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Establishment of irradiation induced heart injury in C57

mice model and identification of serum marker
Fu Tianxiao' Zhou Juying' Jiao Yang’
('Dept of Oncological Radiotherapy The First Affiliated Hospital of Soochow University
*School of Radiation Medicine and Public Health of Soochow University Suzhou 215006)

Abstract Objective To establish and investigate C57BL/6 mice model of radiation induced heart injury and ser—
um marker. Methods Twenty eight female C57BL/6 mice were randomly divided into 3 groups: normal group ( n
=4) 18 Gy radiation therapy group (n =12) 25 Gy radiation therapy group( n =12). The mice were weighed
every week. Respectively 0 8 and 16 weeks after irradiation the pathological changes of myocardial tissue were
observed by hemetoxylin-eosin( HE) staining and made pathological score. Inferior vena cava blood was collected to
take cardiac troponin I ( ¢Tnl) test. Results Compared with the normal group the weight of radiation group went
down first then went up slowly. The myocardial tissue from mice had obvious histopathological changes. Acute in—
flammation was the main change in the early days. At the late stage progressive fibrosis was the main characteris—
tic. With the increase of the dose the inflammatory reaction and fibrosis degree had aggravated pathological chan—
ges had occurred earlier. c¢Tnl showed a trend of higher performance over time and had a correlation with patholo—
gy. Conclusion We successfully established radiation induced myocaridal injury model. As a noninvasive serum
marker ¢Tnl can be used as the evaluation standard of radiation induced myocardial injury animal model.
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Influence of etanercept on myocardial injury and expression

of inflammatory response in sepsis rats
Li Denghui Hu Delin Li Yanan et al
( Dept of Burns The First Affiliated Hospital of Anhui Medical University Hefei 230032)

Abstract Objective To explore the early effect of etanercept on myocardial injury mechanism through the early
study of influence of etanercept on myocardial injury and expression of inflammatory response in sepsis rats. Meth—
ods 108 female SD rats were randomly divided into the sham operation group the sepsis group and the treatment
group. The sham operation group underwent exploratory surgery on cecum while the sepsis group and the treatment
group were produced in accordance with the CLP to establish sepsis model. Besides the treatment group was injec—
ted with etanercept. Specimens of three groups were respectively taken at 3 9 24 36 48 and 72 h time points.

Each time point had six rats. The concentrations of serum ¢Tnl TNF-a serum IL- were detected by ELISA meth—
od. The expression of cardiac NF«B p65 was detected by Western blot. Data were processed with analysis of vari—
ance of factorial design. Results (1) The concentrations of serum c¢Tnl of sepsis group and treatment group peaked
at 3 h then progressively decreased and they were higher than the concentrations of sham operation group( P <

0. 05) . The concentrations of treatment group were lower than the concentrations of sepsis group at each time point;

) The concentrations of serum TNF-o and IL- of sepsis group and treatment group peaked at 3 h and then pro—
eressively decreased and they were higher than the concentrations of sham operation group( P <0. 05) . The concen—
trations of treatment group were lower than the concentrations of sepsis group at each time point; @ The concentra—
tions of serum TNF-o and 1L were significantly positively correlated with the concentration of ¢Tnl; @ The con-
centrations of NF«B p65 of sepsis group and treatment group peaked at 3 h and then progressively decreased.

They were higher than the concentrations of sham operation group( P <0. 05) . The concentrations of treatment group
were lower than the concentrations of sepsis group at each time point. Conclusion FEarly myocardial damage occurs
in septic rats. Etanercept application can reduce serum TNF-a IL- expression and the release of NF«B p65 of
myocardial tissue reducing the body$ inflammatory response and then protecting the heart.

Key words etanercept; sepsis; myocardial injury; ¢Tnl; TNF-o; IL; NF+«B p65



