
Figure S1. Distribution of PBRM1 expression according to PBRM1 mutational status. PBRM1, polybromo 1; wt, wild‑type.
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Table SII. PBRM1 expression by IHC according to PBRM1 mutational status.

PBRM1 expression by IHC	 PBRM1 wild‑type (n=36)	 PBRM1 mutated (n=9)

Intensity, median (interquartile range)	 1.0 (1.0‑1.0)	 1.0 (1.0‑1.0)
Percentage, median (interquartile range)	 100.0 (85.0‑100.0)	 50.0 (30.0‑50.0)
Continuous scorea, median (interquartile range)	 100.0 (85.0‑100.0)	 50.0 (30.0‑50.0)
Qualitative score by IHCb

  Negative staining, % (n)	 16.7 (6)	 88.9 (8)
  Positive staining, % (n)	 83.3 (30)	 11.1 (1)

aScore was calculated as the product between intensity and percentage; bqualitative score was derived from continuous score using a cut‑off of 
50% where negative staining was ≤50% and positive staining was >50%. In terms of PBRM1 mutation, 57.1% (8/14) mutations were observed 
in PBRM1‑negative tumors compared with 3.2% (1/31) in PBRM1‑positive tumors. IHC, immunohistochemistry; PBRM1, polybromo 1.
 



Table SIII. Association between PBRM1 mutational status and pathological data according to VHL‑associated and sporadic 
ccRCC series.

A, Tumor stage

	 VHL‑ccRCC, % (n)	 Sporadic ccRCC, % (n)	 Overall, % (n)
	------------------------------------------------------------	--------------------------------------------------------	------------------------------------------------------------  
PBRM1 mutational status	 Low	 High	 P‑value	 Low	 High	 P‑value	 Low	 High	 P‑value

Wild‑type	 75.0 (15)	 25.0 (5)	 P=0.03	 56.3 (9)	 43.8 (7)	 P=0.16	 66.7 (24)	 33.3 (12)	 P<0.01
Mutated	 0.0 (0)	 100.0 (3)		  16.7 (1)	 83.3 (5)		  11.1 (1)	 88.9 (8)	

B, ISUP grade

	 VHL‑ccRCC, % (n)	 Sporadic ccRCC, % (n)	 Overall, % (n)
	------------------------------------------------------------	--------------------------------------------------------	------------------------------------------------------------  
PBRM1 mutational status	 Low	 High	 P‑value	 Low	 High	 P‑value	 Low	 High	 P‑value

Wild‑type	 55.0 (11)	 45.0 (9)	 P=0.22	 43.8 (7)	 56.3 (9)	 P=0.64	 50.0 (18)	 50.0 (18)	 P=1.00
Mutated	 0.0 (0)	 100.0 (3)		  66.7 (4)	 33.3 (2)		  44.4 (4)	 55.6 (5)	

P‑values were obtained by comparing PBRM1 wild‑type with PBRM1 mutated results. P=0.005 was obtained after controlling for series 
(VHL and sporadic ccRCC; Cochran‑Mantel‑Haenszel) in the tumor grade assessment. P=0.75 was obtained after controlling for series (VHL 
and sporadic ccRCC; Cochran‑Mantel‑Haenszel) in the ISUP grade assessment. PBRM1, polybromo 1; VHL, Von Hippel‑Lindau; ccRCC, 
clear‑cell renal cell carcinoma; ISUP, International Society of Urological Pathology.
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