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CTRP3 ameliorates lipopolysaccharides-induced acute lung injury in
mice through SIRT1/NF-xB signaling pathway
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[Abstract] Objective To explore the protective mechanism of CTRP3 on lipopolysaccharide (LPS)-induced acute
lung injury (ALD. Methods ALI model was established by injecting 3 mg/kg LLPS into the trachea of mice, and the mice
were randomly divided into 4 groups: control group, LPS group, LPS+LV-NC group and LPS+LV-CTRP3 group. The
expression level of CTRP3 in lung tissues was detected by quantitative real-time polymerase chain reaction (qRT-PCR).
HE staining was used to evaluate lung histology. The expressions of tumor necrosis factor (TNF) -a, interleukin (I1L.)-6
and IL-18 in bronchoalveolar lavage fluid (BALF) were determined by enzyma-linked immunosorbent assay (ELISA).
The contents of SOD, CAT, GSH-Px and MDA were detected by the kit. Western blot was used to detect the expression
of mechanism-related proteins. Results Compared with the control group, the expression of CTRP3 in ALI mice lung
tissue was significantly decreased (P <C0. 05). Compared with LPS group, overexpression of CTRP3 could alleviate path-
ological injury, significantly reduce the total inflammatory cells and neutrophils (P<Z0. 05), inhibit the release of inflam-
matory mediators and oxidative stress response (P <C0.05). Overexpression of CTRP3 activated silencing information
modulator 1 (SIRT1) to regulate p65 phosphorylation and p53 acetylation (P <C0.05). Conclusion CTRP3 plays a pro-
tective role in ALI mice by regulating NF-xB/p53 signaling pathway mediated by SIRT1, which is a promising treatment
strategy for ALIL
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Figure 1

Down-regulation of CTRP3 in ALI mice

L E X R4 g, QP <<0. 01

2.2

CTRP3 i # ik
WESZ R R RN CTRP3 Y238 J& 75 0 L2 it/ [’ ALL
I AR A I A3 R kO S 4 AT CTRP3 3% 5 (1 12
W AR (LV-CTRP3), 5 LPS 4 #f Ik, CTRP3 fiy
mRNA Fl 8 (17K F B # F s (P <<0.05), sk, 5

W LPS 75 S 5 i 45475 o 1

1.5
o
[=%
a4
[—1
2 1.0
=}
@
>
5
< 0.5
5 @
i 1
0.0- T ——
N

& VQ% 4'%0

Qo

¢ o o

0- T =T T
> o < )
N )
¢ < <
< >
v <<
&

His topathological score

LPS 0 A8 Lt o ALT /N BRUH 360 1 B5E 34 J5 | by ol R i 7K e
BEVR . 50 B4R F L LPS 41 il 45 45 2 43 A S
KEB BRI (P <0.05), 5 LPS 414 tt, CTRP3
ik R 2 G AT A58 43 3 43 R T L (P <<0. 05)
WE 2,

Ju—
S
J

o
o
1

<
=N
1

<
N
1

e
¥
I
|

Relative protein level

T
®
1
°'i\ 5 < &
S <
A S O
S 2 &
o &
S8
I

B 2 CTRP3 i3 &% 3 Al B LR R F T
Figure 2 Effect of CTRP3 overexpression on lung tissue injury
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Figure 3 Effect of CTRP3 overexpression on inflammatory response in ALI mice
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