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Background: The aim of this thesis was to evaluate differences in the expression of 

iNOS and HO-1 (markers of nitration/oxidative stress) in the aorta of two groups of 

genetically modified mice on cholesterol diet that differed in levels of human soluble 

endoglin. 

Methods: For the study we used 6 months old female transgenic mice on a 

CBAxC57BL/6J strain backgroud with high level of human soluble endoglin. Using the 

ELISA analysis, soluble endoglin levels was determined and mice were divided into 

two groups according to the levels. The study group (Sol-Eng+) showed high levels of 

human soluble endoglin and their sibling mice with low (undetectable) plasma levels of 

the human endoglin were used as control group. Both groups were fed a special high fat 

and cholesterol diet for a period of 3 months. Biochemical analysis revealed total 

cholesterol levels. For detection and quantification of iNOS and HO-1 Western blot 

analysis was used. 

Results: After three months on cholesterol diet, the Sol-Eng+ group did not differ in the 

levels of total cholesterol in comparison with the control group. Western blot analysis 

showed a statistically significant higher HO-1 expression  in the Sol-Eng+  mice in the 

value of 222,6% as well as iNOS expression increase 221,5% in comparison with the 

control group (100% for both markers). 

Conclusions: The results presented in this study demonstrate that on cholesterol diet the 

increased soluble endoglin may induce the expression of markers of oxidative/nitration 

stress in transgenic mice aorta, which theoretically may contribute to endothelial 

dysfunction. Further studies may indicate whether the soluble endoglin is really 

involved in the induction of functional vascular damage. 


