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Preventive Mechanism of Therapy of Unblocking Bowels and Activating Blood for Lung
Injury of Sepsis Pyohemia Rats
WANG Jing YU Weiqing XI Xiaotu LIU Yuntao

Abstract Objective To explore the preventive mechanism of Chinese medicine (CM) with the action of unblocking bowels
and activating blood for lung tissue of sepsis pyohemia rats. Methods One hundred male Sprague Dawley(SD) rats were
randomly divided into 7 groups namely normal group model group JAK2 inhibitor (AG490) group STAT inhibitor (RPM)
group and low- medium- and high- dose Taohe Chengqgi Tang(TCT)groups. Animal models were established by cecal
ligation and puncture (CLP). The low- medium- and high- dose TCT groups were given gastric gavage of TCT in the dose of
1.0g/kg 2.0g/kg 3.0g/kg respectively half hour before CLP and 6 hours after CLP. Other groups were given gastric gavage of
the same volume of distilled water at the same time. Twenty- four hours after modeling the rats were sacrificed for obtaining
serum and lung tissue. The associated indexes were measured by polymerase chain reaction (PCR) and pathologic changes in
lung tissue were observed under microscope. Results The severity of lung tissue damage was reduced in the medium- and
high- dose TCT groups (P<<0.05 compared with that in the model group). The content and the mRNA expression level of high
mobility group box- 1 protein (HMGB1) in the model group were higher than that in the normal group(P<<0.05) and medium and
high dose of TCT had an effect on reducing the content and mRNA expression level of HMGB1(P<<0.05 compared with those in
the model group). The contents of tumor necrosis factor- «(INF- «) interleukin- 1B(IL- 1B) interleukin- 6 (IL- 6) in RPM group
AG40 group and medium- and high- dose TCT groups were decreased (P <<0.05 compared with those in the model group).
Conclusion  TCT can relieve the inflammation of lung issue and the mechanism may be related to decreasing the levels of

inflammation factors of TNF- o« IL- 6 and IL- 1 through down- regulating the activities of JAK/STAT pathway to decrease
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