PD-L1 upregulation is associated with activation of the DNA double-strand break repair pathway in patients with colitic cancer 
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Supplementary Table 1. Clinical characteristics of patients enrolled in the study.


Supplementary figures
[image: ]
Supplementary Figure 1. Immunofluorescence analysis for γH2AX, IRF-1 and PD-L1 expression in SCRC tissues. 
Sporadic colorectal cancer (SCRC) tissues with high PD-L1 expression levels were immunostained with anti-γH2AX (green), anti-IRF-1 (red), and anti-PD-L1 (cyan) antibodies. All sections were counterstained with 4',6-diamidino-2-phenylindole (DAPI) (blue). Scale bar, 10 μm; original magnification, ×60. γH2AX, H2A.X variant histone; IRF-1, interferon regulatory factor 1; PD-L1, programmed cell death ligand 1.
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Supplementary Figure 2. Low or high expression of γH2AX, IRF-1, and PD-L1 in the representative tissues of SCRC, UC-associated dysplasia, and colitic cancer. 
The upper panel displays the low or high γH2AX expression in SCRC, UC-associated dysplasia, and colitic cancer. The middle panel displays the low or high IRF-1 expression in SCRC, UC-associated dysplasia, and colitic cancer. The lower panel displays the low or high expression of PD-L1 in SCRC, UC-associated dysplasia, and colitic cancer. Scale bar, 50 μm; original magnification, ×400. SCRC, sporadic colorectal cancer; UC, ulcerative colitis; γH2AX, H2A.X variant histone; IRF-1, interferon regulatory factor 1; PD-L1, programmed cell death ligand 1.
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Factors SCRC (n = 17)

Age (years)

Median (range) 65 (30-82)

Sex

Female 5

Male 12

Location Dysplasia (8 lesions)

Cancer (15 lesions 

a 

)

Right 7 3 4

Left 10 5 11

Differentiation

Well/Moderate 15 0 13

Poor 1 0 2

T factor

m, sm, mp 6 8 8

ss,se, si 11 0 7

N factor

Absent 12 0 11

Present 5 0 4

M factor

b

Absent 16

Present 1

TNM Stage

b

0, I, II 11

III, IV 6

54 (36-76)

c

One case with no colitic cancer and only dysplasia was included in Stage 0.
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Dysplasia/Colitic cancer  (n = 12)

9

3

a

Discrepancy in the number of cases due to  the presence of multiple cancers in the same case, as well as a mix of

dysplasia.

11

1

 8

c

4

b

The total number for M factor and TNM stage data for dysplasia/colitic cancer is shown for 12 patients, not for

the total number of lesions.
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		Supplementary Table 1. Clinical characteristics of patients included in the study.

		Factors		SCRC (n = 17)		Dysplasia/Colitic cancer  (n = 12)

		Age (years)

		Median (range)		65 (30-82)		54 (36-76)

		Sex

		Female		5		3

		Male		12		9

		Location				Dysplasia (8 lesions)		Cancer (15 lesions a )

		Right		7		3		4

		Left		10		5		11

		Differentiation

		Well/Moderate		15		0		13

		Poor		1		0		2

		T factor

		m, sm, mp		6		8		8

		ss,se, si		11		0		7

		N factor

		Absent		12		0		11

		Present		5		0		4

		M factorb

		Absent		16		11

		Present		1		1

		TNM Stageb

		0, I, II		11		 8c

		III, IV		6		4

		aDiscrepancy in the number of cases due to  the presence of multiple cancers in the same case, as well as a mix of dysplasia.



		bThe total number for M factor and TNM stage data for dysplasia/colitic cancer is shown for 12 patients, not for the total number of lesions.



		cOne case with no colitic cancer and only dysplasia was included in Stage 0.
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