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Effect of Ganoderma Lucidum Spores QOil on 6-Hydroxydopamine
Rats Model of Parkinson’s Disease

ZHU Wei-wen, LIU Zhuo-lin, XU Hao-wen, XIE An-mu, YE Qin-yong, CHEN Ling
(Department of Neurology,The First Affiliated Hospital,SUN Yat-sen University,Guangzhou 510080, China)

Abstract: [Objective] To develop neuroprotective treatment that will slow or discontinue the progression of
Parkinson’s disease (PD), we explored the ganoderma lucidum spores oil, a rare Chinese crude drug used to cure
chronic brain function failure, to evaluate its effect on the pathological condition of 6-hydroxydopamine (6-OHDA)
rats model in the substantia nigra pars compacta (SNpc). [Method] SD rats were pretreated with ganoderma lucidum
spores oil feeding for 3 days before they were injected with 6-hydroxydopamine into one side substantia nigra, and
were continually feeded by ganoderma spores oil for 1 week. The control group rats had not been treated. The animals”
cataplasia turning behavior induced by apomorphine were observed every week. Four weeks later, dopamine and its
metabolic products in the striatum of both groups were determined by HPLC, and the tyrosine hydroxylase (TH)
positive cells were detected by immunohistochemical method,semi-determination expression of TH were detected by
Western blot analysis. [Result](D In apormorphine test, rats of the ganoderma spores oil group (10% ) presented
significant lesser turning than the untreated control group (45%). (2 The levels of dopamine in the lesion side
striatum were increased in the ganoderma spores oil group. (3 The amount of survival TH positive neurons of the
ganoderma spores oil group in SNpc were larger than that of the control group’s, either in lesion side or another side.
The result of semi-determination indicated that TH expression was significantly increased in the ganoderma spores oil
group. [Conclusions] Ganoderma lucidum spores oil can efficiently improve the levels of dopamine in the lesion side
striatum, and increase the amount of survival TH neurons as well as TH protein expression in 6-hydroxydopamine rats
PD model. It is possible that Ganoderma spores oil may has neuroprotective role to PD.
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Fig.1 TH positive cells in SNpc of lesion side in different treat groups
A': spores oil +6—-OHDA group (x200); B: spores oil +6—-OHDA group (x400); C: 6-OHDA group (x200); D: 6-OHDA group (x400)
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Ratio of TH cells in model/ normal groups

lesion side
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Fig.2 Survived rate of TH positive cell in SNpc in differ-
ent groups
From left to right: normal, spore oil (no rotation), 6—OHDA (no
rotation ) ,spore oil (rotation) and 6-OHDA (rotation) group accordingly

2.4 Western blot TH
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Fig.3 The result of Western blot of lesion side
1 :normal group;2:spores oil +6-OHDA group (no rotation);3:
6—-OHDA group (no rotation );4:6-OHDA group (rotation) ;5 :spores
oil +6-OHDA group (rotation)
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