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Supplemental Figure Legends 

 

Figure 1s.  .  PKD1 expression was elevated in human prostate cancer tissues compared 

with the normal tissues. PKD1 expression was analyzed in a total of 180 tumor specimens and 

25 normal tissue cores on tissue microarrays. A. Immunohistochemical staining of PKD1 in two 

prostate adenocarcinomas and two normal tissues 1.5 cm away from tumors. Weak cytoplasmic 

and plasma membrane staining (arrow, panel 1-2) for PKD1 was observed in the secretory 

epithelial cells of the normal prostate glands. Very weak cytoplasmic staining of PKD1 (asterisk, 

panel 1-4), with some instances of nuclear localization (arrow head, panel 2-4), was observed in 

the fibromuscular stroma in both normal and tumor tissues. Magnification, x200. B. Summary of 

PKD1 staining results in normal tissues and malignant tumors. The difference in expression 

between normal and tumor tissues was significant as determined by Fisher’s exact test 

(***P<0.001). 

 

Figure 2s.  PKD3 promoted G0/G1 to S phase transition. A. PC3 cells were transiently 

transfected with a non-targeting control siRNA (si-nt) and two PKD3 siRNAs (si-PKD3-1 and 

si-PKD3-2). The cell cycle distribution was analyzed after two days of transfection. B. Summary 

of cell cycle distribution of PC3 cells with or without PKD3 knockdown. Data represent the 

mean ± SEM of two to three independent experiments. 

 

Figure 3s.  Overexpression of PKD3 prolonged PMA-induced ERK1/2 activation in PC3 

and DU145 cells. PC3 and DU145 cells were infected with control (Adv) and wild-type PKD3 

(Adv-WT) adenoviruses at 5 MOI. Two days after infection, cells were serum-starved overnight 
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and treated with or without 100 nM PMA for indicated times. Cell lysates were subjected to 

Western blotting analysis for p-ERK1/2, ERK1/2, and PKD3. The experiment was repeated four 

times and a representative one is shown. 

 

Figure 4s.  Overexpression of PKD3 increased basal Akt activity in PrEC. The benign PrEC 

cells were infected with the empty adenoviruses (Adv) or the wild-type PKD3 adenoviruses 

(Adv-WT) at 5 and 30 MOIs. Two days later, cells were harvested and subjected to Western 

blotting for p-S473-Akt, Akt, p-ERK1/2, and ERK1/2, and PKD3. Relative intensity changes of 

the p-Akt and p-ERK1/2 bands are shown immediately below the blots. One of two independent 

experiments is shown. 

 

Figure 5s.  ILK was not required for PKD3-induced Akt activation. A. DN-ILK did not 

block PKD3-induced Akt activation. DU145 cells were infected with control (Adv) or wild-type 

PKD3 (Adv-WT) at 5 MOI, in combination with or without dominant negative ILK (Adv-DN-

ILK) adenoviruses at 1, 2.5, and 5 MOI. Cells were harvested two days later and subjected to 

Western blotting analysis for p-S473-Akt, DN-ILK, and PKD3. B. Depleting endogenous ILK 

did not prevent PKD3-induced Akt activation. DU145 cells were transfected with and without 

ILK siRNA. One day after transfection, cells were infected with control or wild-type PKD3 

adenoviruses at 5 and 10 MOI. Cells were harvested two days later and subjected to Western 

blotting analysis for p-S473-Akt, ILK, and PKD3. Each experiment was repeated at least three 

times and a representative one is shown. 

 
 


