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Effects and mechanism of curcumin on lipopolysaccharide-induced

depressive like behavior in mice
Bo Xiumei' He Ling' Zhang Rongli® et al
( ' National Demonstration Center for Experimental Basic Medical Science Education

*Dept of Chemistry Xuzhou Medical University Xuzhou 221004)

Abstract Objective To investigate the effects of curcumin ( CUR) on lipopolysaccharide ( LPS) -induced depres—
sion in mice and its mechanism. Methods Thirty male ICR mice were randomly divided into control group LPS
group and CUR group ten mice in each group. The depression model was established by intraperitoneal injection of
LPS 1mg/kg. The depressiveike behaviors of mice were evaluated by sucrose preference test( SPT) open field
test( OFT) and forced swim test( FST) . The changes of Nissl body in neurons of prefrontal cortex ( PFC) were ob—
served by Nissl staining. C-Jun N-terminal kinase ( JNK) phosphorylated JNK Bax ( Bel2 associated X pro-
tein) Bcl2 caspase3 in PFC area were detected by Western blot. Results The percentage of sweet water pref—
erence total distance in OFT and crossing number in CUR group were higher than those in LPS group ( P <0. 05)
and immobility time in FST was lower than that in LPS group ( P <0. 05) . The results of Nissl staining showed that
number of nerve cells in CUR group was more than that in LPS group ( P <0. 05) . Western blot showed that the ex—
pression levels of p-JNK Bax and caspase-3 were decreased in PFC area of CUR group while Bel2 were increased
compared with the LPS group ( P <0.05) . Conclusion Curcumin can improve the depressive behavior induced
by LPS and reduce the damage of neurons which may be related to the inhibition of JNK phosphorylation the de—
crease of Bax and Caspase3 and the increase of Bel2 expression.
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sponse to angiotensin II is enhanced in aged mice and associated

The inhibitory effect of N-acetylcysteine on inflammation-related
cytokines expression in human kidney proximal

tubular epithelial cell induced by Ang 1I
Zhao Yajie Ji Jialing Wen Xianli et al
( Dept of Pediatric Nephrology The Second Affiliated Hospital of Nanjing Medical University Nanjing 210003)

Abstract Objective To investigate the inhibitory effect of N-acetylcysteine( NAC) on the expression of inflamma—
tory cytokines in human kidney proximal tubular epithelial cell induced by angiotensin Il ( Ang Il ) . Methods
HK2 cells were divided into four groups( control group Ang I group NAC group and Ang II + NAC group) .
HK2 cells were treated with NAC(5 mmol/L) Ang Il ( Immol/L) for 48 h. The levels of tumor necrosis factor o
( TNF-o) and interleukin-6( IL-6) mRNA were detected by RT-PCR. The expression of TNF-a monocyte chemo—
tactic protein 1( MCP-) and interleukind 3( IL4 ) protein was detected by Western blot. The distributions of
TNF-a were detected by immunofluorescence assay. Results =~ Compared with the control group the protein ex—
pression of inflammatory cytokines such as TNF-o = MCPH and IL4 3 and mRNA expression ( TNF-a 1L-6) in—
creased in HK2 cells when treated with Ang [l infusion. After NAC treatment the above changes reduced in ang
I + NAC group and the same results were showed by immunofluorescence technology. Conclusion N-acetyl—
cysteine can inhibit the Ang I induced inflammation—related cytokines expression in human kidney proximal tubu—
lar epithelial cell.
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