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Influence of Liangan Xifeng Yangxue Rujin Formula on Bcl-2 and Bax Protein Expression in Brain
Tissue of Parkinson’s Disease Rats
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Abstract: Objective To observe the effects of Liangan Xifeng Yangrue Rujin(LXYR )Formula, a Chinese herbal
formula with the actions of astringing liver to extinguish wind and nourishing blood to moisten the tendon, on Bel-2
and Bax protein expression in substantia nigra of rats with Parkinson’s disease(PD). Methods The hemilateral PD
model was reproduced by stereotaxically two—site injection of 6—hydroxydopamine(6-OHDA )into the left side of rat
striatum. Rats were randomized into five groups, namely normal control group, model group, madopar group, LXYR
groups (32, 16, 8 g-kg™) . The oral administration of the intervention medicine lasted for 4 weeks. At the end of the
experiment, Becl-2 and Bax protein expression levels were detected by immunohistochemistry. Results Compared with
the normal control group, cerebral Bel-2 and Bax expression was increased in the model group(P < 0.01). In contrast
with the model group, high—and middle-dose LXYR decreased Bax expression and increased Bcl-2 expression (P <
0.05, P < 0.01). However, the expression levels of Bax and Bcl-2 in low—dose LXYR group and madopar group did
not differ from the model group (P=>0.05). Conclusion LXYR Formula could protect nigrostriatal dopaminergic
neurons from apoptosis through regulating Bel-2 and Bax expression.

Keywords: Liangan Xifeng Y angvue Rujin Formula; Parkinson’s disease; Apoptosis; Anti—apoptosis protein 2(Bcl-2);
Apoptosis—promoting protein( Bax )
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Figure 1 Effects of LXYR on nigrostriatal neurons morphology in
PD rats(by HE staining, x 200)
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