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Fig 1. Effect of paeoniflorin (PF) on cerebral infract in ischemia-reperfusion injured rat.
Pretreatment with PF 10 uM and 30 uM reduced the area of cerebral infract.
Vertical bars represented mean and S.E. ***p<0.001, compared with the values
of the control group. In this figure, Sham = sham group, Control = control group
and PF 10 uM, PF 30 uM = PF 10 uM, PF30 pM pretreatment 15 min prior to
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Fig 2. Effect of paeoniflorin (PF) on neuro-deficit in ischemia-reperfusion injured rat.
Pretreatment with PF 10 uM and 30 uM reduced the neuro-deficit scores ischemia-
reperfusion injured rats. Vertical bars represented mean and S.E. ***p<0.001, compared
withsham group. # p<0.05 compared with control group. Sham = sham group, Control =
control group and PF 10 uM, PF 30 uM = PF 10 uM, PF30 pM pretreatment 15 min prior
to the operation.
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Fig. 4. Effects of paeoniflorin on superoxide anion in ischemia-reperfusion injured rats. The chemi-
luminescence measurements of superoxide anion were assessed before or after ischemia-
reperfusion. All data were expressed as mean and S.E. There is no significance among
each each group.
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Fig. 5. Effects of paeoniflorin on ischemic insult in SHSY-5Y cell line. SHSY-5Y cells were incubated in
SG-free DMEM (sugar- and glucose-free) under oxygen-deprived condition for 48 h. Different doses
of paeoniflorin (PF) (10 uM, 30 uM) were prepared in SG-free DMEM and were added to SHSY-5Y
cells 15 min before oxygen-deprivation started. Each vertical bar represented mean and S.E.
***p<0.001 compared with DMEM group; ###p<0.001 compared with SG-free DMEM group.
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Fig. 6. Molecular modeling of paeoniflorin bindsto NMDA receptor. Each
simulation was lunched under Discovery Studio Modeling (DS, Accelrys,
San Diego, USA). Template structure, structural characterization of
autoinhibited NM DA receptor, was employed from protein data bank
(PDB ID:2A5T, resolution: 2.0A). The hetams and crystal waters were
removed from PDB file. All compounds were taken optimized by MM2
algorithm. Compound structures of potential targeting were docking into
binding site, cavity predicted by computational processing, by operating
ligandfit (module named “Receptor-Ligand Interactions/Docking ™ ).
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