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BRMBEDI AR IEH AIWEEIE , SS R BHER L C 41 36. 64% (P<0.05) , R Pttt rim, 5 c 4
AHE, SS 2H B R L 2R 25 It B K AL T 4 ( GPxd) T6PE R ALY L ( SOD) it L BB E Y (T-A0C) & it
S AR 58. 09% (P<0. 01) .34. 39% ( P<0. 05) Fll 59. 25% ( P<0. 01) , P [ (MDA) & & 1 242. 66% ( P<0.05) ,
5 CHIAHLL,SS e Z i kB2 GPxd4 I REERKNETFZM(EGFR) 8 H R IXE IR 131, 70% (P<
0.01) F1 128. 60% ( P<0.01) ,
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Effects of selenium on skin antioxidant and expression of GPx4 and EGFR
proteins in New Zealand rabbit

YANG Jie', PAN Xiao-ging', ZHAO Yan-hong”, SONG Dan-dan®, QIN Feng', SHAO Le', LI Jian',
ZHANG Xia', ZHANG Lin-lin>, WANG Jing’, PAN Cui-ling’

(L. Institute of Animal Science, Jiangsu Academy of Agricultural Sciences, Nanjing 210014, China; 2.National Research Center of Veterinary Biologicals
Engineering and Technology, Jiangsu Academy of Agricultural Sciences, Nanjing 210014, China; 3.Institute of Nutritional and Metabolic Disorders in Do-
mestic Animals and Fowls, Nanjing Agricultural University, Nanjing 210014, China))

Abstract:  To investigate the effect of selenium on hair follicle development and expression of GPx4 protein in rabbit
hair, 60 New Zealand rabbits which initial weight was (690.0+7.0) g were divided into two groups(C and SS), 30 rabbits
in each group (male and female). The C group was fed on basal diet, the determination of dietary selenium level was 0. 20

mg/kg, SS group of dietary sodium selenite, the determination of dietary selenium level was 0. 36 mg/kg. Feeding 30 d.

WS 158 .2016.09-01 Rabbit hair follicle group structure of C group arranged

EATE T4 1 E LB 3455 H [ CX(14)2078 ] neatly, a primary hair follicle was surrounded by a number
EERGN W (1972 B HREEA B+ BITFSE 5, EEM of secondary follicles, hair follicles and oval cross section
FRGIARIE FFRIEIS . (E-mail) jieyangbwx @ hotmail. was normal. New Zealand rabbit hair follicle group struc-

com ture of SS group was disordered, transverse section of pri-
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mary follicles and part of secondary follicles were not normal. The number of secondary follicles in SS group was decreased

by 36. 64% than that in C group (P<0.05). The antioxidant properties of the skin, compared with the C group, the GPx4

activity of SS group in skin tissue significantly decreased by 58.09% (P<0.01), SOD activity significantly decreased by
34.39% (P<0.05), T-AOC activity significantly decreased by 59.25% (P<0.01), the content of MDA significantly in-
creased by 242.66% (P<0.05). The expression of GPx4 and EGFR proteins of New Zealand rabbit skin hair follicles in SS
group were significantly decreased by the 131. 70% ( P<0. 01)and 128. 60% ( P<0.01) than that in C group.

Key words;
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H RS BRI . H AR B NS iR N7 TE
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2.1 WXHA=ZRERERIZIT

TR RE b & B SS ZH R ER 73S i B BB
AL OGP A LR, 1R 30
d BTV 22 S BB AR RORBL AN 1 R

C. HARAN & BN 0. 20 me/kg;SS: HARAN & LM 0. 36 mg/ke,
E1 #FHEZRFEFEERKRKR
Fig.1 The growth condition of New Zealand rabbits

22 WXHA=REKEEEHHRIN

HE QL2550 (181 2) i, C 4084 > S B R
LTSNS 1 DRI B R IR SEN IR
40, T EL B R D) T 52 1 W R E (1] 2a) , SS 4108
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P 22 G B A HE S J L TG T, 4 2 B R A
W TR RSV AN 52 0E 3 M RDE (| 2b) , 38
1 W7, SS HIRFBRE G H C 4K 36.64% (P<
0.05),

a: HARAVAN & 5 0. 20 mg/kg;b: HR AR & 54 0. 36 mg/kg,

PF: W% EHE;SF . IRK B2,

B2 HAZHRKRRKEELEMART L (x100)

Fig.2 The pathological section of hair follicle of New Zealand
white rabbits( x100)

F1 AEHINRBEBRHEEZR
Table 1 Differences in the number of secondary hair follicles in dif-

ferent groups

Ehl] WRBLERE (1)
o 56.5+5.3a
ss 35.8+2.8b

C.SS W1,
2.3 WX FEZ R KK GPx BRI RN

F 3 5N, 5 C A, SS 4HFvh = iz ik eH
Zrh GPx TR T 58.09% (P<0.01)

30
~ 25F
g | T
3 20
i 15F
g 10+
&) 5k
0
C SS

231

C.SS LA 1 i,
B3 2AHAE=5%KK GPx iEEEH
Fig.3 The activity of GPx in skin of New Zealand white rabbits

in each group

2.4 WhXIEFHTZ %R KR SOD i& 1RSI0
Kl 4 Bon, 5 C AR, SS 1B vh 2% iz k4l
Al SOD 1EVERRR T 34.39% (P<0.05)

250
.
S 20f
g
2 15- T
1
2l
Q
S st
0 C SS

Al

C.SS LA 1 i,
B4 2HFEZRERK SOD FHELL
Fig.4 The activity of SOD in skin and plasma of New Zealand

white rabbits in each group

2.5 WXTFAE=% KK T-AOC &2/
Bl 5 B, 5 C 4 HER, SS 439 P8 22 iz k21
A T-AOC F KT 59.25% (P<0.01)
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/t;b T
£ 6L -
2
iz 41
41
8 —+=
070
H

0

C SS

i
C.SS LA 1 i,
B5 2AHBE=ZRKEK T-AOC SEHMEN
Fig.5 The activity of T-AOC in skin of New Zealand white

rabbits in each group

2.6 WXIFHTZRERT MDA =800
Bl 6 B, 5 C 4 HbER, SS 4397 PH 22 iz k21
2 MDA &8 THE T 242.66% ( P<0.05)

l4r
g 12 ==
S5 1.0r
w08
41 06f
5 oaf _
= oo} -

0 C SS

EERall
C.SS LI 1 1,
B 6 2HEFAE=REMK MDA FENTN
Fig.6 The content of MDA in skin and plasma of New Zealand

white rabbits in each group
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0.5
0

E7 BRPEEFEREK GPx4 BB FRIEKFHFM

Fig.7 The effect of excessive selenium in diet on GPx4 protein expression level of rabbit skin
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Fig.8 The effect of excessive selenium in diet on EGFR protein expression level of rabbit skin
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