- 14 - S A BE 245 44 7k Journal of Clinical Medicine in Practice 2022, 26(21): 14 -19.

4/ RNA-155-5p @i 805 A8 (A % Z BE L g 1 4
BB b A b R 18 R L B SRR R 5

IR, & B, A%E
(FraERRE R R B S ME R, Bl 28 K55, 830000)

W OE: B WERUN RNA(mIR)-155-5p XF AL FRE T J 4l (HNEPC) - J7 ] 5t Ak ( EMT) (19 52 i B H 5 20 25 1 2%
CTALES | (SIRTI) BRI S22, ik PR 2019 4£ 5 A—2021 4F 12 478 NEE TARIBITRIEE 50 B RFsexi 4. RyE=
0I5 B 5 18 T 58 e Ak 5 B PR ( CRSwNP) 4 36 1511 A1 14 8 55 4 A1 5 L I (CRSsNP) 41 14 5], 53 B W R34 7 52 v Bl
P it FARIGIF Y 20 ) &b fdi it f24 h %F IR 2H . B miR-155-5p mimics ,miR-155-5p inhibitor . miR-NC Az Vector JFi fi %% Yt %= 41
f, 4%k miR-155-5p 41 .miR-155-5p inhibitor 20 .miR-NC 201 Vector 41, SCATHE G i 3 A b )2 13 ( RT-qPCR ) 69 40 i3 . 41
21 miR-155-5p Fik/KF-; Western blot , G YR 4141 A A SIRTT | E-4% % 2 1] ( E-cadherin) % & 2 1 ( Vimentin) | o-F- 18
W) A (a-SMA) (£ 28 H (Fibronectin) ik 5 A W)M5 B 2 TH 56 R B 5250 50 BramiR-155-5p 5 SIRTI ({41 3¢
%, %55% CRSwNP 41 A 2H 40 miR-155-5p Fik/K ¥ T CRSsNP 41 % M 4H , CRSsNP 4 £ Ji 2 st 40 41 miR-155-5p &
IR T, 2R A G122 (P <0.01) . CRSWNP 41 B s B i1 4H 2 E-cadherin , SIRPI 215 K- IK T CRSsNP 4 K& %
B84, CRSsNP 4 & i HiIK4141 E-cadherin SIRT1 FEik /K AR F X HRA , 22 A G124 8 (P <0.05) . CRSwNP 21 & Jis 26 i
ZH 21 Vimentin ,a-SMA Fibronectin 357K 75 T CRSsNP 2H Jz % HE2H , CRSsNP 215 i Blifi 20 20 Vimentin . a-SMA | Fibronectin 3
SRR TR R, 2 A it X (P <0.05), -1 miR-155-5p fi¢ #E TRHNERC 40 g EMT, 3T %k miR-155-5p #04il T
HNEPC 4 fifi EMT, miR-155-5p 1 ¥k 40 ] 98 4% SIRTI, £5i¢ miR-155-5p  EMT #1547 0 ¥ 4 CRSwNP th 323k 45, i
miR-155-5p ] 3 b f M 45 SIRTT {2 #F HNEPC () EMT 3o 72,

K : U RNA-155-5p; 43 4 25 S BhAmg 15 A SR8 L Je 4 ;e 1) i 4k

fES%EE: R765.2; R361 XEIRERS: A XEHS: 1672-2353(2022)21-014-06  DOI: 10.7619/jecmp. 20221520

Experimental study of microRNA-155-5p regulating
epithelial mesenchymal transformation of nasal mucosal
epithelial cells by targeting histone deacetylase 1
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Abstract: Objective ~Toreobserve the effect of microRNA (miR)-155-5p on epithelial mesenchy-
mal transition (EMT) of human nasal epithelial cells (HNEPC) and its targeting relationship with his-
tone deacetylase 1 ( SIRT1). Methods A total of 50 patients who underwent endoscopic nasal surger-
y from May 2019 to December 2021 were selected as the research objects. According to whether nasal
polyps were compli¢ated or not, the patients were divided into chronic sinusitis with nasal polyps
(CRSwNP) group™(n =36) and chronic sinusitis without nasal polyps (CRSsNP) group (n=14). At
the same time g 20ypatients with nasal septum deviation who underwent nasal septum deviation surgery
were selected as'thé control group. MiR-155-5p mimics, miR-155-5p inhibitor, miR-NC and vector plas-
mids were transfected into cells and divided into miR-155-5p group, miR-155-5p inhibitor group, miR-
NC grovprand Vector group. Real time fluorescence quantitative polymerase chain reaction (RT-qPCR)
was usedito detect the expression level of miR-155-5p in cells and tissues; western blot and immuno-
fluorescence were used to detect tissue and cell SIRT1, E-cadherin, vimentin oo smooth muscle actin
(a-SMA) , fibronectin expression; the bioinformatics tools and luciferase report experiment were used

to analyze the targeting relationship between miR-155-5p and SIRTI. Results The expression level of
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miR-155-5p in nasal mucosa of the CRSWNP group was significantly higher than that of the CRSsNP
group and control group, and the expression level of miR-155-5p in nasal mucosa of the CRSsNP
group was significantly higher than that of the control group (P <0.01). The expression levels of
E-cadherin and SIRT1 in nasal mucosa of the CRSWNP group were significantly lower than those of
the CRSsNP group and control group, and the expression levels of E-cadherin and SIRT1 in nasal
mucosa of the CRSsNP group were significantly lower than those of the control group (P <0.05).
The expression levels of Vimentin, a-SMA and Fibronectin innasal mucosa of the CRSWNP group
were significantly higher than those in the CRSsNP group and control group, and the expression lev-
els of Vimentin, o-SMA and Fibronectin in nasal mucosa of the CRSsNP group were significantly
higher than those in the control group (P <0.05). Up-regulation of miR-155-5p promoted the EMT
process of HNEPC cells, while silencing miR-155-5p inhibited the EMT process of HNEPC cells.
MiR-155-5p negatively targets SIRTI. Conclusion The expressions of miR=155-5p and EMT relat-
ed markers are increased in CRSwNP. Up-regulation of miR-155-5p can promete the EMT process of
HNEPC by negatively targeting SIRTI.

Key words: microRNA-155-5p; histone deacetylase 1; human nasal epithelial cells; epithe-
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