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[Abstract] Objective To evaluate the role of inflammatory factor in survivor activating factor enhancement
(SAFE) pathway on brain injury rats induced by myocardial ischemia reperfusion (IR). Methods Twenty-four male
Sprague-Dawley rats were divided into 3 groups by random number table (8 cases in each group): Sham group, IR
group, IR+AG490 group. Myocardial IR was induced by occlusion of the anterior descending branch of the left coro-
nary artery for 30 min in IR group and IR+AG490 group. The rats were sacrificed after 120 min of reperfusion and the
brain were removed for the check of Janus Kinase 2/Signal Transducer and Activator of Transcription 3 (JAK2/STAT3),
interleukin—1 (IL-1), interleukin-6 (IL-6), interleukin—8 (IL-8). Apoptosis was detected by TUNEL assay and cyste-
ine-containing aspartic proteolytic enzyme 3 (Caspase3) activity was detected by colorimetric assay. Results Com-
pared with sham group, p-Jak2 [(1.840.13) vs (1.0£0)], p-STAT3 [(1.6+0.08) vs (1.0+0)], IL-1 [(3.3£0.16) vs (1.0+0)],
IL-6 [(3.3£0.16) vs (1.0£0)], TL-8 [(2.8+£0.28) vs (1.0+£0)], TUNEL [(18.8+1.29)% vs (4.2+0.44)%], Caspase3 [(2.6+
0.24) vs (1.0+0)] were significantly increased in IR group (P<0.05); compared with IR group, p-Jak2 [(1.3+£0.09) vs (1.8+
0.13)], p-STAT3 [(1.1+0.11) vs (1.6+0.08)], IL-1 [(2.1£0.17) vs (3.3+0.16)], IL-6 [(1.9£0.22) vs (3.3+0.16)], IL-8
[(2.2+0.19) vs (2.8+0.28)], TUNEL [(13.24+1.03)% wvs (18.8£1.29)%], Caspase3 [(2.1£0.21) vs (2.6+0.24)] were signifi-
cantly decreased in IR+AG490 group (P<0.05). Conclusion Inhibiting the activation of SAFE pathway can reduce
brain injury induced by myocardial IR in rats though decreasing the inflammatory factor of downstream.
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