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rats were treated with adenine for 7 weeks then intraperitoneally injected with STS 0.5 g/(kg ¢ w) Tid for 5
weeks and killed at last. Blood was used to test serum SOD and MDA level and determine MGP and fetuin A
(FA) level. Results Compared with the normal control groups the plasma SOD activity of uremic rats decreased
and the the MDA level increased. The difference was statistically significant (P <0.05). The plasma SOD activity
of the STS treatment rats group decreased and the increase of MDA level was controlled to some extent. The differ—
ence was statistically significant (P <0.05). The MGP and FA level of the uremic rats group decreased obviously.

The MGP and FA level of the STS treatment rats group increased. The difference between the STS treatment rats
group and the uremic rats group was statistically significant (P <0.05). Conclusion STS can treat and ease the
vascular calcification of the uremic rats. STS can restrain vascular calcification by increasing the MGP and FA level
of the uremic rats. STS also has antioxidant activity which can alleviate oxidative stress injury and improve the
function of vascular endothelium. This is probably one of the mechanisms that can prevent calcification.
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458.1+26.57

150 285.8 =15.3% 382.6 £28.7%
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75 12.92 +4.54 0.82£0. 11" 91.67 £30.02
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Protective effect of curcumin on liver injury induced by

endoplasmic reticulum stress in mice
Ma Xiaolei' > Li Xiaoming’® Chu Fei’ et al
(' School of Pharmacy Anhui Medical University Hefei 230032 ;Dept of Pharmacy The Third People’s
Hospital of Bengbu Bengbu 233000;’ Dept of Pharmacy Bengbu Medical College Bengbu 233000)

Abstract Objective To investigate the protective effect of curcumin on liver injury induced by endoplasmic retic—
ulum stress(ERS) in mice. Methods The liver injury model with endoplasmic reticulum stress was induced by tu—
nicamycin. The levels of alanine transaminase ( ALT) and aspartate transaminase (AST) in serum and reduced
glutathione (GSH) malondialdehyde (MDA) and superoxide dismutase(SOD) in liver homogenate were determined
by colorimetry. The mRNA and protein expression level of GRP78/Bip was detected by RT-PCR and immunohisto—
chemical staining. Results Curcumin could not only markedly decrease ALT AST activities in plasma MDA con-
tents in liver homogenates and GRP78/Bip mRNA and protein expression level but also evidently increase the ac—
tivity of SOD and GSH of liver homogenates in liver injury mice with endoplasmic reticulum stress. Liver histopatho—
logical examination showed curcumin evidently reduced inflammatory cell infiltrations and liver cell necrosis. Con—
clusion  Curcumin has protective effect on liver injury with endoplasmic reticulum stress through antioxidant
effects.
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