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Effect of SC514 on MMP-2/9 expression in lung tissue of ARDS model rats
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Abstract: Objective To investigate the effect of SC514, an inhibitor of transcription nuclear factor kappa
B (NF-kB) signaling pathway, on the expression of matrix metalloproteinase-2/9 (MMP-2/9) in lung tissues of
rats with acute respiratory distress syndrome (ARDS). Methods SPF grade SD rats were cultured and ran-
domly divided into blank control (NC) group, lipopolysaccharide (LLPS) group, normal saline control (CTL)
group and LPS+SC514 group. HE staining and immunohistochemistry were used to observe the pathological
changes of lung tissues in rats. Western Blot method was used to detect p65 phosphorylation level and MMP-2/
9 protein expression. The transcription level of MMP-2/9 in lung tissues of ARDS model rats was detected by
RT-qPCR method. Results Compared with the NC group, p65 phosphorylation level in the lung tissues of
ARDS model rats increased significantly, and MMP-2/9 expression and transcription level in the lung tissues
increased significantly, and all the differences were statistically significant ( P <{0. 05). Compared with the
LPS group, the phosphorylation level of p65 in the LPS+ SC514 group was inhibited, and MMP-2/9 protein
expression in the lung tissues was reduced, and all the differences were statistically significant ( P <0. 05).
Conclusion SC514 can inhibit the expression of MMP-2/9 in ARDS model rats induced by LPS,
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2Pk MY 30 25 5 1E (acute respiratory distress
syndrome, ARDS) 2 f& 5 4 B 5 UL 92 95 , ik 58 %
40%M BMEFEZ ET M = AR 2R TR T
W KA L AR ILFE T AR AR = . 3 Y AR YT IR
SRRV BL L X ARDS HB# W5 i2 )7 B HE,
SR L M 5 24 S 80 ARDS W2 Wi IR Y 2. 0 T
TFEABNIRYT Ik A7 B Af T fif ARDS 1 &
JRALH . 3T 4 8 B (matrix metalloproteinas-
es» MMPs) &— 20K Zn®" B 1 I/ 1 T 40 i 41 3
BB K S, MMPs B AT 38 i [ i 40 i o ik
JE S W 40 AN L TR B L2 5 ARDS g B AL o
R fE Y. AR K S, F AT E R £ 8% (lipopo-
lysaccharide, LPS) #7551 K U #5145 1) ARDS #5754,
5% SC514 X LPS 5 # ARDS #5251 K KAl 41 41
MMP-2/9 ik B 5%, I 0% 2 1E B ARDS iR
7 FEAR I AT AT I
1 #MRE5RHE
1.1 S:363h%  SPF 2% SD MEtE KRB 40 2, GHI R
BEWARAFD .8 A, B H T (200+£10) g. %
XS ST Bl ) 4 R SR T AT VL RO BE 2 BE I SPF 2%
SIS Y b, LU R E O 22°C ~24°C B EEE
FEAE 50 %0 ~70% , H.45 T ARl br 1 19 26 3 i 1k /=5 T
BE Y AR BURL R R, LLAEE 5 R SR T 8 HEF 4
e, IE PR SE 1S TS0 . AR RS 3h
S O A A VI R B2 2 B sh W DR 30 R 25 B S i o
it
1.2 FEiH . {%  LPS(Sigma, 1.2880),SC514
(GK 01140,MCE) ,BCA % [1 & ik & (ZJ101L, I
Vi il A B2 DD ol TR A1 1 3R] CGRF102, L Vg HE iy
FHBRAFD ,RIPA 2@ (P0013D, FifEEH = KAFD .,
Omni-Easy ™ PAGE #E i Pt il #4538 7 & (PG212, 1
16 HE B A BR 2 ®)), p-p65 P 4K (ab16502, Abcam) ,
GAPDH #i f& (ab9485, Abcam), MMP-2 #i &
(ab97779, Abcam) , MMP-9 $i {4 (ab76003, Abcam) ,
I 2EPi 4 1gG(H+ L) —$1(a32731, Thermo Fisher) ,
DAB iR & (DAB-0031, & & 24 7)) , SYBR
Green( Roche) , ¥ # 5% 7 & (Thermo Fisher) , Tri-
ol( Thermo Fisher) ,BH2 4% B # %% (Olympus)
1.3 HIALRI o AR A RS He BB AL X 8] 43 41
B JE K 40 L SPF 2% SD K B ML 4> B 31 4 41
PS4 R S LR IRONC 4D, AR BEER K (CTLO 4, LPS
41 F LPS+SC514 4, Hopr NC 4 AT kb 2, CTL
P KRB ALK 1T ml, LPS 4 H KR Z
S A LPS10 mg/kg. LPS+ SC514 4 : SC514 10
mg/kg BIEES 30 min /5 7L LPS 10 mg/kg 2 X
B . 24 h ZJ5 16K BB I 1 0 K A S TR
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BEARE H 4°C A B K 5 VeI 4120, A B R
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FE W T B AR /NS I ACH R 1 S bt B — Dbt ik
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A ECL fb2% &G fEBE IR R R 4 1 3 . %
J& H Image J 3445387 H B9 5548
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MMP-2/9 5 LPS i S8 ARDS k& U R 14 fit 451 15 AL
il 9 R AL X TR A ST .

25 E R AR5 & B NF-«B i i 78 LPS % S
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