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Abstract: Objective To study the effect of different doses of erythropoietin ( EPO) on expression of monocyte chemotac-
tic protein-1( MCP-1) when lung ischemia-reperfusion injury and explore the mechanism of lung ischemia-reperfusion inju-
ry in rats. Methods Eighty-five healthy male Wistar rats were randomly divided into five groups (n =17 each) ;ischemia-
reperfusion group (I/R group) ,low dose-EPO group (L group) ,middle dose-EPO group (M group) ,high dose-EPO group
(H group) and sham-operation group (S group). At 24-hour before ischemia,human recombinant erythropoietin (thEPO)
was given by intraperitoneal injection in L,M and H groups (1 000,3 000 and 5 000 U/kg,respectively) ,and normal sa-
line was given by intraperitoneal injection in I/R group. The ischemia-reperfusion rat model was established by blocking the
blood flow of left lung hilum for 60 minutes then reperfusion for 90 minutes in I/R,L.,M and H group. No treatment except
opening thorax was given in S group. The left lung samples were taken after killing rats. The arterial blood gas analysis was
assayed ,and the wet / dry weight ratio (W/D) of the lung was measured. After making paraffin section and haematoxylin-
eosin (HE) staining,the pathological changes of the lung tissues were observed under electronic microscope. The MCP-1
content of lung tissues was assayed by immunohistochemical method. Results Compared with S group,the MCP-1 expres-
sion level and the value of W/D increased significantly(all P <0.01) ,and the arterial partial pressure of oxygen (Pa0, )
decreased significantly (all P <0.01)in I/R,L,M and H groups especially in I/R group. Compared with L. and H groups,
the MCP-1 expression level and the value of W/D decreased (all P <0.05) ,and PaO, increased (all P <0.05)in M
group. Conclusion The protective effects of different doses of EPO on lung ischemia-reperfusion injury in rats might be

different, and the optimal dose is 3 000 U/kg. The protective effect is achieved possibly through inhibiting excessive inflam-
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matory reaction mediated by MCP-1.
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