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[Abstract] Objective To observe the possible protective effect and mechanism of Salvia and TMP injection on
AB-induced injury in PC12 cells. Methods PC12 cells were divided into five groups: control gruop, Ag-induced Injury
in PC12 cells (Treatment with 20 pmol/L AR alone) ; Pretreatment group ( Pretreatment with 5ml/L, 10ml/L, 20
ml/L Salvia and TMP Injection on AB-induced Injury in PC12 cells). Then the cell viability was measured by CKK-8,
apoptotic rate was measured by flow cytometry, variation of nucleus was measured by Hoechst33258 dye, and the vi-
tality of LDH, SOD, GSH and caspase-3 were measured by the kits, respectively. Immunohistochemical method was
used to observe Cyt-C protein release. And western blot was used to detecting Bel-2 protein expression. Results — Sal-
via and TMP injection (5,10,20 pmol/L) pretreatment can protect the PC12 cells injuried by AR which protective
effect was increased with higher drug concentration, Salvia and TMP injection can promote cells proliferation, reduces
apoptosis and nuclei condensation, inhibit LDH release, increase SOD, GSH activation, decrease caspase-3 activa-
tion, help Cyt-C and Bcl-2 generation. Conclusion ~ Salvia and TMP injection have neuroprotective effect of PC12 cells
induced by AR which was related with anti-oxidative stress, maintenance of mitochondrial function, improvement of
the anti-apoptotic factor Bel-2 and inhibition of caspase-3 activation. Salvia and TMP injection may be used to cure
neurodegenerative disease such as AD.
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