Supplementary Results. To more directly examine how disease duration may interact with medication status in PD, we examined data from the 10 studies that met our inclusion criteria  and reported data comparing individuals with PD “off” vs “on” medication using a within-subject design,. This sample was inadequately powered for a reliable meta-regression analysis and had an uneven distribution of disease duration. Nevertheless, we conducted a preliminary meta-regression and it yielded an effect (Supplementary Figure 1) in the same direction as shown in Figure 3 of the main text. In studies with shorter average disease duration, patients tended to show better response inhibition performance in the “on” relative to the “off” medication state, whereas in studies with longer average disease duration, there was less of a benefit from medication (z = 1.54, p = .12; r2 = .35). Across all 10 studies, there was a significant benefit of medication on response inhibition performance (random effects model; z = 4.21, p < .001). This was driven by the studies with shorter average disease duration. That is, using median split, the 5 studies with “short” average disease duration of 2.97 years had significantly greater medication-based benefits in response inhibition performance than the 5 studies with “long” average disease duration of 9.05 years; Hedges’ g = -.64 “short” vs. -.21 “long” (two-sample t-test, p = .030). See Supplementary Table 1 for more details about these 10 studies.



[bookmark: _GoBack]Supplementary Figure 1. Regression plot of response inhibition deficits on average disease duration for the ten studies that included a direct “off” vs. “on” medication comparison using a within-subject design (see Supplementary Table 1 for a summary). Effect sizes less than 0 indicate that PD patients demonstrated poorer response inhibition performance when “off” compared to “on” medication. Each bubble represents a comparison from one study, weighted by within-study variance. Smaller bubbles represent studies with higher variance than others and thus, have less influence on the regression. The regression line of best fit is also shown. Note that all studies, especially those with low average disease duration, have a negative effect size, a potential effect predicted from the meta-regression analysis of “on” versus control groups. 
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Supplementary Table 1. Studies containing a within-subject “on” vs. “off” design that fit inclusion criteria and report all key statistics for differences in response inhibition performance. 
	

First Author Last Name, Date
	


Task
	Age
	Disease Duration (Years)
	UPDRS On
	UPDRS Off
	LEDD
	MMSE
	Hedges' g (effect size)

	Cameron, 2012
	Antisaccade1
	64.2
	3.62
	23.2
	28.6
	517.39
	29
	-0.35

	Hood, 2007
	[bookmark: __Fieldmark__5373_1786654960]Antisaccade2
	59.9
	14.71
	31
	56
	N/A
	27.89
	-0.54

	Van Wouwe, 2016
	Simon3
	63.7
	4.4
	N/A
	26.9
	732
	N/A
	-0.33

	George, 2013
	SST4
	63.5
	4.93
	33.68
	41.5
	N/A
	28.94
	-0.13

	Manza, Under Review
	SST5
	63.2
	2.8
	14.5
	20.14
	454
	N/A
	-1.06

	Obeso, 2011
	SST6
	69.4
	9.5
	16.25
	30.71
	915.94
	28.11
	-0.07

	Brusa, 2003
	Stroop7
	57.0
	2.5
	19.45
	29.34
	N/A
	N/A
	-0.46

	Costa, 2014
	Stroop8
	68.8
	2.43
	N/A
	16.6
	336
	27.6
	-0.77

	Fera, 2007
	Stroop9
	59.9
	3.5
	11.5
	18
	488.6
	28.4
	-0.56

	Djamshidian, 2011
	Stroop10
	64.2
	11.7
	14.4
	26.8
	821
	N/A
	-0.01
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