSCs R Z A3 A fE S, 763 d AR
ADREUS LB, BAL, MIE R A, MSCs
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137 7 IL-1a. IL-6 FI TNF-a [ % 3% . 28854 10 43 5
SR K TR SR A S A0 i R S R B MSCs,
P 3 Fho7 IR T R 2 19T R, R AR kAL R A > =
MSCs L7 2 ERR 9, g R B I 55 Fik 2 B g P MISCs 22
2, IR R R G AN G 82 1) MSCs, 1 HL 1137 JE
A9 BRI I 0 i 7K S A 2 A T A R T L. i R
fikiF: 5 MSCs V877 SAP nJ fi 32 B /& il ik MSCs 1955 73 Wi
FH ok 2 3 RE TS FIBT IR T /B A, K% MSCs REETE
il 2 2 RT AR SR SAP 51 A (A fili 455 o i de ik e fi 2 21 s
A ANFEH MSCs, W] LU RH 43 1) MSCs 8 RELAE IR 21,
AN AT CAIE 3k 55 43 WA ) 98 0 S B, I8 AT RS K
MSCs F AN Th R4l i 2 5 HFUE T /. T
BRI IR T 7, S AR IR 993 1 R I RORE S B AN R 1)
MSCs BAE & A 2 IS B A7 1787 80R

() MSCs FEM B HLAN ) Sk B

IR 7 R T 3l SAP I IR INE AN &K, Ak
JEREAE I HLHEAT MSCs B AT TR W5 32 =7 &4, B ik
JTE I — DAk . TNF-o #5002 AP [3R3IFF, SAP
KEIEB 3 h J5, TNF-o #JEHM (19.68+2.13) ng/L Jh&
#/(104.43114.09) ng/L, 12 hikF (207.354+16.03) ng/L"",
Yang %5 ) i 3 LLBCAE SAP SRS 04 1. 64 12 h PN
[H] fUBEAT MSCs #AEIRYT, KIUL MSCs 097 SAP LI [H]
Wik, 75 0 h BEATANMLVA T AR P, XGRS 1 h R
6 h PN a] A4 MSCs,  IfiLiE TNF-o Al IFN-y ¥ B 5 5%+
HEZHAH LU 35 3B VRIS, TERE)S 12 h B4 MSCs 4.,
I3 TNF-o0 A1 TFN-y 4% P 5 %5 HE ALAH EL e S 2 1 22 5
[H R AT BE L HIHEAT MSCs T, T RE XU Z% SAP i ik
JE . [T R R B MSCs Y477 SAP 5715 i F HIE,
3 5ME 5% 10° cells/kg, 5X10° cells/kg, 5x10° cells/kg,
1X 107 cells/kg PU 2H 71 £ ] MSCs 77 SAP K, 5%
ZHAAEL 5X10° cells/kg A1 1X 107 cells/kg 2H 7T LA 3 PEFRAR
1L 7% TNF-o F1 IFN=y ¥ FE, 1 5X10* cells/kg 21 5 X HE 41
ML Z RTS8 s
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AR LS5 AR IT SAP B LAk I RRE . BRI AE R
TG 2 37 i R PG B 45 B IR YT SAP B T REFIG
TR BRI B R B R R A T R VR T T LA Ak
SR SAP HF I PRAEAR, A F T 52 v 36 158 BE i T R A0
T S8 S S SE . K MSCs MK &7 3L A B F T+ SAP
BHNEIT Be RIEW RER, 897 BRI T 5 AE T, WL
B BRAK TNF-0, 1L-6 [17KF, 275 IL-10 [ 5 AT 5
YET 4UMR SR, (R IRalginitie g B .

=. MSCs ¥J7 SAP H{If A7

JEAER, —SRIG PRI 708 MSCs B+ SAP 69T,
F 045 PR AT LA SAP B SO SN, 4 03 i 72 A
TN RN, # M B R H MSCs 77 SAP i

H 1061, 5H G4 L, MSCs ¥R 97 4 1 i
TNF-a, IL-6, IL-8 7K CT fiE % « /MBS AL R T« JER
BN AL C RN SRR B0 2 0%, FRARORE B AE
Bt ol RIS 4 o 5 — 19 RVE T AR ASEE I SAP &3,
20 3 IR MSCs B Va7 &, M. I3 e 8 g A SR G
WG 2 T B AR RRTE E % K, AR E IE
W, BRI IR IR, C MR R YT AT 653 mg/L
NBEF] 23 mg/L, BE LT T E A A R
&m [33] 5
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MSCs #1697 SAP B TR K e, KiERIZY)
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9 MSCs 697 SAP [l PR 5256 B3 8 T 2 fili. 7635 [E [E 57
A FEBE ) Clinical Trials M3 i %5 B MSCs ¥ 77
SAP Il R 258 ey M, B N G 2 Wil R AT T 78 T
FE A 3 D e S5 R W R LN R 4, B T MSCs
TBIT SAP [ A AT AL, H R VIRAFIE R 2 1) /i,
(1) HAEK MSCs K¥; (2) TERERIAZTIE. 42
WAL 25Nl (3) AT MSCs FE A G HOA7 3% 3 Jp R R4,
BRI 7. MG RIS MSCs JEREFLIS I 52 38 A R,
i MSCs V697 SAP — & 2 IS 98 Ph itk Jg
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