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HEAE R D k] R R R (1) BB A
0.1 mmol/ L caspase3 15158 1 Bmol/ L CsA 11 H]

Fig. 1 DNA gel electrophoresis after treatment of PCI2 cells

with dopamine for 24 h
M : molecular mass marker; I~ 3: dopamine (DA) 0.45, 0.30 and

0. 15 mmol/ L., respectively: 4: control.

Fig. 2 DNA gel electrophoresis after treatment of PC12 cells
for 24 h

M: molecular mass marker; I: cyclosporine A (CSA) 1 Bmol/ L. and

dopamine 0.30 mmol/L; 2: AcDEVD-CHO 0.10 mmol/L and

(Iﬂl)al'l'lil'llf 0. 30 l'[lll'lll]l'r L; 3: (I(}l]alllillﬁ 0. 30 IIII'I'llIIJf ],l 4: (flllllr(}l,

(h) st

Fig. 3 'TUNEL staining after treatment of PCI12 cells for 24 h
(a) dopamine 0. 30 mmol/ L; (b) control. (400x)
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WML E ¢, Bek2 1 Bax & 2810 35 A 0 G
(Kl 4.

-
- _. Cytochrome ¢

- —

- = .-
TSN

Fig. 4 The protein levels of caspase 3 Py, cytosolic cytochrome
¢, Bel2 and Bax after treatment of PC12 cells for 24 h
I': normal; 2~ 4: DA 0.15, 0.30, 0.45 mmol/ L. respectively: 5:
AcDEVD-CHO 0.10 mmol/ L. and DA 0.30 mmol/L. ; 6: CsA
1 Bmol/ L and DA 0. 30 mmol/ L.
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The Release of Cytochrome ¢ Could Be an Essential Event
During Dopamine induced Apoptosis in PC12 Cells’

ZHU YuarrGui, CHEN Xiao-Chun™" , CHEN L+Min, FANG Fang, ZHOU YriCan, ZHAO ChaoHui

{ Union Hospital of Fujian Medical University, Fujian Institute of Geriatrics, Fuzhou 350001, China)

After treatment of PC12 cells with various doses of dopamine (DA), the apoptotic cells were observed

with TdT-mediated dUTP nick end labelling method (TUNEL) and DNA gel electrophoresis. M eanwhile,

Bel2, Bax and cytosolic eytochrome ¢ as well as cleaved caspase3 Pay were detected with Western blotting

assay. The results showed that during the process of DA-induced apoptosis, the cleaved caspase3 Pag and the

release of cytochrome ¢ into cytosol were elevated markedly compared with the controls. The protein levels of

Bel2 were decreased, however, Bax protein was increased significantly. After pretreatment of PC12 cells with

cyclosporine A at 1 Bmol/ L for 24 h, the release of cytochrome ¢ and caspase 3 activation were blocked almost.

But it didn't show effect on protein levels of Bek2 and Bax. The results suggested that Bek2 family and

cytochrome ¢ and caspase 3 might be involved in the progression to apoptosis induced by DA, furthermore, the

release of cytochrome ¢ from mitochondria might be an essential event.
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