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Real Time PCR and Western blot. Results HemSCs were successfully isolated from IH by CD133 immunomagnetic
beads separation technique. The result of oil red O staining showed that the number of red lipid droplets in PRN
group was more and larger than that in control group. Real Time PCR and Western blot showed that the expression
level of lipid—related index in PRN group was higher than that in control group significantly( P <0.05) . Conclu-
sion PRN promotes the adipose differentiation of HemSCs in vitro experiments.
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Construction and evaluation of acute radiation heart injury rat model

treated with different dosage and single irradiation
Liu Yang Gao Shile Hu Zongtao et al
( Center of Cancer The 105th Hospital of PLA Hefei 230031)

Abstract Objective To evaluate the rationality scientific and feasibility of acute radiation-induced heart disease
caused by different single doses radiation in rats. Methods Forty SD male rats were randomly divided into normal

5 Gy 10 Gy 20 Gy and 30 Gy groups. The rats were irradiated under the linear accelerator at heart the dose
rate: 600 cGy/min the source skin distance: 100 cm the radiation field: 2. 0 cm x2. 0 ¢cm. At the end of 1 week
and 4 weeks after irradiation 4 rats were randomly selected from each group and were intubated with the right com—
mon carotid artery to measure hemodynamic parameters. And the data of hemodynamic indicators were examined
through biological function experiment system. The content of cardiac troponin I ( ¢Tnl) the content of malondial—
dehyde ( MDA) and the activity of super oxide dismutase ( SOD) was tested. Apical tissues were stained with HE
and Masson. Results After 1 week of irradiated there was no obvious change of cardiac hemodynamic parame—
ters while the indexes of ¢Tnl SOD and MDA were significantly different ( P <0. 05) . After 4 weeks of irradia—
ted the cardiac function parameters in 5 Gy and 10 Gy group had no significant changes compared with those in
normal group while the heart function in 20 Gy and 30 Gy group was significantly impaired ( P <0.05) but the
difference of SOD and MDA between the two groups was statistically significant ( P <0. 05) . The results of HE stai—
ning showed that different degrees pathological changes were observed in each irradiated groups after 4 week. Mas—
sons results showed that there were changes of collagen deposition in the myocardium and small vessels. Conclu—
sion In constructing acute radiation-induced cardiac injury in rats different doses of irradiation have their differ—
ent characteristics. After exposure to a single dose of 20 Gy in rat hearts changes in acute radiation-induced cardi—
ac injury are better observed. Oxidative stress plays an important role in the occurrence and development of RIHD.
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