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Abstract: Objective To investigate the protective effect of bavachinin A on PC12 cell injury induced by Ap and
its related mechanism. Methods The Alzheimer’s disease cell model was induced by applying AB(1.5%10™* mol-L™")
in PC12 cells. After the preliminary experiment, AB(1.5%10*mol-L™"), bavachinin A(1x10™ mol:L™") and estradiol
(1x107° mol - L") were selected for the subsequent experimental study. In this study, there were blank control
group, AP group, bavachinin A group, estradiol group. Tetramethylthiazolium (MTT) was used to detect the
viability of cells. Flow cytometry was used to detect apoptosis rate. Mitochondrial membrane potential detection kit
(JC-1) was used to detect mitochondrial membrane potential. Superoxide dismutase (SOD), glutathione peroxidase
(GSH-Px) and malondialdehyde (MDA) kits were used to detect the activities of antioxidant enzymes and content of
MDA in cells. The expression levels of interleukin— 18 (IL-18), interleukin—6(IL-6) and tumor necrosis factor—a

(TNF-a) were detected by Western Blot. Results Compared with the blank group, the cell survival rate, SOD,
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GSH-PX, mitochondrial membrane potential and activities in group AR were decreased (P <0.01), and the cell

apoptosis rate, MDA content, expression levels of IL-18, IL-6 and TNF-a protein were increased (P <0.01).

Compared with group AP, the cell survival rate, mitochondrial membrane potentical, SOD and GSH-Px activities

of bavachinin A group were increased (P <0.01), while the cell apoptosis rate, MDA content, IL-1B, IL-6 and

TNF-a protein expression levels were decreased (P <0.01). Conclusions The protective effect of bavachinin A on

PC12 cell damage induced by AR may be related to increasing the activity of antioxidases and mitochondrial

membrane potential, reducing the secretion of inflammatory factors.

Keywords: Alzheimer’s disease; B—amyloid protein; PC12 cells; bavachinin A; oxidative stress; inflammatory

cytokines; mitochondrial membrane potential
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HHUIR TREP<001); 5 AR A, #hElE=
S A . M A R AR TS I BT (P <
0.01),

x1 HEBE_SEMABI ABFS PC12 AIMTFEERN
200 (x £5, n=6)

Table 1 Effect of bavachinin A on the survival rate of PC12
cells induced by AB(x =5, n=6)

4 W (mol - L7') DL (ODIMH ARG 2/%
ZH4A - 0.479 + 0.006 100.00
AB 41 1.5x10° 0.302 £ 0.007% 63.04
MBI R R 4 10° 0459 £ 0.003" 95.82
R 10° 0465 + 0.005" 97.07

T HASH4E, "P<0.01; 5 AR 4l T P<0.01
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Table 2 Effects of bavachinin A on PC12 cell apoptosis induced
by AB(x s, n=6)
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R3 WBEZSEMEEIT AR FS PC12 4 A £k f {4 iR
ARSI (x +5, n=6)
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e HESHAIE, "P<0.01; 5 AR 4lE, TP<0.01
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AB ZH 40 i i SOD. GSH-PX % PE B & FE AL (P <
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2.5 #hE G A0 TP R T AR 5 1) PC12 4l i

IL-18. IL-6. TNF—a HFIREMBW 258 1,
F5, AU, AR HAMM IL-1B. IL-6.
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Figure 1 Effect of bavachinin A on the expression levels of IL-1f3,
IL-6 and TNF-a in PC12 cells induced by AR
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Table 5 Effects of bavachinin A on the expression levels of
IL-1B, IL-6 and TNF-a in PC12 cells induced by AR (x +s,
n=6)

45 WRHE (mol- L") 1L-1B/B-actin  1L-6/B=actin  TNF-a/B-actin
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