£ 000 http://www.cqvip.com|

BEER 25 2007 £5 32 %% 439 (Jounal of Chongging Medical University 2007. Vol.32 No.4) — 359 —

I W E4S.0253-3626(2007)04-0359-03

R AR T Hb R A BT K BB M2 B H n
T HHIZIC Bel-2 . Bax # ik W

FAFFEELREEOLEERLE RS, AR

(1.2ETARERILE,IH £ 21320028 ARERE#MZAE, IH £ 2132005
IEMBENARERFBER, ITH M 213004 BHERAEHBRE -EREMZ2NE TR B 210029;
5. ER KN AMZEEHIR, OH BHa 210029)

[ FE]8 4 FHR T /RS EENSRERENETEPIIE . & R SD XK, BN IEH 4 R4 Hiab B
(MR TH /R, BUAbE 14 XIGHITER SR FYER, 5H#ERH B /5 6h.12h.24h 48h.72h 96h .7 R 454 2 HL
L1~5 TARM 2 W VE S A ki3 Bel-2 Bax PHYEARMIRIAB, Je I AR HedR . 2 R - (1) BiAL B4 FRRIHI &/ 12h Bel-2 HD
BB FE,24-48h AR g, 8 7 Kt SERH LENE BEEZR(P<0.05); (2)BIAEA Bax HHERX SFKEIHEY
ARFRERK,7 XotREDIRME, SEUM LR B EREZRT(P0.05), £# BB TRB/RYHETEMERSE LR
bel-2 HH ] Bax REAMEBRH X,

[ %87 Ehme T /R  FAL B 14850 ; Bel-2; Bax; KR

[FEEEHHEEDZHS RO71 [ SrHkRIAE ]A [ %% B 38 2006-05-24

The effect of preconditioning with buflomedil hydrochloride on expression
of Bcl-2 and Bax on neuron cells of DRG after the sciatic nerve lesion

model in rats
ZHANG Liping,et dl
(Department of Pediatrics ,the People’s Hospital of Jintan)

[ Abstract JObjective:To explore protective mechanism of buflomedil Hydrochloride on the neuron of damaged Sciatic nerve in
rats. Methods:SD rats were divided into normal, model,buflomedil hydrochloride group in random. Preconditioned for 14 days,
the sciatic nerve lesion models were performed, the Bcl-2 and Bax positive cells were counted by immmunohistochemistry at
the end of 6h,12h,24h,48h,72h,96h,7days respectively. Results: (1) At the end of 12h after the model perfomed, The ex~
pressions of Bcl-2 in buflomedil hydrochloride group increased obvionsly than the normal and model groups,peaked at 24~48h,
and at the end of 7days,the expressions of Bcl-2 in buflomedil hydrochloride group increased obviously compared with model
group.(2)The expressions of Bax in buflomedil hydrochloride groug were lower than the normal and model groups in the same
periods,and that was the lowest at the end of 7 days,It was different significantly than that of model group (P<0.05). Conclu-
sion:Buflomedil hydrochloride might upregulated the expressions of Bcl-2 and downregulated the expressions of Bax in neuron
damaged sciatic nerve,which might be contributed to their protective effects.
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