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Bakuchiol Alleviates Septic Encephalopathy in Mice via Attenuating

Apoptosis, Oxidative Stress and Inflammation
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ABSTRACT Objective: To elucidate whether bakuchiol (BAK) could protect against septic encephalopathy in adult mice. Methods:
In this study, cecal ligation and puncture (CLP) was introduced to establish the septic encephalopathy mouse model. BAK (10 mg/kg)
was intraperitoneally administrated following CLP. The mice were randomly divided into four groups: Sham group, BAK group, CLP
group and CLP+BAK group. The brain water content, blood-brain barrier permeability, apoptotic ratio, IL-18 and TNF-a expression,
MDA content, SOD activity and CAT activity in each group were measured. Results: Compared with the Sham group, the brain water
content (increased by 21.20%), Evans blue content (increased by 237.05%), apoptotic ratio, MDA content, and IL-18 and TNF-«
expression were significantly increased, while the activities of SOD and CAT were significantly decreased in the CLP group (P < 0.05).
Compared with the CLP group, BAK treatment significantly decreased the brain water content (decreased by 10.94%), Evans blue
content (decreased by 39.40%), apoptotic ratio, MDA content, and IL-13 and TNF-« expression, and increased the activities of SOD and
CAT (P < 0.05). Conclusions: BAK ameliorates septic encephalopathy mainly through inhibiting apoptosis, oxidative stress and
inflammation.
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Fig. 1 The effects of bakuchiol on the brain water content, blood-brain barrier permeability following cecal ligation and puncture

Note: Data were expressed as xt SD, n=8, *P < 0.05, compared with the Sham group, °P < 0.05, compared with the CLP group.
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Fig. 2 The effects of bakuchiol on cerebral oxidative stress and inflammation following cecal ligation and puncture

Note: Data were expressed as v+ SD, n=8, *P < .05, compared with the Sham group, °P < 0.05, compared with the CLP group.
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Fig. 3 The effects of bakuchiol on cerebral apoptosis following cecal ligation and puncture

Note: Data were expressed as v+ SD, n=8, ‘P < 0.05, compared with the Sham group, °P < 0.05, compared with the CLP group.
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