* 740 - Acta Universitatis Medicinalis Anhui 2019 May; 54( 5)

12019 -5-910:20 > http: //kns. cnki. net/kems/detail /34. 1065. r. 20190506. 1438. 016. html

miR-200a HIF-1l« VEGF

miR200a da
( HIF @) ( VEGF) miR200a; e ;
o CNE ;
miR=200a qRTPCR R 765
miR200a MTT Tunel A 1000 — 1492( 2019) 05 — 0740 — 04
Western blot HIFda  VEGF  doi: 10. 19405/]. cnki. issn1000 — 1492.2019.05. 016
qRT-PCR miR—
200a . 37.82 ( nasal polyps NP)
48 h ;
(P<0.05);  48h Western blot o \
HIFda  VEGF . °
(P <0.05) . miR200a >
HIFda  VEGF
2019 -01 -22
( :81460094) ;
( :203211006) oo s RNA( microRNA miR)
: E-mail: °
yongjun6501@ 163. com RNA( miR) 200 5 miR-41.

female BALB/c mice were randomly divided into blank control group model group dexamethasone group(2 mg/
kg) low does schisandrin B group(20 mg/kg) and high does group( 40 mg/kg) with 12 rats in each group. Ex-—
cept for the blank control group mice in each group were intraperitoneal and hypodermic injected with 0. 1 ml sen—
sitizing fluid( includes ovalbumin OVA 0. 1 ml Al( OH) ; 0. 02 mg) on day 1 and day 8. On day 15 - 28 the
mice were given nebulization with 5% OVA for 20 minutes each time to duplicate the asthma model in mice. With
dexamethasone as the positive control while Sch B was used 30 minutes early before the nebulization the blank
control group was given equal volume of normal saline then observer the amount of eosinophil( EOS) in mice
blood the activity of superoxide dismutase( SOD) and the level of malondialdehyde( MDA) in serum ELISA assay
was employed to detect the expression of inflammatory cytokines( ILdB IL-6 TNF-a) in serum and lung tissues
at the same time HE staining was used to observe the pathological changes of lung tissues Western blot was used
to examine the expression of HMGB1 TLR4 and NF—«B expression in mice lung tissues. Results This experiment
showed that schisandrin B could reduce the eosinophil count( EOS) in blood reserve the activity of superoxide dis—
mutase( SOD) in serum reduce the level of malondialdehyde( MDA) improve the expression of inflammatory cyto—
kines( ILAB [L6 TNF-a) in serum and lung tissue. Moreover the result of HE staining showed that schisandrin
B effectively improved the pathological damage of lung tissues and its mechanism may be related to regulating
HMGB1 /TLR4 /NF—«B signal pathway. Conclusion Schisandrin B can effectively reduce lung inflammation level
and improve lung pathological damage in asthmatic mice.
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MiR-200a regulates the proliferation and apoptosis of
nasal epithelial cells by regulating HIF-1a and VEGF pathway

Yong Jun Hazaiguli ¢ Jiahan Li Linge et al
( Dept of Otorhinolaryngology The First Affiliated Hospital of Xinjiang Medical University Urumchi 830054)

Abstract Objective To investigate the effects of miR-200a regulates the proliferation and apoptosis of nasal epi—
thelial cells by regulating hypoxia inducible factor — 1la( HIF — 1) and vascular endothelial growth factor ( VEGF)
pathway. Methods Nasal polyps epithelial CNE cells were transfected miR200a mimic and control qRT-PCR
method was used to detect the expression level of miR200a MTT method and Tunel test were used to detect the
cell proliferation and apoptosis the level of HIFda and VEGF expression were determined by Western blot. Re—
sults The results of qRT-PCR showed that the expression level of miR-200a in the experimental group were higher
than that in the blank group and the negative control group. After transfection of 48 h the proportion of live cells in
the experimental group were lower than the negative control group and blank group there was statistically signifi—
cant difference compared among the groups ( P <0. 05) . Western blot assay showed that transfection after 48 h the
expression level of HIFda and VEGF in the experimental group were significantly lower than the negative control
group and blank control group ( P <0.05) . Conclusion miR-200a can inhibit the proliferation of nasal polyps ep—
ithelial cells by increasing HIF4 and VEGF pathway and improve the ability of apoptosis.
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