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The Role of TLR4 in Response to LPS in Mammals

GONG Xiaor- Wei, JIANG Yong

( Department of Pathophysiology and Key Laboratory for Shock and Microcirculation of PLA,

The First Military Medical University, Guangzhou 510515, China)

Abstract Toll signal transduction pathway plays a critical role in development as well as in innate immune
responses in Drosophila. Positional cloning work proceeded in mice recently has revealed that Lps encodes the
Tolklike receptor 4 (TLR4) of mammals, which functions as the transmembrane component of LPS receptor
complex. In contrast, TLR2, a receptor closely related to TLR4, makes no contribution to LPS induced

signaling. The discovery of TLR4 has greatly promoted understanding on the LPS signal transduction pathway.
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