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Abstract

MiR-215 is one of the key members of miRNAs, which expresses abnormally in a variety of tumors and plays

the role of oncogene and tumor suppressor genes. MiR-215 is involved in regulating the tumor cell proliferation,

metastasis, apoptosis and drug resistance by controlling the expression of the target genes, so that its expression

level is closely related to tumor formation, development and prognosis. Thus, miR-215 is expected to be a novel

target for tumor therapy.
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LR N 5 AN = s SR 7 A
AvEREA s FLBRED R, miR-21538 1t
TR L R AR A A EH . AR SCK 25
AR miR-2157E A [F) I % A= % e v /e FH FBL
B e N MR R W L BUS RS . IR )T
JH 2 B P A SR AT i JEL i

1 MiR-215 55 ¥&

B R UL AL R G A R MR 2
— TR [ 6 A AU PE RALR T i, AR
kRS miR-21S7E Ha A A b Rk B
FIHE, ELR A FoxO1, RB1, RUNXISE]
i R DR ) 2Rk A a0 1 A RN o R T AR

P FE N FoxO 17 Z R S B b g Th R GX R
00, Zang Bl I qRT-PCRA MmiR-2157E B /i
AT RBRE LIH, HERIKEKFES5Fox01#£
EENME, HE—LHIREHmiR-2158 T H
U EFoxO1M3'UTR, TEFE R 5 /K EFE K FoxO1
W25, T E80CE 5 A0 M 0 3G FE BB T R . Ak,
Transwellf% 22 155 FlIG K95 370 BT 7% : miR-215
PR B 4 ML T RS AR 28, R IkOKF- 5
R HE R TNM S A 56, A0 ) 5 R A0 i R S
[A1(Retinoblastoma 1, RB1)Z: 5 4l ity J& 3] ) £ 1%
P, A IR A0 M b 2 A IR L N AE AP, Deng
SO 5E R I A A P miR-215 3 H ik, JOLER
Jit 42 25 A Western EJ 325 43 M7 i 7R RB1 /& miR-2 15 14 1
B AEWE B2 AT R miR-21 538 2ok 81 [ 417 41
RB1R AN HF H i 40 f 3 5, HL AT B 5 2R 06 1Y
RB 1T 55 5 N T E2F S 8040 i A W G - s i e Ay
%, ChenZ "B 5E S DengZb 18— 5., MR M
RUNXI (Runt-related transcription factor 1) 3223 i
BEAEEE L TGE-B, Wnt, BMPA(F 55 Tl
% HE A S PR VE )L i Ing 7740 T R 4 4R
AHAR B A ifgd 2 20 P miR-2 1S A 22 38 520 B & 3
miR-21S7F 5 i 41 21 i 3235 /K1 B B /& T 55 4
41(P<0.05), JF HHEEH B AL P miR-215HFR A
B S (LL/IVE, P<0.05) . 548IT A% 3 i g £H 21
., RUNXI1ZE B9 41 21 3k F I/ (P<0.05),
B E 4 &K i miR-215 RE4F S 45 A RUNX1
FEPHI LR IE . RAPSER R B RUNXLA] L %
miR-21S R e s DI RE . LA 45 R Ui 3Rk 1y
miR-2 1538 1§ [ J0 I RUNX 1A 323k 42 0F 15 8 A0 0%
PEFEE . {HmiR-215/ RUNX15TGF-B, Wnt, BMP
G T MM R M ARG EIEL, A1FF—
BT . XS5 PGS 1 R IR M miR-215 5 B A i

OB A XK. Fit PR : miR-215HHEE H
i YU 1 8 A M 2 A AT R 0

FRBFSE F W miR-21 53 5 LA R 34542 R i
RN M FRILSE B EN KA K RSE: miR-215-
FoxOl, miR-215-RB1, miR-215-RUNX1. & HHij
XFmiR-215E 1F B & 1 FHLEN A T — % BIA
W, AL TR BE, R L ) B miR-2 157 B
T VR FH AL AT 2 A R AT 52 1 B A5

2 MiR-215 5 H 7=

S B i b R WS MR 2 —, R
A BRI R AR A 3P MiR-21S SR R4
i B B miRNA, HAEZS H e b 2k R,
AL AR

LgrS(leucine-rich repeat-containing g-protein
coupled receptor 5) & 45 s MR IR AN, FIAER
TR AE 4 i T AN AR ST . Nakaoka %5 POg ST
CS7BL/6J-APCMin/+/)N B 45 1 1 6 WG 28 sh 1)
RERY, 38 3 T 51 43 AT s B e miR-2 15 9 3
KK BAR T IE W W Lz o i — Do ke Bt 3R
KM miR-215REFEA Lgr s 1 17 T 4l Bl AR W & o
5 —J7 i, BraunZ5UVHFSE & BLEE St R TR A ]
£ 1(Caudal type homeobox 1, CDX1)fEHE [a] 4 i
miR-218 i 5E sk T i) S i JE I BMIL Y 3Rk, 7
G e T A A 2 ) o i 2D RSN
K : PS35miR-21SHRIAK R IEM G, PS3GHE
{2 #FmiR-215% 3%, miR-192/miR-215H 5 CDKN1/
p2 17KV, 5 SO A R DI BE A, & A b geg 4 o AR
Mo B, miR-21STEA ] 45 6 T ai i A Kb &
HEEERE, A B RS g R 2 Wy &
SRR o YY- 1 — P B 0RO B SR i WL
F/E I R F . ChenZE P HFSE &L : miR-215
LR 2 B3 T, miR-215% 3k FHE R
EAVH G P R A g A L SRR AR 2R, R
it 45 FlWestern 328 43 #7 i 7R YY- 1 /& miR-215 [ #L 5E
Mo miR-21538 i ELE AR [ M YY- 109 Rk, BEAT
ARG AE . B AR ZERE )] . Vychytilova-
Faltejskova%[27]5)}%&}%EREG*ﬂHOXB97E11:miR—
215-SpHY LR . miR-215-5p UL ERBES S EREG
FIHOXBOM F ik, (EiF4s A Musgsa . BLsb,
miR-215-SpFRIKIKFREAL Gk L 455675, i 4310
A,

AN, miR-21SFELS H R B RGHF AR
5k R R R B . L% Pl 4 BT 60 )
sEM ARG 2 R BB MesHIRGFENRE LK BE
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HA T miR-215F K, 45 RFE/RmiR-21STER &
FH I T (P=0.001), MiR-215AIMKE A 534
SR AT REPE I E ARG (P=0.001), LR 9 7 J3
MR, ARG AEAFT DB, 7E IO B 3 p T B
(P<0.001), 24841 i/R : miR-21SA/ERZE H
1 9 £8 B R TR 5 B R WA S T AR A . 1t
Hb, RIS miR-21S iy AT DL S - 550 PR 5 g 1)
By Z 25

ZE Ll UL, miR-215 16 45 1M o 4 4R R
Mg PR IR, I 5 45 W9 T 40 M 9 o fL I R 2%
I, HAE 25 MR 0932 B B AT T A A M.
miR-215 M1 I8 0] X 45 B e B i W . AR5
52 RS5O A B TEAL (RN H TR
ATy 5 E— 25 R B FEUE 3K

3 MiR-215 5 HCC

HCCJ2 4= BRBUIE 2 55 5 19 3 1k & 50 % b
S, WA T ANECZ R 6s T, M A Wy NS fik
FEP S MiR-21STEHCCANME h £k T %, BEfER
PR R AR, WRe kMR EEH . ok,
FR K miR-215 SHCCALIF i 25 PE B VA6

MiR-21STEHCCH L HIR HPIE T . i T
Yefa R 8q24 K AR i A RN A (IncRNA)PCAT- 1 7E
iR S A0 e St B FE M BUR L N A 5. Ren
2 SR Y s B3 63K I miR-2 1 SEEHN I PCAT-15%
K, FEHCCH MM I BME, A, S
WU EmiR-21S G PCAT-1. 3k L iH, HCCHU LI 5H
REJIHG R . BLAb, FEPR A A R D e B A 4 A (4
AW A (V-crk avian sarcoma virus CT10 oncogene
homolog-like, CRKL)]/ZHCCH miR-215-PCAT- 1%
MR AERL A, CRKLAE I TLERAEAN Hl HCC AN g
FEAIIERS . I, TPS53-miR-215-PCAT-1-CRKLA
SEHCCHHE A M IS .

MiR-21SEHCCH R i HE M . LinZeDY
B T 438 2 R 9% 5 X2 1 (hepatitis B virus X
protein, HBX)%E’Jﬂiﬁkﬁﬁﬁi(HBXA127)ﬁEﬁ]§
HEMMHCCHepG2MIH740241 gtk F miR-215 1) %
ik, TRISZIK[HE B A RBER ST (protein tyrosine
phosphatase receptor, TPTPRT)]/&miR-215 15
K. HBxA127383d ¥ miR-215¥0 A 40 | PTPRT Y
Fik, WERHCCAIMAY IS . Mamdouh P 5%
KB miR-21SEEUEHE SRHC VI H, 18 M IR
HCCHAIMME T miR-215H) Kk W F LIH, M5
miR-143 FlmiR-2 15 /& 12 Wit 14 S 2 F1F 40 i 98 04
TEAE bR

AN, miR-21S7EHCCI 25 ¥ v % % 8 B AE
FH o MiR-21SBE i 5 17 25 A OC i #0 JE  — &
AR A 5 I (dihydrofolate reductase, DHER) A
R A B (thymidylate synthase, TS)#ik, FEU
A K B E Y, R, i R miR-215 F
DHFRAITS 1) 4% 3k [A] Bt FEAIG T 410 i X DHERAD
il 7510 1T S 00 ) 50 A ARORRAME L 2l 4 i X AT 24
Yyt 25 . Wang%‘yf[mﬁﬁﬁ"_‘iﬁf%: TEXT B 5 2 (ADM)
it 25 ) Hep G2 (HepG2/AR), Hep3B(Hep3B/AR)4i
il R FIADMIAYY B B4 P miR-215 8. 3% FiH . i —
R 1 R miR-215 H 140 i DHFR A
TS mRNAJFFEARH A BRIk K-, SEHCCH
JH X AT 2 2 Tt 24

25 B AL, miR-21STEHCCAN M & 4412 98
T NE A6, TO AR WIS W FS H W 2
24577 AR A BRI AT, (H i Bk = R AR I
Z I RGEEE

4 MiR-215 5ffijE

it g A Ry A 3K 0 258 o e AR R, R AR
AR AET M E RN Y FTEESE K P miR-
21STE Ml f FE S N A (. Cai%% 38 FqRT-
PCRAGI & I miR-2 1STE R /N2 A fili g 2H 41 (AS49)
Ik B AR T 55 IE W AL ZUrh . fEAS49 4 Y
T A M miR-2 LSRRI HI 40 A 51 . i85
Z, miR-21SFRIK TR A e 405 . T, Yao
25 DO 3o XU 2 AR 45 35 R 0 48 o JE B 4 R
B I (MMP-16) 2 miR-215 BL 34 45, miR-21538@
b LT JAMMP- 1638 3540 1 A /1 240 J it 9 40 i i)
WA . AR ZE, [REfmiR-21S KL S E
SRS I TNM - W B A OC . R RN —Fh ot
FEZTYIT IR T MO 2 1 e . Yo ORI AR E
XY o (A 7% Y 8 T 40 1 77 (X-linked inhibitor of
apoptosis protein, XIAP)%miR—192—5p/215[§l@%ﬁ%
SEARSEN . E— oY R B LB KRR T miR-
192-Sp/2151/5 FAS49AN ML & A 1=l LR T,
p33-miR-192-5p/215-XIAPIEAF A /N4l it fili 43 119 B

5 MiR-215 5 H {th fhJez

MiR-2 153 1 3 7 4 7 # E D A  E Jo TR
B AU AR AR ERRRE . SPERE A
FLRLA | SPL e A A3 A o

MiR-2157E AR R P i 3635 . Tong 551 /AF
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5% K MmiR-2 1538 o 40 ] #) ] CTNNBIPIH R ik,
HHNB-catenin®i MR 1L, a-SMARILT % H i F ik
HETT G Wat/ B-catenin i 5 % SR M TGF-p115 T
(4 R % 4 . Wang 25 HUBF ST 48 H miR-215-Sp s
PEADHI AL I PCDHO MY K5, 5 BUK % 40 i
WA, RAMERERE IR . L, T 3R A B miR-
218 7] DL AR fi 28 fie Joe 9 A8 5 AN B TS A bR ks
Liang%:!"* i i qRT-PCRAG I % BRI 75 2 J# He La
1B RR H miR-2 15 4% 1K 5t 35 5 X ) I R A1
(P<0.0001), JfHmiR-215FAKF 55 FRT3
W AR EAAC, $ERmiR-2157E 7 S
wzWrh A

SPEBEAN A M AR M miR-215 R IK B E T
P8, miR-215MKFE A B E BB AR B E K T miR-
205 kB E DT, A, 18 kA0 I 45
B E B R VAT S I3 miR-215 7K i R

e T, R A R P miR-2 15K %
K S R BRI miR-21S BE 0 9 R O 1
B g ET, MR AN, EEYE
%i?TE%EIZ(E—bOX binding zinc finger protein 2,
ZEB2)/EmiR-21SHYHLEL A . ML A] GE 2 miR-215
W R SRS A ZEB2W3 -UTRINGI ZEB2 £ 35,
S ZEB1/ZEB2mRNAM IR, wi%% | fz -] &
1k (epithelial-mesenchymal transition, EMT),
5 RIET, Choi 3 1 o 45 6 98 0 1B i o v £
miRNAsF IR ST RS AT £ : miR-2157E
A 5 g h 2k K| TR, v XA S
JHRARIRE o PRI, miR-2 187 [ R 98 200 G v e 25 ik
I EE R, BE R miR-2 1S HE A JBE 96 7 5 i
W FIIG 7 BT Ao

Yao Z5EUF 5 % PmiR-2 15 7E 7L M o 2 2L 40
il 2P B TR, MiR-215 33K 199K & R 40 41 FL
96 40 R P 3 A R AR 2% . iE— P BF S IR T AKT
22 AR AR L (AKT1) HmiR-215 1Y 340
BRo MiR-21538 & FLAEIIHIAKT 13835, 1M 5%
FLMR I 0 P R . MiR-21SMR 3K 10 B sAE R
9 7 5 PR A2 A7 30 (disease-specific survival, DSS)H
miR-215 ik B HH (P=0.007) . £ F M4k
FUEIR . miR-215F 3k T PR A BB 1t
ST . DL EWFE SR B miR-215 ] g S& VR YT FL
JIR 95 PR TR YT AR o 7E b B2 M BN B (epithelial
ovarian cancer, EOC)'ﬁ, 1 F IR I miR-2 1S 40
JO 3 B, AR A0 R T O 3 I E O C 4 i XAk YT 24
Py OB, BLRIF 9T & B miR-215 BT 4 i #0
S XTAPRIAFEIREO CHYE MR I .

6 415

MiR-2157E Z Fh i a0 vh £k B %, il
P97 FoxO1, RB1, RUNXI, YY-1, DHFR, TS,
PTPRT, MMP-16, XIAP, ZEB2, CTNNBIPI,
AKT1, PCDH9, EREGHIHOXBOZ:HIIL K (1) ik
Z 5K [E M 03 5E . T B Rbrgh e A S
RZ R, MiR-21SHE ] DUJ& — Rl LA, dnr LA
SR AP S, LA Y R O e Y 2 B A
Freh B A5 . MiR-21SFESS B . RARIE , B/
YA . SCEREAN M i . FLARIE FIED CEE ik
Je TR Ry e A DX, TR R L A s SR A
BHETENBURREN, ABNE, FHCCH A
PRI ARG A B . AR EM X miR-2 1S5
A TRZ IR, HEmiR-2155 5 Mg & 4 K R
A B B T HLE v R s R, ATVRAETE A TR AR
PAIE . 1)miR-21STERE MR . . Bo
FIR . RIS MR R S AR OGS E D, miR-218
X330 el 1) A R SR R AR AR R, LT HILA
SMOEAT AT 2) M 25 AT 2 AR 2 B R
WA PR 2 — o miR-21SFEHCCHR 259 v & 4% 5 2
FERIMT, (B4 X miR-215 76 R 1 24 B 87 5% 14 4k T
MBI B, R, #8728 miR-21S 78 g it 25 v i 23
FHL AR RIS AT . 3)MiR-2 1575 I8 1fiL &
B R HLE AN BB, 2 A5 e iE L AE ] TVEGE-A
MBI h AEEH . I, KRR ETE 2R
W78 8 )1 T8 78 miR-215 19 43 F L] A4k 3 H i R
M
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