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Effects of Ganoderma Lucidum Triterpenoids on Apoptosis
of Brain Tissue of Alzheimer Disease Model Rat
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[ Abstract] Objective; To investigate the protective effects and mechanism of Ganoderma lucidum
Triterpenoids ( GLT) in Alzheimer Disease model rats. Methods: 60 natural aging rats were randomly
divided into 6 groups, GLT low dose group, GLT middle dose group, GLT high dose group, model
group, solvent group (edible oil) and positive group (JNJN). 10 rats of 5 months of age were used as
control group. Then the intragastric administration was used. After being treated with GLT for 60 days,
brain tissues were stained with Hematoxylin-eosin to observed, and the numbers of apoptotic neuron in
hippocampus were tested by TUNEL. Results; Neurons were damaged in the brain, cell display were
extremely messed with irregular size and shapes and the number of cells decreased in model rats. Hip-
pocampus apoptotic positive cells increased significantly, large amount of dark brown particles were
found in neuro cell nucleus; GLT high dose group showed no significant neuro cell apoptosis features ;
comparing with model group, middle and high dose group showed decreased hippocampus apoptotic
positive cells(P <0.05), light brown particles were found in neuro cell nucleus. Conclusion; GLT
can decrease necrosis of neuron and inhibit apoptosis,it maybe the mechanisms of protecting AD model
animals.
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Tab.1 Apoptosis of the hippocampus
cells of aging rats
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Fig. 1

The pathology examination of hippocampus in rats
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Fig.2  Apoptosis of the hippocampus cells of aging rats
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