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Supplementary Table 1: The extent of transgenic ∆FosB expression in each animal 

after striatal viral vector infusion.  

  
FosB-immunoreactive 

neurons 
∆FosB-immunoblot 

density 
   

Intact 
Striatum 

 
Denervated 

Striatum 
Intact 

Striatum 
Denervated 

Striatum 

Rat #1 135 2547 56.62 232.24 

Rat #2 126 3253 54.47 227.01 

Rat #3 64 3546 61.67 231.19 

Rat #4 85 3336 65.27 237.18 

Rat #5 81 3870 61.64 224.17 

Rat #6 146 3329 57.35 226.97 

Rat #7 90 3587 50.58 225.66 

rAAV-∆FosB 

Average 103.8 ± 12 3353 ± 156 58.2 ± 1.9 229.2 ± 1.7 

Rat #1 134 498 79.78 134.38 

Rat #2 107 836 82.77 130.04 

Rat #3 136 609 71.5 117.7 

Rat #4 68 417 61.75 103.62 

Rat #5 106 431 60.15 97.60 

Rat #6 75 451 61.9 107.31 

rAAV-GFP 

Average 104.3 ± 12 540 ± 66 69.6 ± 4 115.1 ± 6.0 

 

Number of neurons immunostained with a specific anti-FosB antibody and immunoblot 

analysis of ∆FosB proteins in the striatum of each rat with unilateral 6-OHDA lesions that 

were infused with rAAV-∆FosB or rAAV-GFP in the ipsilateral striatum twelve weeks 

earlier. FosB-immunoreactive neurons are substantially increased in the denervated 

striatum of rAAV-∆FosB-infused rats compared with the same side in control rAAV-GFP-



infused rats. The densitometric quantification of immunoblots shows the specific 

increase of ∆FosB proteins in the denervated striatum of rAAV-∆FosB-infused rats.  

These changes contrast with the findings in rats infused with rAAV-GFP, where there is 

a moderate increase of ∆FosB induced by the dopaminergic lesion.  Averages for the 

group are shown as mean ± s.e.m. 
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Supplemental Figure 1

Figure S1. TH expression after unilateral dopaminergic lesion. TH IHC 
in the substantia nigra of rats with unilateral 6-OHDA lesions of the 
medial forebrain bundle that were selected for the study according to 
their rotational responses to a subthreshold dose of apomorphine three 
weeks after the lesion.  Selected animals were subsequently assigned 
for viral vector infusions in the striatum and sacrificed at the end of 
behavioral testing 12 weeks later. Representative images show the 
extent of dopamine denervation, which was complete in all animals 
within a range of 95 to 100% cell loss.  Scale bar, 100 µm. 



Figure S2. Striatal expression of JunD after 
transgenic overexpression of ∆FosB. JunD IHC in the striatum 
of rats with unilateral 6-OHDA lesions that were infused in the 
denervated striatum with AAV-∆FosB, or AAV-GFP. Animals were 
sacrificed 12 weeks after viral vector infusion. While JunD 
expression is increased with denervation, no significant 
changes in JunD immunostaining were found between 
rats with rAAV-∆FosB or rAAV-GFP infusion. Scale bar, 100 µm.
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 Figure S3. Striatal expression of JunD after chronic 
levodopa treatment. JunD IHC in the striatum of rats with unilateral 
6-OHDA lesions that were chronically treated with levodopa or 
saline twice daily for 4 weeks.  Animals were sacrificed at the end 
of the fourth week of treatment. Chronic levodopa treatment did not 
increase striatal JunD immunostaining beyond the increase due to 
denervation (no differences in immunoreactive cells in both 
treatment groups). Scale bar, 100 µm.  
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Figure S4. JunD protein levels in the striatum after 
transgenic overexpression of ∆FosB. (A and B) Immu-
noblot analysis to detect JunD in the striatum after 
rAAV-∆FosB or rAAV-GFP infusions, and (C and D) 
after chronic levodopa or saline treatment. The graphs 
(B and D) depict the quantification of JunD expression 
as percentage of GAPDH in each striatal side for 
each group. CL, contralateral (intact) side; IL, ipsilat-
eral (denervated) side. * p < 0.05 versus the other 
side in the same group (Two-way ANOVAs; error bars 
indicate s.e.m.). 
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Supplemental Figure Legends 

Supplemental Figure 1. TH expression after unilateral dopaminergic lesion. TH IHC in 

the substantia nigra of rats with unilateral 6-OHDA lesions of the medial forebrain bundle 

that were selected for the study according to their rotational responses to a subthreshold 

dose of apomorphine three weeks after the lesion. Selected animals were subsequently 

assigned for viral vector infusions in the striatum and sacrificed at the end of behavioral 

testing 12 weeks later. Representative images show the extent of dopamine 

denervation, which was complete in all animals within a range of 95 to 100% cell loss.  

Scale bar, 100 µm. 

 

Supplemental Figure 2. Striatal expression of JunD after transgenic overexpression of 

∆FosB. JunD IHC in the striatum of rats with unilateral 6-OHDA lesions that were infused 

in the denervated striatum with AAV-∆FosB or AAV-GFP.  Animals were sacrificed 12 

weeks after viral vector infusion. While JunD expression is increased with denervation, 

no significant changes in JunD immunostaining were found between rats with rAAV-

∆FosB or rAAV-GFP infusion. Scale bar, 100 µm. 

 

Supplemental Figure 3. Striatal expression of JunD after chronic levodopa treatment. 

JunD IHC in the striatum of rats with unilateral 6-OHDA lesions that were chronically 

treated with levodopa or saline twice daily for 4 weeks. Animals were sacrificed at the 

end of the fourth week of treatment.  Chronic levodopa treatment did not increase striatal 

JunD immunostaining beyond the increase due to denervation (no differences in 

immunoreactive cells in both treatment groups). Scale bar, 100 µm.  

 

Supplemental Figure 4. JunD protein levels in the striatum after transgenic 

overexpression of ∆FosB. (A and B) Immunoblot analysis to detect JunD in the striatum 



after rAAV-∆FosB or rAAV-GFP infusions, and (C and D) after chronic levodopa or 

saline treatment. The graphs (B and D) depict the quantification of JunD expression as 

percentage of GAPDH in each striatal side for each group. CL, contralateral (intact) side; 

IL, ipsilateral (denervated) side. * p < 0.05 versus the other side in the same group (Two-

way ANOVAs; error bars indicate s.e.m.).  
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