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The Residual Motor Disability After Levodopa Supplement
in Parkinsonian Patients

Young Ho Sohn, M.D.

Department of Neurology, Yansei University College of medicine

It has been reported that the antiparkinsonian efficacy of levodopa is reduced after
lomg-term administration, However, main parkinsonian motor symptoms, since they
are mainly caused by the deficiency of nigrostriatal dopamine, should be corrected if
sufficient dopamine is supplied exogenously. Therefore, the functional decline in
patients with long-term levodopa therapy may result cither from side-effects such as
response fluctuation and abnormal involuntary movements or from progréssion of

i insoni iptoms, instead of reduction in levodopa efficacy

pa
itself.

To adress this question, we measured residual motor disability during and at 6
hours after continuous intravenous levodopa infusion with optimal dose for at least
16 hours in 54 patients with idiopathic Parkinson’s disease. While the basal motor
disability is increased according to the advance of symptom duration as well as
Hoehn and Yahr stage. the residual motor disability after levodpa supplement is not
changed. The duration of levodopa therapy until development of motor fluctuation
is significantly shorter in good responder residual motor disability<2.0) than in poor
responder (residual motor disability>2.0), and positively correlated to the residual
motor disability. These findings suggest; first, the functional decline observed in
parkinsonian patients with chronic levodopa therapy mainly results from motor
fluctuation and/or progression of dopa-unresponsive symptoms, not from decline of
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levodopa efficacy itself on cardinal motor symptoms; second, the parkinsonian
patients with good levodopa response may develop motor fluctuation earlier than

thase with poor response,
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Table 1, Differences in clinical features of good and poor responder to intravenous levodopa infusion.

= AFH FAZ2I0 StatViewE ol &3
unpaired t-test, ANOVA % regression®] &
©1§3n, pd0.05°15HE R Fd=E BFEL
o

Z

R0 W 712 FEFhE 4015} 8.4+
1.2, 574 15.9+2.0, 8109 16.3+1.6, 11-13d,
20.2=1.98°19%, 14do1de] 20.7+2. 58024
FE7IE St met 712 $ENEe #olF Aol
& Uizl ok (pd0.05, ANOVA), zel &5
€ A% 26+1.2 29+1.2, 27+0.8, 40£L2
3.8x1.232% f@ A/t QA Fig. 1.

Hoehn and Yahr stagee] %€ 712 $534e
stage 1] &3he @450l 123£15, stage s
16. 7L 481NN, stage IV Vel &3k 8AF
2 21.7=1.9822 stage] F7Mel W 712 2%
Aol F% Aol EArh(pd0.005, ANOVA),
A $FFNE 25506, 35+0.8 3.8+1.08
2 #9% A7t gicHFig. 2.

Good responder} poor responderitels] 947
57| Aol Table 19] vehd sk 2ov), good
responder7t LD¥ele] A Ho2 ¥¥ wearing-off
@] e W7iAle] Z1Rke] fel3hl &e: olele]
(p0.05, unpaired t-test), F5EPAL, #3871
2, LDAR7IZ, LDEF 3 712 25349 feols
Fole WAGA @it @, FHEY APl Yol
good responder?t poor respondersi] ¥l3] Thi @
& Age] BB, $AHE RIF FEL
<H%ITHp0. 1, unpaired t-test). ] EEF)
LDARF wearing-off @3°] vebd #rAle] 713k

Clinical Features Good responder (n=25) Poor responder (n=29) Significance
Age of symptom onset (years) 45.0+2.0 50.1+2.1 Ns*
Symptom duration (years) 11.01.0 NS
Duration of levodopa (years) 8.9+08 NS
Levodopa Dasemg/hour) 63.235.6 NS
Basal motor disability 186515 NS
Years of levodopa until wearing-off 5.5+0.6 p0.05

values are meantstandard error; n, number of patients: NS, not significant analyzed by unpaired t-test;
0.1
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Years between Initiation of Levodopa

and Wearing-off Complication

=047, P<0.005 .
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Fig. 3. The relationship between residual motor disability measured by

modify

fied Columbia seale and years of levodopa therapy until
developed.

wearing-off complication

Aelele FoA FRRATE FRHAG(r=0.47,
p{0.005, regression analysis; Fig. 3).
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9 F8 shEFY ks 849 93 48 &
el # B9 Foln, B4 PD B8R Y 3
2% gohage]l HE FUEe] BF (response
fluctuation) & Teish BRe 2% & ¢ A
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dE 92 gl 43 Aoz A=z Y
(Baronti%, 1991). 29FEIY F7Ickel LD
Foll AzAR ozt £39 (nucleus accum-
bens), A3k (subthalamic nucleus), B37
Agel dreld dAzt Zasle Aol BEsd
(Engber%, 1990; Engber’s, 1992), 44 PD&A
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EAY Aeleke F3e] BFH9n U (Crossman,
1990; Juncos, 1992).

2 el EFYAL ot e =N 9
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F 73z clde A Ayvhe FASA) AR
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