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Abstract As an important gene regulatory molecule, microRNA is closely related with various human diseases. Numerous studies
have confirmed that microRNAs function as tumor suppressors or oncogenes in various tumor types. Therefore, microRNA investiga-
tion has become a new direction in oncology research. As a member of the miR-17 to -92 cluster, miR-17-5p has been the focus of re-

search recently. MicroRNA is involved in many aspects of diseases, such as diabetes mellitus, endometriosis, and a variety of tumors.

In this review, the basic characteristics and roles of miR-17-5p in tumors are elaborated.

Keywords: miR-17-5p, tumor, target gene
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Table 1 The expression and functions of miR-17-5p in tumors

NA =5 B30 5 [ mRNA 106 B3 K S G s
I, FERZEMRE P, miR-17-5p 28 B,
PRH A L PR e B R 9 . (HRAE Li 25 R iR 58
R, 7 ON BL9E o #k miR-17-5p il @ E A F
S0t I Go/S AR I e 40 R s i B 9 T, [
PRPEREE I YEST B9 35E . @iBR YEST JEH fefg i il
BT 75 A0 A TR

Tumor Expression

Function

(5-8.9-12]

Metastatic hepatocellular carcinoma Upregulation

[13]

Prostate cancer Upregulation

[14]

Prostate cancer Downregulation

15-16]

Breast cancer' Upregulation

17-18]

Breast cancer' Downregulation

. (19-20] .
Pancreatic cancer' Upregulation

r[4,21]

Ovarian cance Upregulation

[22)

Endometrial cancer' Upregulation

[23-25]

Gastric cancer Upregulation

Renal cell carcinoma®™ Upregulation

[27-29]

Colorectal cancer' Upregulation

Lung cancer (lung adenocarcinoma)®**” Upregulation

33-34]

Lung cancer (non-small cell lung cancer)' Downregulation

35]

Glioblastoma' Upregulation

36]

Pituitary carcinoma' Upregulation

371

Oral squamous cell carcinoma Upregulation

[38]

Bladder cancer Upregulation

[39]

Anaplastic thyroid cancer Upregulation

[40]

Neuroblastoma Upregulation

[41]

Esophageal adenocarcinoma Upregulation

(42

Ependymoma Upregulation

[43)

Synovial sarcoma Upregulation

[44)

Pleural mesothelioma Upregulation

Cervical cancer Downregulation

Associated with the high-grade lesion, lymphatic invasion and poor
prognosis, inhibiting apoptosis, promoting the proliferation, growth,
invasion and colony formation of tumor

Promoting the proliferation, colony formation, cell survival and inva-
sion of tumor

Inhibiting the growth of tumor

Diagnostic biomarkers

Inhibiting the proliferation and colony formation of tumor

Promoting the metastasis of tumor, improving chemoresistance and
associated with relapse-free survival

Promoting the proliferation and inhibiting the apoptosis of tumor, in-
ducing chemoresistance and migration

Promoting the proliferation and inhibiting the apoptosis of tumor

Promoting the proliferation and inhibiting the apoptosis of tumor, as-
sociated with the differentiation of tumor, TNM classification and
poor overall survival

Promoting the growth and metastasis of tumor

Promoting the invasion of tumor, increasing chemoresistance and re-
ducing survival

Associated with poor prognosis and inhibiting apoptosis

Inhibiting the metastasis and invasion of tumor, improving chemosen-
sitivity and inducing apoptosis

Promoting cell motility, invasion, and tube-like structure formation
Associated with the metastasis of tumor

Reducing the sensitivity to radiation

Promoting the growth of tumor and inhibiting the apoptosis

Promoting the growth of tumor

Inhibiting the proliferation and promoting the apoptosis of tumor
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Table 2 The target genes of miR-17-5p

Target gene

Function

pten (phosphatase and tensin homolog)®***2*%!
timp2 (timp metallopeptidase inhibitor 2)®"

ints6/ints6p1l (integrator complex subunit 6/integrator complex
subunit 6 pseudogene 1)

yes1 (yes proto-oncogene 1, src family tyrosine kinase)"
p21 (cyclin-dependent kinase inhibitor 1a )"****"*!

e2f1 (e2f transcription factor 1)**”

socs6 (suppressor of cytokine signaling 6)

timp3 (timp metallopeptidase inhibitor 3)™

c-myc (v-myc avian myelocytomatosis viral oncogene homolog)™*
tp53inp1 (tumor protein p53 inducible nuclear protein 1)**
vegf-a (vascular endothelial growth factor a) **

bim (bcl2 like 11)**

27)

p130 (nucleolar and coiled-body phosphoprotein 1)

26]

egIn3 (egl-9 family hypoxia-inducible factor 3)"
stat3 (signal transducer and activator of transcription 3)“*
zbtb4 (zinc finger and btb domain containing 4)""

pcaf (beta-ketoadipyl coa thiolase)™

becn1 (beclin 1)

Inhibiting the growth and metastasis of tumor and improving chemosensitivity

Inhibiting the metastasis of tumor

Inhibiting the metastasis of tumor and promoting apoptosis

Promting the proliferation and inhibiting the apoptosis of tumor

Inhibiting the tumor growth, increasing the sensitivity to radiation , inducing the
apoptosis

Inhibiting the proliferation, growth, colony formation and invasion of tumor
Inhibition the proliferation of tumor

Reducing the cell survival and invasion of tumor

Inhibiting the proliferation, invasion and colony formation of tumor
Inhibiting the proliferation and promoting the apoptosis of tumor

Related with hypoxia signaling pathways

Related with chemoresistance

Improving the overall survival of patients

Related with hypoxia signaling pathways

Associated with relapse-free survival

Promoting the transcription of genes as a histone acetyltransferase; related
with proliferation

Related with chemoresistance
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