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[ Abstract |

Parkinson’s disease. Methods The rat model of proteasome dysfunction was made by injecting protease inhibitor into

Objective To investigate the effect of proteasome dysfunction on the pathogenesis of sporadic

the right site of substantia nigra( the observation group, n =50). The rats in the control group(n =50) were injected
with saline injection(n =50). The changes of behavior, the Louis( small) formation rate evaluated by HE staining
and the expression of a-synuclein( a-Syn) in substantia nigra detected by reverse transcription-polymerase chain reac-
tion( RT-PCR) and Western blotting molecular biology were compared between the two groups. Results The Louis
(small) formation rate in the observation group was significantly higher than that in the control group( P <0.01).
The levels of the expression of a-Syn in the observation group were significantly higher than those in the control group
(P<0.01). Conclusion Proteasome dysfunction can lead to high Louis(small) formation rate and the expression of
a-Syn in the substantia nigra, which is a risk factor for the pathogenesis of sporadic Parkinson's disease.
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BE(OLYMPUS, HA) (A RERY mhAE 5 2008 R g 0
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W 50 2(4.0) 46(92.0)
Xf R ZH 50 1(2.0) 2(4.0)
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4 LYk S mm el
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The therapeutic effect of compound Yixiaofutan decotion combined with mNGF on type 2 diabeties mellitus
complicated with cerebral infarction LIU Zheng-guo, BAO Zhi-ying, QI Qin. Centre for Disease Control and Pre-
vention of Tianzhu County, Gansu 733299, China

[ Abstract] Objective To evaluate the therapeutic effect of compound Yixiaofutan decotion combined with
mouse nerve growth factor(mNGF) on Type 2 diabeties mellitus complicated with cerebral infarction. Methods
Ninety-eight patients with Type 2 diabeties mellitus complicated with cerebral infarction were collected as the research
subjects and were divided into the treatment group(n =49) and the control group(n =49) by random number table.
The control group was treated with mNGF plus conventional glucose-lowering treatment, while the treatment group re-
ceived the same therapy as the control group plus compound Yixiaofutan decotion. The clinical effect, neurologic

function, activities of daily living and plasma endothelial function were compared between the two groups 8 weeks af-



