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W OE., ARBRA¥ S LR mi(IPEC-12) A AR s ie 384+ T-2 & % % IPEC-J2 KR B
e R Al R AR AR, BT P AR R L (MTIT) ZEnemiedh , aFETW T-2 5%
Fa N=CTBE—L—F LB (NAC) IR B, KB A 4 N, 4 7 A sf B2 NAC 22 (4.0 mmol/L
NAC) .T-2 48 (4.0 ng/mL T-2 7 % ) #= T-24NAC #8(4.0 ng/mL T-2 % % +4.0 mmol/L NAC) ,
422 12 h jg M & 48 IPEC-J2 ¥ " =B (MDA) &% , %A R AL H AL B (T-SOD) #= i A AL &
B (CAT) &M FHA(ROS) K- 40t X i 48 % K B fe 42 45 K B F —B ( NF-«kB) 9 48 %+ & ik
%, BRAM.1) SR a gk T-2 20 IPEC-J2 ¥ CAT. T-SOD # M4 2 #F %K (P<0.01),
IPEC-J2 ¥ MDA 4% #= ROS K-FM 2 F I & (P<0.01), 5 T-2 4448+t , T-2+NAC 41 IPEC-J2
% CAT #= T-SOD #F M 2 %3 (P<0.01) ,IPEC-J2 F MDA 4 & #= ROS K -F % F X% 2 %
A% ( P<0.05 % P<0.01), 2) 5 xR 4a48 k| T-2 40 IPEC-J2 P At 9% 3R B F —a( TNF-a) ( P<
0.05) . & @4 -6(IL-6) (P<0.01) . & @ fe /% —-10(IL-10) ( P>0.05) #9 mRNA #4854 & & &
&, 3) 5B Ak, T-2 248 IPEC-J2 ' NF-kB H @At A X FM I EH & (P<0.01), 5
T-22048 6, T-2+NAC 41 IPEC-J2 ¥ NF-kB % g A3t & 2 M 2 F HAK(P<0.01) , @ T,
T2 &#Fi@idifF IPEC-J2 AL 4 ROS, R X EAM XA EH A NFkB ZF W ki, %
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W 19% WHE S T-2 BER V5 44, h R R &
T-2 RIS Ye %N 79.5% , X LekE b T-2 #H 2
) e s b 735 ng/g'® . Morcia 28 i) 45 F5
2011 4E & 2014 4, BORH R ZEFE 5 T-2
B R M HT-2 8 R A BHERAE 22% ~53% , FEXT L
% W | I ST JE IV T PR SE R A4 IR Y — TATE 5 &
TE 340 AR THELZHE S, T-2 R AR R 30
86.1% ,T-2 7 £ I & 2 e N 304.2 ng/kg!™
T-2 Fl HT-2 8 & 2 Je B A WLAUE Go e 4 h i i
b 0 Bk T TR R, B AR 40 Bl 84% I
92% ")

T-2 R EEHFEHILE i@ TS 60S b
RN I B I 56 7 B il AR B VR R A ) B A
B, 5 AN K A A WA N 3R Y, TS c-Jun N
Uity 4 T (INK) /p38 22 %4 J7 3% Ak 25 1 ¥ Bl ( p38
MAPK) ,Z 5HUIK 1 2 4 3 72 Q0 ik 08 44
RS wlAnpa A K R oAk, s LR AR T, /N
¥ 2 3 3% 0 Jo S R W EB A, A S HIRAE A R
RS 1 38 4 BB B, 4 e 5 sh ) A fad i B O
T REas i b 400 (intestinal porcine epitheli-
al cells, IPEC-J2) j& NI A W E W H L2 W
HBE AR PR T IHiE F R e, TR R
W5 L [ DR A (AR i R B
AR AL AR SO/ RS AT AR R, 7 A A
R F AL R 7 Rk 5 g RGO R
F 5, 5] e 200 i — 5 e 200 i 4 7% 3% I T ( GME-
CSF) 1 Jif 998 ¥R 5E A 7 — o ( TNF-a) "' [ B,
IPEC-J2 #§) 1z FH T W 58 S0 I8 9y [ % s 3 0 92 2
A GE B ME RIS RE S M2 m T Pinton
LU B R T-2 # RIS YR, &
%8 Wil KA SR AEAE RG4S . Goossens 4 & PR
T-2 B Z &b # IPEC-J2, £ [ Ik 40 g 5 5 A B
(TEER) {H, 34 Jin 40 fg 38 % ¥, 0% 3K Bp i Be B,
Verbrugghe 252" & Bl T-2 2 X 4L ¥ IPEC-12, R4
FEYLI'T IR #5 IPEC-J2 HLJZ 5% 12 W] 34 i, 1561
2116 B [ B B K . Romero %1% R B T-2 B R [F
K45 H W IR 95 48 ifl ( Caco-2) ) TEER {H DA M ‘% %
T HE A L R A 3 SR KO-

5T 2 W, KHB 4 55 14 7 R 10 5 1 B A Ak
WA T2 A AT R R A T
Bl kA R, N-ZBE-L—2F &
i (NAC) J& —Fi & i B 1) B S AL 7, BB 0% A R0
BRIGPES (ROS) |, A7 Bl T 4 15 40 i 9 19 5 1k At

AT HRIGE  NAC AT LU 3 40 it 57 48
AR 38, o P 1 45 4 AT B 3 B B Ak R A
3K fR U pT AL R IS P R T B, %
T T-2 RS0 5 DI 6e =5 B a6 LS
AT FLBEPEAE 2 A& AL N A A R
I, I, AR L IPEC-12 Mk ¥ 4, B 161
7N T-2 B 20 8 W4 O HILEE S B AR T-2 5 Z0%F
NS A5 1 4 it — o R BRI |

1 #MRlERZ*E
1.1 RKKESEF

IPEC-J2 WK H AL E AL BN B A= 1A BR A w]
20 58 435 3% DMEM 25 B35 352 5L 10% 16 4
i 3% (FBS) 1 1% $i/E & (10 kU/mL ¥ % % |
10 mg/mLEER; R A1 25 wg/mL MiTERE R B) 4k,
FEAMIAE 37 C ARG FRHE 35 3%  ELLEN 5% 1Y
Co, .

1.2 R FI RS

T2 HEWAdL T RER AR A
DMEM #5535 3k B4R s i A Z il A 55
GIBCO A ] ; NAC , I Y 35 20 e 25 ( MTT) i 71
& ROS il & i F AL &l (CAT) Ik & N =
1 (MDA ) {71 & Fi e 8 4 Ak 9 152 AL 1§ ( T-SOD )
W B0 [ RE At g A YT I BT s PR B R
Kl F—«B ( NF-«kB) I |1 3¢ [ Abcam 2\ Al ; 2 % 5%
W& 2t i PCR A & A rg R EY
BHEA A,

CO, 4l M K5 77 46 . 4 U K B A A W 13 36
Thermo 73 7] ; LSM700 #0342 B g5l B 1
[ Zeiss 7~ 7] #% PCR G MU A H A TaKa-
Ra A #] ; 786E R PCR U A 24 E ABI A,

1.3 HfEHNZE

YHMUALACSS o 20 L il G B 3K 3] 80% , 4 4t i
THAL TS S, AT 20 B T B8O K 200 M2 1 A7 7 B
YR LA 1x10° A4~/mL ¥ BE 3 A 96 FLAR , 78 4 Jfd fill
HREEIRF] 80% , AR E (0,0.5.1.0,1.5.2.0,
3.0 f14.0 ng/mL) (1Y T-2 3 K AL FELL PRI 12,
2448 h,Z I MTT 55 G i I A5 2547 40 JfL 3% T30
FE, LA B T-2 75 K MR R AL BRHE]

1.4 RWigit 5418

PL IPEC-J2 A B 40 i, i 50 40 4 A4,
Wk % B 4H (Con 4H) . NAC # (4.0 mmol/L
NAC) .T-2 #H (4.0 ng/mL T-2 # %) fl T-2+NAC
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2H (4.0 ng/mL T-2 # % +4.0 mmol/L NAC) , T-2
FEBT I (DMSO) I Bl 1 mg/mL
M A7 W T —20 C PR A7, FH 3k mih 35 35 2L 76 B 3
4.0 ng/mLIf T 4 CHAF, NAC KB ZE KL
il B 0.5 mmol/L WYV , B T 4 CIRAF, Bl
TR 5 A0 i DA ¥4 45 vk 1 4 Fh 31 96 FLAR 5% 6 FL AR
(ASTRIRES M AROAN TR ) | 24 20 i il 5 B2 35 2 80%
Bk, 5 A R O R 1 85 7 L B AR Ll B 7R 3L gk
SRS 12 h, AT RS2 R A
1.5 IHRALEEPCRENMREHEXERZD
BxRIEE

LA 2x10° 4~/mL ¥ B 32 A 6 FLAR, 77 2
il B A 3] 80% , 1] T-2 7 2 Al NAC ¥ M Ak 3
M 12 h 5, WA IR 5L PBS W R 3 Wk, AL
1 mL Trizol , ¥ 4 Jifd 4 f T A, 24 9 A0 4 Jif — A
A2 mL B8, BONE LD (4T,
3 500 r/min, 15 min) , HU I35 %A H 9 2 mL
BPLAE N 0.2 mL EO5IRAIHE 5 min, A B L

BLES.C>(4 C,12 000 r/min, 15 min) , B I 75 W ik
AB 2 mL 2.0, 5 LIERSFERBEINA S A
e IR A B 10 min, B0 HLE L (4 C,
12 000 r/min, 10 min), 3 % ¥, il A 1 mL
75% LB R RR 5 Ve B UTE, B D HLES O (4 T,
7 500 r/min,5 min) , F 5 B, KA TIE R B
DA GG 3T WK T U05E, ITA 50 pL
FEORAR — 2T ( DEPC) /K ¥ fift UL IE 3 A M 2 2k
T 5], W€ 28 M RNA ¥R B2 J5, #% B 2 x TS-
INGKE Master Mix J % 53 120 51 & 156 B 45 X RNA
HEAT R 5k, 0% cDNA; 1% cDNA W B2 J , #4%
FE&h cDNA ¥ B2 6 % £ 100 ng/pL, cDNA Ji F
-20 CHRAFH TG 225 . # M 2xT5 Fast qPCR
Mix ( SYBR Green 1) iz 1| & i B 45 0 A 4% S iz ik
F AL ST 22O E B PCR AL b A7 A, 336 %k
PR 272 AR T A R, SR B Y
JPHIILER 1,

*®1 5|¥MFE7
Table 1 Primer sequences
i H 5 Y51 FEYIK
Items Sequence of primer (5'—3") Product length/bp
) F.CTGGAACGGTGAAGGTGA
- -acti : 175
B-LAIEF B-actin R. TTTGGAAAGGCAGGGACT
F:CCACCAACGTTTTCCTCACT
Jui PR — _ * P
RRIRSER T —o TNF-a R:AATAAAGGGATGGACAGGGG 351
F:ATGAACTCCCTCTCCACAAGC
WIS Z—6 IL-6 : 493
LA R:TGGCTTTGTCTGGATTCTTTC
F.TCTGAGTGGAACTCAAGGAA
M4/ ZE-10 IL-10 : TCTGAGTGGAACTCAAGG 394

R:CAGGTCTGTCACTGATCTTG

1.6 ZHAE ROS 7K FEiE

R A0 A 12 FLAR, T A 100 pL
WRE Sl 2x10° A/mL 9 40 RV, 7 200 L S B
FHTA 1 mL K5 37 3, 15 97 2 40 i @l & B 3k 3
80% , 1] T-2 B & Ml NAC JE AL FRAN M 12 h, I &
YA e ROS 7K, M2 J5 2 i ROS i I3k 7] 465 136
iR U
1.7 @R EHIEiRE N

YA LA 2x10° 4~/mL ¥ B 3 A 6 FLAR, 75 40
JHuFil A L 3] 80% , 1] T-2 75 Al NAC ¥ W Ak 3t
AR 12 b5, FH ARSI ARCRE 40 R ok Ak 57 3k
—HAGH B 2 mL B0 8, B OHILE D (4 T,

1 500 r/min,5 min) , Y04 LW, T -20 CH#
TE. WIE 40 T-SOD . CAT i P:#l MDA & &, Il
E 7 15 BRI AR50 Ul
1.8 ®EXAAMNEARWTREIE

TS A0 M H i A 12 FLAR, 3T A 100 uL
W N 2x10° A/mL A 400, 77 20 i 0 B
FAT A 1 mL 85 3% 58 Ky 9% & 4 Ml & B 3k 5
80% , ]l T-2 R ZE Ml NAC ¥ AL FLA0 M 12 h, W
MR LI A 1 mL B2 h 2% v (PBS)
HTRER B VE 3 W, &K 5 min; B R PBS,
1 mL 4% Z W, =iREE 1 h, Wik 2 KRR,
JIA PBS, KRG VE, EE 3 IR, IR 5 min; A
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100 wL TritonX-100(0.5% ) i3 10 min, PBS 7%
3, HIW 5 ming Il A 1 mL 1% 4 1fiL 3% A & H
(BSA) , ZE I 1 hy i 50 pL —Hr 2 3535 A
b, TR & R EOE I E (37 C,1 h) ; PBS iUt 3
W, BRI 5 min; i i 50 wL Alexa Fluor 488 #ric
P, TR AP EOEIE R (37 C,1 h) W — 4,
JIMA PBS, FEIRWEPE, R 3 K, HK 5 min; i il
50 wL 4',6— k-2 2R L[ (DAPL) R &
WEOCMEF (R, 10 min) , PBS W Uk 3 &, fF K
5 min; R LIS EPTE I, B 4 IE Fr 5]
BRI A AT R OGS R AR RO A
PR B I IR SR
1.9 HESHKiIT5HH

B 43 B FH GraphPad Prism 6.01 %% 4 58 i,
BT BRI Ky 22431 (one-way ANOVA) |, #&
JE AT Tukey £ 8 FLASAT 56, 45 R B W (EH+
FrifEiR (mean = SE), P<0.05 F£/R2E7HF, P<
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12 h4HfuiE /1

0
0 05 1.0 L5 2.0 3.0 4.0

T-28 & T-2 toxin concentration/(ng/mL)

150
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48 hZHMLIE 1

48 h cell viability/%

0

0 05 1.0 1.5 2.0 3.0

0.01 FRZEFMEE,

2 GBREHW
2.1 T-2FZEX% IPEC-J2 i& H B9 E

J T HfisE T-2 FE X IPEC-12 M, AR
WP T-2 5 £(0.0.5,1.0,1.5,.2.0.3.0 Fl
4.0 ng/mL) AL PR L 12 24 48 h J5 K 0 20 Jfd %
J1. WE 1 FrR BEE T-2 5 2k BESGO 40 TR
JIREAR, H Ab BB ] B, 4 TR O sk, 5
0 ng/mL T-2 #FE M ,1.5.2.0.3.0 A1 4.0 ng/mL
T-2 R PRAAM 12 .24 48 h J5, 40175 H1 B 3
BB FE MR (P<0.05 80 P<0.01), H A,
4.0 ng/mL T-2 TR AAOHANME 12 h )5, 400035 J1 k
74.5% A FRANME 24 h 5, 4HETE F1 0 49.5% ; Ab PR
YL 48 h J5 , AHMITE SRR 45.5% , HIL, A5
TEHE R T-2 B R W R AL ] g ol ok
4.0 ng/mLA1 12 h,

150

100

Al
(=}

24 h cell viability/%

24 hZHfIE 1

0 05
T-28E ZIE T-2 toxin concentration/(ng/mL)

1.0 1.5 2.0 3.0 4.0

4.0

T-28 ZIKE T-2 toxin concentration/ (ng/mL)

* R85 0 ng/mL T-2 H R ESR B (P<0.05) , #x /85 0 ng/mL T-2 8 F M 227 83 (P<0.01)

* mean significant difference compared with 0 ng/mL T-2 toxin ( P<0.05) , and ** mean extremely significant difference

compared with 0 ng/mL T-2 toxin ( P<0.01).

1 T-2FE3 IPEC-J2 FFIHENE
Fig.1 Effects of T-2 toxin on IPEC-J2 viability

2.2 HIEWF NAC RETFIE
wmE 2 fros, 5% M4 A0, T-2 4140 i 15 77

B I &A% ( P<0.01) ; T-2+1 mmol/L NAC . T-2+

2 mmol/L NAC . T-2+4 mmol/L NAC 44} /1
WS (P>0.05) , T-2+4 mmol/L NAC 41
Y00 1% 7 B T T-2+ 1 mmol/L NAC fl T-2 +
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2 mmol/L NAC 4 (P>0.05) . K I, A< ik 36 3%k £
4 mmol/L NAC 1E R J& £ 06 e &

—
w
=3

hd T

100

HHIYE F7 Cell viability/%
%

s L O O a2 o LW©
P %V' ,QY’ %V' & %V» ,%V’ b;%?’
N oA » > %x% %x

PRGN

7 Groups

1.2.4 NAC 7351375 1.2 .4 mmol/L NAC; #*x F/R5
X REZ AR bb 22 AR 3 (P<0.01)

1, 2, 4 NAC mean 1, 2, 4 mmol/L NAC, respective-
ly; =% mean extremely significant difference compared the

control group (P<0.01).
B2 mEMLF NAC RETIE

Fig.2 Antioxidant NAC concentration screening
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E < Con NAC T-2 T-2+NAC
;:Zé ZH51 Groups

IL-10 mRNAAE X ik &
() w =

mRNA relative expression of IL-10

Con

2.3 T-2FEXIPEC-J2 dREMRXERRIED
=AU

WE 3 R, S5xF A A, T-2 41 TIPEC-J2
H1 TNF-oe mRNA ATk 5 B 3 75 (P<0.05) ,
NAC.T-2 1 T-2+NAC #i IPEC-J2 ' [ 41 it 7
E-6(IL-6) mRNA Xt ik i B 7/ (P<
0.01) ,T-2+NAC 4 IPEC-J2 1 (1 40 il 4 2 - 10
(IL-10) mRNA FH X} 235 5 i 2 T+ 55 ( P<0.05) .
2.4 T-2F=X IPEC-J2 ®1 ROS K ER &M

WK 4 i, 5% B4 A e, T-2 41 TPEC-J2
H ROS JK-F#l 2 3 T & (P<0.01) . 5 T-2 414
I, T-24NAC 4] IPEC-J2 ' ROS /K F i & F# Ik
(P<0.05) .
2.5 T-2FE3 IPEC-J2 i SN ISR

WK S5 s, S5xF A A e, T-2 41 IPEC-J2
H1t CAT Fl T-SOD I 4t & & BE MK (P<0.01),
IPEC-J2 ' MDA i) 2 & F+ & (P<0.01), 5
T-2 41 #1 b, T-2 + NAC 4| IPEC-J2 * CAT #l
T-SODJG M & % 7+ & (P <0.01), IPEC-J2
MDA & f i i ERFAK (P<0.01) ,

54 ok
)
pris - .
: -
8,
= &
Z &
x o —
gz 1
-
4 8
é Con NAC T-2 T-2+NAC
g 2051 Groups
*
NAC T-2 T-2+NAC

245 Groups

 F7N 5 X IR L 22 57 3% (P<0.05) , s 78 55 X B L 22 5 il .35 (P<0.01) o TR

* mean significant difference compared with the control group (P<0.05), and ** mean extremely significant difference

compared with the control group ( P<0.01). The same as below.

B3 T-25FEX IPEC-J2 RRERXERRIE

A

Fig.3 Effects of T-2 toxin on expression of inflammation related genes in IPEC-J2
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Con NAC

T-2+NAC

#3285 T-2 AL 25 B35 (P<0.05) #3585 T-2 AR L 22 5 3% (P<0.01)
# mean significant difference compared with the T-2 group ( P<0.05)

pared with the T-2 group ( P<0.01). The same as below.
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EoROM
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o 2002
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g Con NAC T-2 T-2+NAC
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THEFE,

B4 T-2FEHX IPEC-J2 # ROS KF M1
Fig.4 Effects of T-2 toxin on level of ROS in IPEC-J2
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x 15
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HS 2 g
% S <Dc 0.5
) 0 = 0
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A5 Groups

E; u[']

Fig.5 Effects of T-2 toxin on antioxidant indices in IPEC-J2

2.6 T-2 FE3 IPEC-J2 1 NF-xB & A XRiEH
E;ur]

WE 6 fraw, 5XF BALA e, T-2 41 IPEC-J2
H1 NF-xB 28 A X 3Rk i i b 25 7+ & (P<0.01)
5 T-2 4141 b, T-2+NAC 41 IPEC-J2 /' NF-kB
PR X 2Rk i ik 2 BRI ( P<0.01)

3 i i
Jigp T8 R LA B4 55 138 By BB B, 2 B A B

Y EESEEC

P I B 20 B 3R, AT AEAR AP R 5 5 LR
AR L Bz 20 i v B AR AL
TH R RS, AT A L e K R BE VI fE,
SRR A AR AN R A R R R
FHE5E M 38 9 AR 5 1 2 B A AR R e e bk
9 SRR A A o DA B St R A e B g e
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, and ## mean extremely significant difference com-

RS, B ] e R T ek
T“E’J%?%ﬁ%'?ﬂlﬂ Sl B B, IPEC-J2 & —
FAE, 5 R
4N IPEC-J2 14 83
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T-2

NAC+T-2

e
(==}
=

o
o
bY

e
o
i)

NF-«B&E A M £k &
(CAFH 63 B E R R

NF-«B protein relative expression
(expressed as average optical density)

]

Con

(=]

NAC

T-2
45| Groups

NAC+T-2

5 6 T-2 FEXT IPEC-J2 # NF-xB BB RIEHFNT
Fig.6 Effects of T-2 toxin on NF-kB protein
expression in IPEC-J2

S0 3 I R A T 2 A P R
CDAEM ., R RY, AR B R T-2 3 % 43
IPEC-J2, ZH M 7 &b 2 BEAIG, i1 HL T-2 35 3 Wk
L AN IS AR X 5 AR IR B gl R —
., 4N A N R R B 4 ROS 7K - 4
i, B AL RE S BRI, 4 T-SOD  CAT #1485 Bt H ik
1 AL Y ( GPx) S5 BT A AL il 15 1 PRI, MDA 7
SN, B T AR R R B A AR
T-28 Z W B E &L T IPEC-J2 H CAT #1 T-SOD
T, B 35 TF e T IPEC-J2 h MDA & & W
FEHEIN TPEC-J2 + ROS 7K, M ifii 5 248 1k 1 %
IR A A RYEIR N, 5 T-2 # R Fuph b #HAH
Fb,T-2+NAC 4k B o] DLl @ 3% F% {I% IPEC-J2
ROS /K, #% . # T+ IPEC-J2 # CAT F1 T-SOD
T VE W B K IPEC-J2 ' MDA & &, I 25 41
LB SR SR R M S N, RS R T-2
KA IPEC-J2 KA 4 My 3 %38 1 15 % ROS
()i i A WA AT, R B0 b B N R AR

TH G E RN 98 14 2 N7 1 22 i ik R 1) 2 3k v S A0
YER . 2B DRI T Dt SR 0 440 e 3% 1T A2 AR )3 3
155 9B S 07, AT 3805 NF-xB 3% 2l 20 fitd 38 4 L)
KAUIRBE B F 4 7 R0 40 i PR 7 R, LA ST B 9
R R NF-kB 5 A ] 28 20 1 £ 28 40 i
534k, B Sl B A2 A M 4 A Sk 1 A i, M
YIS AR A A = -1B8 (IL-1B) IL-6 , TNF-o Fil
HAAR 4 40 M R 1, M2 I 40 i 7= AR B R IR 1
IL-10"%) | TL-6 J2 #8022 55040 it TR 7, i bk B R
AR IR ELRE A0 M (48 R A0 | B 2T 2 240 it AL
W) ;= A, 2 5 R e W& FEVTF 2 28
Ji 18 5 E A R PG TR B WS B IL-6 1 it i 3R
SR FEAR IS Y, T-2 F R AL IPEC-J2 12 h
J&i , NF-kB 5 4 AH X 26 35 2 W b 35 358, 20 g vp £
RN T IL-6 F1 TNF-o (1) mRNA HI 5T 35 % &
B B B T, X S H A R T B R X IPEC-J2
(B oE 4 1 —5 ) 5 T-2 AAH L, T-24NAC 4
) IPEC-J2 " NF-«B & [ HH X 3¢ 15 2 4 3% B¢
%, ¥L 4 A 7 IL-10 19 mRNA #H % 3% 35 & T+ &,
TNF-offl IL-6 ) mRNA AHXF 25 B A%, A EAFST
ZEREM , T-2 FRIBES IPEC-12 P24 13 ROS, M
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T-2 Toxin Induced Inflammatory Response of Intestinal Porcine
Epithelial Cells by Activating Reactive Oxygen Species/
Nuclear Factor-kB Signaling Pathway

KANG Ruifen WANG Meng SHEN Jiakun JIN Xiaoming LI Chunmei®
(College of Animal Science and Technology, Nanjing Agricultural University, Nanjing 210095, China)

Abstract: This experiment used the intestinal porcine epithelial cells (IPEC-J2) as model cells, to investigate
the effects of T-2 toxin induced inflammatory response in IPEC-J2 and its related mechanism. The cell viability
was measured by methyl thiazolyl tetrazolium ( MTT) method, and the appropriate concentrations of T-2 toxin
and N-acetyl-L-cysteine (NAC) were selected. The experiment was divided into four groups, which were con-
trol group, NAC group (4.0 mmol/L NAC), T-2 group (4.0 ng/mL T-2 toxin) and T-2+NAC group
(4.0 ng/mL T-2 toxin 4.0 mmol/L NAC) , respectively. After 12 h treatment, the malondialdehyde (MDA)
content, total superoxide dismutase ( T-SOD ) activity, catalase ( CAT) activity, reactive oxygen species
(ROS) level and relative expression of inflammation related genes and nuclear factor-kB ( NF-kB) in IPEC-J2
of each group were measured. The results showed as follows: 1) compared with the control group, the activi-
ties of CAT and T-SOD in IPEC-J2 of T-2 group were significantly decreased ( P<0.01), and the MDA con-
tent and ROS level in IPEC-J2 were significantly increased ( P<0.01). Compared with the T-2 group, the ac-
tivities of CAT and T-SOD in IPEC-J2 of T-2+NAC group were significantly increased ( P<0.01), and the
MDA content and ROS level in IPEC-J2 were significantly decreased ( P<0.05 or P<0.01). 2) Compared with
the control group, the mRNA relative expressions of tumor necrosis factor-a ( TNF-a) (P <0.05),
interleukin-6 (/L-6) (P<0.01) and interleukin-10 (/L-10) (P>0.05) in IPEC-J2 of T-2 group were in-
creased. 3) Compared with the control group, the protein relative expression of NF-kB in IPEC-J2 of T-2
group was significantly increased ( P<0.01). Compared with the T-2 group, the protein relative expression of
NF-kB in IPEC-J2 of T-2+NAC group was significantly decreased ( P<0.01). In conclusion, T-2 toxin induce
inflammatory response of IPEC-J2 by increasing ROS production and promoting expressions of inflammation
related genes and NF-kB protein. [ Chinese Journal of Animal Nutrition, 2021, 33(1) :474-483 ]
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