W38 K S Y B= 2% B 2% 4k (http : //noth. cbpt. enki. net) Vol. 38 ,No. 8
1026 2023 4E 8 H JOURNAL OF NORTH SICHUAN MEDICAL COLLEGE Aug. 2023

doi:10. 3969/j. issn. 1005-3697. 2023. 08. 003 & B3R

ERMMEZE | ERERRF SR ETERERR
{ERHLH

%‘2%1 ,#ﬁ—‘]zr%] yi&‘él ,‘;%Eﬁﬁz
(PeZTi LB B Be , 1. YL 11852, FRAR i IX Bk 7Y P44 710003)

(WZE] B8 WITE ARG Z W 1(PARL) 78 H AL B 5 (TAV) B Y T8O 40 P 9 /E ML . ik IR 10 4
FR 7R 33t s 7 S0 B 10 44 {3 A7 1 VR B S 0 4, LU AR 3 Il PART 3Rk K - 4 IR [] gk e E’ﬁlh/\ﬂﬂ?ﬁ?fﬂiﬂﬁg
A549 4 f1 5324 control 20 0. 05 20 .0. 1 20 .0. 2 41 2 0. 4 41, fii F§ MTT 32 46 I 45 20 200 Bt 0% 4 5 {6l 6 47 2% IR o 3 35 ( ELISA)
Ko 4% 25 1 AR B A K 6 (1L-6) 7K F- 5 fdi Jif RT-qPCR #5910 £ 26 PAR1 mRNA 7K ; Western blot #illl PAR1  Toll £ {& 3 ( TLR3)
K #% A F kB(NF-kB) p65 & 4K, #if% PARI B3 %35 TLR3 J5 , {#i § Western blot # U %% 20 41 Jfd PAR1 . TLR3 ,NF-kB p65 .
p-NF-kB p65 [ #ikfE, &R PARL 7 IAV R YL B34 I3 & TAV BRYL Y A549 20 i b 3k B8, 5 control 41 41l L4 L,
TAV J8% 4 20 it r 200 Jf0 3% MR A 412 48 B 7 1L-6 K FH i, B PARID (19 mRNA A K Ef, si-PARL 3% T 1AV 3 5 (10 48 5
A 7 IL-6 /KA TR o TLR3 i 323k %% T i si-PAR1 BT 89 TLR3 \p-NF-«kB p65 & /K FFEAR (P <0.05) . TLR3 i 3£
R T si-PART T ECY 40 IS ) AR R F 1K (P <0.05)  si-PART 3 i /v 5 TLR3/NF-kB {5545 38 B BE AL TAV g 3 fir
BIRAE SN .S58 WUk PARL Al 3@ it 10 il TLR3/NF-wB 15 538 P& AR T TAV B Y% B 8O RAE SN, & HEPUR FEVET

(SR ] W3 B 75 5 3 TR IS 32 7K 1; TLR3/NF-kB; R

[hEHZ%EE] R373.1;R511;R363. 1 [ ZEktREED] A

The role and mechanism of PARI in the inflammation caused by IAV infection
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[ Abstract] Objective:To explore the role and mechanism of protease activated receptor 1 (PAR1) in inflammation caused by
influenza A virus (IAV) infection. Methods:10 patients with IAV and 10 healthy subjects were selected as the research objects, and
the serum PAR1 expression levels were compared between them. Human lung cancer cell line A549 cells were divided into control
group,0. 05 group,0. 1 group,0. 2 group,and 0. 4 group according to different infection multiples. Cell activity in each group was detec-
ted using MTT method. The interleukin-6 (1L-6) levels in each group was detected by enzyme-linked immunosorbent assay ( ELISA) ,
RT-qPCR was used to detect the mRNA expression level of PARL. Western blot was used to detect the expression level of PAR1,TLR3,
and NF-kB p65. After knocking down PAR1 or overexpressing TLR3 , Western blot was used to detect PAR1,TLR3 ,and NF-kB p65, p-
NF-kB p65 protein expression level in each groups. Results: PAR1 was up-regulated in the serum of patients infected and A549 cells
infected with TAV. Compared with the cells of the control group,IAV infected cells showed decreased cell activity,increased levels of
pro-inflammatory factor IL-6,and up-regulated mRNA expression levels of PARI. si-PAR1 inhibited the elevation of inflammatory cyto-
kine IL-6 levels induced by TAV. Overexpression of TLR3 reversed the decrease of protein level of TLR3, p-NF-kB p65 caused by si-
PAR1 (P < 0.05), overexpression of TLR3 also reversed the cell viability and inflammatory factor levels caused by si-PAR1
(P <0.05).si-PAR1 mediated the TLR3/NF-kB signaling pathway to reduce the inflammatory response caused by IAV infection. Con-
clusion ;: Knockdown of PAR1 reduced the inflammatory response caused by IAV infection via inhibiting the TLR3/NF-kB signaling
pathway and exerted an antiviral effect.
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