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il Xt 915 A 2L AR 2 B8 5 1 R A BT AL

%

K52

(LZRAEMOl K22 87 A s R IR 2F B sh ) R 25 & WA JRIE 15004052, 75 MOR 2 sh i R 2224 B¢, KB 130062)

W OE. WA EEE SRR F PR AERS, EY iU R Ak 5 aT
REBEAGFLERERZFRA, RELEBTHERGFILR LG R REREERE,
A SNHG 5 4 A FURR K 0 X F AR R KR xS KoM S 9& e 3R A S 9% 64 B AR R VA B AT K
JEA KA T HFHR AR F A F @AT T R A8 T ARANE VLK & 4 SUBR AR R AR AL

I,
KEEIE. AR R K 5B
hE 435 .5823;5856 XERERIRAD: A

Wb LR R 2 LR H BURAE R GE AR, AFL IR
ZH 2 rbe P 1 RN I A K SR A | A N RO
i G A 0, SLR A 25 0E MR R - 3R 8 A
BEACRRAE , R 1) 2 1 Rl 399 R 0 L B S LR R &
AR T, T R R LR AR R L LA A AR L
i, i (Se) J& HE AR IR R TR, I
MG AR AE T AR b 350 i R 28 3R W3, Al
XA FUIR R B B i BA BRI AE . 78 98 0E S
i # A F kB (nuclear factor-kappa B, NF-kB ) #l
2424 25 IR 1k 8 3 B ( mitogen-activated pro-
tein kinases, MAPK ) {55 %5 % 5 3 98, i 8 2 o0 75
NF-«B Hl MAPK &5 {5 5 % S 4, 1015 R E 4 5%
L PR Ay 3 2k A 2 o A 8 T 28 T el AL A A 52 it
e DRI TG T R AT K ST 5 % 2R LB
R FR LA AR AE 5 RE P4 455 v i AR AL, % T
Ry A LR R AT B A A R R

1 WEEWERBFEMNI)EE

AR R MLAR 0 75 T i e R, A AR 2 e 2 iR
( selenocysteine , Secys ) M1 A7 7E TG £ 1 ( sele-
noproteins, SePs) H1 , fE R HIG ML R IEEH B

KB HA.2014-11-14

X EHS:1006-267X(2015) 4-1021-07

A he F 2 2P A A PUR BT S
5 R, Secys 1% 48 4 1E % % F UGA %
5, 54T 3" AR B X (UTR) m Al f G fbe 22 #i
A J¥ 31 ( Secys-insertion sequence, SECIS ) 3t
PR A H IR 5 %0k W) B ( glutathione peroxi-
dase , GPX) &8 L BLAOEE 1 Ml 1, b i — 2
IWFFE R I, A EE NPT E L TR E T £
Pl EL A i A SR T A D A 2 P R T 3
YR &AW H 30 ~50 Fl, 145 GPX, i A8
HHLH(TRXR) ,WEH P.W. TV .H.M K,
S SFZ MBI M .

2 ARFEKEMMEZERMXR

2 3 7 B AT ] S B0 SRR LR, SRR
H L% ( white muscle disease, WMD) , IIfi 5t 7K °F-
(YRR Bk = 7E AR 5 2F vhos DL A A0 T il 5 K
(Y ERATG , 1G0T W5 2R HE AR IR AR RN B P B AR 1)
U, 1984 4F Smith B RAFSE Tl AI4E A K E
XeF I R 2R 4% 2 2L MR 58 B 5% T, 80 Sk 5 2R B HL 4 1
4 AR IS 4E A R E R RAR, 25 R R i
IndiA: 2 E 20 I 25 AR I PR 2 47 2 LR 9% 0 R

HEWMAB . BHRK A KR A4 (31272622) ;i e m AL S AR 55 3% £ 301 (2572015BAX01)

EEE A K
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AT REAK 37 % , T BRI 2H AN £ 3% ARG i AR 784 2L
Ji A ) S s e A RT fiils ROIE AR D842 46 % , & A
WIRER T0% , P HE WA ke = 55 0% 40 2L R B9 R4
AR EZ RAEA KD, WS W 2 50058 % W,
fifi . = 5 FL b & K 41 B % ( somatic cell count,
SCC) F1 s FL 5 191 Fp £8 i IR 29 2L B 5 A7 B4 %
RO — WA R B, Y T Kk
16 mghf, B M 82 &5 1 0% 24 i R 80 ZL AR % 19 &0
2 DA P VS e 8 A i B R (L B T BIL AR A A%
PERY . WA 2Ll & e 5 AR R R A i e R A
BREA AL LR A AU 52 A7 AH O, AR AR r 4 o il e A
T A LR PN R T Y LR ] B R TG
TwFL R P R A AT A A
) R 0T R 4 0.05 ~ 0.35 mg, 7E W5 4= A FL
14~ 16 Ji il 3o L3k 88 AN RS K A 57, Jn i 21
AREANG RIS LR R, WX B & A T8k ™
AL AR SREAR ) AS TR V%o 428 7 g 7 375 2R 3L
R 9 1 52 e F 98 45 R S | 5 R 2 68 L, A
FERT 30 d BN IE 3 A H A H 4 R AN R 6N e A
i B PR BN RS A T W A FEFLIR A BH M R 4 5 T
F& T 30% ,35% Fl 20% , FL 44 21 i Ko A i e
IR B R R O T AR R ) VS i, S5 ERL 2
Z: b1 2> ( National Research Council, NRC ) & ¥l
0.3 mg/kg DM, 78[5 5 57 4= # %% 25 ( German Socie-
ty for Nutritional Physiology, GfE) £ #£ 0. 15 ~
0.2 mg/kg DM, 9% [ /) 4 7 4 B & & 0.1 mg/ke
DM'" | ZI 5T ¥ B R W, AR A s
TG, B % A B 2 1 2 ARG 2L AR 48 | 10 UL TR I 3%
GipaR i) Ko FEW AR LR R PR S SRR A
A e GPX1, & B PR3 A W 20 M 4 52 48 4k
P AR T, LA I T A R 5 L A A R A
EHAHSE, I, GPX1 14T S AL AE X 3011 PR 2L
JR 98 1) 2 28 I DR 28 2L it 48 i) 9 i )™ o 7R B
HA—Z MR T T B os 201, R
T AT Ltk 35 2 5 8 A A 1 B AL T8 ( SOD) 1Y 3
(16.01 U/mL) , 5FLAR R 4 (12.85 U/mL) FIIEH
Z1(14.78 U/mL) AHEE 25 82 w5 . I PRESINAN , ¢
SESYEER E G, 25 T GPX I M, [ B
Haom T I AN FL A 298 % H 40 B ( polymorph nu-
clear neutrophils, PMNs) 9 7 I I P4 Fl & W5 45 %%,
HEMp R Bin T AR L, el 2 B E
TFUBR MR A M BT R A BEAR T 3L A 4
BB T A LR R PR RE

3 WEXNMFIABRROATERARENS
3.1 FENERE R

Tl Xt ML A 25 V8 VA 45 T Hoo s pLik e
935 5 N7 A A AR R 9 00 R I 1) R4 S R A g X
TR FUMR IR R A H EAE . WA A R R
B I W58 40 55— Ao i) e 7 JH 7 W 1 R K A T
[F] s 86 150 200 i B R0 A A D 0 R AR 7 4, AR
L3 e 6 40 i 16 48 i 40 2R A A B, L TR T
JER Ak S AAZ IE T B0 8 R A o k4 JER Y S AT fiE R
FRAE A a1 A A o R, A B = S
s A i 78R FL b b PR 41 S 20 e B
YRR BE 1 B, DR LG il o 2 K e 0 58 1 BT 9% &2
A v JE K v R 00 A e e
LR AZ K AT B R FL v v R 4 i 5 A
BGRHRE = F 10° AS/mL ek 20 i 32 2 i
7 A P AR R KO L TG e = R AT P R A0 B S
PR 5, AN $R R T A A 1 R 1) 5 E R A
ERERIRE ), Mk T A A R, SR TR
B, AE—MFL 5 S 15 ~40 CFU (9 K,
il & AR FURR RN TR A AL e 4 d Py, R
ZH o FL DD AR | o8 4 e O b FLRE 0 A B ) L
Ko 3Lk 2 20055 70 RN IR B0 1) A 440 205 v G 2 A A A
Db B, Hop AR ™ 7R YL JE 1Y 20 h P SRR A
VR L A A R A TR AR A R, v
PR A0 H5RT PL A I I 200 45 A v A 24 . 5 4
2T I L e DR A e A K SRR G A i R
PERL A A Y 7= 1 S A 9 TN R R RE T B A R I ]
RISl A G A g % 4 B

o) 7S 7K S RS 8 AN S 3 £ A 5 R P A
PEVAEALIR S BE AR A, T L AT LA o 5% i 3545 Pk
B g%, T HUA R RGE, 58 RYE SR E A BE5E
2 R AR 0 995 D A Rk L 1 o B A 0 DN R
IS L I 240 L R v P b 2 R bR S AR PR
92 W & H e S P R 928 SR L et B T A P ek 4
B TR A T4 R 7 AR S BE AR 4 A U RS R
JEIE BT IR BT AR A, d5c 238 18 T 5 R 1 9
RGN A VRN AR TR W 2300 B sloRs 9 e A=
Py R T SR8 el A R g U A KR T K S 1
B WA AR L, A R = 75 2 RN Ik TR G N
SE O 7K EXL 200 i 0 R 1 1 A RE R AR A i
Z AR A1 ) I b B 200 A 2 B R N RIS, 5N
G B AR AR W AR AR DO AR R 19 A2 ) B B RE D
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i PRI AR 55 480 A i A2 1 BELA T fE
Yhi L% 200 4 B 242 3% AP R B 0G 473 2 4709 RE T B AR 1Y)
Ji Bl 22—, A0 J5 T I D) R A 5k i A D i A L
U bk EXL 440 i 1% 344 B BB ), LA S ML AR HIR B R B
JFURGL A RE F1°Y ) T 40 ) A B i = /Y
e, 3 AT RE -5 T 4 i 4 B R i) O 30 1 v D e AN A
RS WL & i A ™ AR BRI 35 56
UE TR IE T T 4 Y S 58 B AR T 1 A A R
(IL)-2 B H 2 R A5 5 3 i 0 0 A6 > il 28 % 4o
TV B 5 TRl A B A R AR T, 76 B 58 ik
W, AR b S i A AT DA A AR B v KRR BB v S T A
U5 1 #%5 75 H ( keyhole limpet hemocyanin, KLH) [
GRS N, $15 T KLH APTARRC Y A0 rb R 20 i
MR RE S Y Bl 78 AR A4 R 2R 1 K AT
DRPE T B e i P UE S TR X R A i 9 1) 3 R
YER, LI PRI A TRR-2 % K 335 7K - 5 1+
BTG 7K S 55 0E AR O, T IL-8 32 AR | L3k R Al
TRxR-1 14 R 2 38 7K ~F 55 1] ARl K F 52 S G
BRI, 8 FR M A B & T 4R IR R, — €
FERE L T4 A= s e )
3.2 AT AR RE R B A0SR E IR

G 1y v 5 b — A~ EE BT A ML Ry HL Y B
220 L5 9 R 20 B 0 R B S SR R T TN B A
P SAE S N 38 Ak ) B AR AR iR AR T, BE T LA
30 A 9 LA 5K T R L 3 A T ke I A 0 v bk
20 i 1] 4% i JER YL X3k i 3 S, 1R R A2 4% A i PR
B U5 A4 6 R A 240 B G P R 4 M e s
WA 5 1 R B 93 - L 9 M A0 B TR 1 0 2R 48 A TR
SR AH DG PR I Y S E S N S SR 4 S
MV N B2 A BT RE AN FLAR P B 0 > Rl 25
Bk b ous IR 2 2L N B2 40 B A 32 3l ik P B 4
g, 1 /N Az 3% £k L 7 ( platelet activating factor,
PAF) B4 Y16 W38, PAF Y& RS in 5 S8 4k g
T T LA PN B A A O R SRS AR A Y
At 5 A 1457 98 9 3 2 B IR 28 B A AR, AnqE
A DU R I A= ) G . A BIE SR IA A ] KR AT K P
A B S5 0 £ A IO s TR 1 T I O 2 T 9 9k
L% 240 o 398 2 0 JHG Al 59282 B 0 5 55 0E K BRUME LG, A
fife = K BRL Y Ik T 40 7 AR I A IR &R ( prostaglan-
dins, PGs) [ RE J1 &k & P& I, 5 308k 5 i D ( phos-
pholipase D ,PLD) i P 55 , W A5 iR A H 3l — 1 &
Wk /> | 2 13 ( protein kinase C, PKC) 1% P %
1% ; 7RI PGs 1 3 4 s se g5 B PLD % 4 18 53, il

i = 12 P B2 40 M, 40 B PN AR A DO R 1Y 2 AR
WAL 1 A il ( cyclooxygenase , COX) 1 42 Fll i
AT (lipoxidase , LOX) i 12 ¥4 & A= A% ; S5l 7%
g U UR N A iR (I = A D O ]
IR % 12( PGI2) \HI YR R F2a( PGF2a) FITHi 41
W2 E2 (PGE2) 5 X 3R ik /K F i 35 A, T =
55 G 0E P 95 1 L A 2 R G Y AR E DR 5 I A
% B2(thromboxane B2, TXB2) 1 15— & #4k —
1% DU 4% 12 ( 15-hydroperoxyeicosatetraenoic acid,
15-HPETE) [{2E ¥ & 1 i 35 19 2" ) Rtk 15-
HPETE HJBE 3K 1 IR Al R = i Py K 20 1 i 7=
(0437 3eml >0 A R AT R AL LR AR A il =
WA AR AR D R i AR A L AE fE
FER G = B, A6 AR DO e i A % AR AR e T e 5
Wy FL R S PR R A G

PR AN 5 LGS PN R A0 ) ) 2 B e L3
BEN TN, L-E R H N o C RIBEE R
g5k 5 2 Z B R MR R 1k % 5 B X (sialyl
Lewisx , sLex ) il 1T 2 Fi 1 g 545 &k
L2 M5 00048 PN R A0 B B 0 1 e B FR B, A
140 L 75 21 98 AE TP A LA S 28 9k B8 45 vy PN Bz T
ik (HEV ) 5 55K Sciomy ke e 4n f> &5 48
A1 T o A R A 40 B SR T L-BE B R R GA
SURTE IR A A e KT B AT A Lk
$ERK (sL-selection) , ] ¥ Pk L—3 5 2 90 i bk 12 41
I 1 PR 0 ) R A0 ARG SR A A S B A
YR L343 Wi T, A0 T B A A ) A A
1534k, [R) B S 350 0T 9 M L— 3% 5 2K 0K 7 A iz 1
)| I N 7% o EIUE S ] I s G e v o
RAEMA LN IE R LR | AT AT LS & ol B i %,
L5 26 B 4 1 4 40 Bt 18] 6 B 23§ — 1 (intercellular
adhesion molecule-1, ICAM-1) 1 1 3% ik 7] e 52 W
P14 15 A 2 B8 0F T I 2 9% 0 M 9 s 1 e PR O
TG = 0% A FL R P B 4B AE A2 48 DR o AR
HEH F o tumor necrosis factor alpha, TNF-a ) 5%, i
FAAE (H,0,) MAEFTT , I8 BB o g B R 3R
TR b H e 40 R B O B e 5 1 4 i 1)
RAE X IR 09 I B & A E IR, W RE G R ORE Y
SR,
3.3 if# NF-«xB #1 MAPK =S¥ SiEg

FE G B AR E I B 7, NF-kB Al MAPK & &
REEM 2 KE SR T, e A1 A bl
IL-6 Fl TNF-o 1y 3P R 35 197 . NF-«B 1y
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ZMAE S5 IR A P Y A0 M 52 A B S i MR
RIS, #s NF-«B 4 & (1kB) #2547,
fdf IkBa B 2007 i A BE MR W R AL, E iz R Ak,
ffi NF-kB 1 ¥ & 1V 17 %) ( nuclear localization sig-
nal , NLS) %# % , /% NF-«B A% K # 5% T 6E,
ANGE 5 SR 20 M R - 14 J 5l 1 T4l 8 2 PR i PR
WAk FAPY L A, A% Y NF-kB 1 5% ST 1 1]
P2k, — &l ik NF-«B Ji 8 X (1 — Bty 51
W IkBo B9 HOBT G 1, 4K 5 4% N Y NF-kB 45457
&L NF-kB 7 21 J57 o 3 =2 3 o 3 5% R 1 22 4
B 2 an gl & R 2= £ kAL 1 ( histone deacetylases,
HDAC) Bt 2H & 2 £ k%% # il ( histone acetyltran-
ferase ,HAT) , i 5 NF-«kB & 4 1A fl DNA 45 4 fit
77, R IkBa 45 5 454 3 NF-xB b, 7EBOG
M5, p65 AT LIl i 17 R Ak 42 s R
XA 45 IR AL R R 1 AR TR S
FErh NF-«B K454 BRYEW Y, — B A5 s 7
BELIT , 22412 48 DXL 1 248 i D) R 66 6 3 450
[0 ZRIKIG I, SR, B RE 23 1K D& ik B2 &
SripsErh MR A AN T 400 2 R AE AL, = Rk IL-
18 IL-6 Fl TNF-a FEPH S — 20 il NF-«B {55
WAL, SRR

MAPK 155 i [ 75 41 ffd 35 56 53 Ak | A AE FN |
GEVET AR T AR A v SR AR
41 M 98 1= 1% 5 ¥ B ( apoptosis-signaling kinase,
ASK-1) j& MAPK i % 1 b i i 2h 7], 40 Ji U At 4
HEHE ASK-1 455 M HHE AL, 5 Ed EH H
1 T TRxR 3% P AR S 22 S AL IE U, ASK-1 B
BT, 3 p38 Al c-Jun ZFEA I (INK) DL K
21 it AR Y 2 1 3B ( ERK) B9 BRIk, 5 3 R Ui
5 i AL T 4 G A A Y 1 O T LA
KR AE TN

il (4470 28 BIL I 3 2 X R 40 i 19 15 5 e &
AR, BFFE R W], A3 5 40 ) MAPK 5%
AR W 35 M AR T 40 1 AR 2 B (lipopolysaccha-
ride ,LPS) i & 1 F 24 K N+ TNF-a Fl COX-2
(B AR TNF-o 2 B HE 5 T 1038 0 8
M, ICAM-1 | N BZ 40 Jifd %5 B 73 7 — 1 (endothelial
leukocyte adhesion molecule-1, ELAM-1) F1 Ifil. %5 2
ML 7k Ft 4> F —1 ( vascular cell adhesion molecule-1,
VCAM-1) 5550 55 1 200 i 55 1M A5 P g )2 381 3k R A
DX SR 3E PN B2 40 2R E B R X R S
NF-kB X % fif 73 J R B e s S i AN Al 2D i [

N ER ik PN 2 28 M ( human umbilical vein endothe-
lial cells, HUVECS) ¥ I WV A {44 , 8 2 W& Ik TNE-
o 5 1 B B 4 F B 3R GE O 2 00 o 4RO 1
I, A 7K S B 12 5 mT DL 3 GPX 4] NF-kB (1) 7
AR S RE N T, LPS Sl A 5 I 40 i AR
ANJEAT S, 3B COX-1 i 3T Uil 15—t & -
A12 14— 5 £ 12 (15-deoxyAl2, 14-prostaglan-
din J2,15d-PGJ2 ) FE [F 3¢ 35 84 i, - 52 B (] 4K i
PEST AT AR SR AL 1 40 A 8 3 PR A 2 K TR
P EAE SR N, I R AT 3R AR B — s
BLl, A 5EIES2, i 3k GPX A 3 i 4 i
IkBa BBk A {fi NF-kB 1% #% 13 3f B A 76 M 480 &
(il kB 22 5 B30 I I PR A A KT 1
FNREAD T g 05 5 0E PR 19 5 T 2 i 3Rk,
DR e ] NF-xB A SERS 3046 T 20p: 10 vy &
FI(CRP) B, 348K, 245 W 0 B 3L R b Bz 20
JAF 5T HXT MARK 342 A9 %38 2 i s 21 o
TUERAN B 5 6 2L RE b Bz 40 16 A% 2R 5 I8 1 AL A
SO RGE NN FLIR A BRI 2
ML 208 i A5E 78 A 5 0 6T AR {5 5 R AR, F R
SEIRR HNIE VS N AT R 4 , 35 90 MARK 38
PR AL BRAK T p38 INK il ERK (148 i b - 5 5
SRR, fE 48 g8 1k 4 i Y 7 i S A — SRR
A (INOS) . COX-2 Fl TNF-ar %5 3 PR 52 500 45 50007
RILFREM

4 N £

FI R A G A b b 8 SN IR A 32 202 0 1 T
B BLAA R JC 3R B Bk =, By 1k 9 UL 55 60 5 5% P
TR KA, B R S E AR R E BRG V REAE
PRI FLIR A B S A O — s B b R AR i PR 284 A
BaePE LR A B A R DL ROk R R BE . TR, A A
Bl AT FL R A BIL A, 4 ] 2 ) YA ) 28 7R 4 R R
GeJe BB A HLHDRE Al PR AN 35 57 15 it 14 B = 4k
P fEBISFEAY A E A 52 2% 1A P A4 07 SN Y 48
SiE SN, BEAT BIF 5T 45 2R I B 1 8 23 9 4 AL
A Ja X BB RS 2 2 5 4 ) FLMR R AE HE AR 60 R
S QR A0 3t 90 2 5 AR OC R 1 ) 20 b7 RAE
5 e S g% P R S T A AR A R
e LT R GEMRABIBTIE
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Regulation and Anti-Inflammatory Mechanisms of
Selenium for Bovine Mastitis

ZHANG Wen'”® ZHANG Naisheng®”
(1. College of Wildlife Resources, Northeast Forestry University, Harbin 150040, China; 2. College of Veterinary Medicine
Jilin University, Changchun 130062, China)

Abstract; Bovine mastitis has a high morbidity during the periparturient and lactation period. As a result,
mammary gland health and milk performance are affected, thereby causing worldwide economic losses. The
trace element selenium ( Se) reduces the morbidity and the severity of mastitis. This article provided an over-
view of the most recent researches in the fields of the relationship between the Se and bovine mastitis, the regu-
lation of Se in the innate and adaptive immunity, and the regulation of Se on inflammatory response associated
signaling pathways. The better understanding on the mechanisms of anti-inflammatory effects of Se can help
during the improvement of mammary health of dairy cows. [ Chinese Journal of Animal Nutrition, 2015, 27
(4):1021-1027 ]
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