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LR35 , G5 B A I B AL O B L Y Hsp90a & Cyelin B1 25 /KRS, S558R Tl B Ak IO I8 bl o sk i) ) S
K, GSH B Wi /b AL RE TR BIEAR ., M 6 h FF4R, JE N GSH ZKFxT B4 I i R [ (33 P<0.05) ;H,0, X L02
2T 48 B B R i i SR K £ SR ARSI 5 G2/ M I BEL T BH 5 5 SRR 3 S B Y Hsp90a 2B /K-S SE 38 i s
FAAR, 7E )34 24 h B Hsp90a F2ak BRI i N %, Cyclin B1 85 /K FEIAE 24 h W30, 53 B4 L, 2 RAGIT# 2
(¥ P<0.05), Hit EALRT SR 40 N Hsp90a M CyclinB1 25 A8k K s EALR IR , Hsp90aw FEIA AR
AR G2/M B A LRI 1 Cyclin B1 ZKF, Hsp90a XJ Cyclin B1 Thfe iR d s /e .
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Abstract: Objective To observe the changes of heat shock protein 90a ( Hsp90a) and Cyclin Bl in 102 cells under the
condition of oxidative stress, to detect the changes of CyclinB1 activity after down—regulated expression of Hsp90a, to identify the
effect of Hsp90a on the function of CyclinB1, and to provide a novel idea for prevention and control of liver disease related to
oxidative stress. Methods We established a model for oxidative stress in LO2 cells induced by 200 uM H,0,, and then used
CCK-8 method to observe the effect of oxidative stress on cell survival. The intracellular levels of glutathione ( GSH) were observed
by colorimetric method. Flow cytometer was used to examine the cell cycle. The effect of oxidative stress on intracellular synthesis of
Hsp90a and CyclinB1 was detected by Western—blotting.  Results Under 200 uM H, 0O, concentration, the intracellular levels
of GSH were negatively time dependent, and the antioxidant capacity was continuously reduced. Compared with the control group,
the intracellular levels of GSH significantly decreased after 6 hours stimulation (all P<0.05). The inhibition of cell proliferation
was time dependent. G2/M phase arrest in LO2 cells after oxidative stress was significant. Oxidative stress led to first increased and
then decreased intracellular expression of Hsp90a. The expression of Hsp90a decreased significantly after 24 hours stimulation,

while Cyclin B1 expression increased significantly, showing statistically significant differences as compared with the control group
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(both P<0.05).

Conclusion Oxidative stress can dynamically affect the intracellular expression of Hsp90a and Cyclin B1,

suggesting that in this process, Hsp90 plays a protective role, reduces the direct damage caused by stress, and maintains the

stability of Cyclin B1 function.
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