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Effect of Pentoxifylline on the Activation of p38 Mitogen Activated Protein Kinase in Rats with Septic
Acute Lung Injury

CUI Xiudel, FENG Guangz, ZHANG Wenwenz, LIU Gongjianz*(l.Department of Anesthesia, Jiaozuo Second People’s
Hospital, Jiaozuo 454000, China; 2.Department of Anesthesia, Affliated Hospital of Xuzhou Medical College, Xuzhou 221002,
China)

ABSTRACT: OBJECTIVE To explore the effect of pentoxifylline (PTX) on the activation of p38MAPK in rats with septic
acute lung injury induced by intra-abdominal infection. METHEDS SD rats were subjected to sepsis caused by cecal ligation
and puncture(CLP), and animals were randomly divided into I group(sham operation group), II group(sepsis CLP group), III
group (sepsisttragacanth CLP+V group), [V group (sepsistNS CLP+N group), V group (sepsistSB203580 CLP+SB group), VI
group (sepsistPTX CLP+PTX group). p38MAPK phosphorylation were measured in 1, 3, 6, 12, 24 h, respectively. 1, 6, 24 h
after pretreated with SB203580 or PTX, p38MAPK phosphorylation, the concentration of plasma TNF-o, IL-6, and the
pulmonary histopathology were determined. RESULTS Compared with sham operation, p38MAPK became phosphorylated
and hence activated in sepsis group. Pretreated with SB203580 or PTX, p38MAPK were inhibited, consistent with the change of
the concentration of plasm TNF-a, IL-6, and the pulmonary histopathology. CONCLUSION The result suggests that PTX
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may alleviate the inflammatory reaction and produce the pulmonary protection in rats polymicrobial sepsis-induced ALI by

inhibiting p38MAPK activation.

KEY WORDS: sepsis; acute lung injury; pentoxifylline; p38MAPK
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sham, ¥P<<0.05
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Note: Compared with vehicle-treated group, "P<<0.05; compared with
sham, Yp<0.05
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sham, "P<<0.05
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in animals; C—treatment with dissolvent 0.5% tragacanth(CLP+V);
D-treatment with dissolvent 0.9% sodium chloride (CLP+N); E—pretreatment
with SB203580 (CLP+SB); F—pretreatment with pentoxifylline(CLP+PTX)
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