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Effects of compound rehmannia prescription on the
cannabinoid receptor 1 in rats with wind syndrome

due to deficiency of Yin in levodopa-induced
dyskinesia (LID) in Parkinson’s disease
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[ Abstract]  Objective To explore the effect of compound rehmannia prescription on cannabinoid receptor 1 in the
rats with wind syndrome due to deficiency of Yin in levodopa-induced dyskinesia (LID) in Parkinson’s disease. Method
A unilateral injection of 6-hydroxydopamine into the substantia nigra was performed to establish a Sprague-Dawley rat model
of Parkinson’s disease. The models were intraperitoneally injected with 50 mg/kg levodopa and 12.5 mg/kg benserazide
for two weeks to prepare LID models with Wind syndrome due to deficiency of Yin. The models were randomly divided into

LID group and compound rehmannia prescription groups. Moreover, the normal group and sham-operated group were set
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up, 6 rats in each group. Neurological behavior was tested after treatment for four weeks and six weeks, respectively. Then
the rats were sacrificed, the brain was removed immediately and the corpus striatum was dissected out. The expression of
cannabinoid receptor 1 was examined by Western blotting. Result With the prolonged time of levodopa treatment, the LID
rats with wind syndrome due to deficiency of yin showed an increasing tendency of AIM scores (P <0.05) , shortening of
the rotation start time (P >0.05) , a tendency of increased duration of continuous rotation time (P <0.01) and a reducing
tendency of peak rotation rate (P >0.05). Compound rehmannia prescription improved the above mentioned neurological
behavior. The expression of cannabinoid receptor 1 showed an increasing tendency in the LID groups compared with that in
the normal groups. But with the prolonging time of levodopa treatment, the expression of cannabinoid receptor 1 in the LID
groups showed a decreasing tendency ( P <0.01). The expression of cannabinoid receptor 1 had an increasing tendency af-
ter the treatment with compound rehmannia prescription (P <0.01). Conclusions The expression of cannabinoid recep-
tor 1 has an increasing tendency in LID rats with wind syndrome due to deficiency of yin. The changes can well reflect the
severity of wind syndrome due to deficiency of yin. We would hypothesize that the treatment with compound rehmannia pre-

scription may activate the cannabinoid receptor 1 in LID rats, inhibiting the release of excitatory amino acids, decreasing

the excitability of neurons and inducing cell cascade, and finally reduce the excitatory toxicity of levodopa.
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Tab. 1 Effect of the compound formula rehmannia on the activities of AIM ,time ( seconds) to commencement of

rotational behavior, the duration (minutes) of rotational behavior, the number of peak rotations to the contralateral side

in the Parkinson’ s disease rats with levodopa-induced dyskinesia with Yin deficiency stirring wind pattern(n,x +s)

. WERE 12 Zhista . e 2|4 i 1 )
AN 34 BEREJ ST B E S FISERERCIE
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20 5] movement . . rotational behavior .
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4 J 6 Ji 4 Ji 6 JH 44 6 J& 44 6 J
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=] \é
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ST T
Compound 28.83 + 24.33 £ 354.17 = 534.33 167.50 = 124.33 & 137.17+  134.33 «
Formula 5.95m™ 5.20mm 241.27 289.97% ¢ 22.87™ 16.4gmm ¢ ¢ 85.13 89. 87
Rehmannia

AL AR 5 LID BERIZE HE . ™ P <0.01 W™ P <0. 001 ;4179 AR 15 4 AL HAE: * P <0.05 ** P <0.01,
Note. Intergroup comparison: vs. the model group: WP <0.01 ™™ P <0.001. Intragroup comparison; vs. the 4 weeks group after treatment; * P <0.05

**pP<0.01.
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2 I TBUS LID SRR RECRIKR N CB1/GAPDH [ HLES (x 5,0 =6)
Tab. 2 Effect of compound formula rehmannia on the CB1/GAPDH level in the corpus

striatum of levodopa-induced dyskinetic rats(x +s,n=6)

5 44 6 Ji
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5207 W7 4H
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Compound formula rehmannia
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L 2H ] A 5 IR . P <0. 001 ; ST ARA IR AP <0.001; 5 LID HERIZH AR . * P <0.01 ** P <0.001, ZHN . 54 A

[b# . ® P <0.001,

Note. Intergroup comparison; vs. the control group; ™ P <0.001; vs. the sham operasted group:; 4P <0.001;vs. the model group: * P <0.01

** P <0.001. Intragroup comparison: vs. the 4 week group: ®P <0.001.
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1 Western blot % /R 45 20 K FRECIR A N
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Note. 1: Control group at 4 weeks after treatment: 2 : Control group
at 6 weeks after treatment; 3: Sham operated group at 4 weeks after
treatment; 4; Sham operated group at 6 weeks after treatment; 5.
Model group at 4 weeks after treatment; 6: Model group at 6 weeks
after treatment; 7; Compound formula rehmannia group at 4 weeks
after treatment; 8 Compound formula rehmannia group at 6 weeks
after treatment.

Fig. 1 Western blot shows the changes of CB1

receptor expression in the rats of each group
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