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Abstract  Objective: To investigate the effect of 1L-37 on myocardial ischemia/reperfusion injury in mice.

Method : Sham or I/R operations were performed on male C57BL/6] mice, and I/R mice were randomly divided in-
tocontrol group and 11.-37 treated group (each group: n=6). Then the infarct size and cardiac function were de-
tected in 24 hours after reperfusion. the MPO activity was measured as an indicator of neutrophil infiltration in the
ischemic myocardium 4 hours after reperfusion. and the expressions of pro-inflammatory cytokines (TNF-o.1L-13,
IL-6) and anti-inflammatory cytokines (IL-10, TGF-g)in heart tissue and serum were measured 4 hours after
reperfusion, Result: Compared with sham group. I/R mice showed a decreased cardiac function accompanying with
an increased level of pro-inflammatory cytokines (TNF-q.IL-13. IL-6). However. compared with 1/R control

mice. 1L-37 treated I/R mice significantly reversed the process as demonstrated by reduced infarct size.,improved
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cardiac function.suppressed MPO activity and inflammation response balance characteristic with inhibited pro-in-

flammatory cytokines (TNF-a.1L-18,1L-6) and improved antr-inflammatory cytokines (1L-10, TGF-3). Conclu-

sion . [[.-37 plays a protective role against mouse nlym:ardial I/R injury. suppresses the infiltration of neulrophil to-

wards ischemic myocardium. which may be associated with the balance of inflammation response,
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