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ATP/P2X7 HliJr 519 K* A E
fEHE NDV J&441) ECA109 ZHfiah NLRP3 3P/ MA ik

HOW, R, 2, #, IR, X

WE Be WIOHIRAER R (NDV) &G 8 ECA109
YL, NLRP3 M /MA R B 30 MG 2/ 5 KT AME
KK ATP/P2XT7 ffixt NLRP3 1/ MABUE B, F73%
Western blot #:ill] NLRP3 1 IL-18 ik {5 ; ELISA 4 )
IEWE R IL-1B e PO R HORK I ASC B BB A
B DECHEE B AR I 41 P9 K+ vk BEAR L i ATP il
ATP K P2X7 Z ARSI AT T3, WF 58 HAE NLRP3 4%/
IR RER . 8 5 control 4 L3, NDV F3 JE 4L 4
L5, A NLRP3 IL-18 Fil ASC K 11283k 8 ; Ji Py 4 g
T B BRG] T T R AR (P < 0. 05) o P2X7 A2 A4 il
FITTS, HN K A2 BE, B0 ) 50 B i 1 m, K+ S
£ 10 mol/L Ab3Z Fe AN (P <0.05) , ATP i K ATP 17
ZE R ATP BEHIH] K* 4, ATP {23 K* 4, Western
blot Z55 B8, 5 control 41 FLEL, il P2X7 32 {4, NLRP3 £l
IL-1B 2 FRIA T ATP B T 140 M5 , NLRP3 Fl IL-1B &
KRR ATP T4 M5 , NLRP3 | 1L-18 & £ L (P <
0.05), #5it NDV F3 Yt ECA109 4N AE#LIE NLRP3 4
/M HALHI T RES ATP/P2XT BT,
E4EiE FIERE T ATP; P2X7; K* ; NLRP3 4 P /MA;
ECA109 4l
hESES R737.33
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YR B (newcastle disease virus, NDV) &R
BAL YT IR B (newcastle disease ,ND) Ao SR
&, NDV R —Fh B 5E RNA 7 , R A
Je A 0 J BB R 2% A0 e 400 ., T X T K A L
PAFEAAE R A SR T HREE, NDV
SESL R A0, AFFE NLRP3 R ME/IMA BT, LA
K TL-1B B8 RN AN A 19 43 Wb, 2 5 LRI BT b

2022 - 09 - 31 Hlli

FEGWH LA B ARBE RS (45 H2018405044 ) ;5 bk 75 2
B o m R AR BB & B EH RS (BT
301010300105219) ; 8¢5 O 17 5 AU0F & 115 B (45
1921013D)

VB B WAL 7 = B AR ARk =R s G 5k B 075000

TP I W7 O ke 1 A Y
XN, 4, B8, Wit S 0, 37 AR AE#, E-mail . kaiy-
angl999@ 126. com

i, X%

JEPE, BV NLRP3 R /MA B 800 o P Fp A5 5
5. @ i TLR-NF-«B i} [ )840 NLRP3 IL-18
FIL-18 ZEN M 5% 5% 5D i ATP J H R IE T
ERE B NS E I RTE ENSE Tk A7 A s AR
HHRIE S TR, P2XT 24K (P2XT receptor, P2XTR) 1E
Sg—Fh R A0 A ATP T 82 30T A4 I A T X NIL-
RP3 2P/ IMA T30S o6 E 2, ¥ P2XTR 5 ATP
SEA TG 2 O A0 A A L 1 3 ) XL 1) 2 S 1 T 4T
TS K AME, AR S NLRP3 58P /)
TRl e R ), SR, RP R HLEI#E NDV
YL ECAL109 # MU TG NLRP3 AR PR /MA b i A
THAE W 55 R B i 1 L ECA109 R ifF 5%
X4 43HT NDV %4k NLRP3 28t /MARVE R, 53
DOFPE HE K T ATP/P2X7

1 HESHE

1.1 FE#MH B4 ECA109 41/ 2 NDV F3
PR AT Ty 2= B A A B2 5T Pl P2 SR = AR
17, RPMI1640 JERIEEFRIE [ £ Gibeo 247 ; M
AM3EW H I ExCellBio 23 ) ; Matrigel 2 H 38
[E BD 2\ 7] ; anti-NLRP3  anti-P2X7 . anti-IL-1B . anti-
PYCARD i [ 3% [ Affinity 2> 7] ; GAPDH HTi&k g [
I ABclonal 23 ] 3 B o A AL WA IC B9 — BT
H bR R AR A F] ; Alexa Fluor™ 488 FRic a5t —
P B 3£ [H invitrogen 2\ Al 3 % 5352 W -R250 14 H
L R FERHA BR A 7] 5 A-740003 F1 = BERR Bt H
WU PR B A 25 [ sigma /A &) ; PBFI-AM I B |6
TR0 ]

1.2 7%

1.2.1 &% ECA109 ez  F& 10% R4t
M 1% WL (755 % AEER R ) 1Y RPMI1640 K;
FRHAE 37 °C T 5% CO, SRARIE 6000w
FREFR O F X B I A0 EA 75258 . NDV
F3 JR 42 JE& Gk 48 % ( multiplicity of infection, MOI)
{H>} 100, ] RPMI-1640 JCIfl i 5 3% 38 B NDV F3
f#i MOI =0.1,

1.2.2 5o HEMH NDV F3 &L ECA109
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YA, 430 3 4 : control 41 NDV F3 &4 6 h F1 12 h
ZH K40 ) NLRP3  ASC Hl IL-18 AY4E [ #k;
YHME LW D TL-18 % 4 Wb i R M PN K vk B AR
k. 3R kA ATP F1 P2X7R $11HI 5] A-740003 43
S NDV S8 ZL ) ECA109 401, ATP T i H 5
2l ; control 41 (NDV F3 Hup4b B4 ) NDV F3 + ATP
AbFRZH NDV F3 +10 mol/LATP b FE4H , Horb ATP
WeRE R0 1.3 .5 mmol/L, A-740003 T iy Hy 4
2l ; control 1 (NDV F3 HjfiZb¥iZ) NDV F3 + A-
740003 AbFR £, Hirf A-740003 #RE 4200 1,10,
100 mol/L, %I ATP 1 P2X7R T 1) 40 Mo k6 K *
We 754k s NLRP3 1 1L-1B B9 I #I5,

1.2.3  Western blot #4228 i, /§ NLRP3 #= IL-1B %9
ik WEEMMOHREGEA , TR RGRR N ER N
J7 T I R I HL Uk ( SDS-PAGE ) J&5 %5 155 5 5% [t I W %5
FIREA 1 hy—Pi 4 CHB AR, “PEFEFE
2 h, GAPDH fE- %, DAB i 4 it 4, AI600
ALK& ] Image J AR IE TR BE(E
1.2.4 RRZFH RGN ASC 5 5k BT
AT B A0 L R Tl Ak 20 MR, 4R T
24 LRI Fr, BT CO, M G 5%, Fr A= K
B4 % 50% 247, I NDV F3 YL A [] it e, Fil
J5 4% 2R HEEE %E 15 min, PBS Uk 3 K, &K 5
min; fIIA 0. 5% Triton X-100 25 i3 i% 20 min, PBS
YE 3 UK, UK 5 min; M1 5% BSA B, % IR E 1h
J& ,PBS ¥k 3 ¥R, BIR 5 min; INA—H0H BT B
—Pi)a A 4 CUKAR . ARG — U AH i
BEUF IO P, I SR E T A 3, SR E 1
~2 h, WA 2R ZHUR BRI, PBS ¥k 3 IR, BHK S
min; A DAPL Y4 % 10 min, PBS ¥t 3 ¥, K 5
min; BRI A RINPTAEOCEK B R 3 A, 2t i
B .

1.2.5 ELISA @2 IL-1B #2ak M0 EFRD T 12
LA, FRAMEAS 2 80% Ze Ay, W AR B 95 W T 0 1A A8
H1.2 500 t/min 5.0 20 min, SCEIE FIER ., B
P ELISA A6 2 57) &0 10 B 20 5K 15 8 s o &t FL AR A
AALFIZS AL, B3 AN ER Rl HR D
BREAT IR AEE . D5 i, LA2S (AL 2,450 nm
AN A FLIRERE  LABR I i 0 1 WY B2 A
HENZR B A AEAS IL-18 AR EEE,

1.2.6 % RTAHRER LN K RE BT
A AR I ) 20 L A 7 T T T A AL 3L I S 0 R A i vk
JEHR 1 x 10 A~/ml K FLEERR T B AAE Y 96 fL
Mo , BAL 200 pl, FRATIEAE K 2% N 70%

~80% 247,96 FLA N &AL 200 pl, & 3 MHEE,
SR F T AR R, R R PBS R vhk 3
WM TE I3 Ky 75 3L 76 BE Y K™ 4584117 PBFI-
AM(EJE R 6 mol/L) , G FRAE FhROEINEL 1.5 h,
BHJS Fi sl & A IR EF RO B5 IR AL e PBS AV UE 3
U IATE MU TCARAT 35 7636 T €O, B 34800k
Tz 40 min, f2J5 f#i i SpectraMax M5/M5Se £ I B
FEERRAS 2 BRI 340 380 nm ALAYTH , B K ALY 1L
E R AP KRB,

1.3 it 43 ] SPSS 23. 0 B4 Xf 52 5 4L
YA T AT AP IES AR R « £5 R, 2
ZHI] LA LR R U7 2234, P < 0. 05 i 22 5 A 458
THER X, A SRSy RT3 1K,

2 #£R

2.1 NDV F3 Bt ECA109 40 ffi NLRP3, IL-1B.
ASC Ri& Eil  Western blot 255 78, 5 control
ZHHER, /B YL NDV F3 [ ECA109 4fiJffd, NLRP3 #il
IL-1B B EIE EF(P<0.05), W1, %t
G EF AR NDV F3 B4t ECA109 418 ASC KA
YIRTE I 0, Bl A s 25 B G B[R] A SE G, ASC 3k
Fim , ASC RE WL UM (P <0.05) o XF T 41l
HF TIL-18, ELISA 751 72 45 5 5 Western blot 754
MR, ZRYAGHTFEX, WE1, £
NDV F3 /& Ys ECA109 40 i J5 3 7% NLRP3 4 4 /)N
N8

*R1 KEAMA ST NLRP3 F1 IL-1B RiEKFE (x +5,n=3)

2051 NLRP3 IL-1B
control 0.59 £0.04 0.74 £0.05
NDV F3 6 h 0.96 £0.03* 0.87 +0.06*
NDV F3 12 h 1.31£0.04%% 1.32+0.03**
FAE 204.167 105. 187
P <0.001 <0.001

5 control ZHHL#; * P <0.05;5 NDV F3 6 h 41 [L#.*P <0. 05

2.2 NDV F3 Bt ECA109 ARG 1R1E K* SME

5 control 4H F#, NDV F3 YL 40 J5 , d ) K* Hk
J3E Fif SRR Fsf (] (R 3 TR (P < 0. 05) WLl 2, %
B NDV F3 Ji&J ECA109 4ifidJ5 fe 2k Py K+ 4Mif .
2.3 NDV F3 B ECA109 ZHAfi#E T ATP/P2X7
WA K RE 5 control 41 HL#,NDV F3
AL FEZH N K W EEFEAR (P <0.05) ;1 NDV F3
+10 mol/L A-740003 AZbFEL] Oy K* W2 %0
it 2F 2 L, 5NDVF3 Hupl 4k BEZH L%, NDV F3
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control 6h 12h

NLRP3| s - —

TL- 1[5 | e—

| — —

GAPDH | ———— —Cm=——  —

c 25 .
-
20 + *
T
E
& 15}
o
=S
.
= 10r
5 -
0
control 6h 12h

ASC DAPI Merge

E 1 NDV F3 B ECA109 #if NLRP3,IL-1B,ASC F*i%x Eiff
A:NDV F3 %} ECA109 Zififg NLRP3 \1L-18 AR ; B:NDV F3 {2 ECA109 4iffirf ASC BEWHITE K ASC REWDENEY( x200;C:
ELISA R A0 L 1 3 W 4 TL-18 7K F-;a: control 4 ;b .c.d: NDV F3 &t ECA109 41/l 6 .12 24 h; 5 control 4H [L#% . * P <0. 05

2.5F
20F —F&
*
) T
g 1.5F *
M
¥ T
2 1.0}
5
0.5+
0
control 6h 12h

E2 NDV F3 B ECA109 At K * ik BRI 8200
5 control 41 H3Z: * P <0. 05

+10 mol/L A-740003 AbFRL (K40, M PN K™ ¥ &
FHE (P <0.05), WK 3A, K 3B B8, control 4
FeAE B A-740003 N 1 mol/L B, 22 3041
SRS, HAR AL K W B FHE (P <0.05)
£ 10 mol/L B, JL P K™ ¥R FE IR (H . B P2X7 2
K% 5 NDV F3 YL ECA109 4 K * ANt e,

3C R, 5 control 41 HL# ,NDV F3 + ATP fiff
AbFEEH 20 REL A L PN K VR BE TR 5 T NDVF3 + ATP

AbPHZH 20 L A M Y K MR EEREAR (P < 0.05) 5 ATP
WeBE R 1 mmol/L B K * ¥R EE B AT PTREAIL , {H 22 70
Giilaf i X ATP W FE N 3 mmol/L i PN K * v J
I, WM AN ATP 2 5 NDV F3 4L 1y
ECA109 #iffd K* Zhpiad 2,

2.4 ATP/P2X7 125 NDV F3 B # ECA109
#AE NLRP3,IL-18 BJ3KiX  Western blot 453
/N, 5 control 41 HE,NDV F3 + A-740003 4bPRZH 40
JEEY NLRP3 1 1L-18 2 H A F I ; A-740003 ik Ji
71 mol/L B ,NLRP3 il IL-1B SR AR LBRA T
R B 22 5 ICGE 124 7 X ; A-74000-3 HeJEE N 10 F0
100 mol/L i, NLRP3 Fl IL-1B % A EKL B FRE(P
<0.05), UL 4A % 2, 5 control 4 L%, NDV F3
+ ATP &b FEZH 40 1 19 NLRP3 1 IL-18 & 13k
& ; ATP ¥ £ >4 1 mmol/L i, NLRP3 il IL-1B & [
FIRBEAPT N AD2ZE RG24 S ATP R E R
3 A5 mol/L i, NLRP3 il IL-1B8 & H &AM T+,
HFGRIEMETE ATP ¥l 3 mmol/L;NDV + ATP fif}
AL FRZF 20 i NLRP3 il TL-1B F A F&MK (P <0.05) ,
WK 4B 3 3, W] ATP/P2X7 #5210 NDV F3 Jak
YL ECA109 41/l NLRP3 \IL-1B B3k,
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A 25 B 250 C 20
#
—
2.0 # 2.0 :
—— —_ 15F
e * il e #
% 150 - 2 1.5t # % L
Y 3 i Mol
4 ¥ 210
= 1.0} = 1.0} - 2
5 = == F
0.5k 0.5F 051
0 0 0
a b c b dl d2 d3 b el e2 e3 f

E 3 NDV F3 Ef ECA109 #fiEid ATP/P2X7 00 K * Shii
A P2X7 IR AN K+ B 5200 5 B ARV BE /Y P2XT BRI FIXT APy K+ iR BEAYSE A 5 C . ATP XTI K * VR BE A9 520 5 a.: control 415
b:NDV F3 $ltAbF4H ;¢ . NDV F3 + 10 mol/L A-740003 Zb3H4H ;d1 ~ d3:NDV F3 + A-740003 4bFH4H , A-740003 ¥ £ 4359 1.10 .100 mol/L;el
~e3.NDV F3 + ATP ZbFHZH  ATP VEFE4X 514 1 3 .5 mmol/L;f:NDV F3 + 10 mol/LATP BALIRA ; 55 control £H L4 . * P <0.05;5 NDV F3 i

AR PR A PP <0. 05

IL-1p

NLRP3

GAPDH

IL-1p

NLRP3

GAPDH

4 ATP X P2X7 % NDV F3 B8 ECA109 48
NLRP3 #0 IL-1p FiX 895200

A A P2XT7 ZAKATFHLAT NLRP3 il IL-1B 335 ; B ATP {#f NDV
F3 B 4IAE NLRP3 A IL-1B ik L ;al : control 41 (NDV F3 H
MANERZL) ;b1 ~ d1 . NDV F3 + A-74000-3 Zb 41, A-74000-3 ¥ FF 4
S 1.10.100 mol/L;a2: NDV F3 + 10 mol/L ATP AL FHLL; b2
control ZL(NDV F3 Bl A #HZH ) ;2 ~ €2 :NDV F3 + ATP ZbF4,
ATP ¥ 435024 1.3 .5 mmol/L

K2 HKAMA T NLRP3 F1 IL-1B RiEKF (x +5,n=3)

4151 NLRP3 IL-1B
control (NDV F3) 1.00 £0.04 0.80 £0.02
NDV F3 +1 mol/LA-74000-3 0.96 £0.03 0.75 £0.03
NDV F3 +10 mol/LA-74000-3 0.44 £0.02* 0.27 £0.07*
NDV F3 +100 mol/LA-74000-3  0.73 +0.05 * 0.58 +0.04*
F 18 119. 440 71.759
P1E <0.001 <0.001

5 control LLEL: * P <0.05

£33 KAMAH NLRP3 F1 IL-18 RiEKTFE (x+5,n=3)

4151 NLRP3 IL-1B
control(NDV F3) 1.00 £0.02 1.03 £0.05
NDV F3 + 1 mmol/LATP 1.07 £0.04 1.09 £0.08
NDV F3 +3 mmol/LATP 1.65+0.05" 1.82+0.04 "
NDV F3 +5 mmol/LATP 1.35+0.01* 1.32+0.05*
NDV F3 + 10 mol/LATP 0.44+0.03 " 0.32+0.01"
F 1 388.997 277.474
Pl <0.001 <0.001

L control HH: * P <0.05
3 it

NLRP3 4 PE/MA T NLRP3 25 [ P8 T B 5
FEEE T (ASC) F12F bk 22 IR K 4 24 R 5 11 /K fift ifg-1
(caspase-1) 20", 40 HARAS T, NLRP3 4814
IIMA R A 53 T ARARK P HR B0 , 278 32
10 (PN U R P s SRR ) S5, NLRP3 584
IV 2 4338 SR DG A o i LR R i Bl S
HASUTE . NLRP3 M/ IMATE 16 5 R 42 £l 240 f B
BCIL-1B 55 R Y AR B 5E H NDV K
ECA109 4iif)5 , 38 i Western blot ¥:l] NLRP3 | ASC
FIIL-18 B8 A 235, 45 5 B8 NDV F3 UL 11
ECA109 #4fififis  NLRP3 . ASC Al IL-1B )ik Fi#,
A ILIESE NDV F3 &% ECA109 405 , RE92 16 1k
NLRP3 #PE/MAE,

AT JE AT, K AHESZ 3% NLRP3 48 P /A i
WA AR b, X NDVOF3 R
ECA109 #fi ] K* ¥k B o A7 A il , 45 R o, Jgk g
NDV F3 [ 40, Ml K vk B2 BEAR, H Bl & IR G
] ) A IR . NDV F3 %L 40 12 h B, NL-
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RP3 (ASC Fll IL-1B FEHRIAH 6 h 4k il | 1M e
WK MREEHR 6 h 4RZL T R, KB NDV i1k NLRP3
RME/MERIVER SH AL KRR C,

1775 RS20 PR K AL, A Scik e FRaE AR
Wit ATP/P2X7 JFHCHR B T3l 18 , 5 808 & 1AM i
HOm, 4 ATP 5 P2X7 ZKLE G )5, BB F e Bk
WA RETE JLZ RPN AT IF %L R o ik
900 ku Y4 F 38 L, 4k M-S 2 K* s, P2XTR 7
NTFI AN A 2 ekt A S 3 ok g A
ATP AR B LL I P2XTR RT3, 4k i Wi 2% K * 4
HERIE BLLA B X6 NLRP3 R ME/IMA R R, 45 5
7N SIS ATP ¥ BE, LY K i B AR, {3
mmol/L ATP Tl NDV F3 8% () 48 i, 5 7 JfL Y
KB B iR e K, R B IS ATP ¥ A8 6 5%
K* &M, i P2X7R 4015 A-74000-3 F i NDV
F3 R B AN, 25 58 R B0 P2XT R RE BELAT A Y
K" AN, W ATP/P2X7 1E NDV & YL ) ECA109
A K AN R R T ORI 33T Western
blot £l ATP. A-74000-3 + #i NDV F3 J&& 4 ()
ECA109 Ziffi NLRP3 1 IL-1B & 1 &K ik, 458 5
JNHENN ATP ¥ B, NLRP3 Al IL-1B8 & 1 #35 LiM,
I P2X7R 235 NLRP3 Fl IL-18 & 15 T4,
W] NDV F3 {f 1k NLRP3 % ¥E/NMA 5 ATP/P2X7
fFEBA X,

Zi L riR ,NDV F3 JE&Y ECA109 45 RE
NLRP3 #Me/MA, T NLRP3 48P/ MARTE £k 5 it Py A%
K" IREEA 56, TR A A S 56t E 58 1 5 1 A 41 A P9 I
K* ML M ATP/P2X7 T JF e 85 i i, S
AN
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The ATP/P2X7 axis-mediated K* efflux promotes NLRP3

inflammasome activation in NDV-infected ECA109 cells
Cao Xu, Wu Caixia, Lan Jinping, Wang Jing, Jia Zhaoxia, Liu Hao, Liu Kaiyang
(Life Science Research Center of Hebei North University , Zhangjiakou 075000 )

Abstract Objective

To explore whether the NLRP3 inflammasome is activated after Newcastle disease virus
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KA T DLER HLA-G %} JEG-3 4iliil . EPAS1 353k J H:
LR EXEDSL A

IERE T e T w

WE B8 T EMRARN T, DTGB B 77 40 i R
JEG-3 4RI A28 A BLAR DG HT -G (HLA-G ) R IE Xt JEG-3
ANH A W 2 T g B9 52 Wi RN T P B PAST KB E A 1
(EPAST) IR N B% 2 5 i JRAR AU S5 1F T 79w 10 01 &
B FHLE . FiE a5 g/ T3 RNA (siRNA ) #1014
JEG-3 4fiffirh HLA-G By3%35 W56 Y45 1 JEG-3 4HiE 5N 4
2 H UM IR AR IR R A A AR AL, R
FH CCK-8 S5 R ARHMTZ Z8 S50 1 AG D 4 2K 441 i i) 348 4 J2 A%
ZERe 7 5 P 0 A R I 4 2 4 A R T R 40 e A

IR X et

AT IR S IRAM G414 T W R A IRFE AN A, (R4
R B HLA-G (3R A SR m A IR F . TR/ &
WRARAEF 078 HLA-G RiA Y s b7 61 1, @
55w S RE L AR HE I S0 R 2 S R AR S i 2 3 [
HLA-G FE 5, HARE MG HLA-G | FRL _H B
[FIFE A, 25 a) 38 I i 40375 2 IR 200 (HIF2a) | ML P9 2 A2
K AT (VEGF) Be N Bz -1 (ET-1) B 17635, ] HLA-G )
MR A SR — S LA A U (NOS2 ) ik, 45it KA
BT, DU HLA-G TIfigi@ i EPAST % 4 52 v 3 [ 5% i 0% 3=

W 5 38 ad qPCR AR K Western blot G 4 2 40 ig -F HLA-
G # EPAS] mRNA BEHMRIBKT, R O % Ax
HEZE AR L , AR AE00S HE 2 K i 4 IR S o] 21 45 7T filE JEG-3 4
JE TR 1 AR RE T WA, (A5 20 0 T 3 T v IR

HMMAEYHATR, 25 T FREHHN L4 LR,

KEIR FIRET R NS AEIEYR Gy N PAST X
WEH 1; =ik

FESES R714.252
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(NDV) exposure to esophageal cancer ECA109 cells, whether its activation is related to K* efflux, and the effect
of ATP/P2X7 axis on the activation of NLRP3 inflammasome. Methods The expression of NLRP3 and IL-1B was
detected by Western blot; the content of IL-1f in the supernatant was detected by ELISA; the formation of ASC
spots was detected by fluorescence immunoassay ; the change of intracellular K™ concentration was detected by fluo-
rescent probe technology; Interventions with ATPase, ATP and P2X7 receptor inhibitors were used to investigate
their role in NLRP3 inflammasome activation. Results Compared with the control group, the expression of NL-
RP3, IL-1B3 and ASC protein in cells was up-regulated after NDV F3 infection; the intracellular potassium concen-
tration decreased with the prolongation of infection time (P <0.05). After the intervention of P2X7 receptor inhibi-
tor, the efflux of intracellular K* was blocked. With the increase of inhibitor concentration, the efflux of K* was
maximally inhibited at 10 wmol/L (P <0.05). The results of ATPase and ATP intervention showed that ATPase
inhibited K™ efflux, while ATP promoted K efflux. Western blot results showed that compared with the control
group, P2X7 receptor was inhibited, and the expressions of NLRP3 and IL-13 were down-regulated; after ATPase
intervened cells, the expressions of NLRP3 and IL-13 decreased; After ATP intervention in cells, the protein ex-
pressions of NLRP3 and IL-18 were up-regulated (P <0.05). Conclusion NDV F3 infection of ECA109 cells
can activate the NLRP3 inflammasome , the mechanism may be related to the ATP/P2X7 axis.
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