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Effects of low-intensity laser irradiation on aortic atherosclerosis in rabbits XU Shi-Quan™, ZHANG Jian-
Zhong, LIU Ying-Qi, JING Qing-Ping. " Department of Cardiology and Pathology, 306th PLA Hospital, Beijing
100101, China

[Abstract] Objective To observe the effects of low-intensity (650 nm,5 mW ) laser irradiation on the
pathological changes associated with aortic atherosclerosis using a rabbit model. Methods Thirty-six male Zelanian
rabbits were randomly divided into 4 equal groups: a control group, a laser irradiation group, a simvastatin treatment
group and a laser plus simvastatin group, and were treated accordingly. After being fed the basic diet for a week, all
the animals were fed a high fat diet during the experiment. Blood samples were taken for lipid assay at the 60th day.
The animals were sacrificed at the 61st day and their aortas removed for gross and microscopic examination. Any
pathological changes were graded as mild, intermediate or severe according to the indicators of atherosclerosis
observed. Results There were no significant differences in blood fat levels among the four groups before the experi-
ment, but significant differences in serum triglyceride prevailed after the treatments. Low-density lipoprotein ( LDL)-
C level in the control group was significantly higher than those in the laser irradiation, simvastatin treatment and laser
plus simvastatin groups. There was also a very significant difference in high-density lipoprotein ( HDL)-C levels
among the laser irradiation group, the laser plus simvastatin group and the control group. The pathological changes
observed were correlated with blood fat levels. Mild atherosclerosis was found in the treated groups, but severe or in-
termediate atherosclerosis was more prevalent in the control group. Conclusion Low-intensity laser irradiation a-
lone or combined with simvastatin can significantly decrease blood lipid levels and the severity of pathological changes
associated with aortic atherosclerosis in this animal model.
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