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Fig. 1 The mechanism of IncRNA acting as ceRNA in IncRNA-miRNA-mRNA regulatory networks
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Table 1 LncRNA function as ceRNAs in a variety of tumors

&1 KHEIEHRED RNA (EATHIERIR RNA £ #0E R E M F ThEE

KAEEGmID RNA o4+ miRNA PR YR mRNA iR 28 5 SR
Eiiobey
PTENP1 miR-19 Fll miR-20a PTEN T 470 M [30]
FER1L4 miR-106a-5p PTEN. RB1 =t] [38]
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GAS5 miR-21 miR-21 fEFEA FLIRg [47]
PTCSC3 miR-574-5p miR-574-5p #15E X FFCIR s [48]
st
MEG3 miR-181 Bcl-2 =R [42]
PTENP1 miR-20a PTEN JHF3 [43]
GAS5 miR-21 miR-21 #IHL [ T [47]
PTCSC3 miR-574-5p miR-574-5p HEIE[A FHR s [48]
M8 AR
HOTAIR miR-331-3p HER2 T [28]
MRAK088388 miR-29b-3p N4bp2 it [36]
MRAKO081523 let-7i-5p Pixna4
12285
PTENP1 miR-21 PTEN (5§ [37]
H19 miR-141. miR-138 1 miR-200a ZEB1 Hiw. 4l [39-40]
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GAS5 miR-21 miR-21 fEFEK FLIRg [47]
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MIRNA 1 LU B 008 H A7 0098 76 FT mRNA 141

il, AT R g v I 7 B it T — 2B (1 i A2 0.
LR, AHYEE —SeiF o R B, fEMR Py Ak
HMALS T IncRNA IX—4rF “Ug4s” #RAT—E M
FURIEYE. AE ik miR-21 111533 W] 41 g 4 i
A, S U7kl PTENPL R ERIE, KB %
fI& miR-21 [ 0, AT 00 o1 v 8 4 i ) 448 i
FZ 28RN, [AFE, Zhang S5FHH qRT-PCR i A7
HRAT B8 2 TR A LI () A 2R A B 40 i 3 v
M 2R RSB0 AT B0 AE, &I IncRNA-GAS5 DY 5 4h
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Long Non-coding RNAs Function as Competing Endogenous RNAs
to Regulate Cancer Progression”
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Abstract Long non-coding RNAs are defined as endogenous molecules with a length greater than 200
nucleotides and with no apparent coding potential. Recent studies showed that INCcRNA could interact with the
miRNA as a competing endogenous RNAs (ceRNASs) to participate in the expression regulation of target genes,
which exert an importance role in the initiation and progression of tumor. In this review, based on IncRNA
functioning as ceRNAs, we described the mechanism and function of some relevant INcCRNA in the initiation and
progression of tumor. A growing number of researches indicated that the interaction between INncRNA and miRNA
in tumor genesis would provide new ideas in tumor diagnosis and treatment.
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