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MicroRNAs 7£ IR 18 5% Al 41 4 4R B (R 2t e A& R E 42 RE A

HEH, RR(REEAXFEER, RETHRALHN, RETHBEHSENBHTRELRBRE, RE
300052)

HX BE AR BLART,RETHEARFEARK TRHER AR S TA ¥R L0
BEAREZERAFIHHAAFBEEIR  AXEBREF 2R ZEHAHENF 22 R FE
nEN22R FEAF¥F 2GR 2R . FEHAR A F 220 EEREXREARFESL HF
HEYFEHEARRAAEHESL HFHX L LS RETEHANFELELTE RETESE
FRUMFELEESGURNERTERS S EAFNACFERAMFEEALTTESLAMATE, £
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Res,Acta Pharmacol Sin,B M C Cancer % SCI#IFI X X4 B W X, ERFEXEEZIH, FEX X
A& Al 2 T,

U ZF] RIS 4E 41 M (CAFs) /& IR A 2 (TMED i £ B IR A 70 2 — , fE R R AE b P R B R . 1
/NRNA (miRNAs)Z 5 CAFs [/ 40 5 B A2, 37T 4% CAFs 19 1 K Fo A S 11 o 987 240 B 185 30 < 13 28 AN AL 7 il 245 25 4L
il , 7E CAFs [f) % B A CAFs Xof Jifr 98 1) 2 33k VB F b % 4% 36 B Th A% 5 1 CAFs B 801 miRNAs 1 /&y il 98 1412 W7 . 715 & F
TR S H AR I R miRNAs 78 ff % 41 i 5 CAFs A L AF F b B9 3 B, 480 LA FMLA , 1 22 AR g i & A= A0
R BAG EE L S TR AT I R i T SRS SR AL T ). A SIS X miRNAs 7E CAF's [RJE B S CAFs X it 4 i i 45 o
eI 4.

[51R)]  microRNA ; IR S SE s IR A G i 47 AR 40 A s JiiR b 2 20 M PR -1
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Roles of microRNAs in the tumor progression promoted by cancer-associated
fibroblasts

GUO Xueru, XU Ke (Tianjin Key Laboratory of Lung Cancer Metastasis and Tumor Microenvironment, Tianjin Lung Cancer Institute,

Tianjin Medical University General Hospital, Tianjin 300052, China)

[Abstract] Cancer-associated fibroblasts (CAFs) are one of the major cellularcomponents in tumor microenvironment (TME), which
play an important role in cancer progression. MicroRNAs (miRNAs) could participate in the process of CAFs, transformation and me-
tabolism reprogramming, affect the stemness of CAFs, and regulate CAFs-mediated tumor cell proliferation, invasion and chemothera-
py resistance; and studies have shown that miRNAs play an important role in CAFs formation and the regulation of CAFs on tumors.
The miRNAs released by CAFs can be used as reference indicators for tumor diagnosis, prognosis and drug selection. Thus, exploring
the role of miRNAs in the interaction between CAFs and tumor cells and underlining the mechanism, is of great significancefor under-
standing the occurrence and development of tumors, as well as providing novel strategy for cancer treatment. This review will summa-
rize the role of miRNAs in the formation of CAFs and the regulation of CAFs on tumor cells.
[Key words] microRNA; tumor microenvironment (TME); cancer-associated fibroblast (CAF); tumor progression; cytokine
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f¥ 98 % 3 3% (tumor microenvironment, TME) &
— B A BRI, i 4 A ST A T (extracel Tu-
lar matrix, ECM) Fu i 8 A8 & i £F % 47 2 (cancer—
associated fibroblasts,CAFs) . % J& 48 8 [ 4r T ik
E i Bk M. B AR A A B AR T 4
e . fiE e A8 < B v 48 i (tumor—associated macro—
phages, TAMs) % DL & B 40 FE . A8 FF 48 fe & R 2
ﬁmomm%nm¢~%é%%%%¢%%ﬁﬁﬁ,
FTEHRBEFNEARTEDRE A E TG
SHERAMTR, TEER S EARSETE LN
EY, AT E A RS R A
FrE FE®, CAFs B &3 % 4 4 40 f (normal fi-
broblasts,NFs) By — 371 45 , 177 K & B0 468 B9 A7 &%
MATHEYS R, BRI CAFsW L 2 = Z@ T B AR
a —FEAALF & & Ca —smooth muscle actin, a —
SMAD | fk £F 4 4 it 75 £ & & (fibroblast activa-
tion protein, FAP).% i 4 B & & ® (matrix me-
talloproteinases, MMPs) .CD10 %t 7£ CAFs ¥ # & i
&k #Wr. 5NFsAdtt,CAFs # &4 NF- x B.IL-6/
STAT3.FGF-2/FGFR1 A2 TGF- B /SMAD % ¥ % 415 5 &
fk’%ﬁ?ﬁ\? HROEBRA, ERAA E ey A E Ao
AUAFHEEREF ORER T, KEH
%[Mjﬁ%ﬁﬂ ,CAFs B (Rt E M, £ Z b b i H
P EEERARESM, @55 TME o9 2 3
— S R#MIFR I E S,
# 7N RNA (microRNAs, miRNAs) & — £ K & 20~
22 nt /N TERARNA, HB S SR EFHW3
X (3’ untranslated regions, 3’UTR) % &, 47
R EE W RE RN R, AR R ERAEEER
B &k ik ACF, F % miRNAs 5 g Bt R R 1 AR
KRBT AT AR A A R
1 (epithelial-mesenchymal transition, EMT) . %
ik KA ME E R KX RIE K £ RS
A", YT K, miRNAs £ CAFs - R IV B & & X
RABFERTIRT HRZENRAKE,
CAF's 5 8 2 7, 2 18] #9 miRNAs #] LLi# 1§ B # 5k
B 40 fE ) 3 7 (extracellular vesicles,EVs) 4k
EIECM * #AT fF# . F[F 77 X - W #9 miRNAs 7] LA
R JE R 5 P B B R HL e R O R E R
B, L AR B 0 fe oh R P, 1 o AR 9E 3 R
R AEE AR EM BB HRIT R, &
Mot A2 P, miRNAs I8 T S K A B P B SR E A A fE
SHEBE ST AERR . BT 4 0 08y Sk R AR
7 B g JE M 4 W R (tumor—derived exosomes,
TDEs) , TDEs # # miRNAs 72 /> & CAFs #E 5 4 # |
W CAFs B9t R E /8 A", T CAFs # &Y

miRNAs F[ F $ 2 B B CAFs By 51 ikt & F Y 5 40
M, EEMER RN EE N R, #TET BN
AN, g sh, 4 M P B miRNAs T 3 3F 9 4%
ERARAREERN KL, BERNESZHELE
KB FARIEH TS AT, g/ & 6(inter-
leukin, IL-6) . # {4 & F CXCL12, # 4k [ F CCL11,
CXCL14. M & W K % K B F (vascular endothelial
growth factor, VEGF) .MMPs. % 14 A% 2F 4 20 g 4 K
# ¥ (basic fibroblast growth factor, bFGF) Fr
# Ay £ K H F- B (transforming growth factor-
B, TGF—B )%™ '™ BT & v b g B 7 2 2 A0
i 25 % (B Do

{27 ECAFs IS AN
R EGE R

d el
i T 6 '\\\ ////
CCL]I
CXCL2 .,
@)

VEGF
MMPs
TGF-p&5
ﬁl&igﬁﬁ 1i%$§ﬂj7
HEALTT T 24
- ARt il
(9 mpsNIEE © miRNAs 7, mRNA c . WEMET

1 miRNAs 7f CAFs SME4AnEMEIERIER AR

"

miRNAs Eft B ALy W ER EAAREH R, M
4 % miRNAs £ CAFs # S b WAt R B W32 o A X
¥ % E - 28 miRNAs 7£ CAF s (R it & JR A2 BN T RE AR
FARAE, BHEN S CAFs W K 5 REERE MR
FEE s R E 2 TS A TSGR D,

1 miRNAs£5 CAFs L 5K EHRIE

1.1 miRNAs & CAFs # 1k it 42 ¥ 49 45

NFs 4 # Jf %0 J 7] & miRNAs 845 3] & o —SMA.
A& B4 R M B F (periostin, POSTN) . F B & &
(podoplanin, PDPN) % % ik 8 % %, DL J o] 5 & A
FH w AKFRA, #t — 8 0  CAFs, &2 & JE 1Y
ZEHAE . miRNAs /5 & R4 fe4e by CAFs £ B8
A 77 3 s (1) 25 T 40 Mo Ak o e 8 48 e Fe CAF's 43~ it 2|
ECM = #7 miRNAs ¥ vE 4 CAFs; (2) % Ji 48 B # miRNAs
FiLAKFRE FEHE &5 AN CAFs,

Fif 9 28 fL &5 CAF's 8] f5 26 B9 miRNAs 72 40 i 5 40
B R EARS AR ENHEELER T K EE R
JA BT A A 5519 & B, miRNAs M CAFs X i 98 48 g B8
B 28BS, TR A 5 bR B A R AR A



b

FRE L0, 55 . MicroRNAs 75 i AH 5% 2T 2 41 W A2 1k Jii e Je s e o (R 4 Y . 1183 -

NFs, ## CAFs YR AF B 1E . DAL & 2, & E e
28 FL AP IR B mi R—10b 4 NFs #BUR &% 3. 5 F PIK3CA
IR AT, AT AT4| PT3K/ Akt /mTOR {5 538 B, £ NFs
TGF-B 1 a ~SMAHYRIAE %, AT 26K 4 CAFs. 4, ZHOU
S8 I, miR-21 F By T AF 48 i 2 W 48 f 42 1k CAFs,
i B miRNAs A~ X FT LL3% 5 NFs [6] CAF's & &L 46 4 , 70 7]

LK HAt 26 A o 25 5 48 B %% E O CAFs. B AR R ™ &,
—/5 B £ M % 8 miRNA—miR-211, FT LA E
8 F/ MR E|NFs;miR-21 14 NFs FEBUG , 314 T Frgdn
FIHF— RS EFHEKET2% K nsulin like
growth factor 2 receptor, IGF2R) Y FK ik, ¥ — F %
J& MAPK 15 5 1 B , 7 B NFs & A 5] CAFs 3£ %

%1 miRNAs 7£ CAFs 2 5131z g3 F2F A91E A

miRNAs & 1&

e T IR M 2%
KE b T ik
CAFsit) Zififpfe 8 miR-10b PIK3CA il PI3K/Akt/mTOR ¥ 1 47 4E4H ) o-SMA FI [21]
LA N0l (ERERT: TGF-BRi& , {21k CAFs ¥4t
JFm s ME miR-21 PTEN  ¥i5PDKI/AKT 55 fAT40 AR LN CAFs  [20]
Yl i
EEE MR miR-211 IGF2R  MAPK {5 5@ NFs &84 1] CAFs 48 [22]
4l & CAFs
FUESRR a4 miR-145 TGFBR2.  TGF-B1 15 5 i #s [18]
M 4R SMURF1 &
HAtRE BRET4E miR-21 Smad7 [17]
i
CAFsft Rl  CAFs  miR-21 LDHA .PKM2 /K-F-Ft &, [23]
ey CAFs AU E 4T
Al MW miR-105 MXI1  #EMYC E5iE i CAFs# LDHA #1 LDHB, [24]
4l 2448 CAFs (4R 7K
W%  CAFs  miR-210 HIF-1  IL6,TGF-B1 %&{5 51l S S5 hlEAfR 4%, SC I CAFs [25]
% MUER T

miR-186 GLUT-1

NS o CAFs miR-31 miR-1, VEGFA,
W 512 miR-206  CCL2

# B CAFs miR-214  FGF9

ANPE  CAFs miR-21,

miR-143,
miR-378¢e
S 4k)y @ CAFs miR-27a/b CSRP2
fiif 24
ki CAFs  miR-196a CDKNI1B,
ING5
Jiti e CAFs miR-1 SDF-1

VAEME U CAFs  miR-221
g AT 1

{21 NFs [1] CAFs A6, it [26]
S e 4 1 1 B R £

S 0 K A2 EMT, 35 171 520 [27]
R 55

755 EMT A1 55 o8 40 i 1 [16]
P (e iR 1) 42 5%

TGF-B {55 % i a-SMA HH/KF EiHTGE-p [32]
SR %2 {5 NFs #4k N CAFs,
3 R 4 Y DO T 24512

A5 IR 4 B 1 I i 2 [33]

NF-xBE&(E 50 @i+ i CXCR4.NF-xB  [34]
1 Bel-xL 18 38 %, H6H i
FI P24 P 1 5

Notch3 {5 5 i# {CD133 KA Zimgsaig - [35]
20 AT
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7 4h, £ 48 B miRNAs % 98 4 &% 5 CAFs
Ao B & F,NFs 5 CAFs 9 miR-145" #1 miR-
200 W Z R R X ECAFs M E L BT X EETE %
JH, T A8 3 4 TGF- B 1 4 38 % 87 CAFs ¥ 12 fF
JEER . miR21IANAR—NEENMARE TS
F, 1R # TME % & #1 CAFs B9 3 /&, TANG & %
B, 72 LR & CAFs Fu 4% 7& 4 B9 NFs # miR-200s 7 F
T, FEEFEFFLi-1 A TCRI2 kAW £, AT
% 5 NFs # 4 9 CAFs, M #Z ECM W & # . ] miR-
149 i T ¥ 1 1L-6 18 % PGE2/1L-6 12 & M\ T % &
CAFs B9 Yo
1.2 miRNAs 7 CAFs Kt & 442 & &9 15 B

EAREATERFRHTENLCEABRKEE
YR, A FRERFRMENEENEGR. X
g R A — R E P, AR g, — R
EHREAREEAATHARNRATE., BEARS
CAFs B W R B R 7 RV F EEEME, LUF R
Fit 98 20 R bR R B K B9 T ok, X AN IE R AR AR O RO
B YW1 . miRNAs % CAFs R it & 4% A2 B9 8 57 42 % 2 i
R ERRTKEEEER.

ZHANG 2612 % 3 ,miR-424 7 CAFs ¥ 1L B o T
W AT B B Bt & B 3a (isocitrate dehydroge-
nase 3 a ,IDH3 a ) By 5K 35 A F, 3 — 2 4 ] ff & B
# AL B (prolyl hydroxylase 2,PHD2) #y JE £ 7 #
®mHE1EF H F 1- a (hypoxia inducible fac—
torl a ,HIF-1a DWyAR & M. f£ IE % Q0K & B HIF-
la WARRTEmAHENER, D ABEBEELE
B R A, 3 — 47 H) AL BR T (R F CAFs B9 48
B fE, T KT CAFs B R #t E 412 . CHEN £ 2 3,
CAFs ) % AE SR BURE /7 3 5, SLBR 7= A 3¢ %, [F BT 5L
B fit 2 B8 A(lactate dehydrogenase A,LDHA) . 7 B
B ¥k B8 M2 (pyruvate kinase M2,PKM2) B9 & & 7K F
F# &, EmiR-21 XA F# % , i B miR-21 5 CAFs X #t
WEREXAER, T HE BN ERK. FH
TR, LR e 20 20 e S e+ B miR-105 5 5
CAFs Rt B & , R BEWA K, ZHARETR,
miR-105 # CAFs & BU 5 , 76 F| T ¥ 2 H MAX A8 & 1E Al
F 1 (MAX interactor 1,MXI1),#ki&EMYC 15 5 i
B, 9T L CAFs % JLB& Fii £ B A o 3L it 285 B,
% CAFs B9 Kt K F o AT, B AKFHIMYC X & i&
R 4 B Ao 2 4 B K B miR-105 38 £, W K IE R R
e, F—F W, EAFHAnR-105 T UH#—FFH
CAFs ¥ i N JE miR-105 B9 A F 38 fu . 77 S04 #F 581
iR ,miR-210 F1 miR-186 7 CAFs # & T A2 # ¥ 2 A
it OHIF-1 A2 &) & 88 % 12 & & 1 (glucose
transporter 1,GLUT-1) 523 % CAFs 89X # & 4% A2,

AT A b B e B KB R AR
2 miRNAs 7£ CAFs {EfE % B2 HI1ER

FER, KEFRLZIAnIRNAs |2 5 53
Jit 78 40 B Fo CAFs Z 8] B 29 15 5 W 4, #£ CAFs 1R 4%
BT 2 387 22 T A e TS
WRETEEEMER.
2.1 miRNAs 5 CAFs /3 89 it 98 tm e 38 58 5 13 %

miRNAs [ 3 if B 3 5 [5] # 8 15 5] A2 CAFs o K L&
MR T2 W AKTFRRE, B L e TR, iR
CAFs B 1% fit JB 1 /1125 #7072 Jifi & o , SHEN & %
#, 5 NFs 48 ., CAFs # miR-1.miR-206 & F & & T
F&, T miR-31 AF £ F. #— 3 # % EH miR-1,
miR-206 1 miR-31 1 ¢ #= VEGFA . CCL2 A1 FOX03a Y
% A% # NFs [ CAFs #y 5 4k, , 4 T 7 v i 965 40 A
¥ 7 A0 # %% T 32 B VEGFA A1 CCL2 470 4k A& 32 i 4% 40
A, 2% % pre—miR—1.pre-miR-206 7 miR-31 in—
hibitor, g B 2 47 & f# & i & A& A% . TAMs FL 3 | & f
BaEKMmER, FARAT K, § & CAFs 19
miR-214 1K & A £ FGF9 2 b3 % , (R A B w4l & &
EMT, # T 2 v e 8 40 fL B9 12 2 56 4%, LIUS ™ R 3L,
75 LA CAFs %, CCL11 #2 CXCL14 #7433 | miR-
29b By 71 I % , CAFs # 1% /K *F B miR-29b [ {& #
CCL11 Fu CXCL14 By 43~ , %k 7 FiF J& 4 B+ p38/STAT1
E5 @B, NI MENE KM, YANG F"
&I, miR-31 ¥[ i& 3T # | CAFs By B "% A F o5 & 4
e 4R R MY 3G 78 A2 2 F0 B T, IRl B | 9B CAFs # 8y
miR-31 F] L3R & FY B 40 A #Y  AT SR M, 32X miR-
SIRAGEEMEIETHBELARET B,

7 4b, & B CAFs 40} 4 % i # 89 miRNAs # it 78
40 fE R B 5 P LR AR J5 WY 3G 7E fu 45 7% . DONNA-
RUMMA % A "94R 28 7 SLAR & CAFs 4h b R & 7 miRNAs
S 5mEHBWIER. 5 NFs 8L, CAFs 4 B4R
miR-21.miR-143 #7 miR-378e K F 7 & , # it % &
EMT Fu 3 52 fib 8 40 e T, R P B R 2. LI &
i T CAFs B At #y 4 b /A miRNAs 72 F '8 W BE & &
FHB P ER, A1 K I CAFs B A 3R F miR-
148b 5 NFs A8 b 2 2 98 2V, 6 /5 3% 2 iF 5 40 fe +
miR-148b & />, 5 B H T i %8 % B DNA F X #1251
(DNA methyltransferase 1,DNMTL) Ry L £, 40
] EMT 2 T 30 %)% 40 je 12 2 An e 82, BLAf 4R 48
5% A 2H B B miR-148b 2 B F 5 W R E R Y
BEIEIT T %o

miRNAs 0, 7] 3 3T 98 45 CAFs 45 A B9 ECM & # i1 12
HMP AR E R %%, EOMER £ 82
B JE) 78 4 B SRR R 4R R B X R BE T L R
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% 1 5 AR ECM K 20 B ECM Ak 4 B9 3T A Ak Fo il 2
F A2, TANG %™ 7 3L iR 72 CAFs #F & L miR-200s
FIATR, S — P EEFEFLiI-1 /1 TCF12 Wy & 1A
K-, AT b & B AL EE (1ysyl oxidase,LOX)
Fu oF 4 3% B & @ (fibronectin, FN) # & 3k ACF, &
HECME HH MR AN EE G-, VOLK-
ER %0 % 3., 4 i B 1 7% CAFs #F 8 miR-192 . miR~-
200c F7 miR—17 ¥ ¥ % CAFs ¥ 5 ECM & 4 48 % £ H )
R, M IR AR R 2
2.2 miRNAs 5 CAFs A~ § 894077 @t 24
WITRBETEEREREENTFEZ —, AW
MBS AT AR EERETEFR
WEEREZ —, WITHYm s T b b E 4 e B
HEET R, DX MR, BN
5 R4, CAFs 5 5 b 8 28 B AL T GO MR 35,
T miRNAs ¥ DA 3@ 3 {7 2 % 5T 40 B 4% 1k 47 CAF's 30 iR
HCAFs #F X LT BEME FH o N R AT,
TANAKA ™ 8 52 2 H, £ & & & F ,NFs + 1 RIA W
miR-27a/b THE & F M AR HEARNE G 2
(cysteine and glycine-rich protein 2,CSRP2),
HMAF A a -SMA & & KF L, TGF-B 2 k¥ %,
FE £ NFs 3 14 4 CAFs, 2 — 25 3 52 b 8 4 JL 9 I 461 T
M, SR, 7E AR R 40 A8 P i R 3A miR-27a/b X AT
it 2h M & A BR B &, LT S5 I, 7 8 CAFs &
3 & 3k miR-1 BT 40 41 f % 200 B e IR 4R it 2 0 . B AR
& , 1% 3 CAFs #y % it 40 fEL 47 & B F—-1(stro-
mal cell-derived factor 1,SDF-1) 84w fn 3 F
A FHH % & T NFs, T miR-1 89 & F B &K T NFs, 3
H 7 CAFs %3 & A miR-1 ¥ & 1% SDF-1 89 & 3£ K F
Jifi 40 fE 5 3T & A miR—1 B9 CAFs #£ 3% 7% Ja , B & 40
Jf1 o B9 CXCR4 NF—- k B #1 Be1-xL A F T[4, H fiti 40
R IR 40 B F0 25 M 8 58 . QIN &2 L 80m F £ 3L,
5k B CAFs, % 7| & F I 48 4L 22 33 B9 CAF's By 4 Wbk o
miR—196a & F B & & T NFs; % & A F # miR—196a
& % Z B 20 i )5 , 1% %8 3 [A] CDKN1B F2 ING5 By & 34
ACE T B, I T A5 B 40 B 9 IR 48 T 24
P15 % & I, B 9% miRNA Conco—miRNA) miR-
21 E 5 CAFs AT P R EEE(EA . —
Bl T A AT R B, R A miR-21 B & 1k AKCF R A
EHEERRFERBEREMTHYAENRFZ
W1, R A miR-21 B9 B R Fl 5 &R E e (5 lu-
orouracil,5-FUMEE A E. 7 —TH R %
B,miR-21 25 T 4 7 & %2 CAFs A8 X W7 it 25 6
NFs #f % ik miR-21 /5 % & 4 CAFs, 1tk ¥ 4 M1 & W1 %
AR R AT BVAAAE RHA T, P B R
SRS FERE /1. EYT BB F, 5 NFs A8t , CAFs #Y

SR B A M B B A B miR-21, i THAT
B ¥ & ¥ (apoptotic protease activating
facter—1,APAF1) Y R IA N T BT 24",

2.3 miRNAs 5 CAFs 842 &9 i 7 ta fie 1+

EAATFEHER L ONEF EREHN B
FE Fu - Ak, 7 RE B9 B 40 B, AR AR O BB T 48 A (can-
cer stem cells,CSCs), H H B 4% i 52 75 98 & 4 .
AEAATHRNFREEEMN., FHERRE KA
% CD44 . CD133.CD90. CD13. Z. BE it & ¥ (aldehyde
dehydrogenase, ALDID f2 & 2B f0 Z6 [t 0 T S A0 &%
et AT M4 A B R4k CSCs, FF 5T AR &
T4 %, CAFs T T 4 b4 F . A2 fL I F Ao
miRNAs, ¥ 7& Wnt.Notch. BMPs. hedgehog % 1 & &
B, 55 e T e ey,

CAFs & 2238 3¢ DL T 77 31 47 CSCs: (1)CAFs B #
ER T CSCs, B EE M EREHNTRE"; (2)CAFs
FEEN MBS THaRER, AT &
CSCs FE™; (3)CAFs #| % CSCs # #y 8 4 Wz 5 i B
FECNEFTHARKAN, LIEWEERT X
H,, CAFs # 1% & F 8 miR-149 7 LA 3| £ 1L-6 Fu 3 7
f# % E2 % 1k 2(PTGER2/EP2) & ik K FHy e fm , ¥ — %
/- B & 20 f Fu CAF's 8] Wy A8 B 18 R, AT 4 & J 28
i % % 35 ALDH Tf1 %% ft. 7 CSCs. SANSONE % A ™'4F
B, SLAR JE CAFs 4wk B B8 4 miR—-221 3% 3% F B B
ZFCER KT RENMEHIE+ , MF ERES# S, 3
— 35 ¥ 7 Notch3 5 5 3@ B , {# CD133 Kk A £ T 7~
4 CD133"/ER"™ /Notch" CSCs.

3  miRNAs FIBEEIIE IR A B9 R F

EMBEERTELER ) 5B XFEIHEX,
WAZ a2 HERAFISRERNENEETEN. &
TmiRNAs FT AN 2 T E R =B & £ & &, B it
REEENTEFENINELTZEN,

ERFAHRPEBLEFESNAEEREE, X
T 3 B E B 98 PR miRNAs TE B8 48 A TR
o, B X 2o {E B miRNAs B A 41 B U Fu o B
BaimrE®E, B AlERAALD LR, mATH
1 7 43 AR miRNA-21 5 JF 40 A % 5 3 CAFs By ¥ &
Ao &R ER A K. T SHENE™ LI, 5%
AR, Bl B i B8 F miR-1.miR-206 A F
Fr & FomiR-31 AF T [, 5 i J& CAFs % miRNAs B9 &
HREME B, FAFBENSRET HE LA WAF
. ARARPLI, TR EH ILEF niR-27a/b
MATFEERENTHREEE X MELTEF,
QIN % & 2N it J¢ A & K F B9 4 it fR miR-196a 5 1t
Y 2 M Fu R = W KR T VR R AR X, [ B X 24 PR
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miRNAs 89 & F & 4k 5 CAFs = miRNAs B # A& F & b
A F. %4V EH5,CAFs F B miRNAs 7 fiF Jg B
Wr o MERRAGAETBEAEERN. EEET
G miRNAs R HCAFs = &, HE WA R & £ %
B CAFs % 7 £ 41 B i # #7 78 2F miRNAs 3 1~ B & 4
S, # 5 CAFs & % #18 F miRNAs & I /K 77 @ B9 5
FIN1EAT T 2 — F R

4 B B

miRNAs % 5 ¥ J %0 }fi A0 CAFs Z Bl lE B4R A, ¥]
PAAR # CAFs B 7% i An Rt # 45 A2 %8 , JF 72 CAFs T 5
B8 20 MR G 78 R R 5 A A% T 2 Fo O 4B B T
STEXEEEER, BAELHFLNIEL TR
W B W Ar 4. B % 4 4 CAFs # miRNAs B9 #F %8 #
FARFEN, ANMTE I CAFs Bz fb g & B3t /2
& AEAE I I miRNAs 4 ok B £, X 0 4 J5 3T B9 A0 A
ERENFRERT EL L. RECAFs FmiR-
NAs # ¢ &k 3K B9 B % 9 %2 1 CAFs #F miRNAs #9767 #
BT RYE, fo T & 25 4 LAFEL T miRNAs B9 1% 3% B E A,
T FmiRNAs 9 kA K-F %, B A, & T8 miR-
NAs B 4 30 K ] 6 B e 0 5 B, 3 A7 ) 5 4 T A
kB %, #C1E P miRNAs 5 & 40 i & CAFs Z 8] B %
RAUER*E SRR, AMBEROM AL ER
FEHMRERTNESE, EHWE X &N AT
RPERFAEN ARXB LB, RRA T IRE
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