2 % B 25 Anhui Medical and Pharmaceutical Journal 2021 Aug,25(8) - 1605 -

SIRAST: Wk, Wl 1R 45 B RNA-216b-5p X A MGO3 4il L DI BRI S B 5 088 R R 1 B1 A [m], i fm]
W e R 1] 2 EE 2, 2021,25(8) : 1605-1609.DOT : 10.3969/j.issn.1009-6469.2021.08.031. T
ClEREZEC )

7y RNA-216b—5p %141 P98 MG 63 4l h HER 55 M)
B 5 FiE A BLE R E &R

P BT, Tk ok, IS K
k. ERTEREFERARERE—F, £ % 401220

WE: B HITH/NRNA-216b-5p(miR-216b-5p) X 45 A MG63 A M3 78 =2 78 R T~ By g i e H 5 = 1088 R I B
(HMGB1) Y4B [0 C R o ik KRS IR A9 MG63 4 i 43 24 mimics-NC 2 . miR-216b-5p mimics ZH . inhibitor-NC 41 Fl miR-
216b-5p inhibitor £ , R F 52 i} ¢ 56 52 7t PCR A miR-216b-5p 1335 , MTT 7 | Transwell /1N 1 28 40 A3 43591 6 00 200 it 34
B AR BRI ToRE ST . SRR 2 B 45 2 RS2 B A I miR-216b-5p I HMGBI (14 1] 56 2, 4K 11 R Bl 36 3% (Western blot-
ting) K I HMGB1 25 H %35 . R 5 mimies-NC 4147 . , miR-216b-5p mimics Z0 41l }fd 1 miR-216b-5p Y ik 7K [ (5.36+
0.54) £ (1.00+0.11) JFIZH AL T2 [ (20.3623.15) % 1. (8.58+1.22) % | W 5 Th a5 , T 4 O 184 58 1% 3 AR 22 AE 1 A2 fitd v HMGB1
TR A 1Y 3 35 7K SF- 25 B I8 A% (P<0.05) 5 miR-216b-5p inhibitor 21 40 i ' miR-216b-5p (193 15 K- (0.24+0.03) 1 (0.96+0.08) 1l
YL T2 (2.0520.38) L1 (9.27£1.16) 1% inhibitor-NC 41 W 5t AR , 17 240 B3 5 1% 07 122868 01 R HMGB1 2 11 (1 3RE 7K 38
inhibitor-NC ZH J4H {8 F+ 15 (P<0.05) o WUHE G2 Bl 1 ik 5 52 40 1F 55 HMGB1 /& miR-216b-5p LK . 4518 miR-216b-5p
A RE I A ] AR HMGB 1 2635, 48 9 MG63 AU e 22875 S UM A 1.

K HRM; BUMNRNA-216b-5p;  AUMUGAN; AIME(REE; AUMUATS;  EEBEMAEM BL

Effect of miR-216b-5p on the function of osteosarcoma MG63 cells and its targeting relation-

ship with HMGB1
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Abstract: Objective To investigate the effect of miR-216b-5p on proliferation, invasion and apoptosis of osteosarcoma MG63 cells
and its targeting relationship with HMGB1.Methods The MG63 cells cultured in vitro were divided into mimics-NC group, miR-216b-
Sp mimics group, inhibitor-NC group and miR-216b-5p inhibitor group. The expression of miR-216b-5p was detected by real-time fluo-
rescent quantitative PCR. The cell proliferation activity, cell invasion ability and apoptosis ability were measured by MTT, Transwell
chamber and flow cytometry separately. The targeting relationship between miR-216b-5p and HMGB1 was detected by the dual lucifer-
ase reporter gene assay, and the expression of HMGB1 protein was detected by Western blot.Results Compared with the mimics-NC
group, the expression level [(5.36+0.54) vs. (1.00+0.11)] of miR-216b-5p and apoptotic rate [(20.36+3.15)% vs. (8.58+1.22)%] were sig-
nificantly increased in the miR-216b-5p mimics group, while the cell proliferation activity, invasion ability and expression level of
HMGB1 protein in the cells were significantly decreased (P<0.05); the expression level[(0.24+0.03) vs. (0.96+0.08)] of miR-216b-5p
and apoptotic rate[(2.05+0.38) vs. (9.27+1.16)] in miR-216b-5p inhibitor group were significantly lower than that in inhibitor-NC group,
and the cell proliferation activity, invasion ability and expression level of HMGB1 protein were significantly higher than that of inhibi-
tor-NC group (P<0.05). The dual luciferase reporter gene assay confirmed that HUGB1 was the target gene of miR-216b-5p. Conclu-
sion miR-216b-5p can inhibit the proliferation and invasion of osteosarcoma MG63 cells, and its mechanism may be related to the tar-
geted regulation of HMGB1 expression.
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mimics . miR-216b-5p inhibitor & H: AH % B 14 % B
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M miR-216b-5p mimics 2H 2 Jifd (1) 2 22 HE J1 %5 mim-
ics-NC 41 B f FEAIK (P<0.05) ; 1fif miR-216b-5p inhibi-
tor ZH 41 Jifg 1442 28 GE 714 inhibitor-NC 2H BH i T3 (P
<0.05). W#%2,

2.4 miR-216b-5p Xt & A& MG63 4 B )i T 1Y %
M miR-216b-5p mimics ZH 40 B 0 T2 % L mimics-
NC 28 B & F+ 55 (P<0.05) ; T miR-216b-5p inhibitor
ZH A0 U8 T 224 inhibitor-NC 2H B i &A1 (P<0.05) .
k2,

2.5 miR-216b-5p #1 HMGBI1 #E [5 X & 89 I8 iF
HMGBI1 3’ UTR ‘5 miR-216b-5p ¥ &5 & 77 5 %
Targetscan S5 F0M , W& 3. 55 40 B %F BEAH T,

F2  miR-216b-5p X P MG63 4N {272 M T-RE 1 1

iz + s
2651 E%— 2 2% 200 i 5L PHT=31%
UL
mimics—NC 3 118.52+11.28 8.58+1.22
miR-216b-5p mimics 3 65.85+4.500  20.36+3.157
inhibitor-NC 3 106.76+13.45 9.27+1.16
miR-216b=5p inhibitor 3 179.48+15.26%  2.05+0.38?
FAE 141.658 160.979
PAH 0.000 0.000

7 : D5 mimics—NC ZH A It , P<0.05; @5 inhibitor-NC 2148 Lt ,
P<0.05,

miR-216b-5p mimics A fifi 7% J* HMGB1-WT 1 %7 19
MG63 21 L 114 5 ' 28 G 1 FAIK , H miR-216b-5p in-
hibitor A] i %% 4 HMGB1-W'T 5Tk (19 MG63 41 i 11 %¢
6 Z i M T (P<0.05) 5 {H miR-216b-5p X 5 4t
HMGB1-MUT JF Bz i MG63 41 i 14 2¢ Y 22 1l 3 7 G
WLE R (P>0.05), W4,

£3 EEBEEENBI(HMGB1) 3’ UTR 5 miR-216b-5p

HAME LA
HN HAMZHRRF S M E
5'-++ACUUAUUUUGA-
HMGBI CAUGAGAGAUUA- -3’
4026-4033 of
HMGB1 3’ UTR

3"- -+ AGUGUAAACGGAC-
GUCUCUAAA---5’

miR-216b-5p
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FI& 511.390 2712
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7 RNA361-5p TENti g% A il B & X

BRI BRI R E S SR
Ve 45 T T R B e T (R TR E ) SRR A AL, T 4475000,
PERON K F A d #RN 450007
H AR B S R EOETI H (182102310153)

WZE: BH AN RNA361-5p(miR-361-5p) FEMIEE G A ML ok L& L. AiE #HER20174FE3 H £ 20194 1 HFF
BTSSR BT TSR (I 5 A% N 136 1A Il 45 4% 41 5 36 485 (7] Biof 1) 136 1A ] — < Bt 142 (91 f R ARG 35 A BT R . HAR
WAL —JB I R B 5 LA SE R 9 ) 22 i PCR (qRT-PCR) 4G 1 41 1ML 375 miR-361-5p 7K 5 460 1 4 P9 iz A= 4 IR (VEGF) i
IRBEIH F-a (TNF-o) \y-T 338 (IEN-y ) 7K 5 S H7 il 45 496 AL 375 miR-361-5p 7K°F-5 VEGF . TNF- IFN-y (1) 2 ; [0 43#r il
SRR AR R 2R 43 BT I miR-361-5p XS5 4% 12 Wit (6. &5 R W45 4 1% miR-361-5p[ (1.58+0.45) 1L (1.06+
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Abstract: Objective To explore the level and significance of microRNA361-5p (miR-361-5p) in serum of patients with pulmonary
tuberculosis.Methods 136 cases of pulmonary tuberculosis patients treated in Kaifeng Tuberculosis Prevention and Treatment Center
from March 2017 to January 2019 were analyzed and studied, and they were called pulmonary tuberculosis group; in the same period,
142 healthy persons in our hospital were selected as the control group. The general clinical data of the two groups were compared and
analyzed; the level of serum miR-361-5p was detected by real-time fluorescence quantitative PCR (qRT-PCR); the levels of vascular en-
dothelial growth factor (VEGF), tumor necrosis factor-a (TNF-a) and interferon-y (IFN-y) were measured; the relationships between se-

rum level of miR-361-5p and levels of VEGF, TNF-a and IFN-y in patients with pulmonary tuberculosis were analyzed; the influencing



