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Figure S1 Perinatal low-dose PBDE-47 exposure induces hippocampal mitochondrial 

fusion and fission disequilibrium associated with neuronal apoptosis in male offspring 

rats. (A, B) Representative traces and the quantification of the total distance traveled, 

time spent moving, distance traveled and time spent in the central zone (%) for male 



rats in the OPT. n=12 rats/group. (C) Representative TEM images of hippocampal 

CA1 region in male rats. n=3 rats/group. Scale bar, 500 μm (top panel), 50 μm 

(bottom panel); blue arrows, mitochondria. (D-F) Representative western blotting and 

quantification of active caspase-3 (D, E) as well as mitochondrial dynamics proteins 

(F) of hippocampal tissues in male rats. n=6 rats/group. Results are expressed as mean 

± SD. *P < 0.05 versus control group. 
 


