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AREEH | MMELTER | EREZEEEH
ARIBAPHRIEFTFAR L-HRBRXHEE
=1L By 3 28 Re AR R A BY RS i

RET PR HEeR HWRE
(ZHARI A, ZRA R S AR T35 % , )] 650201)

W OE. AXBREAMARANAERSAZLEG 1(GRX]) ALK EG 1(TRX]) £ & 54
51T NN A N EE - NN AT N 1N S AN O e N AN 7 W W R
ERFEE RKITL-ARBRA L 2B EL R mieT GRX1 TRX1 AR REA W AFTHER, XA
£ Bf 5 k22 PCR(RT-qPCR) 7 x4l & £ % 20 42 + GRX1 . TRX1 3 H & ik ; vhid &AL &
(H,0,) A 8 A 58 R 3 5 AL B i fm R AR AL 4R 3T L — 4L R BA % GRX1 TRX1 K B &K 69 AF
YA, £RAW:1)GRX1 TRX1 KB AL 2N AR PHRF LA FBELAEAZTRS, LK
R E, FA R TR R TN EAG2) 5B ARY TRXI AR AZXEZNEHT
GRX1 AW &K % ;3) mAai s R AW, 23] H,0, Al#at, B4 m ik e 7 GRX1 TRX1 & R
it RGA L — 4 R B T AL RS e iR AE B g tm i GRX1 TRX1 AR &k A AN 4EA,
HiE wRE L H 280 pg/mL, B4 GRX1 . TRX1 % B &k A AW L4584 574 H,0, TiE S
FA R gm B GRX1 TRX1 BB = A Rk, FmiE Bk 6 L — 4L 2 B8 7T VAR &AL B i
iR B M GRX1. TRX1 A B Ak, SRR T, AL THZBARTHETLLHAERN

GRX1 TRX1 & B ¥ &3k , X 5% 2% FEHUAR BAC B2 AR 45 A 34 R 40 B AL B Ty 09 — AP A 2 Ko
KW : L0 ARG AREEG LiAALES ;AR KA L- AR

i E 559828 SCERERIRES : A

Ly S8 0 o T e S R B R, B A T AL A
PRI B DL P A 07 5 e e S R L R IE A i i G
s P B RO RS IR, 5 K AR O T
2 200 mPL b 1 e i 4R b DX 38 R R B
MBI P AT R AL R (EL IR 2R ARk AR Y vl
Az AR, LA™ 2B T 1 AU (ROS) |, il 2ot 48
L& (H,0,) . B & BB F (0" ) fl ¥ A i %
(OH™ ) SE7EAR N s A i 9 38 1, 51 S Ak 1, A
M FAUAST AL RE 71 AR M, TR Hik B
( glutaredoxin, GRX ) Fll #fi % i &5 H ( thioredoxin
TRX) E R AL PN B 2 1 Bt 4801k B 1R 4 &%, X T BR

o8 B #:2012 - 06 —24
EEWB : m i AR AR M HAR MR - 455 57 (A3006688)

NEHS:1006-267X(2012)12-2415-09

TRt ROS 515 iy 4 Ak 7 3 0 49 2 A7 =5 22 ) 1
F,GRX #11 TRX 435 H GRX1 1 TRX1 L[ mhd
S P iR R I E S ) A = S
T SRBUAALSON o B, BFSE S 4 R R TR 41
21 GRX1 Fl TRX1 JEPH e ik B Je HL ol 78 AT, X
TR G iE R PO 0 0 2% figp L SR IO 3 404 L
AEER¥E X, 2451k, BN S 45
GRX1 Fl TRX1 JL[H 35 8 7% 2 835 16 A J 3L
VE FHAIL I B4 AF 7 6 WL AR T8, 495 0 2 X 5 7 5 & 0
(BT AIE D PE BB 58 R WARE . H IR ATT 4R
W B < AR AT R GRX1  TRX1 JE[H 77 AE
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ik ek 1 o Py BE R B IF 2R Al AE R Y S A D
AL GRX1 TRX1 JE [R5 , DT 3 55 4 1) 47T
SEALRE T, X AT BE I 1 5 AR AR S i ML A A
WA 207 N2 — o MK Rid R, A
58 R ] 52 1 92t 5 & PCR (RT-gPCR) FI {4 5
H, O, A8 4 10 a7 4 A0 I S 200 A R0 1 7 2k, 70
BIIAE 7 S B I HE BR - —48 =5 W el
e 11 R 41 GRX1 Hl TRX1 K& DA AH % 3% 3%
i LA H, O, H0 S AL N B 40 L GRX1  TRX1 JE A
PRAR IR R L - AR RXT GRX1  TRX1 JE[H
IR . BN A M S e IR LhE
KA OGRS i S0 o PR B (H
Rdh o

1 #MR57A=%
1.1 R
eI 2 F U AR e 37 7 2R R A0 K 3 A ik
= F 8 12 3k, % 52 Ja Vg IR I 1R LT
Fe il AR | B R L 2R B S B -
181 25 W a1 FPZHLR AR, —80 CHRAF.
240 M 55 77 4 2R T 5% < 4 i L B2 UK T 4 A

Jift ( pig fetal skin fibroblasts, PESF) Sy BF 5% %f 42, DA
H, 0, S Ak I 80 A i 4 oy 80 00 P A 1, A
IR 4 ~ 5 R T,
1.2 FERANEMUHE

RNAsimple Total RNA Kit ( db 5T K AR 4= 4k )
HFEIRAFA) ;PrimeScript® RT Master Mix ( Per-
fect Real Time) Jx ¥ 3% 5] & ( H 4~ TaKaRa /Y
#]) ; SsoFast™ Eva Green® Supermix ( 3% [® Bio-Rad
osw]) s 4EA: R B (L Sigma 24 7)) ; DMEM/F12
AN K5 IR AR G A 1M (28 Gibeo 2AH]) o

20 M B 5% 46 ( 5& [E Thermo 74 #] ) ; Bio-Rad
CFX96™ Real-Time PCR ¥ ( 5% & Bio-Rad A #]) .
1.3 RWH*E
1.3.1 gyt G

FIFH Primer 5. 0 F 44 #4751 Wit , 3 H NC-
BI %4 & v (% Primer-Blast T EL# 1A 51 9 14 45 5
PE, b F IR AR W H R AT BR 2 7 5 i, ik FH T4
PUA NS E RIEW B - L3h & B (B-actin) | H il
M -3 — Wi I =M (GAPDH ) \TATA HE45 & 8 H
(TBP)3 MIERVE MBI G IER L1,

®1 XEWEAEEPCRIMER

Table 1 Information of primers used for RT-qPCR

R Gk 2] PIG R Bas
Genes Primer sequences (5'—3") Amplification length/bp  Accession No.
YRy e
BEREH1 J:oj? : TTTTCATCAAGCCCACC 196 NM_214233. 1
GRX1 T it : CCACCTATACACTCTTTACCG

RS W
WATEH1 J:(ﬁ? :CAAGCCTTTCTTCCATTC 149 NM_214313. 1
TRX1 T iF : ACCCACCTTCTGTCCCT
B- H{Lﬂﬁa Laﬁ : TCTGGCACCACACCTTCT 114 DQ178122
B-actin T : TGATCTGGGTCATCTTCTCAC
s -3 — R i A 7 : ACATCAAGAAGGTGGTGAAG 178 AFO17079. 1
GAPDH T : ATTGTCGTACCAGGAAATGAG ’
TATA HEZE & i

HEZS G ER L : GATGGACGTTCGGTTTAGG 194 DQL78129

TBP Rt : AGCAGCACAGTACGAGCAA
1.3.2  4ifuss 7 F12 8% 3¢ W35 5% A M 0 do4n . & A

Z W 4 B )7 ik AT, PRSF S U8 F 4F U
40 ~50 d B G IR L T ARALEL, 725 10% (9 iR
A 11 % B DMEM/F12 85 38,37 C 5% CO,
TR AR E 2R PE T B3R . B AL AL AR, B 4
R CIRZS R ny 4 i A Tl 0T 58 AR D 2
M CIEH 240 - FH & 10% i 4 1L 3 ) DMEM/

10 wmol/L H,0, DMEM/F12 %3 )i # 5 min,
AbEE 5 min J5 AV A0 AE RS AL 20 i TR] A%
LEE R R RE IR, 1 PBS G pi vk 1 ¥k,
H&H L- A4/ DMEM/F12 1 53, Bk ik
FE A B & 0 (X B 41) . 35,70, 140, 280 A0
560 wg/mL,DMEM/F12 5 32 h & 4 5% 19 i
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A-MME o LA 24 h 5, T IRREIH AL 40 i, B8 A
BLERH.
1.3.3 & RNA 3EHU K cDNA 14 %

#iz I8 RNAsimple Total RNA Kit &5 & i i
PRS- LU SV 20 g 19 2 RNA, B T AR vk A
H1, =80 CLRAF. B HL T pL & RNA W,
FHE’Z@KL{% E {BIHKHE’B(Q%U Uﬂﬂfﬁ ODzao nm > ODzso nm{E;
P TR B 5 RNA 1. 5% Byt B 5 e v, 1k G
RNA g & 1k, &= PrimeScript® RT Master Mix
( Perfect Real Time) 15t H] 45 , & % cDNA 55 1 4544,
-20 CHRAF
1.3.4 byl il

L cDNA S8tk #47 PCR, ¥ 1 7 ¥ & B JI§
BEEE e DNA [al i i 50 & a0k B 09 R B i
EASY Dilution( H 4~ TaKaRa 2\ @] ) 4 100 5% B
[BLS™ ), 9K 5 10 546 52 % 2 7 B 15 3] RT-qPCR
FIFRIE i o
1.3.5  prifEth i dtr # H py 5L BDE &=

RT-gPCR % A 4 Bl ¥, X W 7£ Bio-Rad
CFX96™ Real-Time PCR ¥ I #F47. +i B8 i 56 0
TELF I RT-qPCR J i S5 AF FIAAR 2265 b iR A offe fd i
TP 3G . BN AR B AR IE S R AR (FEE
3) R L A~ B M X BRL 25 ALl i) Bio-Rad
CFX96 "™ # A4 43Ar i 1 s o i 2, 4R 9 s o iy 28
J5 Ak il 2 1 BTG 26 ( Co) {E T H 3 e T 45

RT-qPCR [ ¥ 1& & &y 20 uL: SsoFast™ Eva
Green® SuperMix 10 L, B US4 (10 wmol/L)
%1 pL,cDNA f5itf 2 pL, K L F7K 6 pLl,

JIL AN :95 CHIAEM: 30 5,95 TAEHES s,
55.5 CTiBk 20 5,72 CIHEMI 15 5,40 PMEIH
1.4 St

JIT A A 2H 28 A B 40 B i GRX1 RN TRX
LR By ek ¥ & DA B-actin GAPDH . TBP N N5
R e DA R R R RO IR kS
Plaffl % 238 19 J7 1%, 1 i SAS 8. 20 # {4 5k 47
/N A H, 25 UL s/ e S AE + bR fE
23R, (E A 1) 2 8 L A] Duncan [QE#RAT o

2 & R
2.1 MEENNHERPET

HetiE & H,0, DMEM/F12 £ 537 0755 41 i 4
6B 3 B3 B 9 45 SR 1 2 % Gallogly 25 1Y 47
i, AR &% ] 10 wmol/L H,0, DMEM/F12
SR, 1]y 5 min, PESF £ RIS Qi 1

NS

A

A TE A (AR R , RV TCAT Ao b B B0 40 5 B2 W 38
&, A A H,0, DMEM/F12 15 57 175 5 48 AL 80 A0 240
Ji s C MRS, BN U 0 PH 5 A kB 1 7R W Ak 22 5 9724 h
FOZ D s D ST, RIS B2 8T A2 T B 20

A'; normal state (no stress) (the cells without any treat-
ment) ; B stress state ( the cells under oxidative stress in-
duced by DMEM/F12 medium containing H, O, ) ; C. restore
state ( the cells cultivated in medium containing Se for 24 h
after stress) ; D death state (the death cells under excessive

stress) .

E 1 PFSF WS
Fig.1 Morphology of PFSF (40 x )

2.2 % RNA piEN5%%E

PRI B RNA H 1. 5% B Ie e i v vk 46
EHSGEEAE, R 2 /s ,28S . 18S 4571 15 M, &
DNA J5 4t &4, OD,,, . /OD,, . 7£ 1.8 ~2.0 2
], 2 W HR A S RNA afi B 45 i

28S
18S

55

2 A RNA BREHKER
Fig.2 Agarose gel electrophoresis result of total RNA



2418 o Y 8 F

% 24 %

2.3 hRifE 2R TNAR R 2%

AT (AR o i 2R R OG R BL(RY) AN B3
R(E) W% T a8 3% 1. 000, B AR 45 5 (19 Ct
{EL AT DAV A ff 72 B U cDNA $5 DUS, 1050 1% 22 52
N AR R
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B
2 000 :
51500 A
51000 5
By )
2 % U
3 =
I =500 ¥
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5000
5 4000
53000
& 2000
T 1000
0l z/ \
65770 75 80 85 90 95
D #RJE Temperature/'C
6000 ;
= 5000 |
2 4000
53000
= 2000
< 1000}
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A:GRX1 BRI fif i 2 5B TRX1 S DU ff 12K 5 C 2 B-actin S NI fff 11 2K s D : GAPDH I [N #% fift 28 E - TBP i D I it

E%O

A: GRX1 gene melting curve; B: TRX1 gene melting curve; C: B-actin gene melting curve; D: GAPDH gene melting

curve; E. TBP gene melting curve.

3 KMRAEE

PCR [z R 7= 4 ff i £

Fig.3 Melting curve of RT-qPCR product
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2.4 S &AL D GRX1 71 TRX1 EE K RIE
=R

B SR IEINE R RK 48 S L g A 1
T2 2RI ) GRX1 FII TRX1 e R 3k, HIE A
KT A BFIE GRX1 F1 TRX1 JE R ik R e i,
FEVUh Bz Tk R0 25 i, P8 43 0 0 Al 4 21 ) 3R 58
AR AR I S &% A 2 TRX1 BER 3%
R E T GRX1 3L,

& 4 a7 R GRX1 Fil TRX1 SE R 3Rk
R E S T R (P <0.01) ; i JIE AR Ik
TRX1 B[N Rk W & & T GRX1 JE A (P <
0.05),

X £ — GRX1%H GRX1 gene
g wzz TRX1ZEF TRX1 gene
= .S 5

g B

5E |

= 25 B!

oo

£ 84

=

L5 2

HG

E 0

HATR) 2L ZAAS [ B R ], 0 T b i+ 38 28 e 1 3%
(P<0.05), #x F£IR 225 TH (P <0.01) ; K [A] J A
[FIHZUR], BRI R A FNE F RN 2R B35 (P <
0.05) , AF KRG FHREXREFMEH(P<0.01), T
ES]CiS

For different genes in the same tissue, value columns
with * mean significant difference (P < 0. 05), and with
#% mean extremely significant difference (P <0.01); for
the same gene in different tissues, value columns with differ-
ent small letter mean significant difference (P <0.05), and
with different capital letter mean extremely significant differ-

ence (P<0.01). The same as below.

4 BEEFFAEFIR R GRX1 A1 TRX1 £EMF X
Fig.4 GRXI1 and TRX1 gene expressions in

liver and skin of Wujin pigs

I 5 AT, 25 T TRX1 BE TR 33k A i 2%
T AR A E N (P <0.01) ;T2 i H GRX1
SEHFREEER T B mMER(P<0.05),
Yk - 48 W A5 B Rl fi TRXT 36 H 325k )
B A T GRXL JER (P <0.05 8 P <
0.01),

—= GRX1#HE GRX1 gene
zza TRX15EH TRX1 gene

)
& 65 r
B oo :
™ SZ 6.0 |
SRE 55 |
]

& 2E 50 b
§ :i 2.0 l'i(_l
SEE LS | Aa =
®O5 10 ' | Aa
< 0.5 > g a

L [17 [

Duodenum Jejunum  [leum

B S B&¥/aH GRX1 1 TRX1 EERREA
Fig.5 GRX1 and TRX1 gene expressions

in intestine of Wujin pigs

HE 6 RPN, T Fefikit GRX1 KL ik i i 2%
B T IEAAFRIR (P <0.05) , etk R IR S B
i 18] 2 52 AS B 35 (P >0..05) 5 3 (4 fig i o TRX1
LR R EST T EMAEIRAER (P <0.05),
[ LN U T RS R RN S (5 = N
(P>0.05), P 2 Wb i TRX1 JE N 3R 38
R E ST ST GRX1 AR E (P <
0.055; P <0.01),

— GRX1#HE GRX1 gene
TRX1FEE TRX1 gene

ok -
I b r
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I
]
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I
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I
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|
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I
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(3]

endocrine glands

—

i :

G
Pituitary Hypothalamus Thyroid Thymus

R

P 43 WA Bt GR XL TRX13E R 3k

GRX1 and TRX1 gene expressions in

(=]

6 SE&ENSIRS GRX1 1 TRX1 EEHRIE
Fig.6 GRX1 and TRX1 gene expressions in

endocrine glands of Wujin pigs

P T 7 TR JRR A A B R TRXT 3[R 3R 5
I B S T GRX1 S (P <0.05 8 P <
0.01) .

2.5 L-HASBXENMHMAM GRX1 71 TRX1
BERERIEH M

i & 8 AT AL, X) GRX1 JE A, 5 X} R 41 46 tb

(0 wg/mL L —ZHE ) , %M 280 wg/mL L - 4%
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Mg 2 4 AR N B4 M GRX1 R TR SR Gk (P <
0.05), Hfh ¥k ff L -HAMRESF AR E (P>
0.05) ;45 280 F1560 wg/mL L — 4% R 5 &
P AL A M GRX1 B33k (P <0.05)
MH AR L - 4H 2 IR A 5% i GRX1 Kk A 3R ik
(P>0.05); %0 35,70 140,280 F1 560 wg/mL

— 2 2 IR o A 107 5 200 L R A A 107 3 4 P (] GRXL
FERI Ik 22 3k B 0 3 s 25 K OF (P <0.05
% P<0.01),

X - 3 GRX1#:HK GRX1 gene
®-= wzzz TRX1%EK] TRX1 gene
= 2 g
S sk
mg 3.0 m~
— g O. ! a
! *
< EE 25 ; % F—a
=520 ! 7
&2 ‘
= 2% 15 | |
2210 ‘ S
O X5
g X 0.3 1
ogay: a
o g 0.2
-&%5 0.1
O 0
® iR A 5 ik
Pancreas Gonad

E7 BE&¥RR.EEBRT GRX1 1 TRX1 EE R
Fig. 7 GRXI1 and TRX1 gene expressions in

pancreas and gonad of Wujin pigs

H1 &9 AT, XF TRXT L9, 5% BRALAH EE , T
7280 pg/mL L — 21 2R 2 3 £ 5 A I 3 4 i o
TRX1 JEH B (P <0.05) , HABHKE L - 4 =R
ZH AR E (P >0.05); 07 i 140,280 F
560 pg/mL L — 41 2 R ¥ i 2 32 A1k 1 38 4 i
H TRX1 FE[H 33K (P <0.05) , HoAl e B L — 415
PR R A2 (P >0.05) ; %1 35 .70 140,280 #i
560 wg/mL L — 241 %4 R {1 35 7 84 40 i AN 404k . 38
20 M 1] TRXT 3 PR 338 22 55 34 31 I 3 sl 3% /K
(P <0.05 8, P<0.01) ,

3 i i
3.1 B54&3EA% GRX1, TRX1 EEREME

GRX Al TRX J& i 57 T 4% ok T Bk 3 2 4 g
(GSH-Px) | H AL W1 fL il ( SOD ) ik 4 4k & iy
(CAT) $it A AL Bl P A4k RS0, 53 3 R K& 1R N 4t
ARG MEMASEN EEN A, EAEEN
PAMAE Y o AR T 40 kR kLR
FE G F R B R R R A R A R R LT
36 AW m g 11 Rl 4ld GRX1 fl TRX1 S

[H2655, 45 9 20, GRX1 HI TRX1 HER K15 4 .
JFREH GRX1 1 TRX1 F PR %3k 1t d5e i, HLROh 2
JRFNZS By, P9 4 0 i A G At 20 29 1 2% 3k R IR,
GRX1 Fl TRX1 FEH ik B A B 8 9 4 855 57
TRX1 FEH I8 7 I 5 & F GRX1 JEH

= LA No stress cells
wzz AN Oxidative stress cells
o

% gm 2.5 * -
£= b
.25 20 7
Bl=2 5
S.Eﬁ 1.5 2t

m_>
gHgE
‘XE2 10
Qogg ab
§ 5% 05
o= 23 0
™ 3 70 140 280 560

L‘ﬁﬂﬁ@i&f‘? Concentration of L-histidine/(pug/mL)

AHIA) L — 20 S B v T AN () 40 JH 1), 00808 A T A 1 =
FREFLE(P<0.05), = RREFPEFH(P<
0.01) s AR AN ML P AN R) L — 2 20 R e B2 ), B3 A JE A 1
ARNE FREFR IR ZE S B (P <0.05) . TEIHE.

For different cells at the same L-histidine concentration,
value columns with * mean significant difference ( P <
0.05),
(P<0.01);

same cells,

and with =% mean extremely significant difference
for different L-histidine concentration in the
value columns with different small letter mean

significant difference ( P <0.05). The same as below.

B8 L-ASBEMEERESUEHMAMED
GRX1 EEFRZRIZ N
Fig. 8 Effects of L-histidine on GRX1 gene expression in

oxidative stress cells of Wujin pigs

= N EANML No stress cells

g 8 5 72 AN BANL Oxidative stress cells
g aé’ -
§x23 4
BR =G
K3
Swso 3
ME gg ™
%[‘* f)g 2 [—.j : a
§ £s -y
= SHE 1 1 ‘ ?
# &8 [ %
0 35 140 280 560

T-HE MR  Concentration of L-histidine/(ug/mL)

9 L-ASBNEeREIUEHAES
TRX1 EAFRKIEH 0T
Fig.9 Effects of L-histidine on TRX1 gene expression of

oxidative stress cells of Wujin pigs



12 4] KA AL E N 1 MIBARE A 1 IR 2SS AR AL 2421

JHF 10k 2 2 0 5 5% 0 o A R A Y R
ERR Ry BN N VA A S A L = )
FEVEM . A0 & IR AP 18 M B A AL Ag
J1 2 AR A A K B . AR
Z5 R, E S GRX1 F1 TRX1 K& R 3% 55 8 i
LA RILR T GRX1 FI TRX1 5L R AR 1 4 A5 Hi 4R
AU AE 2 o AR v i A A KRR S AN AR
WEEZ MM s — B B BT B, I ka2 5
TP A R A T R R R A A
RO ARG 2 SR R W, B Bk S GRX1 FI TRX1
REFEEREEHOALZ —, 458 BR, GRX1 Fl
TRX1 JEPRITERE (T A A PR APy T B 81 AR .

TH AL TE 24 6 Rk 77 43 T A W e 5 R i
D NEIREE (S ERL P Y R NGB N U A= IR
EARE o AWFRETIRERN], L& GRX1 FI
TRX1 LR 23k 5 0 358 T N 23 WA R A= B g A Je
BReHA ) 45 B4R R . GRX1 Fil TRX1 R % 12 4 4%
Ji B A e P RE B A P AL R PE R . 9 A WA R
I A0 B B B GRX RN TRXT 5 [R] 55 5K H AF X
AR, HAE HMLEA FEFIE

& AR 221 GRX1 1 TRX1 B [H 2 5
PRI R B, RA W RS 51, 4581 H#%
711 Bl 20k I ) GRX1 Fil TRX1 JE R 3Rk, it
WX e U] BB 5 5 R HL IR BT ik e 01 A ¢,
BRI H T AE P 2 7 SCRT BEAEAE W) I 2
5o BNEE B A2 H RTAE R 2 i P AL R
1, Kryukov 26 #F 52 £ ], HETC 6N T 25 FlA
RN 24 Fhw V5 Zh WA R TR 22 00 AR 1 SR
XY B B H AR B A0 i R S R A5 U T Y B A
LAY IIRE. R AR R a4 AR 47
Ja kM S 4 0 AN [ 41 21 h GRX | TRX 1) 77 7F
A ST HA 2 AR, LR L o 2 4%, X
WAy E — 2 R A58 5 4 % AN [A] 40 21 GRX
TRX Hr4A b A= Wy 2# DI e T8 T 37 B AF 55 <5 3, F
FEEE ST Ay ) B 5 4 ) B AR AR R R R Y AL
Tl LR AR 4 o
3.2 L-AEBXNEAMNHAMEAP GRX1,TRX1
EAMNFERE

L — SRS 1) — Fh b 75 SE 1R, 72 1R L
WKG Bl T 25 G LK & P A ER . A
R EE R, U L — 4 S % Ak 1 40 e A
I 7 20 i P GRX1 Fi TRX1 K& R 4 45 B W 1 9
FRIMEH, Y L - HZATRUE X 280 F1 560 pg/mL

I, GRX1 3 [H 2 35 5 B3 5 T 0 B2 A b 4,
ML — 2H 2 R e B 3k 140 280 1 560 wg/mL D
TRX1 JE[R Rk i I 25 5 T X B AL A L fl 4, X
AR L P A L Bl LR R A, 2 L - A RV S
280 pg/mL I, GRX1 F1 TRX1 }:[HF s 5 F
TR B AN A 2 . RSN L - AR M AL
o7 A 5 A N 2 i [B] GRX1 B R 3R 38 & G B
FHRS N EE L — 42 1R X S A6 N 34 i A
GRX1 F1 TRX1 3 [F 3Rk i 34 g 2 sl B 2 = Tk
J A0 M . Kondo % fF 58 W, 76 A2 T k2
i Bl 5z ) H,O0, N ih, TRX1 3 P 25 K i R ik
Gallogly 2™ % B, 16 AL BT BOCIR ST, 40 i 1y
GRX1 JE[H 3Rk & 2x 388 m, # ] GRX1 3 [N 3R 3k
if, S8 A6 P 1 40 i 3% 40 s Berggren 2510047 3, 7E Bk
i 11 3 4 1k PN B8N I 200 Y 2R P A AR 2 1 3 T
(TRXR) 3% M o % T B, #h i s Bl )5,
TRXR 330, bRz 2 B, A0 N 3 s s
B IR EAE G LA GRX1 B TRX1 £ 1M %
K ARSI N L — HZA PRI e 5 5 A0 0 20 e
s AR A e GRX1 B, TRX1 FEH F ik B,

SIPIHLAR N L — 4122 B i 1 UK & #E P A
PEAVERT, UK —Fh 5 19 Il JE 5 BR 77, A &
SEPUA AL R R B 40 i 5L, BEL Lk 6 240 i 1 1Y)
A R, H AT E AL ML EE AT BE AE T LK B K e
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Glutaredoxin 1 and Thioredoxin 1: Gene Expression Characteristics in
Different Tissues and Effects of L-Histidine on Gene Expressions in
Oxidant Stress Cells of Yunnan Wujin Pigs

ZHANG Chunyong CHEN Kelin HUANG Jinchang GUO Rongfu”
( Yunnan Agricultural University, Yunnan Key Laboratory of Animal Nutrition and

Feeds, Kunming 650201, China)

Abstract: This experiment was conducted to investigate the gene expressions of glutaredoxin 1 ( GRX1) and
thioredoxin 1 ( TRX1) in pituitary, hypothalamus, thyroid, thymus, pancreas, gonad, liver, skin, duode-
num, jejunum and ileum tissues and explore the regulation of L-histidine on gene expressions in oxidative stress
cells of Yunnan Wujin pigs. Different expressions of GRX1 and TRX1 genes were determined by the method of
real-time quantitative PCR (RT-qPCR) , and the regulation of L-histidine on GRX1 and TRX1 gene expressions
was explored in oxidative stress cells induced by H,0,. The results showed as follows; 1) GRX1 and TRX1
gene expressions in tissues of Wujin pigs were detected, the highest gene expressions of GRX1 and TRX1 were
in the liver, and then skin and jejunum, and relatively lower gene expressions were in the other tissues. 2)
TRX1 gene expression in tissues was higher than GRX1 gene expression for Wujin pigs. 3) The results of cell
culture showed that when being induced by H,O,, oxidative stress cells produced the over expression of GRX1
and TRX1 genes. L-histidine had the regulation on GRX1 and TRX1 gene expressions in oxidative stress or no
stress cells, being the adequate concentration of 280 pwg/mL. GRX1 and TRX1 gene expressions had the obvi-
ous tissue characteristics for Wujin pigs. H,O, could induce the over expression of GRX1 and TRX1 genes in
oxidative stress cells. Adding adequate concentration of L-histidine could regulate GRX1 and TRX1 gene ex-
pressions in oxidative stress or no stress cells of Wujin pigs. It is suggested that this may be an important way
of reducing the oxidative stress damage and improving the oxidation resistance, being GRX1 and TRX1 gene
expressions of animal body induced by nutritional pathway for Wujin pigs. [ Chinese Journal of Animal Nutri-
tion, 2012, 24(12) .2415-2423 ]

Key words: Wujin pigs; oxidative stress; GRX1 ; TRX1; gene expression; L-histidine
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