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Effects of high mobility group box-1 protein and its receptor on proliferation and mi-
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[ ABSTRACT] Aim To study the effects of high mobility group box-1 protein (HMGBI1) and its receptor on prolif-
eration and migration of human aortic vascular smooth muscle cells (VSMC) in vitro. Methods VSMC was cultured
in vitro and treated with 50, 100, 200 wg/L HMGBI1 for 24 hours. Proliferation of VSMC was analyzed by CCK Kkit.
Real-time PCR and Western blot were

high mobility group box-1 protein;  vascular smooth muscle cell;  proliferation;  migration; re-

VSMC migration was detected by scratch assay and Transwell chamber experiment.
used to examine receptor for advanced glycosylation end product( RAGE) expression after transfection with siRNA-RAGE.

Results HMGBI1 could obviously
Real-time PCR and Western blot assay both displayed that

The expression of nuclear factor-kB ( NF-kB) was analyzed by Western blot.
promote cell proliferation and migration of VSMC (P<0.05).
expressions of RAGE mRNA and protein were significantly decreased in VSMC after transfection of siRNA-RAGE (P<

0.05).

protein expression (P<0.05). Conclusions

HMGBI1 can promote the proliferation and migration of VSMC.

Compared with HMGB1 group, siRNA-RAGE inhibited HMGBI induced cell proliferation, migration and NF-kB

The

mechanism may be related to the activation of NF-kB expression after the combination of HMGB1 and RAGE.

Sk ok BE A L (atherosclerosis , As) JIT 21900 i
MAELRRILR E B A ETHESH, HETAN, As
S MU PRI RAEWT L, TERIERRIFLT , N B
Wi 72, 815 L4E I ( vascular smooth muscle

[ Weim B ]
[E£WH ]
[1EEE T ]

2017-11-20

REAEI=E::
FINEHFITHFEREAA BRI (B8 KY F[2017]193) ;328 S22 B - RHIT RS 3 ( F-748)
O, M BB W5 T 81 Bl KR A G AL &2 ML, E-mail &7 shubo1014@ 126.com,,

cell, VSMC ) 3458 JF: 1] N 3T #6 2 S5 IE 10 As SR FEBE
Hl BT R 1 1 (high mobility group box-1
protein, HMGB1) /& — F HAZ A1 L iy A L A 1 e 5
TRES G LE SR RE BE e i 23k, T 5 %

2018-01-03



762

ISSN 1007-3949 Chin J Arterioscler, Vol 26,No 8,2018

HAMERAL L= W) 52 A (receptor for advanced glycosy-
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Eagle medium, DMEM ) | & 4 i 3% ( fetal bovine
serum, FBS) ( % [ Sigma-Aldrich A 8 ), 28§ i+ %
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100 pg/L HMGBI1 +siRNA-NC #1 ( 18 #% + siRNA-NC
#1);(6)100 pg/L HMGBI1+siRNA-RAGE 41 ( ] #+
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Figure 1. Effect of HMGB1 on VSMC scratch repair
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Figure 2. VSMC migration induced by HMGB1
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Figure 3. Detection results of RAGE silencing efficiency
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| 24 h 48 h
poyisiil 1 1
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Figure 4. Effect of siRNA-RAGE on the migration of VSMC induced by HMGB1
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