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Supplementary Fig 1. The successful establishment of a stress rat
model.

Uncropped and unedited blot/gel images
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Supplementary Fig 1. The successful establishment of a
stress rat model. (A) Schematic illustration of the stress
model. (B) The weight changes of rats during the modeling
period. (C-E) The records of the total movement distance,
central area movement distance and fecal pellet of rats in
the open field. (F-G). The times and percentage of time that
rats entered the open arm in the elevated plus maze.
* Rk EEE indicates p < 0.05, p < 0.01, p <0.001 versus
control, respectively.



Uncropped and unedited blot/gel images
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Fig. 3b Fig. 3e
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Fig. 4a
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Fig. 5a
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Fig. 6n
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