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ABSTRACT: Mesenchymal stem cells

potential, exist in many tissues and actively migrate to the site of tissue injury and participate in wound repair. After responding to tumor

(MSCs) have unique immunomodulatory effects, self-renewal and multi-differentiation

signals, MSCs are constantly recruited and become components of the tumor's microenvironment. Tumor-associated MSCs (TA-MSCs)
play an important role in tumorigenesis, promotion, progression and metastasis. This article reviews the role of MSCs in the regulation of
tumor cell survival, proliferation, migration, and drug resistance, and the effect of MSCs on the immune status of tumor
microenvironment. We emphasize the complex relationship between MSCs and other tumor stromal cells, especially inflammatory cells
can change the immune status of the tumor microenvironment, in order to obtain a better understanding of the function of TA-MSCs in
different tumor types and stages of tumor progression, and optimizing MSCs to get more effective and safe MSCs-based tumor therapy.
MSCs have been effectively used for the treatment of chronic inflammatory and chronic injuries. Therefore, its mechanism research is
also conducive to the use of MSCs in other diseases to achieve disease treatment.

Key words: Mesenchymal stem cells; Tumor; Microenvironment

Chinese Library Classification(CLC): R331.2; R730.231; R392 Document code: A

Article ID: 1673-6273(2019)10-1978-05

AN TR 24 2 AR 7 A A, 0 AR B A 5 ), 4k
1117 AT e i 2 AL QA A AR , R A 2% R 2 285 )i

RS

[a] 75 5 T 21 Jfu (Mesenchymal stem cells, MSCs) & J& T
RN KRR TN, FEAETEEGHE MR E R,
DEBEHA N S ERN T8, BAEHSE b R RN
— RS AN e AT g — R m AR R B S
B Me MR S ZH U o kM, MSCs fig A 3R TR0k

IrPAEBE R

75 MSCs 7E0; 1 A v 4R M U AR RN 3 0
PERIEAN R ZRB BER T, RAES BB e ik MSCs (5545 |
SR E A, MSCs AR TR 245 1 |, 16 BR A
HZAMHLEES IS H5AHEUER . Hik MSCs ] LU A5 4

* AT  EK [ RRRESESINE (81571567 ) ; [ K & 115135 H (2017YFA0105703)
VEHZ TR . A5 (1992-) B -HHF98 4, B3« 18811191352, E-mail: lihuajiepkmu@sina.com
A SETRFER A B4 S0, B - 13810175702, E-mail: shiming302@sina.com

(ks F 199:2018-07-20 4237 F 11 :2018-08-13)



PREYESSHE  biomed.cnjournals.com  Progress in Modern Biomedicine Vol19 NO.10 MAY.2019

- 1979 -

PERTT T AR BT A R S0 R B R AR AR,
PR EA AR T AR 05 DB, SR — B 5 E 454, MSCs
AT 18 55 LA 240 BE U 2T A 20 B P9 B2 20 L &I A4t L 48 4t
TR — 2L T PR TR, I fe]—AN KR @& i1
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Stromal cell-derived factor 1, SDF1) F1 CXCL16 #{% 5i% 1t
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PR 2% 1 % % T DAAR F 1 6 95 1R) 7 BT T 40 i ( Bone
marrow-derivedMSCs,BM-MSCs)LX CXCLI12 fffift i sE ",
FHh, EREFNESEFEAEKEF 1 (Insulin like growth
factor 1,IFG1) . a4k B4 4k 40 g 4 K K 7 (Basic fibroblast
growth factor, bFGF) | IfiL & W i 4= K [N -F (Vascular endothelial
growth factor, VEGF) | [fil/Mig P A= K [HF (Platelet derived
growth factor, PDGF ) fil§% 1k A K K F -B ( Transforming growth
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famkE MR 225 DL & MSCs FEFTH [RIAHSC . 7N MSCs 197 12
A A L i 4 2 T A AT, PRI 0, A S 6 1 A 11 MSCs 47
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AL F CXCLI2 Jf 675 5 N B AL AR e A T2, PRSI
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A7), TGF-B-CXCLI12-CXCR7 %l () 315 ] LIFE A S hlis
#],MSCs =4 i) CXCL12 {p & #b gk TGF-B #ifil, Jf H CX-
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2 Mo &b 3L 5 (Extracellular matrix , ECM ) $2 L%} 41 o 2h #4919
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metalloprotease, MMPs )3 [&f# ECM, 1] LI #E54 851 ECM 2%
F4WI, TEREANGI B SR L, 7R A7 7E MSCs 15 B el il 4 4]
PR AR T i 1 ] AR B R ey A . MISCs 22 9 31| “ Tz
RN s RS AR AR A ey 20 B e B R - A B AT g2

3 TA-MSCs FEHHLIIE 1697+ BI1EA

3.1 MSCs ZEf i i& T P RI1E R

AU SRS T DL S UM S =R A R,
MSCs 1] IR #4640 M HCH U 23897, Ntk dupa 2B . i
98 1 4 g ( Cancer stem cells, CSCs ) J2 I8 4 K AR BL AL ST 1Y
0 A IR, 2B X T4 Rl A VAT 0 e BB, AT fg
Sl AT B T, XA I BRI AR TR YT o B 22 (]
FuBT T AR AR S AR E O FBURIRE K. 5ioh, g
JOT P B 2o R P L T B o 40 L Y BE R 98 4 , 454 TA-MISCs, 1]
MR HEBAS T A 0T A R PR R

MSCs FEXFAST AT, (R 2 e S A SR T 1 34 B
PRI 258 AW, SRR A K A5 S I A YT . CXCLI2 B
AKX SR FH Y DGR PR T W . —SERF 57 3 B TA-MSCs #il
CAFs A HARGUILST , 38 i Jed A $ (3 Ab g7 i B,
MSCs 7EXTHOT B AR, BT LIRS CAFs i {2 i A= i
B, I E AT (R CAFs =4 07 £ 47 AE AN i
1% 25 1 o (Fibroblast-activation protein, FAP« ) A1 CXCL12, {i¢ #F
i 6 P I B0, MSCs FE X [l TR 7 HEBL R, 74 PN A1 S5
S B4R A K [N T (Hepatocyte growth factor, HGF ) 7E 447 fif
TR 25 AR CAFs 7735 A SHEAE FISI, T EL-4 Ik U8 4
MuxtHT VEGF 3897 R HLHIBF 5T v & 3L, CAFs 7=k ) PDGF-C
RARPUAY T EH A H T, MSCs TR S8 VA T B IR A2 BUARDT
R S N BB T S AT TR A E I T, 45 FA-
Po+CAFs X 1477 254 CTLA4 F1 PDL (3l 3 Akt
P MSCs fEXAMIBMAN S P, AA/NRAE ORI,
BM-MSC- JFAMB AL S i miT-23b, #15H] MARCKS(—Fh 3
FMEFES CERIRY) ) 3L CSCs AR MR R IR
IR, T LAHEHL AT,
32 &S

G HEHBR TA-MSCs 43[Rl H 18 4K kg 32 & e
TA-MSCs [ L FU#JE 15 2% 2 2B HrH U R e ms Hh 4 24 40
J BRI ALIT  FR 3R MSCs S T s AR TL R 7 Al 5
FRIE IR A A A DA BN A A A7 RIS ) TA-MSCs 7=
A AR R - By s TA-MSCs 4314 8 B Bl b 988 41 o 5 7% 1)
AL PR T B 5 XoF R 22 P e 4 B HE B A 97 19 43 sl P57 174
T s AR P AR MEB U S TRYT s HH TA-MSCs J7 421
AL R R G e I R 09 IR . MSCs R RER; FHAED U IR
ST ) — BBy T2, 103 S Ay sl LAt Az A3 (6 o P b
), A5 AT AT LR S SRR T 2 26 R YT B M e, RS
LT R AR TG R AT B (R EA T i — 3 T A A I
PRIEE AT
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