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neuroprotective effects on neurodegeneration. The chaperone Hsp60 and GCN-=2 expression associated with UPR™

by RNA interference were inhibited to observe the role of Sir2 overexpression in suppressing neurodegeneration in

PD transgenic Drosophila and verify the correlation with UPR™. Results

Sir2 overexpression significantly inhibited

neurodegeneration in PD transgenic Drosophila and improved the athletic ability. The effect of Sir2 was weakened

by inhibiting UPR™. Conclusion
which is associated with UPR™.
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Sir2 overexpression has neuroprotective effects on PD transgenic Drosophila
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Investigation of EIF2AK2

interaction with NLRP3 and effect on the release of IL-4 8
Ju Xiaoli' Wang Qiang’
('School of Medicine *Institute of Life Sciences Jiangsu University ~Zhenjiang 212013)

Abstract Objective To investigate the effect of EIF2AK2 on the activation of NLRP3 inflammasome and the re—
lease of IL-1B. Methods NLRP3 inflammasome was re—constructed in HEK-293 cells to examine the release of IL-
1B by overexpression of EIF2AK2. The co-immunoprecipitation was performed to investigate the interaction between
EIF2AK2 and NLRP3. Finally siRNA of EIF2AK2 in THP- cells was performed to examine the release of IL (.

Results Overexpression of EIF2AK2 in HEK-293 cells activated NLRP3 inflammasome and increased IL-43 re—
lease. IL-B release increased greatly when expression level of EIF2AK2 increased. The co-immunoprecipitation
results demonstrated that EIF2AK2 interacted with NLRP3 in HEK293 cells. IL-B release was reduced when
EIF2AK2 expression was inhibited by siRNA in THP- cells. Conclusion These results suggest that EIF2AK2 reg—
ulates the activation of NLRP3 inflammasome and then affects IL- 3 release.
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