Cancer Research on Prevention and Treatment

LncRNA-MEG3FIKLF47E 8. & 4 K & o A B & o] RE L1
Tfi;ﬂ @J’FEHE; ﬂ%ﬁﬁ, B%E =N ﬂi/u\#

FUHAE:

TP, flifh, A, 45 LneRNA-MEG3 FIKLFA{E 5 M85 A A A 9P F KT REFILARILT). YR BITAHESE, 2021, 48(3): 234~
238.

NING Jiayu, BAO Weijing, ZHOU Sujun, et al. Role and Possible Mechanism of LncRNA-MEG3 and KLF4 in Carcinogenesis
andProgression of Nasopharyngeal CarcinomalJ]. Zhong Liu Fang Zhi Yan Jiu, 2021, 48(3): 234-238.

TELR I View online: htips://doi.org/10.3971/j.issn.1000-8578.2021.20.0790

PR BRI A SR

Articles you may be interested in

IncRNA MEG3 13 9% miR -543/PTEN 34l 1 i It s 240 8 5L 2% P 3% A ML o)

LncRNA MEG3 Suppresses Proliferation and Metastasis of Pancreatic Cancer Cells via Regulating miR—-543/PTEN Axis
IR B ia SR . 2019, 46(07): 588-593  https://doi.org/10.3971/j.issn.1000-8578.2019.18.1876

Sestrin2 7 S MR A ek SOHA W27 D)

Expression and Biological Functions of Sestrin2 in Nasopharyngeal Carcinoma

IR B IATISE. 2019, 46(05): 421-425  https://doi.org/10.3971/j.issn.1000-8578.2019.18.1469

RNARGHE T 301 NF- « b SRR AN R CNE- 1RG5 . (RZB 51T

RNA Polymerase I Inhibitor Regulates Proliferation, Invasion and Apoptosis of Nasopharyngeal Carcinoma Cell Line CNE-1 by NF-«k b
BiRg B VG ST 2019, 46(04): 294-300  https:/doi.org/10.3971/1.issn.1000-8578.2019.18.1211

Garcinone EfIH| SR ARG 5 . BB PR 22 RE J) OF5E

Garcinone E Inhibits Proliferation, Migration and Invasion of Human Nasopharyngeal Carcinoma Cells

JbIRE BT IR ST 2018, 45(09): 617-622  https://doi.org/10.3971/j.issn.1000-8578.2018.18.0161
TR M 38 0 S A 40 Bk CO66— LU BURR B2 1) S35

5-azacytidine Increases Radiation Sensitivity of Nasopharyngeal Carcinoma Cell Line C666-1
iR B 1A ST 2017, 44(2): 94-97  hitps://doi.org/10.3971/j.issn.1000-8578.2017.02.003



http://www.zlfzyj.com/
http://www.zlfzyj.com/
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2021.20.0790
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2019.18.1876
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2019.18.1469
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2019.18.1211
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2018.18.0161
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2017.02.003

. 234 -

ADBBRG 381372021 F&54845553HA Cancer Res Prev Treat,2021,Vol.48,No.3

doi:10.3971/j.issn.1000-8578.2021.20.0790

LncRNA-MEG3 MK LF41E &0/ g8 & H %
WOV E S r] gL

THR, &R, AEE, KT, KLF

Role and Possible Mechanism of LncRNA-MEG3 and KLF4 in Carcinogenesis and
Progression of Nasopharyngeal Carcinoma

NING Jiayu', BAO Weijing’, ZHOU Sujun', WEI Rifu’, ZHU Zhongshou’

1. Department of Pathology, Ningde Municipal Hospital, Ningde 352100, China, 2.
Department of Otolaryngology & Head and Neck Surgery, Ningde Municipal Hospital,
Ningde 352100, China

Corresponding Author: ZHU Zhongshou, E-mail: snifflotus@163.com

Abstract: Objective To investigate the role of LncRNAs-MEG3 in the carcinogenesis and progression of
nasopharyngeal carcinoma (NPC) and the possible molecular mechanism. Methods qRT-PCR was used
to detect the content of MEG3 and miR-543 in NPC cells. Luciferase reporter method was used to study the
relation between MEG3 and miR-543, and the changes of cell proliferation and apoptosis induced by MEG3
or KLF4 were analyzed. Western blot was used to detect the expression of KLF4, Bcl-2 and Bax proteins.
Results Compared with the control group, the expression of miR-543 in NPC cell line was significantly
increased (P<0.05), while the expression of MEG3 was decreased (P<0.05). Luciferase report and Western
blot showed that MEG3 could regulate the expression of KLF4 by adsorbing miR-543 to inhibit cell
proliferation, promote cell apoptosis and affect the expression levels of Bcl-2 and Bax proteins. Conclusion
LncRNA-MEG3 could regulate the expression of KLF4 by adsorbing miR-543 and then plays a role in
inhibiting the occurrence and development of NPC. It may be a new biomarker for NPC targeted therapy.
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Figure 1 Expression of MEG3(A) and miR-543(B) in NPC
cells and normal nasopharyngeal epithelial cells determined
by qRT-PCR
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A: the effect of MEG3 on miR-543 expression; B: the overexpression of MEG3 promoted the expression of KLF4, but could be reversed by miR-543;
C: the downregulation of MEG3 decreased KLLF4 expression, miR-543 inhibitor upregulated KLF4 expression. ***: P<(.001.
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Figure 3 MEGS3 could regulate KLLF4 expression by absorptively transfecting miR-543
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A: si-MEG3 promoted the proliferation of NPC cells, while pcDNA-KLF4 cotransfection could reverse the effect; pcDNA-MEGS3 inhibited the

proliferation of NPC cells, while si-KLF4 cotransfection could relieve this effect; B: si-MEG3 inhibited cell apoptosis, while co-transfection of si-
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Figure 4 MEGS3 could regulate proliferation and apoptosis of NPC cells by affecting KLF4 expression
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