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Abstract ; Objective
human breast cancer cell line MCF-7. Methods
groups exposed to 1. 7% ,3.4% and 5. 1% sevollurane for 2,4 and 6 h respectively. Cell adhesion rate was detected by adhesion test
and the expression of CD44 mRNA and protein was determined by qRT-PCR. Results
were lower than that before treat,mRNA expression of CD44 reduced (P<C0. 05) ; the adhesion rate of Treat 2 and Treat 3 at 4 and
6 h were lower than that of 2 h,and the mRNA expression of CD44 reduced (P<C0. 05) ;the adhesion rate of Treat 2 and Treat 3 at
6 h were lower than that of 4 h,and the mRNA expression of CD44 reduced (P<C0. 05) ; compared with Control group, the adhesion
rate of Treat 1,2 and 3 at 2,4,6 h were all lower, mRNA expression of CD44 reduced (P<C0. 05) ; the differences between each

To investigate the effects of different concentrations of sevoflurane on adhesion and expression of CD44 in

The cells were randomly divided into 4 groups: control group and 3 sevoflurane

in Treat 1,2,3,the adhesion rate at 2,4,6 h

group were statisyicaly significant(P<C0. 05). Conclusion Sevoflurane can inhibit cell adhesion in a concentration and duration of
exposure dependent manner,and its mechanism could be related with the down regulation of CD44 expression.
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Treat 2 4H 1.4240.04 0.9940. 082 0. 7940, 04ebde 0. 7140062bde
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