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Inhibitive effect of atorvastatin on neuron apoptosis in rats with traumatic brain injury and its mechanism

TANG Jing— hua, SUN Xiu—qin, WANG Jian—jun. Department of Pediatrics, Affiliated Hospital, North Sichuan Medical College,
Nanchong 637000, China

[Abstract] Objective To analyze inhibitive effect of atorvastatin on neuron apoptosis in the rats with traumatic brain injury (TBI)
and its mechanism. Methods Thirty SD rats were randomly divided into 3 groups of 10 animals each, i.e. sham operation group, model
group and atorvastatin group. TBI models were made by fluid—percussion technique. The oral administration of atorvastatin (1 mg/kg/d)
was performed for 2 weeks in the rats of atorvastatin group after the successful establishment of TBI model. The neurological function
defects were determined by Zea Longa method after the treatment. The serum levels of tumor necrosis factor (TNF-a), interleukin (IL)-6
and IL-1B were detected by enzyme linked immunosorbent assay. The expressions of Toll-like receptor 4 gene (TLR4), nuclear factor
(NF)-kB p65, p—IkB and cleaved Caspase—3 protein in the injured brain tissues were determined. The apoptosis of the neurons in the
injured brain tissues was determined by TdT—-mediated dUTP nick end labeling and the pathological change in the injured brain tissues
was observed by HE staining. Results The scores of neurological function defects, apoptlosis rate of the neurons, the levels of serum 1L—
6, TNF-o and IL-183 and the levels of TLR4, NF-«B p65, p—I«kB and cleaved Caspase—3 protein expressions in the injured brain
tissues were significantly lower in atorvastatin group than those in the model group (P<0.05). HE staining showed that the degree of
damage to the brain tissues was obviously reduced in atorvastatin group compared to that in the model group. Conclusion Atorvastatin
may inhibit apoptosis of neurons by inhibiting TLR4/NF-kB signaling pathway in the rats with TBIL.
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