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radiosensitivity. (3) Paeonol could enhance cell radiosensitivity and the sensitizing enhancement ratio (SER) was

1.092. @ After exposure to 6 Gy X-ray for 48 h the protein expression of COX-2 and Survivin was up-regulation

(P <0.01). On the contrary pretreatment (using 3.91 7.81 15.63 mg/L Paeonol) combined with radiation re—

duced the protein expression of COX=2 and Survivin in varying degrees showing significant differences(P <0. 01)

except the protein expression of COX=2 at 3.91 mg/L. The down-regulation of the two protein expression was posi—

tively correlated(r =0. 955 P <0.05). Conclusion Paeonol improves radiosensitivity of human esophageal carci—

noma cell line Eca-409 in vitro perhaps by inhibiting the expression of COX-2 and Survivin.
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et al

Abstract Objective To discuss the effect of IGF on the expression of cytochrome C (Cyt-C) and caspase-3 in
One hundred and eight C57 /BL neonatal

mice were randomly divided into normal control group (n =36) and HI group (n =36) and HI + IGF group (n =

neonatal mice with hypoxic-schemic brain damage (HIBD). Methods

36). Mouse HIBD model was prepared according to the Rice-Vannucci method. HI + IGFH group was immediately
injected with 50 pg/kg IGF after HI; HI group and normal control group were injected with the same amount of
saline solution. RT-PCR and Western blot methods were used to measure the mRNA and protein expression of Cyt—

C and caspase30 3 6 12 24 and 48 h after HI. Results

3 mRNA and protein expression intensity appeared at 3 h in cerebral cortex at 6 h in hippocampus and at 12 h in

(D In HI group the increase of Cyt-C and caspase—

thalamus delayed compared with cortex and hippocampus; (2) HI group Cyt-C and caspase-3 mRNA and protein
expression increased compared with those in the normal control groups at the same point and those in the HI +
IGF4 group also increased compared with that in the normal control groups but decreased compared with that in
the HI group. There was statistical significance among the groups (P <0.05) ; 3 The Cyt-C and caspase3 mRNA
and protein expression of Cortex significantly increased after 3 hours and then decreased after 6 hours and
reached another peak value in 12 ~24 hours. The expressions of Cyt-C and caspase3 mRNA in HI + IGF4 group
IGF- may inhibit the release of Cyt-C

and reduce the expression of caspase3 and provide neuroprotection against HIBD in neonatal mice. IGF- has two

were lower in the two peak time than HI group (P <0.05). Conclusion

time points to protect the cortex.
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