AL LN B T 45 103 L W 7 32 e
PRRNG  BRffe 2 0 HRIT FEE EME
CHIF RN R SRR AR S0, K7b 410128)

e EBAO AR b PR A EERERS 4R RS SR AR R R L B SR
RS0 15 UL RO 5%, AL LI 28 O B i 578 SRR FE R A . AR SO it 4 A
7= A SRR SRV REROR ) L B R T 3 AL B A A e SR LI i S A AR A
1T T %R .
Kb EE WAL ARG W bR
33T S856.4  HRARIRIG: A W EHT:

WU B S5 B V22 A AN 25 SR 3843 DA K% 240 M T B g Sk, LRG3 22
AR T IR AN RE R PUEA R G0 E) & T4, EHER A B (reactive oxygen
species, ROS) A id Bl WA RGE BIBIR, M EHTROXFhah AT, 5%k
R Coxidative stress, OX) [Pl ROS i # 7= A4 5l A6 1) R Gril bk ROS AN 2 #2251 e 4
PO ISEI, 5 5 1 L AN L AR A ) i T 2R o B B 2 TR S R e
SR RS RAE RN, — FLIE R B R, S an Al b i 4 S5 Boms R 1 %
L, FEPFAESREA BRI ROS, REMiBEIR DNAL & A RAIE Y, B4 S8t bk
Y TRAR RO . H BTA 9% ROS FE40 b BOAE HAT 2 B0 — @ K Ya FE i 5 1, I
AKF ) ROS fRIEAN A 25 [ b, #r/KF 1 ROS 3 BUE AL RIS, i s gl B H 1 RIBE T . SR11,
ANE ) ROS 7248 R4t n] Ge F BN F W L. 1, fESRiR =4 1) ROS H45 5 51 4H
P55 AR 2076, AR R B AR 1Y) ROS BEA Bh T4l Mg 5 o A M5 546 200, 4R, X
X B AR LT 1, BRIP4 ) ROS AR IE BA ST A1 i 3 5 . 3B A8 ANE B R A R 3,
T3 JER 2 IO e AR P4 — A% FF R AR (NADPHD 48102 4 ) ROS AT 5 S 4 g i 71101,
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ROS fEABKFIEE NS 5V 215 56 2@t GRS, BOWMEELE, s
Bt 20 M LR 40 R VA S R i s v e BT R, ROS PR THT 38 i 1 8 FE 4 Ak
751 i R A T
1 i ROS 7= 4 [H KR

NIV 1 R A SRR T 43 Dy POV 1 ER R A SR 1 R YR ) p R R R
TLRRARIFIEE (mETC). NADPH 44 e MR 4 S AL Il S5 AL B L S B s e vh
(I 42 8 28 I I SRR R 2 e A R R I SR A T 45 Sl b R A AR
ey gbAh, WA A B B AL A A e 2 A B k. PR R GRRL IRIR i
TAFRE L) PR 2 (UM B R 27 A ek ) | TR IR 38 RN UL R 0 1 44
HHTRS) SRR FENUEF IR A R, RS .

i

1.1 mETC fl NADPH %t BB 2 5

kiR A A AR Q. SMAE A LA G R o G4 I 2R AR Bl S A
(MRC), MRC &4 1 AITILR o7t e 2 300 TR0 S, T 7= A U 88 7 B el
(0 12, NADPH LB A7 7E T FUBAT E A O ARSI g rp v b 4 R v i
R A, AR 8 K AR 4O RN I P A K R ROSIS!. NADPH 6 B 1
(NOX1) 7 NADPH LB KR M A 2 —, TESI bR rh K SF ok, 78 2 il i
Hi, NOX1 21 LRt PR A KA b 0T R SR A US10), SRif, HLAEMiE
FIRTIRE M ANTE R, FEIRZ St . HATIBF RS, NOXI 7EJIE P it L ZE B R 15
EFfy -THE ANE-v) D40 fisps (LpS) DTR1#ET & 3 U SI H 0 LA K A 42 41 14 7
SHALIITER .
1.2 HoAh A By A S S

TR ALEE (XO) R AR T AN AR 5T Pl AL, T2 AR R AN B i B R
EFRIEIN, XO MK TR AL RS, SRS S A R I AR = A IR IR, 2 A RN
FRAl &= Oy » JRAGHEE (LOX) RIAFML REE, WAL/ DTRR XU R,
B A (H0) FiAEY. stk LOX MR RAEA TUGIR (AA), IF HAELEAL
AA [ AR ROSEY, BEIE LI (MPO) & 17T v PRI 4R 05 200 A B %
2R 0 PO VA R TP I ML Z0 3K, K HLO SR R P ISR (HOCD . — S AL H el 5t



( *NO) 2 H—HEMHA AT (NOS) AL LA R =28 B 5544677, 81 *NO 5 Oy %
[ 7 A2 i LA 2 (OONOY), OONO- AR i IR AL, W] g1y b e i T, el
b R g A 3 5 SE 21« NO Il OONO-AE H Al 8 A e LM ER #h (NOy) FIANER (NOs»,
HAEYM AR, A5 AR5 T DNAL. RNA. & E R i AL A A 4k, A
A T T e
1.3 U 4R 25

SR JEETE SR (k. . B B WTRES S &R 5 IR 18 TR R X
B, WUCEgERENERERESTREEER, XANR5eRRERHEMX. &RfkE
IR FT RE S EE HEE 25 DNA BLEME T A, 1 38R i I U0 L S s s AR ), g
v e Y 4 R S R AT S K S I A R P T A 24,
1.4 AT

BB R A PR T AT ARG R R ML A S 28 L A 3 e M HE R SR R 1
(23], X LT EE SO SR TS T AH IS I E AR Y T BRI %2k 7 (PRRD. PRR /2
 “PHEYIA IS TR0 (microbe-associated molecular patterns, MAMP) (#3545 & [
Toll FE52 44 (TLR) FIAHIEMH) Nod #£3Z2 4 (NLR) ZHff. PRR ZHIEHLEER G ME 1 E
2, WE— RIS T, SIRRNGIE B, R, RO S B AR
A0, fiE R (AR E SIS PRR, W% b 40 NOX1 7= A= 80
JKFH) ROS, ARl 18 T 40 B 938 58 701k 55 4h, ROS @Rl s % s K 5~ NF-E2 A%
K2 (Nrf2) 558, 55— RAPUEAEERE FREET, Kumar R8RS 7 1E -
FE 240 P 55 R AR B B 7R LA AE AR P 45 T /8BRS FL A 087, R I FUAT 1 38 B8 3 L e 4 g
PRod 4 ROS. 2R1M, REILAME T3 LM E ROS, (HA& 4 BBLHIA 7 it —
BRI
2 AR RIRON i L e 4 SR

HTE R — R ARAEN AL, R 2 [ R L R A R S 1 A G
JE M AN R B R B OY e T TE R A T I R T AL IRCE FR P RK G
(G SCRE CRAT WL AR G0 52 Wil 9 7 2390 000 T (R TH RS o S AR GR 37 1 FH A 2 T b B 4 455 48 3
REfE B N BB M E R T, eI B A B A I . T X s



FrAFES 2 PR E T4 (intestinal stem cells, ISCs) 4EREf, 1SCs P=4E T — R4 M
WERA AR, FRONEEISOCAIIE (TA), XUgUiT LR 24, IRLERE bl b
TR ERE, ERASE RIS TRE, 8% 3~7 d SE— K4 i 0L,
DB 4 PR T 2 HOR RS AR 5 BT R AR 80% ), HAt g 43k
BIAM: MORAAE . NIRRT A . ISCs FEAEREH, HilcaEet 2 Mk
RAF- A, 43 AR AL T B3 b R BURE 2 ThRk T4 B A A7 T B i3 R AR A1 Cerypt
base columnar, CBC) DU, 7% [RAH L2 Ko 53 bk — - (LA i, 2l 2 FoR B 7=, s i
B REAKKT (BEGE). BUAEKK TR (TGF-B) %5, G FI KR s AT B B i)
TER, T HLIE 9 14 R A B A5 546 302, ) 1SCs AW, I, T/
Fo A IS S LI A 58 A0 2, 0k 20 mT REAIL )2 8 . Wn/B-4 25 1 (B-catenin) «
Notch . BB A1 7K 77 2 (A [R5 2547 L K (PTEND /8 g Bk VLIS -3- B (PI3K )/ 2K 1 i 6 B(Akt)
A A KA HEA (bone morphogenetic protein, BMP) {5 5@ . M4, Wnt/p-catenin.
PTEN/PI3K/Akt Al Notch 15 5 I % 0 S N A BEUR, BKD9 EATT 32 2 NADPH AL B 11 .
2.1 Wnt/B-catenin. PTEN/PI3K/Akt. Notch 15 5B
NOX1 FIXUE A 2(Duox2) /& NADPH UG5 i 57, 75 Mgy b e 44t v i JB 38 1330,
NOX1 it figy b S a5 . SERSH BB DY, 2301 Wnt/B-catenin 15538 2% 2 1 15 41 i
MR BIRENEES G582 B, FER N RRSMEAT KRR 58 A& UE B Wat BA27E
94 T T 40 Bk 445 LR 22 Rl M T 1 B R 3O, Wint 55 1 3% 2 £ B -catenin f) N-AS i ik
BRAK filh A I 5 W AR 1 R B o 1T B-catenin [ B IR 16K A A2 eh iR 40 1 28 (1 APC
(adenomatous polyposis coli) il i & FBHEES 38 (GSK3B). BEZERIMES 1 Al Axin 2H 11
PR A eEB. 4 Wat &AM SRR A I E O REEREAMECEAR S
A (Frizzled/LRP)Z5 &I, BEARSEGH TG, 51K T B-catenin FIFRIF H L 2%, H&A
©5 THEE T (TCF) (eS8 s M s 2 49/t 4 f 34 5= 5 - (TCF/LEF)
FURSREER, G e-MYC B RIS D40 M A i a4 B (EPHB) Bl PTEN/PI3K/Akt {5
5l M PTEN /2@ bk PI3P 2 ER 1Ly PIP2 BN PI3K (¥ #7115 ) o 0B i T UL B

WP B4 1. 2(PDK 1 PDK2)FIAE T, 346 PI3K 5 Akt 454, fd Hemi e 4k i i i 71,



PI3K 3 # F] AR B Wt 15 518 %, 383 1E T B-catenin A WHEs%,  Inas & 140 1 B 3
SR8,

/N b Bz 0 AR M 5 R R RN 43 WA TR, Noteh 15 5% AR 340 Hho s MR e 7R 400 i 21
A2 o v LA s R 390, 53 4h, Noteh #8 [ AN [7] (¥ HELAH M 30 4k R i 18 - 40 A A0 15 40 a2
51, DAFE ) b 40 e B A5 1400, Noteh S —Fh 324 85 (4, ‘B AT Notch [t i (Jagged/Delta)
B RIEEEAEA, MWEA LA, filURy-7r W A & Pt 244 8 K D) %), Notch
{5 5 A s . D)RIREB0AT 25 1) Notchl il P9 25444 NICD (Notch intracellular domain,
NICD), &5 2% b ik F HAE 546 EH Ik (RBPI-k) 4G, M Fif
FEEEDR o AU AR R i b R AR A A B 2 AL F A DR T Hes1 $RGER, 1020 WA BT 040 B
R0 N Bz A 23 i 4 D HY Math 1 BRAZE TG 3R 3 719 Y, 'E A 1382 Noteh {5 5 HFE s HE A1
2.2 NADPH %A /LE/r 5 ROS %} Wnt/p-catenin. PTEN/PI3K/Akt. Notch 155 i i (1) 5 il

NOX1 X} T 45/ b K 40 Ha () Wnt/B-catenin A1 Notch 15 5 18 i (1 356 & EE/EH .
%P 7-kB (NF-kB) & —F b IE IR BUR I K1, 78 ROS 7PN B0, 7Kg 1)
HIBEIH Notch1 Jif 4 51445 NICD [¥1y-43 e £ (B 52 5 )52 3 NF-kB 4% . ZEREBR /N B NOX
SRR T, 3l FE I Noteh 5 5@ B8 T v -2 W ARG R S YRR, 2> NICD %
JB AT G50 Hes 1 SEDRZRIE N AAN Math1 HEDRIZ 1K 21, A Fly-53 06 2R (1400 1) 750 K BHL
i Notch {5 538 i T3 A W b R g s Ak g i®sl. 54k, NOX1 741 ROS j# it
(B4 PTEN, M40 PI3K i&4k, 520 B-catenin 4% 5% . 1EH HaO0 153 MK B _E 241
A RO R i B, ROS i3 PTEN {5 S il 5 S fgi -4, gedth, g5l Nox1
H DR /) BRE I 40 Wnt/B-catenin F1 Notch 5 5% %, 5 B0 M b 58 2 3 k2>, tH 20 g o
{200 ] A5 i, LA R T AL A P B A D MOTR A 42T, K () B 7T R B Wnt/B-catenin |
PTEN/PI3K/Akt I Notch {5518 #% 2 [8] 1) 43 J2 Y 15 1E FH T iz 108 40 B (1 384 B A 434 145461,

TP53 % SAEREARANE T2 T (TIGAR) e 7= A 38 J5 Y45 Joe H ik ke sd n NADPH
7= A RTINS B ) ATP AR B LU 5 TPS3 e R 8 R
be, DRE TPS3 BL IR 2k S BURTHRERD IR SUP IR, (b B A, Aty T
ROS /K FIF R T SR T T34k, TIGAR SR BN R AT ROS (138 IIAIZ FFR A s
b, RO T s A (g S, R, TIGAR REREIE 451 ROS 2 BFL SEp A b By i i 1E



FAM), RACI /& NADPH 0= 5 2 A MAL Sy, M2 FiE S Imes, SRz E i
FFHEN (mTOR). NF-xB Al ROS =P, 5 TIGAR fH KL IAHAAL, RACL 1Y
R FEUGIE Wit HOAGE AN IG GEFEAG, (B AN R B2 X A A A2 il il PR ROS 7K-F5
AR, X GR T — AR, BUEE T ROS (980 A5 I v it 5 S0 41 i (6 R b
BRib 2z A, g S04/ i mas e 1% R N DI B (APE 1) & X AL B ke 32 B I M IR 7, 723 B R
UM Tz RIS, P 2 RN RIS SR, ARG A ARG R T2 %5 . APEL
A LLE 5 RACT /5 H) NADPH S0 B 7 b B 40 i N ROS 17 /E. APEL IR
Heu 41 5118 H ROS ¥ 310 DNA 45, % 25 5E AL IR 3 e s gk L,
3 LRI B I i R I R

e, BIREH RS FHBROS B, ERHVASRI, WiR R, b
RE PR R B R LA IR R R . SN S T 2 A R, Hh
W AMARIR S R AL, HAEH K. AR AMIRICE YR TR E, e RA &
P W BT R . B IRIE WA A, SRR IR . TR Y R RIS R
(T80 PR A R PRAIE I A2 B T ) S PR 3K b B A R Tt A A P T R M R
FAC A b R A2 SR 58 (K0 B4, i b R A R 12 5 2 5 U T I B A 4 A
Fashe ALY R, P URAIAEE I BB, W R AT 46 1 OGS FE .
LSRR B R i TS AR R RE TS . BRI AED. Zho HPY@EE R 12
5596 I AFAE T IREAT AEFE, R LI N I 3 AR R AN R B IR, ELINT I R
X AT A i BB T AR %, (R B AR, IR, PR AL BT 1 . 4 YA
TR 2 FhigA: WIEME (RAMOBIE AR T FIAMNEME (Fas HOBIVEAIIRIMT:) &

o WIEMERARE AR T, FEDEE RN R A2 IR E EEG-9 (Caspase-9) HIHIE
DNRFERS), T SNBSS A R R R R & 2R B A i5-8 (Caspase-8), J& 2 8 I i 5
VHT 2R U0 Fas MBGEE0. X 2 MR EIT REE T L RSATH B, #1075 B 1 T K
WO 2R B -3 (Caspase-3), 5IREHEIRE ABEELET. Zhe SOUHsU0E, H
T S o e SR AR R, 3R Fas Caspase-3 Fll Caspase-9 J: K3k 3 518, R W
b7 97 3 ol P S SRR 3 A PR R U U T AR T W A M b R 2 PR O



b, A RN G R i TE R B A 45477, KT 5 BUH A8 S W R D e R R, i T aE

ROS 43y b 52 4 A5 5 - 5 i 40 J0 P 498 5 7 A FH R 1 4 T A
4 /N

FEREAE R, 2 R 2 BRI RO I, WU I T R AR 2 A2 K& ROS,
17 ROS E4H M K1 7K P2k € 1 HnT 7S 40 M S S A 040« 8 R TR 1 B TSORT 4 JE D 12
RIS R SE T RPN B %) 5 AN AR, s At i % . ik,
21 ROS AR Z I, WU AL IR P St B i i Bt itk R e BBk, S5
o 85 R ) R TP i AT, BTG B B A . TR, ROS FR P TH] A A 45 470 S8 AL
I ERGWAE. )5, S8 AR S A SO AR R R R O LER , IRABIEFL H 3
ISR BB S R sgme, IF BAT XA R A RIBCR AL, e A 77 v & B AT
REE /=R R Al
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Research Progress of Oxidative Stress on Mechanism of Intestinal Damage in Pigs
CHEN Fengming CHEN Jiayi PENG Wei WEI Liangkai LI Yinghui HUANG Xingguo"
(College of Animal Science and Technology, Hunan Agricultural University, Changsha 410128,
China)

Abstract: In the process of animal husbandry production, reproductive failure, low survival rate
and high incidence of young animals, and the decline in quality of animal products are all related
to oxidation stress. Oxidative stress has become a hot topic in animal health and nutrition research.
This article reviewed the source of oxygen free radicals in gut, the mechanism of intestinal
epithelial cell proliferation and differentiation induced by oxygen free radicals and oxidative stress
in pig production.
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