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WE: B8 HIAEZEdRE 2R FEEE 1(AEG - 1) /-3 NOD #
%Mﬂi@fﬂ EAIAHOCEE 1 3(NLRP3) /2 M R & R 1 — 1 (Caspase — 1) {55

RSB ML R (UC) I 1 B A A0 R N ML . 73k #% NCM460
Y53 A 2 L 2H (NCM4A60 i HUGE S, AN HEATAE Ml T FlAb ) BRI (457
NCM460 4iifftd 1 mg - L' JRZBELLEE 24 h) SLI41( 45T NCM460 i 64 pmol - L~
FWEF mg - L™ JEZMEALTE 24 h) pcDNA3. 1 — NC 41 ( NCM460 4 fify % Y
pcDNA3. 1 - NC ki 5,44 T 64 wmol - L' 288 KA | mg - L' JE L Hiab 3
24 h) .pcDNA3. 1 — AEG -1 41 ( NCM460 éﬂ]ﬂ@?{:{%“ pcDNA3. 1 — AEG - 1 [FHi5,
45T 64 pmol « L™ ZXE R M 1 mg - L™ JEZHELLFE 24 h) . AT HEGA ] 4 8
% Transwell J2 20 f SR SC 3 U 40 M 136 ) R 28 I iR B e ), SR 26 ' i i
Wi SRR G R NI AEG — 1 i A AH G HE /9 mRNA /KOF, I8
G IEELI LR AEG — 1 T B 4545 & NLRP3/Caspase — 1 553 %40 ¢
BRI, B e W AR R B F i, R 25 4L BRI SE s
A HIANILT RS 24 B (78.85 +13.47) % (19.32 +3.15) % F1(54.97 £9.03) % , %5
B4 MERIL S84 .peDNA3. 1 — NC 4 .peDNA3. 1 - AEG — 1 411 (A 42
—6(IL —6) 7K 43517 (0.49 £0.07) .(1.36 +0.21) ,(0.64 +0.09) .(0.68 +0. 10)
F(1.21£0.18)pg - L™, AT R4 54 (8.26 +1.47)% , (27.09 £ 4.62)% .
(14.51 £2.18)% . (16.75 +2.83)% A1 (22.68 +3.56)% , B ik [5 40 g Jpi - 2
(Bel =2) B A X 235 K43 5% 1.00 £ 0.16,0.39 £0.07,0.71 = 0.12,
0.67 +0. 0971 0.54 £0. 08, Bel — 2 #13% X ( Bax) B 4 10 %t 28 355 7K 43 51
1.00 £0.19 .6.45 +1.12 3. 90 +0. 64 3.79 =0. 58 6. 07 =0. 96 ,AEG — 1 mRNA
43514 1.00 £0. 13 435 +0.76.1. 92 £0. 33 2. 08 +0. 32 13.26 +0.57,AEG - 1 H 4
FEXF 2235 K 4050 1.00 +0.17 ,4.82 +0.79.2.07 + 0.34.,2.25 0. 36 Fl
3.94£0.71, 8 F & #EM - 1(Z0 - 1) ) mRNA 43 5 2 1.00 +0. 15,
0.37 +0.06.0.76 +0.13.0.79 +0.14 F1 0.51 = 0.09, [ & & 1 ( Occludin) )
mRNAZM 534 1. 00 £0. 16 0. 29 +0. 05.0. 58 +0. 10.,0. 52 = 0. 09 F1 0. 37 +0. 06,
NLRP3 (4 25 A A Xt 2 35 K F 40 505 1.00 +0.19.6.58 = 1.06,2.71 +0.43,
2.59 £0.42F1 5. 16 +0.94, Cleaved Caspase — 1 [ % [ #H % 25 35 7K - 43 31 Ky
1.00 +0.16 .5.26 +£0.93 3.42 +0.59 3.65 +0. 64 f15.09 +0. 87, |- ikhi5F5,

RIZH 525 (40 SEB4H H#, peDNA3. 1 — NC ZH 5 peDNA3. 1 — AEG - 1 4 [ 4%,
G L2 RIAE G EE L (P <0.01,P <0.001), it AHEHEANE
LPS 755 UC fify - Sz 2000 9 9 i B2 1o A1 6 0 B 0 1, X6 L Jle S P 2 6 LA {9
FER, AL T BE S IR AEG - 1 %3540 NLRP3/ Caspase — 1 {5 5 EH ¢,
KR AW E BRI RHIEE 1;NOD BEZ AR 45 M A S A 35
DERATE B - 1 Bt A 4 I b R 40 s R0




1138

v T R 25 PR gk R

a2 8 2026 44 H (JEE 454 1)

DOLI.. 10. 13699/j. cnki. 1001 - 6821. 2026. 08. 014
FE 425 :R285.5 XHEARERD: A
TEHS.1001 - 6821(2026)08 — 1137 07

Abstract: Objective  To explore the mechanism of theaflavin improving the inflammatory response of intestinal
epithelial cells in ulcerative colitis (UC) through regulating NOD - like receptor thermal protein domain associated
protein 3 ( NLRP3) / Caspase — | signaling pathway mediated by astrocyte elevated gene 1 ( AEG —1). Methods
NCM460 cells were divided into control group ( conventional culture of NCM460 cells without any intervention
treatment, model group (treated with 1 mg - L' lipopolysaccharide in NCM460 cells for 24 hours) , experimental
group ( treated with 64 pmol - L~' theaflavin and 1 mg - L' lipopolysaccharide in NCM460 cells for 24 h),
pcDNA3. 1 - NC group ( after NCM460 cells were transfected with the pcDNA3.1 - NC plasmid, treated with
64 wmol - L' theaflavin and 1 mg - L~ lipopolysaccharide for 24 h) and pcDNA3. 1 — AEG -1 group (after NCM460
cells were transfected with the pcDNA3. 1 — AEG - 1 plasmid, treated with 64 wmol + L' theaflavin and 1 mg - L'
lipopolysaccharide for 24 h). Cell viability was detected by cell counting kit — 8 method, cell invasion ability was
detected by Transwell assay, cell migration ability was detected by cell scratch assay, and mRNA levels of AEG —1 and
barrier damage — related proteins were detected by real — time fluorescence quantitative reverse transcription polymerase
chain reaction. Western blotting was used to detect the expressions of AEG —1, apoptosis, barrier injury and NLRP3/
Caspase — 1 signaling pathway — related proteins and enzyme — linked immunosorbent assay was used to detect the
contents of inflammatory factors. Results The cell migration rate of the control group, model group, experimental
group were (78.85 £13.47)% , (19.32 £3.15)% and (54.97 £9.03) % , respectively. The levels of interleukin —
6 (IL-6) in the control group, model group, experimental group, pcDNA3. 1 — NC group and pcDNA3.1 - AEG -1
group were (0.49 +0.07), (1.36 +0.21), (0.64 +0.09), (0.68 £0.10) and (1.21 +0.18) pg - L™,
respectively; the apoptosis rates were (8.26 +1.47)% , (27.09 +4.62)% , (14.51 £2.18)% , (16.75 +2.83)%
and (22.68 +3.56)% , respectively; the relative expression levels of B — cell lymphoma —2 (Bel —2) protein were
1.00 £0.16, 0.39 £0.07, 0. 71 £0. 12, 0. 67 £0. 09 and 0. 54 +0. 08, respectively; the relative expression levels of
Bel -2 — associated X (Bax) protein were 1.00 £0.19, 6.45 +1.12, 3.90 £0.64, 3.79 0. 58 and 6. 07 £0. 96,
respectively; the mRNA levels of AEG — 1 were 1.00 £ 0.13, 4.35 +0.76, 1.92 +0.33, 2.08 = 0.32 and
3.26 0. 57, respectively; the relative expression levels of AEG — 1 protein were 1.00 + 0.17, 4.82 +0.79,
2.07 £0.34, 2.25 £0.36 and 3. 94 £0. 71, respectively; the mRNA levels of Zonula Occludens -1 (ZO - 1) were
1.00 £0.15, 0.37 £0.06, 0.76 £0.13, 0.79 £0. 14 and 0.51 £0. 09, respectively, while the mRNA levels of
Occludin were 1.00 £0.16, 0.29 +0.05, 0.58 0. 10, 0.52 £0.09 and 0.37 +£0.06, respectively; the relative
protein expression levels of NLRP3 were 1.00 £0.19, 6.58 £1.06, 2. 71 £0.43, 2.59 +£0.42 and 5.16 0. 94,
respectively; the relative protein expression levels of cleaved caspase — 1 were 1.00 + 0.16, 5.26 £0.93,
3.42 +0.59, 3.65 £0. 64 and 5. 09 +0. 87, respectively. When comparing the model group with the control group and
the experimental group, and the pcDNA3. 1 — NC group with the pcDNA3. 1 — AEG -1 group, the differences in the
above indicators were all statistically significant (P <0.01,P <0.001). Conclusion Theaflavin can improve the
inflammatory response of LPS - induced UC intestinal epithelial cells and inhibit cell apoptosis, and has a protective
effect on epithelial barrier function. The mechanism may be related to the down — regulation of AEG —1 expression and
the inhibition of the NLRP3/Caspase — 1 signaling pathway.

Key words: theaflavin; astrocytes upregulate gene 1; NOD — like receptor thermal protein domain — associated protein

3; caspase — 1 ; ulcerative colitis; intestinal epithelial cells; inflammation
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HAGA PR UC W7 S0 b, b 28 8 3R AR g K AR
MEVEZ 88, A DU A0 BT R 0 B8 X B B
FEBAN S A BAE Y SEAE RS R B, NI
it R B A 1 (astrocyte elevated gene 1,AEG - 1) 7E
HRARR AP R | JRE S5 22 B BT R R A R T
SRR, AT 2 5 205 0 s 0 0 T T 2R 0 i Y
HW)EAT s NOD REAZ PR VR S5 U DG 35 1 3
(NOD - like receptor thermal protein domain associated
protein 3, NLRP3 )/ Jjf & R K A& & MR 3 H i - 1
(Caspase — 1) {55l % 2 5 [ A7 S0 02 (975 fL ok 72, Bk
I UC il Sy S 15 VIAR O ) o (A2 %
X UC i b B 4 M 40 45 04 5% i, e 2 & K
AEG -1 NLRP3/Caspase — 1 3 I B #1518 AS 15 28,
LTI, AR WF5E DA G £ B (lipopolysaccharides , LPS) %
1Y UC i b 2T NCM460 S5 R), #R89 255 B R X
FLRY 20 BRI, DU A I R 4R 2%

MHETE

1 #F#

4R N4l bR A NCM460 , 1 F 13k i
i B AE I HAR A BR 7] o

mERF K E R (theaflavin) , BLKS : 45
10 mg, 4l : =95.0% (HPLC #:) ,#t5:81090 ,LPS,
PG A 1 mg, Al < 1% 2 E 5 (Lowry ¥5) , 41
5:0000370464 , ¥4 Wy H 3& [E Sigma - Aldrich 2\ &
Triton X — 100 393 5% 5% 3805 & 240 B T+ 8070 6 8 (cell
counting kit —8 ,CCK —8) ,Transwell /NZE , ¥ B I #f
BERAWBAREA A PR A5 HAmEE -3 - B
Al ( glyceraldehyde - 3 — phosphate dehydrogenase,
GAPDH) \AEG - 1 B ik 2 405 - 2 JE[A (B - cell
lymphoma —2,Bcl —2) Bel =2 #i3% X 85 H (Bel -2 —
associated X protein, Bax) . B & #:E H - 1 (zonula
occluden — 1,70 - 1) . J414 % 4 ( Occludin ) . NLRP3 F
BYPAEEZRRR A SR B — 1 (cleaved caspase — 1)
EANZNEZ TiE SRR 1IN TR &7 Wk ke & ed =
A, 90 B L] Abcam 23 ] 5 U0 2R I % 7 il bR 10 4
AR ( terminal deoxynucleotidyl transferase — mediated
dUTP nick end labeling, TUNEL ) % i &, W B dt
SRR ERHA R 7] 5 F 4l K (interleukin,, I1)
-6.IL - 1. 1L — 18 A1 J83 ¥R 6 [ F — o ( tumour
necrosis factor — alpha, TNF — o) B 5028 W} ( enzyme
— linked immunosorbnent assay , ELISA ) &7 &, W B
TR AR VIR IR A W]

{%88 Nikon Eclipse Ti — SR % s, H AR J8
JRZ3 77 il 5 QuanStudio 6 S 55 B 5 S A,
2 [E Thermo 2\ 7] 77 5 5 Infinite 200PRO Ff bR 1Y, B 1
Tecan /A F] 7= i
2 KWHE
2.1 WMSASHRE

HOO B0 A 1 0 By NCM460 41 Jid, 70 o 25 3 41
(NCM460 it HLEE 57, AN EATARAT T 4L BE) A
RIZH (45T NCM460 4iiffd 1 mg « L~" LPS £b3 24 h) |
AL 45T NCM4A60 4ilfifs 64 pmol - L™ ASH# 3K (5%
B MR SRy TS 0 08 e ) — A B AR TR ) A
1 mg-L™" LPS 4b Bl 24 h ], pcDNA3.1 - NC £
(NCM460 41l g %% %« pcDNA3. 1 - NC Fikij5, 4 T
64 pmol - L' ER 1 mg L' LPS 4hFH 24 h) |
pcDNA3. 1 - AEG - 1 4] ( NCM460 41 g %% Yu
pcDNA3. 1 = AEG — 1 FopiJG , 24T 64 pmol - L' 25 #
ZM 1 mg -+ L™' LPS 4hFH 24 h) .

2.2 CCK -8 il 8 pmiE H "

PR B, 5 x 10° )5, 3 T 96 FL#k,
fL 100 wL, ZAENGEEAE L 24 h ), e LR 0, 4 T
AR LPS(0.0.1.0.5.1.0.2.0 mg - L") Zh 3,
Frge i N B IR 40 24 h S5 W FE LPS, WL EE 2% vl
( phosphate buffered saline ,PBS) 1§t 3 # J5 & FLINTA
LTI L5 55 736 100 wL Al CCK - 8 ¥ 10 wL, ¥
96 FLABUI T H5F- AW E 1.5 h, BEFRIL 450 nm AL
5 B LIS RE (R
2.3 Transwell £ MZEREZEEH

1 40 b 2 67 A R SR Y Transwell /N8 |28
IR T 24 h,0. 5% 5 GG A ST T
2.4 RBRREEERNMmTEREHT

WA ZH A A, A% W WSk IR, PBS v gk it
VR 2L, TG I 37 B SR M AR S 15 9%, 72 0 h 1 48 h
AT AR LR AN TR O
2.5 TEEEEREERESMER R ( quant-
tative reverse transcription polymerase chain
reaction,qRT - PCR) #&ill AEG -1 RE#Hi{7HEXE
H & mRNA 7k

FH TRizol 07 AN P 73 25 &L RNA Jf %5 oAl
JE R 58 B vk, R S RNA S8 56 O B A DNA, R
27 AANEITA B R A X k. 51 E 8 AN
T, AEG - 1. I Ji# 5° - AAATAGCCAGCCTAT-
CAAGACTC - 3', F ¥ 5 - TTCAGACTTGGTCTGT-
GAAGGAG -3";Z0 - 1. | 5' - TACCTCTTGAGC-
CTTGAACTT -3’, Fiif 5’ — CGTGCTGATGTGCCATA-
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ATA -3'; Occludin; 3% 5’ = TGCATGTTCGACCAAT-
GC -3'; T 5" — AAGCCACTTCCTCCATAAGG -3
GAPDH ; 17 5' — ACCACAGTCCATGCCATCAC -3’,
T 5 - TCCACCACCCTTTGCTGTA -37,
2.6 ZFEH%RIEENIE(western blotting, WB) ;% & il
AEG -1, AT . RFE#{5 % NLRP3/Caspase -1 {55
EHExERRIE

o P2 A 2 v N A PP 3R IR R 1,4 CTR LA
12 000 rpm E.0> 15 min, FfUCE FIE, —Memik F Rk
DE R MR . Z R MUK 20 B9 2 1 S e i, 5%
JBLRE W5 k3 v B L b, YRR 3 YRS, in A GAPDH
AEG -1 .,Bel - 2, Bax, ZO - 1, Occludin, NLRP3 #I
Caspase — 1 —$i 4 CFF 25 , VERERR 25—,
TSR S A A B bR C =90, IR E 2 h BEE
T, T H R AR R R K
2.7 ELISA I3 NCM460 B A E F o 8"

WA A O B O I3, 4 IR R & B A5 20K
e IL -6 . IL - 1B.IL - 18 Fil TNF — o A& 5
2.8 TUNEL & &0 gn gt

TETMIEHE AL P 5 48 b J5, Fl BV iy PBS H
BANMERZTE 1 x10°,7£ 37 C 5% CO, %M F 5%
24 h J5, 0 1 mL FEH) PBS BEFRANM, 5% 2 5 I [
s HIA 1% Triton X — 100 ¥, PBS ¥ . fii A TUNEL
Jeta ik, A TGS 30 min, PBS VLS5 ,47,6 - —
JREL -2 — ZRELI|WE (47,6 — diamidino — 2 — phenylin-
dole, DAPT) etz Jf-dt b, B M WEIFI TR TR,
3 GitEseE

FH SPSS 25. 0 B AT Ge o3 M, i BTk
x x5, ZHM AR IT Z 08,2 HIE R
/N FTE22 5% 1 K5 (least significance difference
t—test, LSD -1),

# R

1 AERE LPS X3 NCM460 4 i iE 71 #9820

0.0.1.0.5.1.0.2.0 mg - L™" LPS 4h ¥ 24 h J5
NCM460 4ii fifs 3% F1 4> % & (100.00 = 2.62)% .
(89.93 +13.85)% (78.47 £12.19)% . (57.81 +8.34)%
F(35.69 + 6.76)%, 5 0 mg - L™ M, 0.1
mg - L' LPS b 24 h J5 NCM460 4015 /1 TG B 2%
54k (P>0.05),0.5.1.0.2.0 mg - L™ LPS ZbFH 24 h
J&5 NCM460 4 i3 77 3 i ZREAR (P <0.001) . Hrr
ICs {6}y 1.287 mg - L™', [A I )5 &2 5C 5 ¥ ok B
1.0 mg - L") LPS ¥k 4bFH NCM460 il .

2 ZFEEN LPS EAT NCM460 HRaEZE TR
S|

Sas AR G, BRI ZH NCM460 41 fits i 1= 22 %k H
WD TR B E R () P <0.001) ; 5HEIAIZA
HHEL, S50 41 NCM460 41 i (17 2850 H & £ 1T
BREET (P <0.001), L&k 1,

3 ZEZ3 LPS EAT NCM460 A b AEG -1
RIEHF M

25 4R L, BRI 4] NCM460 41 Jifl Fh AEG - 1
mRNA FIE AR 2K K- 835 75 ($4P <0.001 ) 5
SRR, 52302 NCM460 41t AEG — 1 mRNA
FER FUARXS 57K T B BRI (34 P <0.001) ; 55555
ZHAH e, pcDNA3. 1 — NC #41 NCM460 41 fifi ' AEG - 1
mRNA FIEE HARX R IR K AEGE T2 22 R T st
22 Y (# P >0.05); 5 pcDNA3. 1 — NC 414 L,
pcDNA3. 1 — AEG -1 £ NCM460 Ziffi-f AEG — 1 mRNA
FIEE AR RIA K- B T (B4P <0.001) , Lk 2,
4 ZFEZVHE AEG -1 3f LPS £ T NCM460 44
B 8 9 S I B 22 i)

23 A AR e, BERLZH NCM460 41 Jifg i 1L - 6,
IL-1B.IL - 18 1 TNF — o (9 4 B F i (B
P <0.001) ; 5545 B 20 A0 L, 5255 2 NCM460 4 Jifd v
IL-6.IL - 18 IL — 18 1 TNF — o [ 4 i 5 B A%
(# P <0.001); 5528 41 Ht, pcDNA3. 1 — NC 41
NCM460 4 fifg 1L —6 | IL — 1B IL — 18 F1 TNF — o [
SR TR EAL (4 P >0.05) ;5 peDNA3. 1 - NC 4]
FH G, peDNA3. 1 — AEG — 1 2 NCM460 4 i IL -6,
IL - 1B, IL - 18 I TNF - o« M & & 0 2 F+ &
(P<0.01,P<0.001), W33,

5 ZEEZEIFIE AEG -1 3F LPS /£ T NCM460 £
iob oA

25 (AR He, BT 4 NCM460 40 Jifd 1 I8 T 2%

|1 2541 NCMA60 i 72RE 1S AMIITRE A A LU (2 £5)

Table 1 Comparison of the invasion ability and cell migration rate

of NCM460 cells in each group (x +5)

Cell invasion Cell migration

Group n

number ( pieces ) rate( % )
Control 8 74.93 +11. 68 78.85 +13.47
Model 8 21.57 +3.81*** 19.32 £3.15***
Experimental 8 57.29 £8.45244 54.97 £9.03444

Control group; Normal feeding ; Model group: Treat NCM460 cells with
1 mg - L.=! lipopolysaccharides ( LPS) for 24 hours; Experimental group:
NCM460 cells were treated with 64 wmol + L™ teaflavins and 1 mg + L.~!
LPS for 24 hours; Compared with the control group, *** P < 0.001;

Compared with the model group, 4% P <0. 001.
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Bax i AR IR K24 2 &, Bel -2 AR X
FIRK- 0 EFEAR(H P <0.001) s SRERIZEAH [, 55
45 2H NCM460 2 iy i T2 Bax £ A XS 387K F
P 4 R, Bel - 2 2 AR A 335 K7 1 3 T (1
P <0.001); 5 52 5% 41 /] o, peDNA3. 1 — NC 4]
NCM460 ZH A8 1% Bax Jz Bel -2 B FAFHXTFikIK
FACHES T E 2R TS B X (¥ P >0.05)
5 pcDNA3. 1 - NC HAH I, pcDNA3. 1 - AEG -1 4
NCM460 2 i i i T2 % . Bax 25 [ AH X R 3K 7K1 34 ik
ETt w5, Bel - 2 B A A R GE K OF B 3 R R
(P<0.01,P<0.001), %4,
6 ZXEZPIE AEG -1 3f LPS /EA T NCM460 4H
P B2 P& 4545 B9 22 i

Hos4AH L, BRI NCM460 4iigr ZO -1 Fil
Occludin mRNA FlE AR X F 15 7K -3 8 25 B IR (3
P <0.001) ; 5RERIZ AR L, 52560 2 NCM460 24 fifg
70 -1 Fl Occludin mRNA F1 %5 [ A % 23k KOF- 24 5
T+ (¥ P <0.001) ; 55250 41 4 kb, pcDNA3. 1 — NC

|2 AL NCMA60 40 i i I 401 B JJE R 1 (AEG 1)
mRNA FIE KL (2 +5)

Table 2
mRNA and protein levels in NCM460 cells of each group (x +s)

Comparison of astrocyte elevated gene 1 (AEG - 1)

Group n AEG -1 mRNA AEG -1 protein
Control 8 1.00 +0. 13 1.00 +0. 17
Model 8 4.35+0.76* " " 4.82+0.79* "
Experimental 8 1.92 £0.332244 2,07 £0.34444
pcDNA3. 1 - NC 8 2.08 +£0.32 2.25+0.36
pcDNA3. 1 - AEG -1 8 3.26 £0. 57444 3.94 £0. 71444

pcDNA3. 1 — NC group: After transfection of NCM460 cells with the
pecDNA3. 1 — NC plasmid, the cells were treated with 64 wmol - L.7!
teaflavins and 1 mg L' LPS for 24 hours; pcDNA3.1 - AEG — 1 group:
After transfection of NCM460 cells with the pcDNA3. 1 - AEG -1 plasmid,
the cells were treated with 64 wmol - L.~! teaflavins and 1 mg L~" LPS for
24 hours; Compared with the control group, * * * P <0. 001 ; Compared with
the model group,®“* P < 0.001; Compared with the pcDNA3.1 — NC

group, 444 P <0.001.

T3 454 NCMA60 2 H JEAE P23 B i LR (% 5)

2H NCM460 4f ffih ZO — 1 1 Occludin mRNA F175& 4
KAEG T2 E 2R GRS (P >0.05) ;5
pcDNA3. 1 — NC 41 #f kb, pcDNA3.1 — AEG - 1 4
NCM460 #ififsH ZO — 1 Fil Occludin mRNA F1%E 5 4H
X IR K 1 8 BRI (P <0.01, P <0.001), I,
%5,
7 ZEZEEE AEG -1 X LPS £ B T NCM460 41
Fa s NLRP3/ Caspase - 1 {5 5 1& B K 2 i

Sos (AUM EE , BERI4] NCM460 21 il NLRP3 i1
Cleaved Caspase — 1 & A M A KFH B ET &
(¥ P<0.001) ; 5HIRIZH AH L, SE54H NCM460 2 g
A+ NLRP3 Fl Cleaved Caspase — 1 &5 [ #H X} & ik /K
B E () P <0.001); 5 5090 20 41 1, peD-
NA3.1 - NC 41 NCM460 4 iy H NLRP3 FiI Cleaved
Caspase — 1 & [AFIXT FRIXKFIEG I 2RI
Gt B L (¥ P >0.05) ;5 pcDNA3. 1 — NC 414H
I, pcDNA3. 1 — AEG - 1 4] NCM460 41 fifi * NLRP3
il Cleaved Caspase — 1 25 [IAIXT I8 K734 b 25 7
(P<0.01,P<0.001), W36 FfIE 1,

R 6 KL NCMA60 4iifigh NOD # 32 (R T4 8 11 45 Ky SUAF 5C 25
FI 3(NLRP3) /R R R & 2 TR R 1 - 1 {5 5l A G iR
AR B AR ELA (% £ 5)

Table 6 Comparison of NOD - like receptor thermal protein do-
main associated protein 3( NLRP3)/Caspase — 1 signaling pathway
—related protein levels in each group of NCM460 cells (x *s)

Group NLRP3 protein ~ Cleaved Caspase — 1 protein
Control 1.00 0. 19 1.00 £0. 16

Model 6.58 1.06* " " 5.26£0.93* *
Experimental 2.71 £0.43444 3.42 £0.59444
pcDNA3. 1 - NC 2.59 +0. 42 3.65 +0. 64
pcDNA3. 1 — AEG -1 5.16 £0.94444 5.09 £0.8744

Compared with the control group, * * * P <0. 001 ; Compared with the model
group, 244 P < 0.001; Compared with the pcDNA3.1 — NC group,
AL p<0.001,444P<0.001.

Table 3 Comparison of the contents of inflammatory factors in NCM460 cells of each group (x +s)

Group IL-6(pg- L") IL-1B(pg - mL™") IL-18(pg - mL™") TNF - a(pg - mL™")
Control 0.49 £0.07 46.94 £7.52 58.76 £9. 18 82.58 +13.64
Model 1.36 £0.21*** 128.51 +19. 78 * * * 165.98 +25. 44 % * * 213.74 £37.95* * *
Experimental 0.64 £0.09444 72.29 £13.84444 96.35 +17. 62444 138.81 £21,37444
pecDNA3. 1 - NC 0.68 +0. 10 79.85 +12. 16 91.51 +16.83 141.29 £19. 58

pcDNA3. 1 — AEG -1 1.21 £0. 18444

104. 67 £15.3944

143.82 £18. 56444 185.46 £33, g2 A4

IL -6 Interleukin — 6; TNF — o: Tumour necrosis factor — alpha. Compared with the control group, * ** P < 0.001; Compared with the model group,

ABAP <0, 001 ;Compared with the pecDNA3. 1 —= NC group, 44 P <0. 01,444 P <0. 001.
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428 8T 2026 4F 4 (K 454 D)
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Table 4 Comparison of apoptosis rates, B — cell lymphoma =2 (Bel =2) and Bel —2 — associated X protein (Bax) Bel —=2 and Bax pro-

tein levels of NCM460 cells in each group (x +s, n=8)

Group Cell apoptosis rate( % ) Bel -2 protein Bax protein
Control 8.26 +1.47 1.00 +£0. 16 1.00 £0. 19
Model 27.09 £4.62" ¢ 0.39+0.07* "~ 6.45+1.12" " "
Experimental 14.51 £2. 18444 0.71 £0. 12444 3.90 £0. 642444

pcDNA3. 1 - NC
pcDNA3. 1 - AEG -1

16.75 +2.83
22.68 £3. 5644

3.79 £0.58
6.07 £0.96444

0.67 +0. 09
0.54 +(0. 0844

Compared with the control group, * * * P <0. 001 ; Compared with the model group,“** P <0. 001 ; Compared with the pcDNA3. 1 — NC group, 444 P <0. 001.

RS A5 NCMA60 Ay b 3% & - 1(Z20 - 1) M58 H mRNA M FUKFIHEEL (2 £5)
Table 5 Comparison of Zonula occluden =1 (ZO - 1), Occludin mRNA and protein levels in NCM460 cells of each group (x £s)

Group Z0 -1 mRNA Occludin mRNA 70 —1 protein Occludin protein
Control 1.00 0. 15 1.00 +£0. 16 1.00 +0. 17 1.00 £0. 21

Model 0.37+£0.06" " * 0.29+£0.05* " " 0.35+0.06" " " 0.09+£0.03" " "
Experimental 0.76 0. 132444 0.58 £0. 102424 0.91 £0. 16224 0.54 £0.0922%
pcDNA3. 1 - NC 0.79 +0. 14 0.52 +0. 09 0.87 0. 15 0.46 +0. 08

pcDNA3. 1 - AEG -1 0.51 £0.09444 0.37 £0.0644 0.63 +0. 1244 0.12£0.03444

70 - 1; Zonula occluden — 1. Compared with the control group, * ** P < 0.001; Compared with the model group,”%% P < 0.001; Compared with the

pecDNA3. 1 = NC group, 44 P <0.001,444 P <0.001.
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Figure 1  The expression levels of NLRP3/Caspase — 1 signaling

pathway — related proteins in NCM460 cells of each group detected
by Western blot experiment
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