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Effects of Fluoxetine on Methylglyoxal Induced Injury in the Cultured Human Brain Microvascular
Endothelial Cells
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ABSTRACT: OBJECTIVE To evaluate the effects of fluoxetine on the methylglyoxal(MGO) induced injury in the cultured
human brain microvascular endothelial cellstHBMEC). METHODS In the cultured HBMEC, fluoxetine was added before
MGO deprivation injury. Cell injury was measured by MTT, SOD activity and MDA content. Cell apoptosis was measured by
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caspase-3 activity and annexin V/PI formation. RESULTS Fluoxetine dose-dependently protected MGO induced HBMEC
injury. Fluoxetine at 10~ mol-L™" manifested the maximum effects. MGO decreased SOD activity and increased MDA content,

which were reversed by pretreatment of fluoxetine (107> mol-L™"). Furthermore, fluoxetine (10~ mol-L™") also decreased MGO

induced caspase-3 activity increasing and annexin V/PI formation. CONCLUSION Fluoxetine protects MGO induced injury in

the cultured HBMEC, which may be involved its anti-oxidation and anti-apoptosis activity.
KEY WORDS: fluoxetine; methylglyoxal; apoptosis; human brain microvascular endothelial cells
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Fig 1 Protective effects of fluoxetine on MGO-induced

brain microvascular endothelial cells injury
Compared with control group, "P<0.05; compared with MGO group,
2P<0.05
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Tab 1 Effects of fluoxetine on supernatant SOD activity in MGO-insulted brain microvascular endothelial cells

SOD {?4/U-mL™

41
0h 6h 12h 24h
EHA 11.23+1.34 15.86+1.98 19.74+2.04 28.45+3.02
MGO 4 10.65+1.13 12.74+1.56 14.64+2.38" 20.43+3.65"
FIGVT+HMGO 4 10.97+1.21 14.34+1.78 17.85+2.43% 25.76+2.91%
FPGYT AL 11.04+1.45 15.77£1.91 18.88+2.01 28.63+2.97

T SR, "P<0.05; 5 MGO 41thE, 2P<0.005
Note: Compared with control group, "P<0.05; compared with MGO group, 2P<0.05

F2 AT ARES RO E N K AR LEE MDA &8 8 ®
Tab 2 Effects of fluoxetine on supernatant MDA content in MGO-insulted brain microvascular endothelial cells
MDA & #/nmol-mL™"

41 5l

0h 6h 12h 24h
EHA 0.334+0.021 0.451£0.043 0.753+0.087 0.922+0.112
MGO 4 0.373+0.032 0.8210.093 1.436+0.246" 2.136+0.314"
SIGYT+MGO 41 0.354+0.028 0.589:£0.087 1.057+0.197% 1.442+0.213?
ST 41 0.324+0.033 0.4340.047 0.781£0.097 0.974+0.125

HE: GREALE, PP<0.05; 5 MGO 41L&, PP<0.005
Note: Compared with control group, "P<0.05; compared with MGO group, 2P<0.05
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Fig 2 Effects of fluoxetine on apoptosis in MGO-insulted brain microvascular endothelial cells
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Hepatotoxicity of Pomegranate Peel Ethanol Extract in Vivo

GUO Xinhui, LI Yuanli, LIU Xiaoxiao, LIN Xin, ZHANG Yiwei, JIA Fenglan, RUAN Ming, ZHANG
Baoxu*(Department of Toxicology, Public Health Institute, Peking University Health Science Center, Key Laboratory of State
Administration of Traditional Chinese Medicine of Compatibility Attenuated, Beijing 100191, China)

ABSTRACT: OBJECTIVE To evaluate the hepatotoxicity of pomegranate fruit peel ethanol extract in mice. METHODS
An experimental study was carried out in mice. After random allocation of the intervention, forty mice were received
pomegranate fruit peel ethanol extract(30, 45, 60 mg-kg™') or distilled water while in a fasted state for 12 h. After 24 h, the level
of serum enzyme was measured with automatic biochemistry analyzer, which included ALT, AST, and LDH. MDA, GSH and
GSSG were measured in liver homogenates to assess the oxidative damage. Histological changes in liver were observed by HE
staining. RESULTS Compared with the control group, there were significant decreases of body weight, liver weight, liver
weight and body weight ratio, significant increases of ALT, LDH, MDA, GSH/GSSG in both the middle and high dose of
pomegranate fruit peel ethanol extract groups(P<0.05), and significant increase of AST in the high dose group. CONCLUSION
These results indicates that oral administration of pomegranate fruit peel ethanol extract afford statistically significant toxicity to
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