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AIMKRFERESRERER, BINRFEFRSCAERALH, AT O aEERE ARRE, Al 361015)

WE: Eh—L£) 25T AB@ILF 9RNAS T, # ) RNA(microRNA, miRNA)E £tk a9 Kk
REXEE, 2 RATEEAALGARTAEEARNTHROETRMERN, BALERREMMX. R F
# 4 K E ¥ %4 % A (insulin-like growth factor binding proteins, IGFBPs)A2 — £ 45 &4l 51 ik & F A% £
K B ¥ (insulin-like growth factor, IGF)A 4 FHe9& /i, AATB T 8T IGFIRH R AR GG LB By ig
FEXRERZWNAE, ANNBT, IGFBPsA*miRNAY 7% &5 5IPIB e by3gh ., 2 E A S A M
T A% mAE K, IGFBPsRe BAE AmIRNAK A e IS Tz 55T, 553 EmREERE,
Z LS4 TmiRNAEIE, §Mid, e, daftsF 2 At ig i % & o AT IGFBPs#y iR4= 1 A, A A 48 %
B E RIWT . B AMAREM R G T R EFONREREAD ., FLhOLE,

KR BUDRNA; BB ZAKATZEEEG; B

Research progress on miRNA regulation of

IGFBPs involved in tumorigenesis
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Abstract: As a class of RNA molecules widely existing in eukaryotic cells, microRNA plays an
irreplaceable and important role in the regulation of gene expression, growth and development and other basic
life processes in organisms, which is closely related to human diseases. Insulin-like growth factor binding
proteins (IGFBPs) is a class of proteins that binds to insulin-like growth factor (IGF) and is involved in the
regulation of IGF. It plays an important role in tumors through IGF-dependent or non-IGF-dependent
mechanisms. The abnormal expression of IGFBPs and miRNA in tumors is closely related to the proliferation,
invasion and metastasis of tumor cells. IGFBPs act as direct target genes or downstream signaling molecules of
miRNAs and are involved in the development and progression of various diseases. This review summarizes the
regulatory effects of miRNA on IGFBPs in various of neoplastic diseases such as brain, gastrointestinal tract,
hepatobiliary, and gynecological diseases, with a view to providing a comprehensive and professional
reference for the exploration of clinical diagnosis, prognostic biomarkers, or therapeutic targets for related
diseases.
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WU/NRNA(microRNA, miRNA)K £ $ DL B2
. 28 NEEER BN AFE, EANRHESA K
AER B BB R E AR R 2R, w L
IS HE M mRNAA 5 H P AR B LB IR, X B
BRFEEATZAREEH, miRNAK 6 S
W5 2 M (B AR IR IR R AR AN KR % U A
Sl g 5 PR AR K H 7 45 & 8 M (insulin-like
growth factor binding proteins, IGFBPs)/&—4Ef
FHEZE M DI e R A X e, =RBRFEAEKRE T
(insulin-like growth factor, IGF)ff)EE E 45T .
TEMIEE H, IGFBPsIERIA KPR AT %, #Eim
SO T TG [ A5 4 30 1 R o 1 R A 5 o J
HET O A%, miRNA5IGFBPs B A %11
PR, —miRNAEN [ IGFBP % L 3kik
KT, BN T TG [ A 0 5 05 T A0 g 1) A2
R, #F 78 miRNAXS IGFBPs [ 1 42 1 1) 7 firb 3 o
BIFERT, W AR T I 1) 0 WL, e
1) 5 R 2 i AV T 52 50T 00 R AN 7. SRR 2
AU A3 A T R, X T — D IR AT
miRN A 6 ) 1 2 AL 1) B A B 2 ) B O i SO
N FH AT 5

1 MiRNA#EA

MiRNA s B A P2 R g 65 1 K 249 8
21~25 ntiJHEE /N7 FRNA, mELRSE, HAPs50%
ERLT 5 RAEG SR GOk X, 55K
B R RIE W, BRRON R SR R AR .
MiRNA g ¥ 5 T #) Z¢miRNA (pri-miRNAs) (1] #%
&, MEEAMREZANLERNAEK A EI(Drosha
fiff )- AEERN A 0] W [t 25 4 (Digeorge critical-8
DGCR8)E &N L AT 223 45 (1 AT A miRNA
(pre-miRNA)®", 2 J&pre-miRNAZEExportin-54 &
YIRIAE FH T 1 s AR e N R B, B — 2D AE
Dicerfig M B X 1 Je UG R A RNAG & H A
(TAR RNA binding proteins, TRBP)HIHFI/EH T
BN TR AU EEmiRNA o 7 fif R i@ 1 1 1 R XU
Wb, —oRubEmE, 51— R HCRBCEIRNAKE T
FIVTERE G Y)(RNA-induced silencing complex,
RISC)H, M AR miRNAEL), M#H
miRNA F -7~ DR 5 BT o U 55 $EmRNA 3/
JEBHPE X (untranslated region, UTR)ZE&, 5 FHE
mRNA P i sl il B e

ssssssssssss

Cytoplasm

— Function strand

E1l mRFEmiRNAFIRISCHIF R Z 72
2 IGFBPs%ﬁ’il"éﬁﬁ

IGFBPs& —4H A A RS WM IREAR
%, e SIGF4i &, 2 5iHEIGF A st
(R1). HETSLRISA T, BFELgE L LW
IGFBP-1 2 1GFBP-6 J Jif & & A KK 745 & S E Al
X8 H(insulin-like growth factor binding protein
related protein, IGFBP-rP), EJIGFBP-7%1GFBP-
15, IGFBP-rP{ESG 1 F 51GFBPs S % ik i1 B A
ARING 45 K38, (H SIGF I35 A /7 B 5 R A,
b, B FNIGFBPsHE K K, Hd, IGFBP-7
(IGFBP-rP1) A — & WRERME, 200 5 B 22 1) 5%
MAEs &, BA S A NIRIGFBPs ZK % B =
FEM AR Z B RR 7 41, Redr Ve 45 5 1IGF [ i
IGFII . 7EfE¥ ', IGF5IGFBPs&: &K ot &
AW S1GFBP-3. IGFBP-5 M e ASFa iE TV B fir
(acid-labile subnuit, ALS)E KD THI = tE &
Y, RZHIGFUL=tE &ML AFENE2). =
TLE AT LS K RS, BIGFiz ik £ HE
t, HIHIIGFIIDIRE, M HALSE GRS FEEG
VIR TGV 5 K A 2R 40 o 2% ON TG F s TE A F4 H (1)
FEMAEE . BINRE S MIGFBPs#R S 1IGFAH 45 &
R E— 2 MThAE, (HH ATt R BIGFBPsE A
ML FIGFRIZhAE, BIAT LU IGFK S AIGFAE K
IR AR 2 3 A UL,
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# 1 IGFBPsZ iEHIHHE

IGFBP ki oKt R hRE Z 550 RPN
IGFBP-1 JFiE. 5 FEANAIE FEBRAL. o BRAAe. EEA R E0ERIGFR BERW . Fiilai. B [11,12]
k. e AR =R EH J;EE g@%i’ﬁﬁﬁﬁﬁ gL

K2R

IGFBP-2 ZHiiiz ZFAEmit MRHFEERR, HERFRE TR, 7§ MkIGFEH AR SR E S [13,14]
HAGH WS 3K
PRSI HEE —E E IGFBP

IGFBP-3 FFAEIEs: FEAFAET I3 & &= & = I IGFBP ISR RIGFRY AR, M. FLARE. U [15]
1V 17 e & e KIGiE. B R0 R A
Bk

IGFBP-4 ZHMA4l ML)z  DNEEILoAERE LM A, 24 FEMBIGFEM BRm. Bk, lRLEK  [16,17)]
KR &R Rik Jitl P9 i /NFIIGFBP 1B R 2%

IGFBP-5 ZM414l ZHLIF IGFBPsZ kA R 5F 1 B SRIGF REAE. Mtk OME. FEZ.  [18-20]
W& BRIE EH K HH S

IGFBP-6 JiFlIE ZHLIFT SIGF I ({5EA i TIGF 1 MR R mEAER. SERE. IS [21)

wRIE IGF 11 #4151 Jorr 55

IGFBP-7 ZHM4IL JiZRE  NHANKRSERAKREFEEEAMKL IGFBPsE S 8. IHE. RS2 [22,23]

BIRIA R FH, (HEERFS 5HE NFIGFBPs S R4& S iR

FMR R e BEAREL, VA JRAEAE S RE 77 55

ALS. IGFBP-3(NBP3)/INGi4E #4. IGFBP-3[KICiii 45 #438(CBP3)FIIGF 1 4r MR h . With, 5@ OFR, NBP3HICH: MCBP3HING A
LS ART, TERMR(R () N-E R I R (S ) o R

E2 AIGF [ /IGFBP-3/ALS= Tt 2 &M= E"

i S ; : JTORME . SR, X T BAERE BB BB, iR
3 MiRNAREZIGFBP R ER £ P ITER RGN DY iR Vi R A o S 1 S -

HAT, FARVIBRIAZRE MR EFE LG S, 2 FREE® T2 BRMBRRE, mmH
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RIS AR G0 B I o I8, AR 5 AR SR A AE AN [F i &2
RAEFAEP S AR N IR 9T T 15 B 5 4 AR I A
J, [FIRF Nk T BRI, IF HIF U
P05 B3N T R A, FAEAREIRENE . &
TS LR ER . KTk, ERAMEE
SR — MER R R IIH 7. MiIRNATE &
W ARG T s EEMEA, Hardid R
MR R MEREAER AR kS, |RA
FRURE F AL T s v 2 e B Ko
B, ARE K E SRR A R R S I miRNAXY
H R 555 TIGFBPsHI ML .
3.1 FafERpdhyE

TG e — PR PR RGBT o T R AR AL
B, MEGHEANREMEE, KNEUREKE
AL B AT o BE A IF g 5 RN A B 78 2401 1 21
e, R 22 HImiRNALE 5 iR A f E F HL R
TEARW R 7~ , 15 AR RBE B BRI 7 s 0 i
{3 24 e

% T 55 BF 41 FoJ (glioblastoma  multiforme,
GBM) 2t 4 RGUGIERR B B 5w LY A2 L 4
Mg, T R ) — RO, 2 RmiRNA
257 HifEP, LSRR, miR-491-3p
HIGFBP-2/3"-UTRAFEL A i, 8 RIEKF
7ENBE BB A (U251 B8 2Z 1 M %, miR-
491-3pREFR4r i@t N IHIGFBP-23#1U25 1 40 =
Z&. R T4 (glioma stem cells, GSCs)s& W%
Ji2 Jofd 98 3k J AN A TR B 7, AT RESRIE TR 4 T
4ifE, MIGFBP-27EM& T4l mRik, HHS
57 W& T 400 00 3 5 4 4 i RE Y, Rk
IGFBP-2J5, miR-491-3pth 2k 3 1 Xt GSCs4H i 155
FIFEIAE ] o BRI %0, miR-491-3pa] &2 # i
IGFBP-2 LA P 2 il e 1) OGS RRAIE - 34T . 1258
T2 5E . Lee 5P ME GBM AL AT Tl 4 22 ) i
FH R IMIGFBP-2E K B 2 N, TIGFBP-2 2.1
5E 7] LA A GBM i A2 17 S i b S T (1] -7 B Y
WA KB, miR-302b /) #8 3E K#% K T 1A
(nuclear factor 1A, NFIA)"] LL51GFBP-2J5 8145
Ay R FOKF LI EIGFBP-213RL . Rk
miR-302bF% MK T IGFBP-2/ i 8 Fi&tE, Wikss 7
NFIA 5IGFBP-2f{1 45 4. TmiR-302b7F fist Jii I8 4
it H PR 2R KPR AT SR AR TR 4 L R

Vi S il = 4 8 VL G 8 LN RS N R A g i o)
JEYI A (UST-MG) R T-. Kk, 7 i o J8g 4 i
miR-302bid i f i fL B RINFIA T R N 4%, T3
IGFBP-2[#MIK, #iMmisST 1 IR BUE4E T,

FE R IGIT A8 A, miRNAsX IGFBP ) i 1%
RIEHBEZWAEN, NEREM 6T 14 78
() BEE AN 75 . Chen PR B, MNP 4E Hh $EEL
[ —Fh S M R S, RS S
U87-MG4H il ' miR-204-3p i . i & IiEmiR-204-
3pAJ DU i 4% H L SL K IGFBP-2, Dlcaspaseff #i
MR T IRRE SRR It T. . 3 — 55T
RI, 1GFBP-2f8 %@ i /1 T Akt/Bel-238 B (i i3k i
JRIRE AN A, 3 B miR-204-3p4E M IGFBP-215 5
I B E B 6 75 S GBMZ L 3 T 5 R v LA S
TER

I S92 2 A T A S R R 5 P i e D) i /2
R, K HOE RYEM, (HITTZR R 1 52k
MFET B e w . AR, — R RIR R
Fi ) o A R 25 mT ol o 5 T 28 M U 2R 5 6 4 )
FELIR AT M B B . R T A A KB HuZEP R B,
FA M B 2 A ¥ 598 4 B (HBL-52) f&, miR-197+
BaxfE R ANIN, Bel-2%ia T, SEAMIE )
NREL T, XU EMESLIR R, IGFBP-5
EAmMIR-197FEEE R 2 5 Tix — it 72, A
Fé A Bel-2 M Bax [ 5 Wi 52 5 il i S miR-197/
IGFBP-5{5 5l N T, BT/ EL DMK
HESE

MiRNAME LS 2 otk, BT LA 83
BRI BEAE . AFAREM, miR-21)8 T 8UERNK,
£ AGBMAH L R AR 4 4 i 3Rk, 5L
71 2 U ERY . IGFBP-31F FymiR-21 37 (i i i
B, 5miR-215RiL 2K, IGFBP-3RATH &Y
BEBIF ARG, i RIAIGFBP-3R8 4% 1
JIeo T 200 PG B L Do) S R SR I R . LU
miR-2 il #HIIGFBP-3) %Kik, it T GBMHY
TR,

i 350 e e R R S B GBM, A B
FEiR BNHH BB IT A R T 251, GBMUE I il
JEIRZE, JREEARAK, OB IR TR s A Ak
3697 TR 2 ar ik dkik . Z£GBM &
i1, IGFBP-1. IGFBP-2. IGFBP-3. IGFBP-4f/
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IGFBP-5 mRNAXIAY) W% FiF, (HIGFBP-2.
IGFBP-3. IGFBP-55 Jixi & I (1) K A2 ok R b N %
PIBT, KA HIGFBP-2 5 E, B HIRGDS: i,
5GBMEEE R RS A 6P, fEWNGBM T )5 /7
T {4985 0 i i 0, R I 2R IGFBP-27K P &
FMGBM & T i 2 ) R, IGFBP-3f3%
RS MR R IEAH DG, IGFBP-3 K IA iR &
RS, AT TIGBMEE A R
g, R—MNBEEREITHE S, IGFBP-52 ik
FERIXMIGFBPsz —, HIKFIEEGBME K
ﬁ%[%]o

TR B 2 (PIEHE R B, miRNAsXGBM &
M A A7 B B s . fEGBM T,
miRNARRIL KA T H RS, Hf—%
miRNARJRIEFF &, 55— 2 &35 T, Xk
miRNA f8 % 30 i #0 m) 22 ASFE 0R], 18 42 i 980 40 i 1)
WEE . T BB EETE, M R
0 66) 50 f A RS T L a2 LA e o 4 R R
miRNAs 9 % A GBM R H A i B 2L 51 71 (0 s
A bR YRR ST RS S . LT R, WA
GBM " miRNA X IGFBPs AL H], AT LLFE ik
HELLHL BT GBMIB T HE IR R . B AR TG
FIFRM o 405 BT HRIE K CRISPR-Cas9F AR 5] A4
HPEEFREIGBMAHL, ] LLSZE X miR-10b11) g,
BREARR LR IA 7K, AT 10 i) e 48 i ) A K o
¥, XGBMEA RIFMIHEITRIR. Hih K
AR BV EIEF A AR, I RE2 IS miR-10bMY
BT VRN g, TREE AR, RO 5y
WA miR-10b#B43 #E 7] IGFBP-2 1] LA BH W K 2 45 1)
GBMZH fa ¥ 40 i A B F2 3015 S Hat T, #AR
Wi 1E 5 A 2 e R 4m . Rk, BFZ IR
5 A 1) iR D R 4 st T BASR BVE T I H 1,
WETHITHA KM, Frbl, #H27R"miRNAFM
IGFBPs{EGBM FH [] 5% 2 X297 (1) YHE Af 12 IR A IE 1
I ARG Y7 A B L
3.2 BhpiEhhE

RGN, BEET R LEEEZ —,
2020 1002 Fi ¥ &K, £1H76.975 NFET,
RGBT R 5 H 5 FALFI S PUA T, R,
T2 18 i 10 993 ML 1) 5 1) 5 AH B ¥R I SR, X
TIRN T FRAZIE G A 0 LA K T3R8 iR T

FRAFZEREZEME L.

LRI L, miR-519a7E 2 Fhfihigd vh 34 & 15
HEBENAEY IR ERFEH, miR-519aif
i EE A 5% 3 SRR IUE A 173 (signal  transducer
and activator of transcription 3, STAT3)il i & £
FRVERIYS MR, {ERPE P RESUEERYY, Cai
SR I, miR-519afE 5 5 4L ZUR 41 i A
R . i FIEmiR-519an] H11 5 R 41 i ) 14
B, BB AR, TR AmiR-519an] 3 55 R 41
BRI A2 4T N . IGFBP-1&miR-519aff) B 40
B, SALuoS YRR IR SO A L, TR AT AR
B g _EiE T IGFBP-1, Jf@id iR &8
& FBf-9(matrix metalloproteinase 9, MMP-9)%& 1A
CLAM S R iR . Rk, #F 5N R SE M miR-
519an] fEE T #E M IGFBP-12 5 T B, H
X — G50k 75 B — P M RIE

KinlE FEQRE SR EE, B THELR
GuBNVEIR . R RAARE A EE =, R
FiEIEZ —. MIRNAZ S | Kligf i 2 M4
AR MiR-1974A A & — R B hiE br &40
ZhouZEPE K it B e L 4Uh W52 5, miR-197
KF 5IGFBP-3% 1A £ HAHI, miR-1977 DLl
¥ A IGFBP-3 % K A0 e L B Rz 28 . %
B kA 2 vt B W R AR T ) R R
22—, BARMPLEMAEE. ZhangZP N
Omnibus 45 P v i 1% 45 78 H 1 10X 21 2L K F0 3
AN # 7R iIEmiRNADE miRNA), 4 %)/ZmiR-
10b. miR-122F1miR-885, i#id#JE# DEmiRNA-
DEGs i M %%, &I miR-885 % /b /3 il i FA1K
I 48 1 1L A 9% IR T~ M IGEBP-5 1 26 iA 1 1 K e
IR . 2T T K I (1 DG B
WL, M T I miIRNA-mRNAEE &, A )
Tk —30 7RI R 16 5 L) .

MiR-143/1457K 15 25 g A H A b 5z 4 b Jeg
R R OO 2 R dRkE, I R IAmiR-143/1457] LA
Hil iR kA, REEATRTE R AL B 3200 b i
S HNHI T . {HChivukulaZEP BT 5L R, miR-
143/1458R K /NP, b B 41 128 B S5 2 4%,
b B T A SR B 2 B ST 3 LR L R 2T 44 4 i 1) R
BEfS SE, XA HE S miR-14340 55 IGFBP-5 2%
A . BFUNIGFE S HA 2 i K FiE S
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HIA ORI B, IGFBP-5RENS 7 4+ M MIHIIGF 5 5
hae, TEMHE X, P WURVLRR £F 48 40 g
IGFBP-5 (1) £ 4| S B A A 2 A DR IGF(E 5
FEA%, 251 RIGF{E 5@ AE b 45405 5 2 4
X gk BN R AT A A A R A T S
No VFEIRAE T WA R R ERAER, JLFRA
Wt falR R, B REmE, BEZEE
HELTERE ], BRIk, R B AT I RS A0 8 5
BTG EDbrEY, S TRIERR KDL,
Ja R AR E A RS . IGF(S Sl A — L1
2R 2= LT T 24 f0 18 98 W 8 o v R S, ST
R IIGF- T REL 58 BEHUARFIIGE- T RIDHIFFIH C
ZHEN T IGRRIEPY B, (HAR50 45 3 H A AR s
BT R, Wik, 8B e BIGF S
S SE KT . IGF- [ MIIGFBP-3/ZIGF & 4;
WA R 2 A RGER 4) o LG R R A 1% I IGE-
[ 20 B AR A AEYEYER, 80%[WIGFBP-35
IGF- 1 4541%, W TIGFBPHE W R I IGF B ik
&, IIGFBPH N &R HA W I wls
VbR EN L —. BIRZ FimiRNAFIIGFBPs#} A
A1E N B Mg R b YR RE, (HHE XmiRNA
XTIGFBPs NGB HA L, MXWIR T
— NIRRT, AR H FRmiRNA #2355
IGFBPINZIE R BT & — 2 B2 WmiR-21 4%
TUE S AT DAAE Sy 5 107 5 o 6 00 Rl | M AT T AR B S
B K 2 W A bR B, B B )
miR-2 VR T R M B 0 A0 B 0 1 X ot BT —
SEMEES. T LA R R I IGFBP- 345 2 miR-
21 R 2 —, [FII IGFBP-31 /2 B s il i () 4
SMfEKIE R —. B, miR-21FIGFBP-3BEA
N7 FH A2 75 R DA R I e 2 W 0 4 e A R T S
RO, 6T B e R R 2 R R S B
e SAEAH, X—BF 77 AR AR .
3.3 FTREZRGhhiE

JEF FEL 8 2 W PR 5 DAL 1 R g, L s
MR m . WEEEER . BT R m, BT AR
FHIEIER T

JF41 o J&8 (hepatocellular carcinoma, HCC)/&HF
FEM EEALUETR, 5 R MIFEI90%, &k
JET 0 B e e, R AU R RS S
BRI R RIE. FAREHE, HIGFAHZ

&, giaEE. 46 EE NN IGF I fEHCC it
BRAERMN, g 58U8 LR/EY, 5B
FFHZUM L, JEHZPIGF- 1 . IGF-1 MIIGF- I R
TERG A F K BRIAYY B, 1TIGFBP-3 8
BRI, AssalZE 08 i A A5 20 Hr T miR -96-
SpFImiR-182-5p ] AE L MHCCHIGF I R. IGFBP-3
FIIGF I #% A f)5-UTRE3'-UTR, HH ~F L=
— MR T X 75N 4 (HuH-7) i %
ZEmiR-96-5pMmiR-182-5pJ5, & #BALT] i
IGFBP-3M1IIGFII mRNAFKIA/KF Liff. (H&Z&, Xf
IGF I R mRNAZRIE /K118 4245 FH I A AH [ -
miR-96-5p_FIGF I RIFFEIE, miR-182-5pll 5L
IGF I R mRNARIEHNH| . EHLHI 7T, miRNATE
#1IGFBP-3FIIGF I (1) L nT §E & B T 5 5-UTR I
S G e EmRNA, MRS 1 #E R R 1) 3Rk
1M %% G+miR-96-5pt ¥ 5, IGF I RFIGF II LA K&
IGFBP-3KIA & [FIK 40, 1X 7] §e 2 — AR EENL
#1, IGF I RAIIGF II {38 i IGFBP-3 ) _E i 4
FRR, T B IGEBP-3 1] DL A5 it ik [ IGF 11 45
4, IGFIL B0 TIGF 1 RIS & AIEGE DL T i
15 58S, RAMMMEIFNF THLSRERE
AR . MEEZ T, miR-1828 4 WEEH, i
Hee R FIGFIL, 1 a s eEyLs], L iHIGFBP-
3FFIAIGF T R, MV T IGFBP-3414 22 73 244
o ZWF 50 UE B T % FmiR-96-5p fimiR-
182-5pXf IGF/E 5 18 I 1) & h s 3 B 220 P ()i
TR, NIRRT PR IT gt T ER AR

— P miRNAR] LA Z AR, i — > EE
AT LA E I 52 2 FhmiRNA . @it 415 0
K, miR-1555IGFIl. IGF I RFIGFBP-3[{5'-
UTR X Sk B 1775 &5 & 6 1. 76 T 40 i &
HuH-7HHepG2H, A # FmiR-155K k)5,
IGFII f1IGF I R mRNAXKIA Fid, {HIGFBP-3
mRNAWI & N, [N, F0pisE. Tr A vk R
PEXEIN . MiR-155 580 K IGF I . IGF 1 RIS’
UTRZ & FaE 7 HmRNAZKF, {8 5 g i 51
IGFBP-3/#)5"-UTR& & J5 #ifi] 7 H KA. IGFHIZK
TR A R IE WX AR S, Il IS R R E S R
BRI 5 T miR-155MBUBIERN, &&SECT MIEm
TR it AR

IGFBP-3[1)3"-UTR . AF fEmiRNA I 45 5 A7 £,
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miR-17-5p A DL 5 IGFBP-3[1J3'-UTRFF & §E X 45 &
M H 5. MiR-17-5pfEHCC & #H KR fE 1
AP 2 B2 FiH, IGFBP-3 L, fEHuH-741i
H A A AR IGFBP-3 /(K14 . IGFBP-372 —MIGF4S
HEA, EHIGFIIEATREAYIE, 7 LA
IGF T AP R FH B, AT 45 S i /E T, i
IGF T X ] LA 2B K. ar b SEFE AN T
o M PmiR-17-5pBi 2 J5, HuH-740/ I
T I B BOIGF 11L& A R /KCF B35 180, 2R B miR-
17-5pitid B 1) JF A0 | IGFBP-3 1 23 1 1 1
TIGF I MAMRHE, M5 T 5
e,

MHFES 8 T I IH R b B, 55
RAEER . Tong25 V5B, IGFBP-3th2 5 7 H%E
S I HERE . MiR-1977E [H 385 41 2R 40 il o = 3%
ik, HFHEHEBHEARZVIAARL. T MmiR-
197 e (i 3E AR JE e 40 P o, 4 L0 02, It
BRI BN IGFBP-3J5 v LA 4r $i) LiREH, %
WImiR-197/IGFBP-3 4145 1 /I 2 Ji 40 A 1) 38 5 A
AT,

gk bRk, TEMFRR RS+, IGFBP-3[H B
B2 Z A miRNAPJ ST, 7T LARZ I 2 ok 40 A
SETIEBAEAE I 4 AL S S a5 2
M5 g~ E 2 Epm. Kk, SmiRNAKZ
P8 F0VE AL O 78, A BY T 3R AT 8 4 b 2 AR
IGFBP-37E - IH R gt i AE R, NIt K XS
IGFBP-3 (I #E [ VA T 7 SR AL S L AR, X R #E a1 vh
J7 B A MR, 0T DUSE RS v b T TR AR K
AR R, YDt BRH U 453455, N RFRE R S
SRR TT 7 R A
3.4 [RIhE

TR iR 2 IR T Lo AR T R S R
BAESNA . FAE. TEr . UL , A
MR 5.

bF S W ARPE M 2 —, Bk B
A E U7 SRR A N, T LRk, B
NS AR BT BRI, O S I AE T
REIR TR T30%/ 47, (HHT @ POV &
28, WG SEEAA R AT 50%, LG
SRR R A2 R P A TR L e R 1) Sk 5 R OO, o
SR — M 22 m, FURAIRA &, #E

W R ER S, KZHEFEFIZHN O T 1]
Wi, XERITHR T BRIk Rk, WA
o Am WA AR K I3 77 K 28 H R 2 WA 1S
J5i% . MiRNATE A H 1) RS g PR AT PR Jd v] K A
ERAAR R AN bR R AR E #E, R
WHHKImiRNA S T3RE, HBEA RIFHREE
P, TIGFBPs 5% 1 15 UF S8 1) 36 A6 RSB 1k 3k 8
KZEY) . IGFBP-2/KF- Tt i 55 U S 43 HA A1 2H 41
SN R, IGFBP-2 1 31k 1) B 38 5k KU 58
B, WG 2108 O S R RS AR TGF/
IGFBP 1, HIGFBP-2E.490% R &% 190%
RS, R —FhB LR B0 I 2212 Wik B4,
MiRNAFIIGFBPs#S 0] DL M A A 3REL, i R
W, TR R IER I R GRS E
Yo Rk, 5 miRNAXTIGFBP [ 2 1
AT CUABIR 45 A 1R T SR AT i SR B

MIRRNA(circular RNA, circRNA)5miRNA[A]
JBAEILRNA, R ZcircRNAR AR K E — T
200 nt, J& T KEEIEHIGRNA. CircRNAR] PLE T
HAE I miRNA, 25 2 M3k 1) i 420
o WIFRL A, circPIPSKIATE DN 8w b & ik |-
W, HFHSIWEENA RS AR,
circPIPSK 1A J&5 A] LA it HL AR B RlmiR-66 1 KI5
[ AR, miR-661 LK IGFBP-5t 25 | 5
HUB AN s R, R circPIPSK 1A S R IA
IGFBP-5#8F] A2 i3t Y 5L 4 M ¥R 28 JLF8 Ay
B8, circPIPSKIAW A LLFiAIGFBP-5(1%KiE. H
AT AT, miR-661/IGFBP-55i{F NcircPIPSK1A
WL S 25 T O EE kR,

B ERY, % FKKE F«xB(nuclear factor
kappa-B, NF-kB)H] LLE R EIiFE 5 35 miRNA K
SRk, BaiPUR L, fEU0 SN h,
NF-«BH] LI FmiR-19a-3p_E i B 40 #H ] miR-
19a-3p )i 2 TG 1t . I EL7E 9P 590 40 B DL S fR
et T, NF-«B#SHE 1E 7 18T miR-19a-3p# F& [A]
IGFBP-31)3%1k, MIMAERSMIE 3t Ul S0 41 i A=
FMER, RAREMEMAERK. DR R,
75 51 S 1) R A 1 A2 A7 AENF-kB/miR-19a-3p/
IGFBP-3ili# . & “F-I8 ULJ& (uterine leiomyoma,
ULM) s 2P A 50 28 B dpc i LI RV, mT o)
Hai 2. SR~ A 2% — R 501G R



- 1438 -

CEMLEY 20235434591 225K

AR, ™ EE b 2 1 1 B g B AT B R . Ling
ZPIR L, miR-197/E N\ULMAA AR EIE, EA
ULM4H g b it #iAmiR-197)5, 7] 51#2G,/G, 40
J JE B REL A, 5 B0 B 3G B 2 B, AF ImiR-
19748 K JIGFBP-5, {EULMH ERIA B & T
ENEF R FEL, HIIGFBP-53 ik J5 AT LIl %
miR-19740 1 7775 S A0 B3 58, Ui EULM A
miR-1973@ i 4 5] IGFBP-511% T ULMAUHEE .
3.5 HithphyEgZa LR

MiRNAXTIGFBPs#) i # & — Fh 2 28 5 1t
R, B TEICSCIRBIRE W2 KRG MRS, LA
F5 FUIR AR FL 3K IR I8 (papillary  thyroid carcinoma,
PTC). Wilms/Mig . i S bk 248 i 5 i
(acute lymphoblastic leukemia, ALL). 22 LI
(infantile hemangioma, TH)%% 2 F i 14 5995 [ 32
o XRPAmiRNATEMIR KA KRR 5%
ik AR R R A T AR A
3.5.1 FORARILK =

PTC 2 8 i WL HR s, o5 i FRODR e 1
80%LA I, miRNATEPTCHIKEFE g R A5 H &
HHGEEEM . Hd, miR-204-5pZ&PTCH i W
FImiRNAZ —, ‘EfEPTCH R, it FiZEmiR-204-
5pJa W LA PTCAN MG 5E , 75540 i &) 359 FH i A1
FT:, Ml RILFEIL KN IGFBP-5 )5 Al LA 4 106 4%
miR-204-5p {9 AEKAMHIFE . % HmiR-204-5pit
i T IGFBP-5 )R IAFEPTCH K AE T i I8 410 i (4]
TFHER . BEEMFMEAN, LinZ % miR-2045
IGFBP-5[ R R A T it — DR R, R KM,
IncRNA UCAI{EPTCHZ A4 & RIE L,
MILRIE T AR, BE6% 25 N R AR 41
(TPC-D) 4% . i AZZE . UCALA LA 5miR-
2047£3"-UTR EH AN &, H|miR-204 1 £k J5
Al DL UCA TR A i 520, [RIBTUCA 1R
Re% IS IGFBP-5 KL . RUCAIREN 8t
#miR-204/IGFBP-5Hi 52 P TCY 2 K v P . iX
SERF S K W], miRNATEPTCH 4 IGFBPs) 4% =&
— P E E R E RS, AT RE NPT CIR T BT
LIy
3.5.2 Ml

e e g L RS MR 2 —, RO R
o %2 Fl L R I $ LA . MiRNA A] LLE i i 3

IGFBPs[IRIA, Ml 4nf i e . 228 L
¥, M5 e i A B A . MiR-125b47
T 11q23-24"5 Qo fh, 78 fii 6 i Rg v B A XU EE AR
F, AR EE A H R R . MiR-125bREE B
7 547 ) 240 R % AN E D R R 4 ERL T p S 311 3 -
UTREZS G IR, 35 1M 400 p S 34 6t 14 240 e o)
T2 A2EE R, pS3ME5 ML 2R WIGFBP-
3t ZmiR-125b W%, Hps3al DL H £ %
IGFBPY), TiIGFBP-31F A W\ B SR k1l 8 7
MR LLE S B TIGE 1 5 3 22 4k 1) 25 & Sk 9 41
PBBK/AktfE Fidlg, HMisE 2N idfE. i
b, Wang®E7UR I, LEAE /NG i, miR-
125bid@ i 8 [ IGFBP-3ii% | PI3K/Akt(E 5 18 %,
S AR AT p-AktRIE 3G e ik
TR NAZRE TS, FEpS3RAYN M 12 22 fE
Wag, 5 BpS3 AL I AR /N2 B e AR TS
B 7. Zheng VR HL, — Fhifk i KL A Y ——B-
W75 Js 72 Fitgee AT LR miR-155-5p I ik, AR
HEHEFOX03a& HIGFBP-11 45 &40 fi. UTER
FOXO3a8 3 # JemiR-155-5Sp 44 ml DL A Flp-#8
FJHFIGFBP- 128 H R A AR s Fid 52, 1o
1 R IKIGFBP- 1% B- 1 & M AL 2 A miR-155-5p Al
FOXO3alfy RILEKFE K H B E R, HIER
IGFBP-1TLIKT 1 P-4 B I ot 41 i 358 50 F 4 4
EH U T T, B - O T I A A K R R,
miR155-5pMFOXO03afE Ny LiffE 5, % 173/
o1 ik 40 TP IGFBP- 1 Rk, & &5 7 Al
e AN A T R
3.53 JLEMBE

JLE MR R TR AE18 % LA F L S i A ik AR
(G g, R LEAEEAMER T R B R
—o BIRBES BRIT HOR M RE P FE T T B A
WHT, YrZ )L MR 24T LS B s d A
J7, SILEMIBEAAHRKR T RZCEH N, |
55 s ) L3 s R S AR T, AR e T I
SR B, 98D ) LEE IR ) L8 (R PR s

Wilms /i & JLE % I 2 —, BRTE
MEE IR RG IR B AL 2 . W KB, miR-1977F
Wilms /8 5 s 3R1E, MIGFBP-33% 18 i,
T HmiR-1978¢ 5t R IAIGFBP-3 4B GE % 1M1 N5 £F
iR g R, (R T [, miR-
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19777 LL3E i 6 1) 15 TGFBP-3 [ 2 ik 1 2 fif 98 41
6 ) 8 AR T, T A R A R R A
ALLZ—Ff L 5 WL MM, miRNAYEALL
ik fE e S E A . ZhouZBVR B, A
W G % S 35 ARG N S0k T vk B 40 i 1 IO 400 e 2R
(TALL-104)F1 A\ Ph+Z bk 1 197 48 il 5 (SUP-B15)
H'miR-196bFImiR-1290(1)% 1A, [FA _LIHIGFBP-
3, MImHIHIAMERe . B, et
BB 926 K, miR-196bAImiR-1290%k BE 12
45 51GFBP-31113"-UTR, ¥ TALL-104F1SUP-
B154 e IGFBP-3/ R IE& . 1Rl &IGFBP-3)5,
Wi T AR EETUE A . T DL 5] R
HARH I RE 77, HISS T AR B GE ALLIIER -
FHUC RN, AR PR O] I8 IS U 1T miR-196bFmiR-
12907 T-ALL M B-ALL HF & 5 B IR vi v, i
IGFBP-3{F AmiRNAF EH XN S5 TiXx—i
P o THJE —FPs DL s v s, R 28 LPAE TR

B . ZhouZ PRI, IHAShmEEN
IncRNA TUG1, wJ#E 78 =4 fimiR-137 (1) 4
b T N L R PN B 4 B A . I R AR
28, i RiEmiR-137 ) #E I K IGFBP-5 5% |
TUG1FflmiR-137%fHemECs % . Kk,
IncRNA TUG Ll i 52 4+ M Hb 5 miR-13745 A1 T
IGFBP-5[)31L, ik | THA 3 fE .

4 MiRNAXIGFBPsHiA1E 7 MEIL 8 K
BEHRHEX

% FMIGFBPsfF AmiRNA f B 250 55 5l & T
BEd TS5 T MWRREEREGER?). H2, [
— FlmiRNA L5 $3 PR 75 A [R] i 8 w1 4 FH AL
ARAAE(E3), 4H7-miRNAXTIGFBPs I E A%
ML, fEMRmMEERZHEPREAEEZE. B
%6, miRNAR] DUSZ g ik AE ALK, iimiR-
491-3p. miR-519a. miR-197. miR-204-5p™] LLi#

F2 BT miRNATIGFBPsHiFE L]
MiR PR MIREBIEHN R Bl A S BN Z%
Bzt (IGFBPs) CHER
MiR-491-3p GBM il IGFBP-2 MiR-491-3pT] #4> #L[5] IGFBP-2, U251. T98G. MMM [28]
I A 25 ) R R T DG BRERRALE : B GSC
B ARZEANT- 40 o 5
MiR-302b GBM TFif — MiR-302biE T #I | #E L RINFIA,  Hs-683. MOS9K. —— [30]
SHIGFBP2MK, 53R FUEA U87-MG. FEARLA
fffFET: =y Al o)
MiR-204-3p RJFUE W RMmBECGE  IGFBP-2 MiR-204-3p#l[A IGFBP-2if#% K U87-MG — [32]
IH i UifAkt/Bel-245 538 #%, /SRR
YA SET:
MiR-197  [/BE WR%ES L IGFBP-5 it Bz 2383 E miR-197/IGFBP-54: HB L - 5 2 . — [34]
gl 75 3 M R 20 L 7 1 HEK293T
MiR-21 e i IGFBP-3 MiR-2 1J 3 1] B #06) [X -7 U87. MT330. SJ- NOD.Cg-Prkdc™™  [36]
ok IGFBP-3 [\ A2 #EGBM K fit - G2 112rg™"/SzJ(NSG)
YR B
MiR-519a B Tl IGFBP-1 A miR-519ai] B 4r i MGC-803. SGC- —— [48]
. T, 1%, IGFBP-1{EJ)y 7901. HGC-27.
R 2 5 R BGC-823. GES-1
MiR-197  K#s i IGFBP-3 MiR-197i@ 4 ¥ [ IGFBP-3# X HCT8. HCT116. —— [51]
[ A T AR 22 SW480
MiR-143  4ifpfE T IGFBP-5 MiR-143/1458k K/ BRI 2 #5942 ISEMFs miR-143/145"/hR [53]
HRBE L BT URR UL £F 4 41 ffa
Dfeksis 380, I 5HmiR-
14358 S IGFBP-5 1) 1A 5%
MiR-96-5p HCC #BMEHLIH  MiR-96-5p  MiR-96-5pFImiR-182-5p#[A]IGF- HuH-7 — [60]
FmiR-182- i FImiR-182- 1R, IGFBP-3FIIGF- I % 3F& A1
5p SprlRESER  S-UTRAI3-UTRZ 5HCCHEFE

IGFBP-3
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(% £2) #2  FE P miRNATIGFBPs#iFEALH]
MiR PR MIRFIEREN  FEREH Bl YA LN %
F (IGFBPs) SCHR
MiR-155  HCC Lifd FillmiR-155 MiR-15551GF-11 . IGF-1RJ5'- HuH-7. HepG2 — [61]
5IGFBP-3  UTRZ&FEHmRNAKT, 5
5-UTR%4  IGFBP-3(f5'-UTR4: & | H %
ik, WO R UEHE S R 5B miR-
1SS BU=ER, S8 Mm%
A BRI
MiR-17-5p i AFEEREAR IGFBP-3 MiR-17-5p#E [ I #1 | IGFBP-3[#] HuH-7 — [62]
R Feik, BANIGE- 1T i A4 ) B,
Z 5 it AR
MiR-197  JH#IERE Lif IGFBP-3 MiR-197#L [\IGFBP-34hi#{#/H¥ HGBEC. GBC- —— [63]
Jest A0 L I S FE AN R 1 SD. EH-GBI1.
NOZ. SGC-996.
MZ-CHA-1
MiR-661 YIS #iCircPIPSKIA IGFBP-5 MiR-661/IGFBP-55{EAh OV C ARS5 . BALB/H/MR [70]
RRYE el circPIPSKI1AM T4 iz 5008 SKOV3. A2780.
i ik e OVvV200S8.
HCerEpiC
MiR-19a-3p UP&E if IGFBP-3 MiR-19a-3pi@ il #IHIIGFBP-3f% ES-2. SKOV3.  MEMEBALB/CH/NR [71]
AR E G S HEK293T
MiR-197 ULM T IGFBP-5 MiR-197if it B £ #E [AIIGFBP-55  JE{AULM — [73]
i) N ULMZH i Fr 384 3
MiR-204-5p PTC  FiHf IGFBP-5 PTCH, miR-204-5p#[AIGFBP-5 TCP-1. BCPAP.  HEMEBALB/cH/INE [74]
O 20 4 5 HEK293T
MiR-204  PTC  #{LncRNA IGFBP-5 LncRNA UCAL#ET f#2miR-204/ BCPAP. TPC-1 — [75]
UCA1_E i3 IGFBP-5$li 5 M PTCHA I [K] (3% 1
MiR-155-5p filijgg  B-MiFdM T~ —— MiR155-5p 1 #1GFBP-1{]3R1E5, AS549. H1975 HEPERR N B [78]
miR-125b 2 55 N i 200 M £ 398 4 0 4%
MiR-197  Wilms L1 IGFBP-3 MiR-197 FHIGFBP-3, /+5'&# SK-NEP-1 — [79]
& AR AR . P TS
MiR-196b#1 ALL  BH#8E N IGFBP-3 MiR-196b/miR-12901#IGFBP-3 293T. TALL- —— [80]
miR-1290 1 EALLHFMERIES 5 0 ER 104, B-ALLSUP-
Bl /e H BI5
MiR-137 IH i IGFBP-5 LncRNA TUGI %% 5miR- HemECs. HEK- BALB/c#i/NiR [81]
13745 & AT IGFBP-5 &1k, 12 293T

FETH )3k

Akt: FETI4HEEB(protein kinase B); Bel-2: BitkEL4H IR -2(B-cell lymphoma-2); Wilms/if&: )L 5 RR40 fsE

ML —— M
TN, 55T
N
Bax/* Bel-2,
IGFBP5

1GFBP3 ¥~
7
p-ERK1/2. p-AKT
Bax/Bel-2lle-caspase-3 |,

JH 3 T

&3

(N

NI

ERH N

IGFBP3

IGFBP3
N

(a3 5 s AR T

WilmsJ&

MiR-1977E A~ [ % o X 2R £ F #93iE HL

1LV T IGFBPs 1 3 3A S R i kg 40 i (R 19 0 . 3
BAMRZERE AT K, T LR e R
WIS WAL, WmiR-197E AR &Y, &

— iEm
1 {1
(AT T

(1218 7K 5 K Sy o pRoRg 2R A L 43 RN s AH
xR, A miRNAsFI 7 #E S IGFBPs ) A /K
L, BN R 2. TR RS IR A E G S

KPS, B, miRNAsXTIGFBPs 5t m) LA
FE R IR S8 [ ¥R 97 ISR 2 — . Wn{E AT, i@
I miR-17-5pfF£IA, 7 LLTHIGFBP-3/1)

fE, AR IGFIZS &, BVF AT LA T 1%
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J& . HML, 456 M B ARA, AT
miRNAXTIGFBPs 1 42 LI T8 A B i AR
I AR R R IR DGR AR B R TR A Y 2
P, 7R R AL I AR ) B A AT RAA PR Y T B
BEEEA SR E R .

5 IhNgE

MiRNAJ ™2 5040 T NAR 1 2 Fh 4 fg A4 i
B, gk, MR, JRIESE, REUSHKPIRNARE 1)
Fefft, Ao BEERmM, LHEANERITTIR
B, X Eehs S A miRNASTE G RiZ Wt A T
W] P 2 FH T S o (EL ) B AR R Dl LA AR i 2H 2N
B BRE S E R A AR AL S EUA —FmiRNATEA
IFi) 1) 2H 23 B 2 0 AT R B 58 A A I AR
WmiR-1978% ) V2 N2 — M m L B, £ X%
s BHIENE . Wilms/Hog ih sk, T DLk
JEREFE, (HRFEULMAF R TENE P&
ik, BRI EIE T ULMYE MRS5S, wT e N
— R R R . MIRNAFEERZE
mRNA H A5 & SRR FEAR R AEAE R, [ —F
miRNA 5 $8 5 PR 78 AN [ 5 95 A 1 4 A R AH
[ WimiR-143 5 I K IGFBP-51E 45 e 7, A
N IR 0 R R AR s TR RCE i R
HIDPSCsHIAM L AE ™ T LT, miR-
143 %5 IGFBP-5 11 2 L 1] 55 248 M 5 22 4 B 25 DI AH
Ky MEEZF/NRI LR miR-143RIE A,
HARIGFBP-5 1 i, — 2 [ AH B 7E F %
RIS, TR, 25 A0 ok AR 2 Hrmi RN AT $E 3
SRR EyINIPEE I Sc S P SR

MiRNA R DA o S50 2= 8] B8 g 400 i) 2 (]
RN R A R BB R AR R R, A
miRNA )RS, AT RL A e 1 5
B2 WL 89T RO TS PEAG $R BT I SR B R 5V
RAAR DG AL 22 A ) A AR A L 5 IR 2 55
AR IRIER L, B2 T miRNATE 2T R4
HLAKSF (2 WK, B 9K BAR B PUE K &
FTEE 10 & PR B R M R A W) AR AR, AR I
T AR5 I U AR AR T, IR RERS AR
V) Z ARG S AR LT, (AR E BRI miRNA
FENELIS . SIREETE A TGRS T BN

KIBIT AR B, EmiRNA S R 6] K 7
(b [ L KB TT HEN T AT AL ET, i@ I DNAZY
KELARFMDNAGN KA BLK 12 W AR 7 45 & 42—
i, MRS B2 5w H G TT, XEERIR
WA ERHERY . TimiRNA 3 258 i i
7 P R %) e S RT3, 3 T S5 ) 400 L D AR
ol BTS2, miRNAFI S 5 o ik
FEHHEARIGFBPs KR M S5 &, X T AR R I R 5
AR F AN B EENSEME. AR
IR, miRNAFRIIGFBPs i AE 5% 7 (4 F AL
il E W HE N, (B R, B AR PR
Pl, IGFBP-3FIIGFBP-5/2 5 miRNARL & it N K%
IGFBPZ . i1, miRNAs 5IGFBP-4. IGFBP-6
WX RG>, XRS5 = F XIGFfl
fERA G, BARHURIAA Rt — D5t
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