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Experimental study about effect of thymosin alpha 1 on lung
injury in rats with severe acute pancreatitis*

Zhao-lei Qiu, Zhen-jie Wang, Feng Cheng, Chuan-ming Zheng, Lei Li, Hai Jiang, Zhao-hui Du
(Department of Emergent Surgery, the Frist Affiliated Hospital to Bengbu Medical College,
Bengbu, Anhui 233004, China)

Abstract: Objective To explore the protective effect of thymosin alpha 1 on lung injury in rats with severe
acute pancreatitis (SAP) and its possible mechanism. Methods Twenty-four adult male Sprague-Dawley rats were
randomly divided into three groups: control group (A), severe acute pancreatitis group (B) and thymosin alpha 1
intervention group (C) with 8 in each group. Animal models of SAP were maken by retrograde injection of 5%
sodium taurocholate (0.1 ml/100 g) into the cholangiopancreatic duct. The rats in the group C were treated with
thymosin ol (6 mg/kg) by subcutaneous administration 30 min prior to SAP modeling. The rats from each group
were sacrificed 12 h after SAP modeling. The selum level of amylase and lung W/D ratio were detected in each
group. Intercelluar adhesion molecule 1 (ICAM-1) and tumor necrosis factor-a (TNF-a) levels were studied using
Western blot. Histopathological changes of pancreatic and pulmonary tissues were observed by light microscopy.
Results The levels of serum amylase, the expressions of ICAM-1 and TNF-a in the lungs, the lung W/D ratio, and

the lung and pancreas pathologic scores were increased in the groups B and C compared with the group A (P < 0.05).
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The levels of serum amylase, the expressions of ICAM-1 and TNF-a in the lungs, the lung W/D ratio, and the lung

and pancreas pathological scores in the group C were much lower than those in the group B (P < 0.05). The changes of

histopathology were milder in the group C. There was no obvious pathological changes in the group A. Conclusions

Thymosin a 1 can decrease pulmonary edema, reduce pulmonary injury and has protective effect on lung injury in the
rats with SAP by reducing the expressions of TNF-o and [CAM-1.

Keywords: thymosin al; severe acute pancreatitis; lung injury; tumor necrosis factor-o
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