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ABSTRACT Objective: To investigate the clinical efficacy and safety of venlafaxine combined with cognitive behavior therapy in
the treatment of Parkinson's disease (PD) combined with depression and cognitive dysfunction. Methods: Sixty Parkinson's patients with
depression and cognitive dysfunction in our hospital were randomly divided into three groups: the control group (treated with venlafaxine
alone), venlafaxine combined with olanzapine, venlafaxine combined with cognitive behavior therapy group, 20 cases in each group. The
degree of depression was assessed by Hamilton Depression Scale(HAMD) before and at 4 and 8 weeks after the treatment, The degree of
cognitive dysfunction was assessed by Mini-Mental State Examination (MMSE)and event-related potentials P300 before and at 4 and 8
weeks after the treatment. Results: At 4 and 8 weeks after treatment, the HAMD scores of three groups were decreased to different de-
grees than those before treatment, P300 latency was shorter than those before treatment, P300 amplitude and MMSE scores were in-
creased to different degrees (P<0.05). The HAMD scores of combined olanzapine group and combined cognitive behavior therapy group
were significantly lower than that of the control group. The latency of P300 were significantly shorter than that of the control group, and
the P300 amplitude and MMSE score were significantly increased (P<0.05). The HAMD score of combined cognitive behavior group
was significantly lower than that of the olanzapine group, the P300 latency was shortened, the P300 amplitude and MMSE score were
significantly increased (P<0.05). There was no special adverse reactions in the three groups. Conclusion: Venlafaxine combined with
cognitive behavior therapy was effective in the treatment of PD relted depression and cognitive dysfunction, it could significantly im-
prove the symptoms of depression, cognitive function and was superior to venlafaxine or venlafaxine combined with olanzapine treatment

with high safety.
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B 1 ZHEHRITRIGATT 4 B 5iafT 8 BEH HAMD EXREGHXTH
Fig.1 Comparison of the HAMD scores between the three groups before

treatment and at 4, 8 weeks after treatment

B2 SEBEHAFHL AT 4 5067 8 EEH MMSE BREA
Fig.2 Comparison of the MMSE scores between the three groups before

treatment and at 4, 8 weeks after treatment

R | ZEBEBTHGAT 4 A5AT 8 B P300 EKH GRIBH LB (xt 5)

Table 1 Comparison of the P300 latent period, amplitude between the three groups before treatment and at 4, 8 weeks after treatment(xt s)

Before treatment At 4 weeks after treatment At 8 weeks after treatment

Cognitive Cognitive Cognitive
Con Olanzapine  Behavioral Con Olanzapine  Behavioral Con Olanzapine  Behavioral
Therapy Therapy Therapy
P300latent 325.65+ 325.87+ 325.76% 322.53+ 320.54+ 318.23+ 319.46% 315.78+ 311.67+
period(ms) 26.34 26.56 26.12 24.78 23.14 21.5 22.45 24.12 23.54
P300
amplitude ~ 2.22+ 098 223+ 1.03 222+ 0.87 2.26+ 1.07 230+ 1.43 233+ 1.12 230+ 134 238+ 096 243+ 1.23
(pV)
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