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[ Abstract )
primary hepatocytes of lipopolysaccharide-binding protein knockout ( Lbp”~) mice. Methods

Objective To explore the role of Adrala in regulating the LPS-induced inflammation response in
Primary hepatocytes were
extracted from WT and Lbp™~ mice using a two-step perfusion method, and an inflammation model was established using
LPS induction. Expression of Adrala in primary hepatocytes of Lbp~~ mice was suppressed by administering the inhibitor
prazosin and transfection with si-Adrala. The cells were divided into three groups under inhibitor conditions: control group
A, LPS group A, and prazosin group. For siRNA transfection, cells were also divided into groups: control group B, LPS
group B, si-NC group, and si-Adrala group. WT primary hepatocytes were divided into two groups: control group ( blank)
and LPS group (12 h stimulation). Changes in the Adrala response to LPS stimulation were verified by Western blot.
Other method ologies, such as CCK-8, qRT-PCR, and Western blot assays, were used to confirm improvements in cell
inflammation and the survival rate by prazosin and si-Adrala. Results Significant elevation in Adrala protein expression
in Lbp™'~ primary hepatocytes was observed post-LPS stimulation ( P<0.01) , whereas no notable change was found in the
wildtype. A remarkable increase in the cell survival rate was noted in prazosin and si-Adrala groups (P<0.01, P<0.05).
Furthermore, prazosin and si-Adrala groups exhibited significantly reduced expression of proinflammatory factors TNF-o
and IL-1B (P<0.01), p-p38, p-ERK, and p-JNK (P<0.01), which are associated with cell damage and inflammation.
Conclusions Following LPS stimulation, upregulation of Adrala and proinflammatory cytokine expression was observed in
Lbp™” primary hepatocytes. Specific downregulation of Adrala expression using prazosin and si-Adrala significantly
decreased LPS-induced proinflammatory cytokines in Lbp™~ primary hepatocytes. Adrala is implicated in the regulation of
the LPS-induced inflammation response in primary hepatocytes of Lbp™~ mice.
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%1 qRT-PCR 314751
Table 1 qRT-PCR primer sequences
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Figure 2 Changes in the expression of Adrala protein after LPS stimulation and inhibition and interference



88

] A PR A AR 2024 4E 5 2 34 #5455 S W] Chin J Comp Med, May 2024, Vol. 34,No. 5

FHLE,LPS 21 Adrala 5 13RiA & 00 & 22 5 (P>
0.05) ;M AE Lbp™ ™ /I BRUFE AR 40 i v 5 %5 BE 20 AH
o, LPS IR IR A= B 3% F+ i (P<0.01) , AR
W R J5 HL AR 1 A I I E REAR (P<0. 01) , W&l 2B;
TN si-Adrala J&5 8 FH #1k 5 B 35 AR (P<0.001) ,
m§l 2c,
2.3 T Adrala FRiEXTATFE ER RN

H CCK-8 Z5 5L AT, XT b LPS 4, Wik W w5 2 44
MAEIE B3 T (P<0.01) , 48 3A ;si-Adrala 41
i A7 R A B A (P<0. 05) , 4Nkl 3B,
2.4 T Adrala RiAEXf &K E EF TNF-o, IL-1B
Eap=Al

1E LPS WIRI T, Lop™ /I RS AR 40 g 5% iE

A 1.5 =

##

r

1.0 =

Cell survival rate

M

0.5 =

0.0 =

XTHEHA LPSZHA WRM:mEZH
Control LPS
group A group A

Prazosin
group

R 72k i TH i 5 i A URME I 5, TNF-oc \IL-1B ()
FIREWA R E TR (P<0.01,P<0.001), &
4A 4B, X Adrala #1475, TNF-a  IL-1B &3k
B VERRAR (P<0. 001, P<0.01) , 4n& 4C 4D,
2.5 Td Adrala RiEXf MAPK 5 S @ EHEXE
B RIZRIF N

76 LPS #il3F , ERK JNK .p38 & IR ib 2
FTHE (P<0.01,P<0.001, P<0.001) , /il A WK ik s
Pl Adrala FikJ5 INK ERK ,p38 & FHBER L 1 %
PR (P<0.01,P<0.001,P<0.001), {1 [& 5A ~
5C, %Y si-Adrala F JH Adrala £ k)5, INK,
ERK \p38 & B IR b i & HERFAK (P<0.001) , WA

5D~5F,
B 15 =
. % 1.0 = &
Nz § | |
g g I
53
O 05 -
0.0 = T
A & &
R >y R WS
F& S & £s
&& £ £85I
2 Not ¥ 3§
< 7 >4
§ N & i
C &

. SURPRIEA LR, #P<0.01; 5 si-Adrala 2H 3, $P<0.05,
3 1 Adrala FEakSF Lop™ /N BUBACHTF4H L4706 2R A 52 1R

Note. Compared with the prazosin group, ™ P<0.01. Compared with the si-Adrala group, ¥ P<0. 05.

Figure 3 Effect of inhibition of Adrala expression on primary hepatocytes viability in Lbp™~ mice
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