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miR-204-5p alleviates inflammation and airway remodeling in asthmatic
mice by regulating the expression of TLR2

DONG Xue-feng, YANG Ya-long
( Department of Internal Medicine ,Quanzhou Medical College , Quanzhou 362000, Fujian, China)

[ Abstract] Objective:To investigate the effect of miR-204-5p on the inflammatory response and airway remodeling in asthmatic
mice,and to study its potential molecular mechanism. Methods:40 seven-week-old SPF kunming white male mice were selected,and 10
mice were randomly selected as the control group. The other 30 mice were sensitized and stimulated by ovalbumin (OVA) to establish
asthma model, and randomly divided into asthma group,up-regulated group and down-regulated group,with 10 mice in each group. miR-
204-5p agonist was injected into the tail vein of the up-regulated group,and miR-204-5p antagonist was injected into the tail vein of the
down-regulated group. Mice in control group and asthma group were injected with 0.9% normal saline in the same way. He staining was
used to observe the pathological changes of lung tissues of mice. The expression levels of miR-204-5P and TLR2 mRNA were detected
by RT-QPCR. The expression levels of TLR2 ,TGF-B1 and NF-kB P65 protein were detected by Western blot. The concentrations of IL-
4,IL-5,IL-13 and other inflammatory cytokines in the middle bronchus of bronchoalveolar lavage fluid ( BALF) were detected by
ELISA. Results : The lung tissue and bronchial structure of mice in the control group were normal,and the alveolar contour was clear.
The airway wall of mice in asthma group,up-regulation group and down-regulation group were thickened,and the cells were disorderly
and inflammatory cells were infiltrated. Compared with the control group,the expression level of miR-204-5p mRNA in asthmatic mice
decreased (P <0.05) ,the expression levels of TLR2 mRNA increased,the protein expression levels of inflammatory cytokines such as
TLR2,TGF-B1 and NF-kB P65 protein,IL-4,IL-5 and IL-13 in asthma group,up-regulated group and down-regulated group were sig-

nificantly increased (P <0.05). Compared with asthma group,miR-204-5p mRNA expression level was significantly increased in up-
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regulated group (P <0.05) ,the expression levels of TLR2 mRNA decreased, the protein expression levels of inflammatory cytokines
such as TLR2,TGF-B1,NF-kB P65 protein,IL-4,IL-5,and IL-13 were significantly decreased (P <0.05). miR-204-5p mRNA expres-

sion level was significantly decreased in down-regulated group (P <0.05) ,the expression levels of TLR2 mRNA increased,the protein

expression levels of inflammatory cytokines such as TLR2, TGF-B1, NF-kB P65 protein, IL-4,1L-5 and IL-13 were significantly in-

creased (P <0.05). Conclusion: miR-204-5p may inhibit airway remodeling induced by TGF-B1 and NF-kB P65 in asthmatic mice by

regulating the expression of TLR2 ,and effectively reduce the inflammatory response in mice,which may be a potential therapeutic target

for preventing airway remodeling in asthma.
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4) ELISA X7 & /N B IL-5 ELISA X7 & (1% 5.
PI612 \P1620, [ 28 = K ) ,/NE IL-13 ELISA {7
& (155 :ml063123, g EEER ) .

1.1.2 £mzhdy 40 57 kY SPF 2% B B 1 b
PE/NEL R (24.6 £3.4) g, 1l FH KIS T & AEY)
ARG A, ERARFFTE (25 £2) C B ERER
(55+5)% , 5y B i ARE, R/EE 12 h/d 198K TH
o SEU B W] AT AS B S 56 s M R B ot

i
1.2 &
1.2.1 #wm N NREAZETE A Phik 10 AEH

XPRRZE LAy 30 HU/NE TS0 58 1.3.5 R s v 43
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100 WL/ AL, B AR BEE AL, R F 1 h, JEdk 5 IF
W T 7K 3 I A B AR i A Ak W g AR id 100 L/ AL,
A FL, 2= RO 20 min, YEAL S WOF IR T
Ko JE A 50 TMB ¥ 100 L/ fL , 355 A i
fL, ZE R EDEHEF 20 min, SIIAZ W SO wWL/ AL, iR
5] Ja S RPN £ A450 1A,
1.3 SitZEaHm

K H] SPSS 22.0 Ho A% Ee s kA7 o3 B 5 Ab 2R
HEFERLL (x +5) R, K Mann-Whitney U £ 56
72500, P <0.05 J2EFRA G E L.

2 HR

2.1 HBHMNR—MITARE

Xof A/ SRR R AT O I, WIS AR, T
S5 B IR 5 0 M 5 T /) B L BP0 ke R L A Bl B
JRCR B M miR-204-5p &35+ Bl , 3 1k bk 41/
BRI i B LA 3l B G, 238 T IR 2 /N BUVE
W e WU 2 2 BN, Sk R AR
2.2 BHNMRMARRBEZYLE

ot /N BT 28 2 R SR A R IR i I 2
HE) 8 T AT, 0 Mg 2 G 3K T 9 4/ B B T Y
JE, A0 HES 2% AL LB AR 5 F 3k b R 2 /) BURE B
JELI B0 BT A, AN N HE 5 A O R S, A A B T
Mio WL T,

e+

Feik i

LT W4

B 1 &4A/NR AR %I F I (400%)



B3TH Ho
690 202246 A

JIldt E Z Bz 2 4R ( http : //noth. cbpt. enki. net)
JOURNAL OF NORTH SICHUAN MEDICAL COLLEGE

Vol. 37,No. 6
Jun. 2022

2.3 KMA/NREHHAL R miR-204-5p & TLR2 mR-
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