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Simvastatin induces K562 cell apoptosis by oxidative stress
HUANG Wen—fang,et al

(Department of Clinical Laboratory , Sichuan Medical Science Academy , Sichuan Provincial People’s Hospital)
[ Abstract] Objective: To investigate the effects of simvastatin on K562 cells apoptosis and elucidate its molecular mechanisms. Methods:
K562 cells were treated with various concentrations of simvastatin for different time , and then Annexin V -FITC/P! staining was performed
to confirm the apoptosis of K562 cells. Flow cytometry was employed to measure ROS level ; mutant P53 protein expression level in K562
cells was measured by immunohistochemistry method. RT-PCR was employed to analyze the mRNA expression levels of c—jun. Results:
K562 cells were induced to undergo apoptosis after 5,10 p mol/L and 20 . mol/L simvastatin treatment for 48 h and 72 h. After the
treatment of 10 wmol/L and 20 p mol/L simvastatin for 48 h,compared with the control group,ROS level in K562 cells increased
obviously. Immunohistochemistry results indicated that simvastatin could inhibit protein expression levels of mutant-type P53. RT-PCR
results showed that simvastatin could increase the mRNA expression levels of c—jun significantly. Conclusion: Simvastatin induces K562
cells apoptosis by down~regulating mutant P53 protein and up—regulating c—jun mRNA expression which might be caused by changes of
intracellular redox state.
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The expressions of IGF-1 in HIE neonatal rabbits
LIN Jing—cang,et ol
(Department of Hisology and Embrgdgy , Quanzhou Medical College )

[ Abstract] Objective: Searching after the regularity of the expressions the insulin~like growth factors (IGF-1) inside the neonatal

EHENB HEE(1969- )T, A+,
R F 6B A KR T S b SRR

BESWMA: B A F/TALR B (B07203); & M TAM A X 2R
B (2007Z50),

rabbits with chronic intrauterine anoxemia give to brain Tissues
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