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miRNA 5 fiE4% %

x B AR
(FlRFFRAR, BT 810000; *FHAARER, ®F 810000)

FE: 0B (mictoRNA, miRNA)A —# AKX FAE P L E ZERG 2 FIERBRNA, HL
AEFFLOIERELNGARLRBREMANKX . WBEHSRIRTHMNB mICETHE ., hFE KRB
BRAEAZIHEH AL Ik 4 Kayid A2, BRMWBWESELERZELFT IR EIZRE., FBHA
A RBEERTEGRAEEMMX, KAMKEERAELETEERBY, LALASHBHESNELR
Fo BAT, ARML O RIEE, mRNARKA ST BIHASEMA A, ALHmRNAR L 5IA. I
FRAEAS WK R L AR IT IR A AL 69 T U F T @ AT K,

XHET): microRNA; MFigi64%; KA

miRNA and tumor metastasis

WANG Hui', QI Yujuan®*
(‘Graduate School of Qinghai University, Xining 810000, China;
’Qinghai Provincial People’s Hospital, Xining 810000, China)

Abstract: microRNA is small non-coding RNA that plays a crucial role in gene regulation, and their
abnormal expression is closely associated with human diseases, including cancer. Metastasis refers to the
process whereby malignant tumor cells detach from the primary site through lymphatic channels, blood vessels
or body cavities and continue to grow in other sites. The metastasis of malignant tumor is often the main reason
for the failure of treatment. Additionally, the occurrence and progression of tumors are closely related to the
microenvironment in which they are situated. Hypoxic microenvironment is commonly found in solid tumors
and also critical factor implicated in tumor metastasis. Currently, many studies confirm that miRNA and
hypoxia are closely related to tumor metastasis. This review discusses the overview of miRNA, the relationship
between miRNA and hypoxia, miRNA and tumor metastasis, and the molecular mechanism of regulation of
tumor metastasis.
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1814 - CEAIOE) 20244443108 Liid
1 miRNA#{iA, miRNAS{KERIXFR miRNAXS I 6 2 10 1E T A miRNA 7> 9 fie I8

T IMZAERZ IR (microRNA, miRNA)F A& B A]
DUE B 2120 20 47], B2 5L X 26 UK R AZ #EAT
WAL TS KL T — 2 /N5rFRNA, 14 NLlin-
4N )R, HOREZ RN FRNAR R I,
HR X P E19-23 ML H R . AN g A 2 E 5T 1) N
JEPE/NS FRNAGAR AmMIRNA. #5408, miRNA
E 22 T ST 1 i 98 v 1 R 08 kAR e, B I O
SEE . FUIRE . O B AT i 2R, A
K, ERSRBZ LRI, miRNAS A KAE 5
TR MR E TR, kiR, fLE R
B BORRAERIE. MoRiR 2R A D,

EAERRZ, KEAS5 7 miRNAKERILH
. Ago2(Argonaute 2)5 FI/2RNAYS FUTEBA E & &
(RNA-induced silencing complex, RISC)J = E 2
BT, T Ago2 HIFEFALFERISCH Ago2 4 %% A #
RoE A0 B IR, W R, (KEREWE Y
hn T 2R 5 i 2 s -4- ¥R BRI Y 3Rk 5] 2 A go2 AR
%, Mm@ KA 15 5 K 7 -la(hypoxia inducible
factor-1a, HIF-1o) 37 BAK R 1) 3845 4 M A go2
WEIEEE Y. BRI, —LEmiRNATER A&
NRIEAZER, WA P miR-21085 T, &
WK S 2 1 v, A T 0 e 1 R L
FHEEEMAP, MatsuuraZE W HF 5 KL, KA
PR, R 20 AN S AR miR- 155 ) R IE 1 X 25
F, HOARRT M P miR-1550 =ik 5 HIHE K
BEMK. MmiR-20b. miR-27afImiR-181a%
miRNATEAR S &1 T 3E TR HLEIRT 7T & L,
AT T I miRNA K X 142 K B B Drosha M Dicer
PRI, FEUMEIMEmIRNAR D, 5] MR A
KRS, Boh, ERAKNT, mamsgn T
AN IR () 7= A FORE TR, AR SR U 1) A1 il A it
5 miR-4299 F 1 7 AL FE K] B 45 FIBTB 45 4445,
f5 42E[H (zine finger and BTB domain containing 4
gene, ZBTB4)1Eit 4k B e 118 b A #01,
I, miRNAMVIE A 5% K1 18] (1) A BLAE FH 3L [
Z5 7T MERREKRE.

2 miRNA, RE5MER%
miRNAZRIE 5% 5 MR B B I M

miRNAFHIEEmMIRNA . NiZs' it s 28, ek
ZINGH B i A A% S IR A1 A I miR-194-5p i
5, i B ) R A rac L5 5 Bl AL A0 AR K TR -B/
PTHrP/RANKL(E Sl B, /S H0E 4 7 e Al
BB R, MImEdt it iR 22 ML . &
B, miRNAER] LA 15 B a7 72
Pan’: T it e RN B S0 £ 3 100375 M A 1
% FRIEMmiIRNAKIL, miR-21. miR-100. miR-
200b szmiR-3207E b i B Mg h RE+FE, H
AR mMIR-200b Y i 2 1% 5 iR ) 73 TR K ozt b
AR, Peng R IL, miR-34aft Bigdl4ir
KIETW, HE5HBMEKR; FRIEmMIR-34an] DL
GUA=REE ORI YN e PR G Sk
HAE SIS L, miR-34aid ik il Akt 1B FR 1L
T 0] b g 0k J . Wang ZE PN HE 7T R B, iR
AH 2% EL VR 41 i (tumor-associated macrophages,
TAMSs)fiTAE SMAAAE Y (FImiR-223-3p ] LA i 1% 31|
A A, H AN AmiR-223-3pil i
) 4 T G €4 5 HE 2 [ SFE [l (chromobox  protein 5
gene, Chx5)EdtFLIRWE4N M I ¥5 %% . Zhang
UV T, IR A O i 2T 4 48 i (tumor-associated
fibroblasts, CAFs)fi74E#M A BT 447 i miR-1228-
3pidid i plac8 /5 I PI3K/Aktid B4 {1 ik AT 4 A
Jes (P AT TR 245

B 1 bk R i b Jeg 2F 2 (I miRNA SN, — &
miRNATEH G 3658 . R B MRS R K
FEVERT . Nief5HERT, 40 HfiT £ M sh s kit &
1K ) B G 3 P45 o 20 M R TV TR R O R 1 4
4, ALEETHPTEN/PI3K/AKYS 5 38 1% 11 0 35 1
) 9o 40 B ) B BE AN IE RS, H AN IR BT 5 T U miR -
23 3% A R A I A P B 7% R TR R AR .
Yang &L B, FUARIEE B3 5k MR P miR-301)
KRk 5 Jo ik e A - AR kA 0%, AILHIRIE 78 &30,
miR-307 W% FATE R M Z B 1 (isocitrate
dehydrogenase 1, IDHI). {15 K A& BB
i) 771 3 K] (apoptosis and Caspase activation
inhibitor gene, AVEN). X:KHED1ZE[H (forkhead
box D1 gene, FOXD)FFEIE. X— KM AmiR-30
R0 B O T A e 22 AL ) ke BEL LB L R ) e A%
St TR . AWFAIESE, miR-138MIKFRIEMRE S
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S A -F-1a(hypoxia-inducible factor-la, HIF-1a)f
B EFHEAN/NVHRORE T 53 FHAL,
miR-138/5 51 G N BN RO RS, HIF-1af)
FILFEAR, FAMHIGEM R GsE . TR, R
miR- 138 7] BE 2 E I miRNA,

ISR IR A B ) B E, 5 2 05 R
SERIFE R A BT LR HIF-1o2 KA A E
SHEBKRES T, ZERBRIKNZ AR
BOPIR. B, RES4RAREAAEX, @il B
W WE RIS . T A0 N pHAZ A AR R IT
AT DI o o) TG o A R R 1 e ORI 1 45 IR
AN B R AR, AT A i e ) A RD B 2 42
e . Hk, ARSI B8 A 2 VDA S 1)
R, TE R 1R 28 R R R i A S E U
IS5 30k 2 P B 4 B ) DI e S 8, 0, 47 4 i 1
FEATAS . 2 PPPE W A B2 4 1L iR -1 (endothelin-
1, ET-1). ¥#i%8 H-1(activator protein-1, AP-1).
HLHAAE K W R F-- 1 (earlygrowthresponsivegene-1
EGR-1). #%[H-F-xB(nuclear factor-kappa B, NF-
kB)Z 5 TMRAE SR EE A . HIF-1oibiE
WS I A 2 4E K AP (vascular endothelial growth
factor, VEGF)/# .4 K A 1-B(transforming growth
factor-B, TGF-B)FIH % W4 % [F] Y& £ -1(prospero
homeobox-1, Prox-1)%5{5 5 A T bk L 2B 1%
ORI SR | N o - < ol N !
miRNA [ RIE A TR, AR IE A DU Ay
miRNA M FRIAK VRS 5ot ", 4 Eprik,
IR S IR R VA G

3 miRNAE T EEZ 5 FHLE

MR BB EY e E R 2P R
B, AEAEW R 2 P A i D e % 2k R ) S e .
HERZ, JUFIrA Mo & KRR AR AR A7
EEMIRNARIA R, HmiRNARIA K& 5
RN IR 28 . B B R E B R R,
miRNAZ: 55 145 it Je A0 AU 15 o 268 o 40 i o e
HIAE . b 7 -[8) 78 7 #% 1k (epithelial-mesenchymal
transformation, EMT). 4 g J& #A K A= I & T 1%
EEZ0SS 7SR
3.1 miRNAZEECAFsHH{ER

BHHFFERH, miRNARRIE AN AT LLiE 5

A M R A AT e, 38R LA 22 i e A oG
L JoT 40 L ) AR S D RE S B RS A G 4T 4 4T
Jfd(tumor-associated fibroblasts, CAFs). MR N %
MR 2% 1 4H AT S B 4H A . CAFsA& MR
B i) S AR A M, o AR A T, R
TR AR, Rk AR, FEIERR AT, R
BERMRE G TE . 1228 TR, R RRIR AN 2G5 2
FiAED AT R AVE ] o CAFsH] BEfE (L #E3%
PR R EEAERH . B1E20004E4], Orimo
SEROL L R 4 2 4y B IR CAF s 5 3L e 4
LR IR R, S50 HRA I IE 5 AT 4Edn B AH LL,
CAFsH A {2 3 Jirgg A5 0 i Jgd I 58 A= 1 1) i
HmiRNAW LI5S CAFsMHEAE, S5tk
Zhou5 PRI, JF4H M M i3 A A miR-21
(¥ K~ 2 PDK 1/AKHE 5 MBI, T2 ECAFs
PIEYE, HISI I CAFs T 7 b ifi 8 A8 miom i (A
¥, BFEVEGF. R &EEHM2(matrix
metallopeptidase 2, MMP2). MMP9. 4 il £F 4
M A K A 7 (basic  fibroblast growth factor,
bFGF)FITGF-B, #— D {eitEEitE. JiangZk
1 T AR IR BRI 7S R B, CAFs SRR 1 A vk 44
miR-145-5pA] UL H #2145 5 — ) #| & [ 2(one  cut
homeobox, ONECUT2/0C2)# ik, #IEMAPKI&
7 A2 Bk T AR IR R B HEFE . GuoZE PR BT e R B,
CAFs {2 i it 5 & i % (pancreatic ductal
adenocarcinoma, PDAC)ZNAEAI¥E5HE, fHH K4ITE
¥ Ri278, HEEMZE, CAFsHPDACHH RS
WA, B IImiR-125b-5pHI/KF, TMimiR-125b-
5p Wy v 2 Ak 4 ) iR I A5 Bl R
(adenomatous polyposis coli, APC)FKIA, #t—i1l
SRCAFsIETE, Ik | %% . ik, b
TR, T miRNAL CAFsH BAEH 2 5
TR o

ERERNE, GongZPY R I, 5H A CAFs
SR A IAAAE B, ARSI CAF s R K S IA 14 RE A%
R E MR EHE. 1T/’ 1228, il
R CAFsiT A= A S b 44 HmiR-200b-3p/K-F- 52 2 [
A K. ARAIRF TR, miR-200b-3p7K-F R A]
S EEHRER S & RIUEME S H 1(zine finger E-box
binding homeobox 1, ZEBI1)FIE2F#% 3% [A-1-3(E2F
transcription factor 3, B2F3)3RiA T & 5| i 4
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MR, EERE, KACAFsH 4L AmiR-
200b-3p 134 INLE fA S A Y % T AR CAF s
A A A AR BEAE
3.2 miRNATERATEMTHEER

EMT 2 fi5 b B 40 i i iod 45 5 2 e e Ak o A
Bl FRMWMPEYZLRE. BERBAS.
R G TN AR (R NI TP S 2 e LA B A
Wb R A AR, T2 R A LA 40 P R PR
I T (ANE-SS R 3O R IA D, MEE TR
B R AR SR LA B A R I A e |
Bz A R AL Al M, SRR T R R
AT T ERALT AR R U T S B A A Ak
FHIRE S, EMTR R AL i AR b 1 0B

EMTTE 8 1 i & 4B S miRNARIL HELA K.
ZhuZ PR B, miR-106a5 4 )@ & (A BiE2H 2401 7
2(tissue inhibitor of metalloproteinases 2, TIMP2)kF
ShELE A, U EEEEMTHRLKES . Yok
78 K L, miR-487a-3pif id ¥ i) 1 F T = 4544
1} 85 F125(tripartite motif containing 25, TRIM2S5),
VA BT F iR deE (prostate cancer, PCA)HIIER. 1228
FIEMTidFE. Ren®§PHESE, miR-210-3pid ikt
PCA B3 IMIEPSAIKF. Gleasons) 2 S B #Fo IR
FEIEMIE, miR-210-3piEid 4 [ #ENF-«BfE 5
AR B T TNF-oi5 S EE3MHEEMNEA]
(TNFAIP3 interacting protein 1, TnIP1)FIZHALE ¥
= 5L S 3[R 7 1 (suppressor of cytokine signaling
1, SOCS1), FFEMIENF-«xBIES, fLidknisl e
AIMIEMT. 1228, B LB HH.

HIRVF ZmiRNAE S (R HEMTIERE, i 2
5 e ) R AE AR, AHIEA —E 7r miRNATH] LA
FIHIEMTH) A A, AT FE S /EH . miR-2007/2
VAR SR LS SEMT I # A X I miRNA K %
Z o ZhangZ&PVRHL, miR-200cil i # 5 J5 ¥ A)
254 FOIR 5% IR B R A I (parathyroid hormone like
hormone, PTHLH)#i| FIR I w40 U EMTIE A%,
T 90 )RR e 400 AR 28 S o Lin5 PO 5
UERT, miR-20038 1 B8 F 8 2F 50 3 S BLE )
2(Snail family transcriptional repressor 2, SLUG)#
ERIEIMHEIEMTHIEM . Xie2PURBL, miR-200/
ZEB1Hl 2 PCAH R EMT ) 5 245 50l eE,
miR-200 % B 54 KR IK AT 7142 ZEB1 3 8 PCA K

AEEMT. A, miR-200 5% &2 $1 i il I8 4 g A=
EMTHEFEMEE N R, hoh, Qin&l P HEst K8,
miR-30a-5Pi# i 71 4% 2 Ty g &5 2 SR B (versican,
VCAN), [HAGIW R0 G 5E . T/, =R2&.
b, HALH AT AL 5 miR-30a-SPHIHIEMTIL FEA
5%, BE7RmiR-30a-5p/VCAN AT B8 & i s 1 — A
TETE MR YT HE 5

EAERRZ, RABEHTTEMTHAS 58
M, I TGF-p. NF-kBfXNotch% £ 415 5@
B, G R, KB HIF-1a/miR-15a-5p/
elFTA2/EMT& A2 ik Mg A2 K . e /% S Ay it
2584, ChengZP VR B, miR-6227] f 4% HIF-1a,
H 58] 78 Jii & F (2.5 Snail . B-cateninfllvimentin)
AP BEAICAE 56 o IR B3 23 S INEM T 15 3
AR FUNTNF-0. CCL2. IL-1HIIL-6FK) 2>, A
A SRt EEE D). Wik, KREESELE
PSR MEHEEMT, 5 £ 39 I i Jed 248 o 1 42 28 1
FEUMIE S .
3.3 miRNAZE4 At FEHRiEE T A9 1EF

1 it 58 0 52 4 L A R R, 2 20 B B 2 B
B, 2 5200 40 M 3G 5 R PR . YR 2 M e 1)
miRNAE i 3 15 40 8 3 2 1 SR D¢ R -4 40
JE R A5, DT ) 4 B ) BE 5 . AR, R
miRNA R DL 4 A BAE AR, T 2 a2k 240 e 184
B AR 1) 4 L 5 | R e

Zhou 5 PVE I, T MmiR-214-3p ) FiAk W E
Wnt/B-cateninfF = 18 #0115 200 A AL T2, A
AR 33k 2 ST A R T . 1R 28, DuskPiR L,
miR-54538 ik $8 e 18 4% 40 i i B & A D1 (cyclin D1,
CCND 1) F1 41 J& BA &5 1 4 1 B 4 (cy clin
dependent kinase 4, CDK4), {40 EGy
G 1, I Sl 0B 1. AE IR0 R AR 5%
WA R, i FikmiR-378 7] {f Bax i 1 i K
caspase-3. caspase-8. caspase-9WiE, 753 H HE T
WHEAMMRIE T R AN BT R TEGY G B,
T 9081 1 10995 400 e Py 8 i N 6 A %) Weei 25100
W, i FRIEmiR-30E-5p] LU N PTEN, WEC-X-
CH: Pt A Fhc & 12(C-X-C motif chemokine
ligand 12, CXCLI12)Hl, @i fn
S M, RS LY A R KB AT . Ak,
AHFFRI, FERR BRI, miR-51951F%
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miR-622

{ HIF-1o ]—{miR-lSa-SpH cIFTA2 }—>
4% NF-kB ‘

® LA

O Anngn

Hypoxia

‘ CCT2 ‘

Hypoxia ﬂ Noteh \
—{/ TGF-B ‘

TNF-o B —

Bl REFSLR-EFEREN

ST B A K 2R 455 B E 10(growth  factor
receptor-bound protein 10, GRB10), J#EANEG, I
FISHIFEAR, T feHkam p s s A R, 22 A
W, HEmiRNA ) ZE Ak w] DU i 240 i & 499, 4]
MRt e . AR miRNALE AL N AH &

HEN, GREFURIN, HEBRp2 THEMRAEFM T
Fahs B, S 2 R S AR RO O PR O
S 22 A A JE 0 I R AR B AR AR T 4T
JA SRR WHF I GG, B SR AR AE HARAR
Z IR REER.

3.4 miRNAZEREIIREE T HAIER

o % R G0 R MR K i R P B OGN R 2
—o TAMse [ P 558 B 728 200 B 1) 32 220 1 0
Gr. EHE, ZMENEEREMI-TAMs, E5r il
TRy AE R AN 7, 385 i 5 2 2 s
W SIS IR E=AEM2-TAMs, it {2 i
MBI G 5E . 228 RS AL AR B in 3 fih Je
HERE. EERE, #9miRNALE S ERERE
A, LinEWIH s g8l & W40+ miR-
221-3pHIFRIEE I vl LU S TAMs M2 R4k, 3%
TEdE B PRI A7ETE . e REIE R TR AR,
TR ANEIR T . 20234F, A Ol E A Ll
R, EEBRIRANHE (tongue  squamous
cell carcinoma, TSCC)MJRMIAEEH, FMEAmMIR-

21-Sp ] JEIE FHIMAPKAS 5 18 B MM 51 2 B W 4h
fE M2 R B Ak, HET RS TSCCHIAED AT N .
ParkZ ML L, MR T2 A AN i A e
Wik 210 b 2 AR AN e M2 B AR AL R 5 KRB T, AT 36
B 3 g SN I (R 3R R R . R, Xiao
LBV, AREUIRA T I 5 P9 40 i d i 15
i A AR mMiR -2 1 3F B A% 40 il [m) M2-TAM st AL,
X W] R T P RS 3 R v 2 PR 85 T BRI
ERLE] . PRk, FERRAOA ST, miRNAKE AT LA
T8 VR 5 TAMSs AL R AR gk i Rg gk f2, T I 28t 22
fRIFEM2AR AL 1) LR 3R

miRNA ] 2 8  PE T4 (regulatory T cell,
Treg) T fE . miR-28:i ik T BAPD- 1 FH 1/ 2 20 Jfd [A]
F(IL-2+ TNF-o)) 73 W K 35 THH I 1 K 38 23 4 14,
miR- 126370 BR 0] DAY 5 5 A50R% JI 19 L et 3 33 g 1)
177 V. 3% (phosphatidylinositol 3-kinase regulatory
subunit p85, p8S)HIFKIL, ML ALPIZK/AktE %
s 7R, A S W TregstHITh AR IZ . 5
G, BRI, —EEmiRNAKE A E T NK4H
i, AT 5 e T BE . miR-30c {2 #ENK 4 i
PI3K/AKtIE B W0 184 SR IN KA o it 248 1 £
P, R A K, miR-17-5p TR/
%A+ 1(Runt-related transcription factor 1,
RUNX 1)1 H 2R 445 4l fg 2 % 52 D(natural killer
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group 2 member D, NKG2D)HJ5EiE, MIIHIHINK
20 Ff xR A0 R R R R YT BB R
BerchemZFPONAIESE T /MR A &4 T, miR-23a.
miR-27a#L ] JIENK A CD107al) 3Rk, HIHINK
g ) D RE . BR 7O T NKZH M S % T RE Ak
miRNAIE A AR AT Hofb e aii i . Lin% Pk
W, miR-23afE e ¥ 14 40 M 75 4 T bk 2 40 i
(cytotoxic T lymphocytes, CTL)HZRIE FifF, HHE
] £ Btk A 5 5 i EE F1-1(B- lymphocyte
induced maturation protein-1, Blimp-1)HIZRIEMIM
HIHICTLI S ThRe, FEUMR ik, 7Rig:
KB itk L8 i 58 K I, miR-340-5pidid i 5
IR FH L L T2 S A(lysine  methyltransferase SA,
KMTS5A) A EHEHE A 1 (constitutively
photomorphogenic 1, COP1)JFRIE, #— D
CD73Z &M, {ERFCTLIRIE, 38533 iR A 4% e
71, I, miR-340-5p 7] #8475 7R 18 1 KB ik
EEL 98 4 V6 T BT SE A% CD4 A B It T 4
(helper T cells, Th)jeid P 5 R G HIZ OB,
miRNA 1 A3 i 1 5 T 11 2 55 R G2 B o
StittrichZCV & B, miR-182HIL-21% T, T #E )
& T XCEAHE S 1012 [Fl (forkhead box protein O1
gene, FOXOD)UAZHEEALHITh . Th2HITh1 74 i
(IG5, 2 B miR- 18276 Thal il A 3 1 G2 B2 1)
AR R R EEER . YeZ PR S (¥ i
FH I, miR-24-3p AL [m] /E FH T AT 4E 40 i A=
K[ 711 2L [H (fibroblast growth factor 11 gene,
FGF11). 2235350 & B (mitogen-activated
protein kinases, MAPKs), M I#MHI Tha i) 5316
FIBTE . 4% AT, miRNAT] LU R 5 G 4n
ML Thae k2 5t g, KA 5 ¥F £ miRNA
RL KA T VIR o

4k, LA T, miR-25FImiR-931E A] LL
R S R - E R A O AL K] (cyclic GMP-
AMP synthase gene, cGAS)JFRIL, A7 A i
i R Al B0 B, S e 4 M T DA 8 SEE AT A e 9% S
RO HR, AR S K G 92 A0 PR M R0 3 e R
AR, S T HUMOR S S N . R RET
A5 $M2-TAMsHIMDSCs#H % #ITME, M2-TAMs
JMDSCsili it HIF-1of5 5 4% 5 b Arg 1 A1 /2 411
1l Rl -F-INOS AT 6 i J87 Tl 855 Hh 185 2 B 4 1)

RS E FCTLTE AL 5] Gue 3R 50 A ah, 78
TMEY, Y240 (TAMs. MDSCs. DCAHI1% 4
Ji) ik FT 3E 1 HIF - T ARG 1% 38 2% H I PD-L1/K-F,
PO G N . AN, REE ST X
SKHEP3 3 [H (forkhead box protein P3, FOXP3)IF)#
%, EHE A TregsP . Ik, SHEH KA
I 240 Jf A AN [) 1 77 OGRS H s B2, i 3 A e
R
3.5 miRNAZEETHEMER P RIMER

A L T R MR R S i R S R
— o miRNAYE 8 5 A5 1 T i b B A PR AR
AR EMELF], miR-613E AR T RIET
W, 5 AN R g 22 A 5PN R RE A AT
WFFH,  Fe JemiR-570 5 iR 25 & R R 44 AR ek
AN, BUEIRE R R B, miR-57030 ] fihyRg 4144+ CD31
FVEGF# LM, Rk, $#EmiR-613. miR-570f]
FIE KT AT B2 0 ) T e 4L 2 B R OB R
ST 7. EAGE, RS EE T, miR-29bid# T
VEGFA/VEGFR2/4Hfd /M5 51 5 B (extracellular
signal-regulated kinase, ERK)i&42J#k/> VEGFIFR
ik, AT L B ATEMT, Becker N %2
B, RS, AR AR miR-186/17K
PRAR S, (it F B C-02 (protein  kinase C-
alpha type, PKCoa)Zik 31 S B 1) 3 A= I
Ao AE SR e 4T B AH DI FE B A B, miR-29am]
ReflHI VEGFIF ik, T PI3K/AktHMIAK/STATIH
S R PR ) 4 R

HAEEZENLE, HIF-lamW LEZEEM T
VEGF, HHIF-la&VEGFHIRIERI F. 54k,
IREECEE ) R TR 58, AT DR ) P Rz 4t A i AR
b, SEINR A AR R TR R . HARESAE T,
HIF- 105K A5 5 B 1 A7 38 1k AS 7] 638 2% R 8 57
miRNAZKF M 2 5 I8 S 358 Hh o A2 1L T B o
L e 9 T AR B I U R AF TR TS F miR-2 1 flmiR -
21058, HMER TR DEAREER, ¥
T AKUHIERK 1/215 il % 1M _E M HIF-10f1 VEGF
PRI AT B 1 A AR B, HomiR-21038 7] LA B #:40
HIFGFRIZRIE, (it R R 5 rh o A8 i A o

B2, RN R AT A R, BB
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LR AT R 2%, Bl AR 40 i Rl I i AR
i DN JER A8 Az it v 308 e I VRS A e v 9 4 e e
BEIAMIMALER . SR RN
e, RS R WA R EERER . Hk,
IR R AT T CAFSH M (i PR 5, HLAIRSCAFsZH
JEFRI AT ZE (0 A1 A A e i ok R AR R G B L IE RS

MI-TAM

1228, HALHI AT Re SRS AT T Fh s A Bl 45 717 1)
FIFEMIRNAZK P BRACA . HR, REEKM T
HINKAHHFICTLI iR e /1, HIt o8 Tregs 1
EE. A4, RAKMTIE S B R MR
WA, 3T 5] e e 6 40 B e s ok akE . (RS AR R T
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