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Relief of ODN2088 for Acute Lung Injury in Rats with Sepsis Induced by Mitochondrial DNA
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Medical University , Ministry of Education Key Laboratory of Child Development and Disorders, National Clinical Research Center for Child
Health and Disorders, China International Science and Technology Cooperation Base of Child Development and Critical Disorders ,
Chongqing Key Laboratory of Pediatrics, Chongqing 400014, China)

[ Abstract] Objective: To probe into the correlation between plasma mitochondrial DNA (mtDNA) content and severity of acute lung
injury (ALI) in rats with sepsis and the protective effects of selective Toll-like receptor 9 (TLR9) inhibitor ODN2088 on ALI in rats with
sepsis. Methods: According to the random number table method, 80 rats were divided into the sham surgery (sham) group, sepsis
(sepsis) group, intraperitoneal injection of mtDNA 1.4 mg/kg (sepsis+mtDNA) group and intraperitoneal injection of mtDNA 1.4 mg/kg
+0DN2088 1 mg/kg (sepsis+mtDNA+ODN) group, with 20 rats in each group. The model of sepsis complicated with ALl was established
by cecal ligation and perforation (CLP). After surgery of 6 and 12 h, blood samples, bronchoalveolar lavage fluid ( BALF) and lung
tissues were collected to detect plasma mtDNA and TLLR9/p38 mitogen activated protein kinase (MAPK) expression levels in lung tissues.
Results: Compared with the sham group, the sepsis group had higher mortality, increased levels of plasma mtDNA and TLR9/p38 MAPK
expression in lung tissues, and increased ALI degree such as lung injury score, inflammatory cells in BALF, lung (wet-dry)/dry weight
ratio and gene expression (P<0.05). Compared with the sepsis group, the mortality rate, plasma mtDNA, TLR9/p38MAPK expression
and ALI degree increased in the sepsis+mtDNA group (P<0.05). Compared with the sepsis+mtDNA+ODN group, the mortality rate, plasma
mtDNA, TLR9/p38MAPK expression and ALl degree decreased in the sepsis + mtDNA + ODN group (P<0.05). Conclusion; Plasma
mtDNA is correlated with ALI induced by sepsis, and TLR9 inhibitor ODN2088 can relieve ALI in rats with sepsis induced by mtDNA.
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Compound Radix Arnebiae Decoction on Mice with Psoriasis Induced by Imiquimod

Xu Zhili, Liang Hanye, Bian Che, Yu Caina (Liaoning University of Traditional Chinese Medicine , Liaoning Dalian

116600, China)

[ Abstract | Objective: To probe into the therapeutic effects of compound Radix Arnebiae decoction on mice with psoriasis induced by

imiquimod. Methods: Sixty Kunming mice were extracted to be randomly divided into the normal control group, the model control

group, compound Radix Arnebiae decoction high-dose, medium-dose and low-dose group and the methotrexate positive control group.

TEEB N AL (1972-) 5B Bl HER, 44 00, FZNF AP 25 25 24T, E-mail ;. xu_zhili@ 126. com,



