CUN UL S R e S i

BEAT EEE R MLR RLIERR(IAZAFESR, T A% 116622;2. 5 A% K&
130012)

hE4ES R285.5;R971 XERERE A
DOI  10.6039/j.issn.1001-0408.2013.27.07

XEHS 1001-0408(2013)27-2516-03

W OE B AR T ANERE TR KRR DA 2 THRPAER . k. & T IESEARR (10 mg/kg) v E 4] X R B
AL, Ty AR (A AR BR) ER(FEARENR)EFAHEAB (15 ngke) A, BIEERLH BRI, E4T7d, &5
o e R A 2 I A %9 4A40 3 & Fr Western blot 34 i A 22 T B 40 Itk 98/ 8 fe 55 -2(Bel-2) \Bel-2 48 % X & G
(Bax) R A KT, &R ALK RADAZTERREE, IOREYSE, VLSRN FAENBERX R ELWELOKERY S
PR E, SRR A KR Bel-2 % & & kKT REW TG, Bax &8 KA B EIER(P<0.05); SAEAR 4 A, & AR A
B2l K R Bcl-2 & & Ak K-F B 5%, Bax B @ £k B FMIF(P<0.05), 2. TN B TEE EiRmmBEA X 808 LA 2
7T Bcl-2 ., F i Bax & & £k w394 K RAY 2 4A T,

EEEIE TR N B AR AV 2T B M A BB/ 8 e k-2; Bel-2 48 % X B G

Protective Effects of Triptolide on Neuronal Apoptosis in Epileptic Model Rats
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ABSTRACT OBIJECTIVE: To investigate the protective effects of triptolide on neuronal apoptosis in detect the epileptic model
rats. METHODS: Epileptic model was induced by hypodermic injection of kainic acid (10 mg/kg). Model rats were divided into
control group (constant volume of normal saline), model group (constant volume of normal saline) and triptolide group (15 pg/
kg). They were given relevant medicine intraperitoneally once a day for consecutive 7 days. Crystal violet staining was used to ob-
serve the morphological change of the hippocampal neuron. immunohistochemistry staining and Western blot assay were used to ex-
amine the expression of Bcl-2 and Bax protein in the hippocampal neuron. RESULTS: Crystal violet staining showed that the neu-
rons of the hippocampal region exhibited neuronal degeneration or loss, body shrinkage and irregular morphology in model group.
The number and morphology of neurons in triptolide group had been improved significantly. Compared with control group, the ex-
pression of Bcl-2 protein in model group was decreased significantly, while the expression of Bax protein was increased significant-
ly (P<<0.05). Compared with model group, the expression of Bcl-2 in triptolide group was obviously increased, while the expres-
sion of Bax was obviously decreased (P<<0.05). CONCLUSIONS: Triptolide can inhibit the neuronal apoptosis of rats through
up-regulating the expression of down-regulating Bcl-2 and Bax protein in the hippocampal region.
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Fig 1 The expression of Bel-2 (400%)
A. control group; B. model group; C. triptolide group
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Fig2 The expression of Bax (400x)
A. control group; B. model group; C. triptolide group
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4 i
TR 2 FH P 2870 5 P 5 | ) DRI 90 R 2 8 1 8
Engel T S5O E MU AR Bl b & AR AA P 1 288 1 7 T pf
22U B, T Sl AR A U T3 %, B T AR SE i R
1, S0 YR 28 n A T, TR T b 220 A0 SRT IR T A

China Pharmacy 2013 Vol. 24 No. 27 - 2517 -



#®2 B-2fBax BAMFRIE (x£5, n=10)
Tab 2 Grey level of the expression of Bcl-2 and Bax protein
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