w22t 6
2010 4£:6 JJ

R

ChineseBulletinof Life Sciences

Vol. 22, No. 6
Jun., 2010

NE%HE: 1004-0374 (2010) 06-0546-05

h4 TLR4 %

AR G
(LSRN B Rk 2 B

O TLR4 ZRRWERG T A B LR 2 1k,

H % SR EinmEX R RER
PN, A,
FaL 210095 2WHVLA REME B HCEEET, Bi 310021)

25 ]

A S A R 05 ST 2B T R B R AR G e,

FEAE ERR G AIRAFIE S e HA AR BESh, KEWIFTRW, TLR4 NI Z SIS Z M3hY)
(I BRT o 98 250 55 2B SR 2 DA G, BEIHIEIE 7L R4 JERWEFE AT A S5y 1 b ic A B i & WF S 2
A o ZSCHR BRI AR > BN TL R 4 FIN 2 30k K5 HUW AR Sk I BT 5Et Jig

K§EIR: TLR4 KR, 2EM; diHl; XA
hESZES: S813.3 X akFRiIRAS: A

Association of TLR4 polymorphisms with disease resistance
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Abstract: TLR4 is an important pattern recognition receptor in the natural immune system, which can activate

innate immunity by selectively identifying pathogenic microorganisms and plays an important role in the innate

immunity and acquired immunity. According to a lot of researches, the genetic polymorphisms of TLR4 are

closelyrelated toa variety of diseases inanimals, suggesting that it can provide plenty of information for animal
molecular marker—assisted breeding. More information about the polymorphisms of 7LR4 gene and their

relationships with disease resistance traits in some animals will be introduced briefly in this paper.
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