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[Abstract] Tumor microenvironment is composed of mesenchymal cells and extracellular matrix
components, which plays an important role in the growth,invasion and metastasis of tumor cells.
Characteristic changes of stroma are usually accompanied with the malignant transformation of
epithelial cells even ahead. The key component in the process- activated fibroblasts,also known as
myofibroblasts, or cancer-associated fibroblasts (CAF),is the most abundant cells in tumor
stroma. They promote the malignant transformation of epithelial cells through cell-cell
communication via various soluble factors. This article reviews cancer-associated fibroblasts and

their role in tumor development.
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ECMD) B 43 828 5 8 1 % 5 5 546 Jon A 4% 40 Ja 3%
B L MAE AN RT R X EFK
BOA g AR BERRNRT %A
(myofibroblasts ) 5 #& # % B 4 4% 41
( carcinoma-associated-fibroblasts, CAFs )1,
X EMERN EEWE AEILRE.SEHD
982 BT 5 B o IR S BT A P R IR, R A R R
AN P E LMK s, (25 b AR
MBS A R R A R
A TATZANEA.

1 WMEXHTEAR

MEOEEIRSH44ARGBEESERE
B B B AR LU , LT A AE 40 MR IR L I A B 1
.45 % R 5 & UL R BT AL AT 4 A
BE L ERGBEELBRY RAEHARSE5TH
FHBBIY R H ISR E A, fhE
fa JB o 75 1k B4 A% 4 40 PR R Sy UL RS 2 A4 4 P
CAFst,
1.1 CAFs WE#H CAFs EEE LR—ME
AU KR AR, ZERHE, mEKE
B MEANENLMEZEMHEARIMN, RiEF
B WL40  A PR B 4 o-SMA (8] I 240 il 1) 47 36
Y ¥ ZE 8 (vimentin)™,
1.2 CAFs 2 XTCAFs WERBAHH
UTFILA#ES . ORETFRERFERR @
FRETMERARERIRTEHRE LF
THENAEAMLERAREABHMEMNZ
A @R UE T b B B 8 40 . 3 A B —
REW, LEEMREARASESETLE
-jE %% 4L” (epithelial-mesenchymal transi-
tion, EMT)#4b h (6 R 41 ™. DR R T & 3
BCD, 4™ . O F 4 HER. FZLIREH
85 LA A A0 M R ST AR IR SRR SRR
K % ¥ CAFs 3k U7 T J&) B[] Ji i) R & 4 40 1
/NER S 3 R T o B T LA, E A B — B4
RETFIE AR,
1.3 CAFs R CAFs ] LB B 4 Hth
B EALREENARRRISEFEREE
B. IBETFEEEKEF . EEEE HMER
FRMREAEFERSM . ERAFREZLE
¥ H F B(transforming growth factor-8, TGF

-B). % K 4 K B F (epidermal growth factor,
EGPF). il /DR IRt & K B F (platelet-derived
growth factor ,PDGF) MR A A ALK HF
2(fibroblast growth factor 2,FGF2)0'& iy,
&b, ¥ AT B #2340 M (R E 5 . 0 38 Ao 40 B IR
MEFICCAMD. . M EHBHH S F 1
(VCAMDU" ) 5 gt B & R LB . &L
# CAFs A WHMECM EAM, LKL RE
B 8 2 (matrix metalloproteinase-2, MMP-2),
EFEEBEAMIMMP-3)  EREBEEARHY
(MMP-9), B %8 ECM .43 s [R] 83 B 7] LA 43 K
BHEKET, 44K E F (hepatocyte
growth factor, HGF) . R 5 Z B A K HE F
(insulin-like growth factor,IGF) . #Z4 KK
F(nerve growth factor,NGF) . & A& KHF
(epidermal growth factor, EGF) HI i £ 4k 40 iy
H & A F2fibroblast growth factor-2,FGF-2)
%, XEETFERATEN LR, 5 M
%%[13]°

2 CAFs 5phE@RzEHEEEA

& N SN BF 32 3 B CAF's 5 4B 3 iy ek 3 40
ZRFEMLER LR R, EH B RLT
% 20 f AT AT i e 4 B A (2 A e R 4 D
AL BN KB K ;CAFs X8 A
A2 E R B ER,.CAFs 5 40 3k 3% 5
B RE BN EMEARER. ANERER
IR, 4 i 788 40 U 5 IE A o B9 S (] S 40 R 3t IR
HBEAPREA BEARIERKIEHW
#0448 CAFs 5H B MR TR HEM AL
B 988 40 B L IR) o A TN BRAE UG R B CAFs
AT LA 45 58 B 98 T R B B TR o R R T AR . 5B
L% W ,CAFs B 0 DL FE{E P98 T R T 7=
Rz ) ok g = G
2.1 MR CAFs MfER B 48t
CAFs MERFEESARE FEH . TGF-B,
PDGF. IGF #1 % % # % B F (colony
stimulating factor,CSF) % A T4 68 i% 5 J8] /&
R, ¥ TGF-8,PDGF.IGF #1141 fi b % /&
£ BEAMES KB F (extracellular matrix
metalloproteinase inducer, EMMPRIN) #{iA K

RMEY R RFHRRET.
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2.1.1 TGF-B%f CAFs WifEf: TGF-8 £
B AR MR M AW R, 7 MO R
B 5A % 5 40 U8 T 0 H 4 % 48 B R 0, 3%
[% J5 440 B RO S 6 3 A 0 B 4 , 384 0 40 A S B R
BAWBERE HES SEEETH.M/PMRR
MNES.BNEA.BEEA. EOBIHNE,
B 3T R, TGF-B M 0 A £F 45 40 Bl & Ak 4R 1E 1
BB SR H i o-SMA BFEE, BB AT %
HIH A CAFsTS), ZEIE & BRI JE 1, o Tyl
MH Xt TGF-B = E TR . BEHTRAE.F
SHEBEHERR,#%8 TGF-B X £ T %t ME
40 gAY 100 5B FCSY, 3 3 T B2 A R R 4 AR
BE 0BT AR KR AL S R 51, 3 3 B R 9 B
HEREEEEM.
2.1.2 PDGF %f CAFs #94Efi: PDGF £
PDGF-AA .-BB.-CC #1-DD 4 %&£ Ik 4 B 5
EREFRE EZEAR-MEEEEA,
AEBEAREAMBEE AWM TR« KB
. BESHERESERFREFRIZESY>T
TE R Rk, AT R I W #3000

K 25 %5 3K 4 B 9 40 i 43 38 PDGF Fg %, {H
H) G A H R 24K, PDGF & k7 20% ~90% i)
S i 988 i) R R, £F 4 40 B o 23k, I A X R
FRAE IR R ETERARHE L BBkt
FICT, b5 B A 4 40 R WR A9 3 A AL T,
EMBEREERTAAEEEH. IR E
B, PDGF Bt % i% 5 o-SMA 1 £ 35, 2%
CAFs Wik &. PDGF & &% S R4
KA WRRBASMEKE T, 0 IGF-1,
HGF. ¥ ¥ B & % 41 J8 & K B T (basic
fibroblast growth factor, bFGF )#l N % 3
(ET3). X4 & 788789 B 4 & o i e
MIFHE
2.1.3 IGF XCAFs ffEH . B ERAEKH
F (insulin—like growth factor,IGF) X E @ 3%
IGF-1 MIGF- 1, R—% EHNEEKE
FoHAEGEM SRS REXMLIGF LA Mm
W H 35 IGF 44 & 15 (IGF-binding protein)
HMEE UAGYHWEREL. IGF 5K
HARREEIHEX, S 5B B MEAR
R FARERENREEBIRPETEE
EH .

W3R, IGF- T 864502 3 m 4 4% 40 a3

A T AL LR A 4 40 T, IGF- 1 # A TGF
B FE B AR 3k L 4F 4 40 B 0E Ak O L RR & 4 4R
Mol L5 g H A, IGF- 1 #MIGF-1 1
i 223k BB i MMP-7 %3529, MMP-7 g8
AR2 32 25 o UL FS0 7 44 440 M0 985 A 05T A 22, 42 33k P
BRE.EB,
2.1.4 EMMPRIN X} CAFs W4 : EMMP-
RIN B —Fh 833 4> F B & 4 58 000 K 25 1
EO . RERRBEABRENRAZ—, EMHE
FEORESERFEFTMNRBMET. AKH
EMMPRIN & H{ F 19q13. 3, G B =4 —F
B2 N EEMEARNEAR.

W38 % 3, EMMPRIN 8% % o-SMA
ik, R AT 4 40 % 1h b JUL IR 47 4 40 3L, A
MR EEEEES, AR BEAWH
(matrix metalloproteinases, MMPs ) £ F& fi
ECM 1 # & Fh B B B4 BESF e 1 R B i
HAZF R, EERENENREANE BB
BEXRBER, E% 0 BLLF 44U 4k
& i) MMPs, B 53 i 354, i 98 40 42 o b 780 40
M 48 4% 3@ i 4> W EMMPRIN, il ¥ & B 54 4
4 i 7= 4 K B MMPs, # i1 MMP-1, MMP-2,
MMP-3, MMP-9, MMP-11 #l MT-MMPs
(Membrane type-MMPs), & Bl F i 55 59 8 18
IEZZ N
2.2 CAFs %t i 9/ B
2.2.1 CAFs TEfBIE B ER . CAFs g
CEEMELR - ENELRNHBEETEE
WER . SR FEAYS, IE# B B 4 A o F
BELEARGREEEE/RM, T CAFs i
BHESAEHE AR EEBEEE, AN
R ESRAEE. KB R R AR M
40 f 98 1 Wilm SBR A 0 B R R A %4
B Sh 258 o R B, A 4 A0 T A 2 T B oy
SR, BT 4 40 I A W) AT K RO A5 Ak 4 58 T Bk
R0 JLBRUS 43 B IR & Pk 88 B 5L B4 R AT 4
Jfi 5 CAFs, 4391 5 80 51 B b Bz 40 3L R B A 2
R, & B R 7G CAFs kB iES R N IE
B,

2.2.2 CAFs 7€ 98 Il & 4 B 8 1
CAFs 0] LA3#E it 55 i 80 40 i =2 18 £ 4 B4 AR
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PR mEER. SRS ESHEE.
6] J5 40 B 9% 4 B F (stromal cell-derived factor
1,SDF-DR R LM M5 WK —FBaLE T,
3 3% 4k CXCR4 7 £ Fb b 5 40 Mo P & 5.
CXCR4 B —# G & A {8 ¥ % {k, SDF-1/
CXCR4 X — i g %t 15 1 T 40 fa ) $5 55 #n B 58
BHEBARMEAEREEER". ERGBE
SR, B E B SDF-1 7 738 & 77 Tk
RGN EEBE R A EREIERT
CXCR4, % 5] #H 40 I 40 %& . T 40 2 (HPCs) #1
7Y Bz 48 40 i CEPCs ) 8k A 353 49 35 A2, 3 i 30 38 i
BERAEHNTHREMNEEFINELEHARED
e, ARFRAEXMEERPER, REEL
B CXCR4 5K BUG A R XD, ERFME
i i /> AR A & B0, CXCR4 I 531 K 4 RE 1
R R R PR Y A 10, T FE A B CXCR4 B
LR 40 5 0 B 4 ) e A AR R T, X
o % 9, SDF1 8B4 1F A T i 580 40 1 0 9 52
40 i % 1% B9 CXCR4 3% e {2 3 My 4 4 18
s R, NTERENESSIBRTRE
(3 P
2.2.3 CAFs . B Mg P HE
. kA% 29, CAFs 8845 {2 i s 40 e i
WS, 5% RA %M A, F iR
BB IEDS!, CAFs ER#B T wiH
B EEBBMEANRIEARE R
KAL) CAFs — # B8 48 12 i /8 48 Hie iy 3%
L, 32X Fp 56 B AR 56 R AF 4E 41 M R % & CAFs i
A5 5, B B Ak B BT 4 40 R A ek 9B 40 i 1 5 1
HBEHEHELERRS . SERARA, RA
EBNMEMARSEZIRNTER RO
WY, X R B AL K A 4 g R T
6 T 5 W B, M B MR AR A
) 873

% EFR,CAFs EM B E £ &% BB+
SWaamE i EaEER EEnER B
MMEB ST EEESE LEER. REXTCAFs
Bk R R 7 FE 1R £ 73 i, CAFs 4o {2 3 fip
BRE KRRV %A B, B2 CAFs
HOEREW I R A 1B, 6 BT TR
ABFER.BITRENFTREERABRRE
B . BRUE, MCAFs ¥ BRPiEE

ST LIS &R B T OHLBTE RCAFs M5
538 %, Wi CAFs B 4L, T 2> CAF's Xt
P 988 B A 4K L R VA B B B 4R 3 4 R O FEL BT
CAFs £ ) F il 40 Ma 8915 518 3% » /> CAF's
X R K R BB SRR @WK
CAFs. S8R ABFF CAFs 5 i 40 1] 9 1
HEEMAANTRNELABARMBRELR
J& B HLAR BT o s BRI T SR L E T iR
ML B
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