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Abstract:

Objective To investigate the regulative effects of “Qinggan Huoxue Recipe” and its separated recipes on ERK signaling

pathway in activation of Kupffer cells mediated by LPS.

Methods

Kupffer cells were isolated from the liver of male Wistar

rats by in situ perfusion with collagenase and Nycondenz density- gradient centrifugation,and were stimulated with LPS in

different doses at different time to observe the expression of TNF- a. The drug serum of “Qinggan Huoxue Recipe” and its
separated recipes were prepared and added to the medium. The levels of expression of TNF- a were evaluated by ELISA.
Western blot analysis were performed to detect protein expression of ERK1/2 and AP-1. Results The protein expression of
TNF- « began increasing after LPS was added to the medium 2 hours and reached its peak 6 hours later with the dose of 1 mg/L.
could inhibit the phosphorylation of ERK to regulate the expression of nuclear factor AP-1.

“Qinggan Recipe” “Huoxue

Recipe” In a similar manner,

“Qinggan Huoxue Recipe”

could inhibit the expression of TNF-a by down- regulating the levels of phosphorylated ERK.
could inhibit phosphorylation of ERK and weaken expression of AP-1. Conclusion The drug
serum of “Qinggan Huoxue Recipe” and its separated recipes exhibit multiple effects on a series of molecular events in KC

that acted via ERK signaling pathway,regulating abnormal functional state of cytokines network and suppressing the production

of TNF- & thus to protect hepatocytes from damage.
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