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[ Abstract] Objective:To observe the effect of anisodine hydromide on the expression of autophagy-related
protein, in order to explore the protective effect and possible mechanism of anisodine hydromide on rats
pheochromocytoma cells (PC12) induced by hypoxia. Method: PC12 cells were divided into control group, model
group, n-butylphthalide group, and high-dose, middle-dose and low-dose anisodine hydromide groups (100, 50,
25 pmol + L") . The relative viability of PC12 cells induced by hypoxia was measured by thiazole blue
chromatomentry ( MTT ), and the morphology of PC12 cells was observed. The morphological changes in

[FE B HEI] 20170601(015)
[E€TB] WA RO H (2016820027)
[E—1EHE] BSIHE, W JRE, 5% sh P I AL 5 vh 265 5 )5 25 BRI 5%, Tel : 13795847283 , E-mail ; chengdan88 @ 126. com
[BRMEE] " Z L, W E S0, BF 58 5, N9 sh W BB 5 op 24 52 J5 24 3BT 5%, Tel: 028-61800099 , E-mail : pengchengchengdu
@ 126. com;
PR, E A WIS B, AT 25 25 B0 5 75 B 5T, Tel :028-61800231 , E-mail : xxf14544@ 163. com

. 144 -



55 23 4545 20 M FEXEAFFEHRE Vol. 23, No. 20
2017 4= 10 H Chinese Journal of Experimental Traditional Medical Formulae Oct. ,2017

autophagosome were observed by transmission electron microscope and monodansylcadaverine (MDC) fluorescence
staining. The expressions of microtubule associated protein 1 light chain3 (LC3) and Beclin-1 protein were detected
by Western blot method. Result; The viability rates of cells were significantly improved after intervention with
anisodine hydromide, and the expressions of LC3-]] and Beclin-1 were significantly improved after intervention
with anisodine hydromide. These results were consistent with the observation of transmission electronmicroscope and

MDC fluorescence staining. Conclusion: Autophagy has a protective effect on PC12 cell induced by hypoxia, and

anisodine hydromide could prevent the injury of PC12 cells induced by hypoxia through activating autophagy.
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Fig.1 Effect of anisodine hydromide on morphology of PC12 cells
induced by hypoxia (optical microscope, x200)
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Fig.2 Effect of anisodine hydromide on autophagy of PC12 cell
induced by hypoxia( MDC, x200)
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Fig.3 Effect of anisodine hydromide on ultrastructure of PC12 cells

induced by hypoxia( transmission electron microscope, x5 000)
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Fig. 4  Effect of anisodine hydromide on protein expression of

Beclin-1 and LC3 II of PC12 cells induced by hypoxia
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