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ABSTRACT Objective: To investigate the expression of TMEM 166(Transmembrane protein 166) and its effect on neuron apoptosis
in mice after middle cerebral artery occlusion (MCAO). Methods: Fifty C57/BL6J male mice weighing 22-28 g were randomly divided
into five groups according to different reperfusion time points at 6, 12, 24 and 48 h, respectively. TMEM166 and Caspase 3 were measured
by immunochemistry staining. TUNEL staining was conducted to observe the neuron apoptosis. Protein levels of TMEM166 and Caspase
3 were detected by Western blot. Results: TMEM 166 was induced in mice after cerebral ischemia reperfusion injury, and it has peaked at
24 h after injury in the ischemia hemisphere. Cleaved Caspase 3 began to increase at 6 h following MCAO, which then kept going up
over time and also reached the highest level at 24 h after ischemia insult. Changing pattern of TMEM166 level in this process was consis-
tent with the changes of TUNEL positive cell numbers. No changes of TMEM166 was found in the contralateral hemisphere. Conclusion:
TMEM166 was induced after MCAO, and it could lead to cell apoptosis by activating Caspase 3.
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Fig.1 TMEMI6 positive cell numbers at different reperfusion time points
Note: Data are expressed as. *P<0.05, compared with group 6 h; “P<0.05,
compared with group 12 h; ¥P<0.05, compared with group 24 h.
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Fig.2 Cleaved Caspase 3 positive cell numbers at different reperfusion
time points
Note: Data are expressed as. *P<0.05, compared with group 6 h; P<0.05,
compared with group 12 h; “P<0.05, compared with group 24 h.
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Fig.3 TMEM166 protein expression at different reperfusion time points
Note: Data are expressed as. ¥*P<0.05, compared with group 6 h; “P<0.05,
compared with group 12 h; “P<0.05, compared with group 24 h.
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Fig.4 Cleaved Caspase 3 protein expression at different reperfusion time
points
Note: Data are expressed as. ¥*P<0.05, compared with group 6 h; “P<0.05,
compared with group 12 h; “P<0.05, compared with group 24 h.
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Fig.5 TUNEL positive cell numbers at different reperfusion time points
Note: Data are expressed as. *P<0.05, compared with group 6 h; “P<0.05,
compared with group 12 h; “P<0.05, compared with group 24 h.
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