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Abstract: [ Purpose | To investigate the effects of vitamin D receptor (VDR) on plasma pro-inflam-
matory cytokine levels and the gut microbiome in colorectal cancer (CRC) patients.|[ Methods ] One
hundred thirty CRC patients and 130 gender and age-matched healthy controls were included in
the study. The expression of VDR protein in the tissue samples of 130 CRC patients was tested by
immunohistochemical technique. The plasma levels of pro-inflammatory cytokines 1L-6,C-reactive
protein(CRP) and soluble tumor necrosis factor receptor Il (sTNFR II') were examined. Composition
and abundance of microbiota in stool were determined by 16S rDNA sequencing.[ Results ] Among
130 patients, there were 74 patients with low expression of VDR[VDR(-) group ] and 56 patients
with high expression of VDR[VDR(+) group] . The plasma STNFR Il and CRP levels were signifi-
cantly increased in VDR(-) group compared with control group(P<0.001). The level of sSTNFR I in
VDR (=) group was significantly higher than that in VDR(+) group(P=0.027). The elevated abun-
dance of Fusobacterium varium, Ruminococcus torques,and other four species was observed in
VDR(-) group. [Conclusion] The expression of VDR in CRC patients may be associated with the
changes in plasma pro-inflammatory cytokines and gut microbiota.
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Table 1 Distribution of demographic and clinical factors among

participants in the study (% )
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Figure 1 Comparison of plasma pro-inflammatory cytokines and 25(OH)D among VDR(+) group, VDR(-) group
and controls
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A:VDR (-) group vs controls at the genus level;B: VDR (=) group vs controls at the species level;
C:VDR (+) group vs controls at the genus level ;D: VDR (+) group vs controls at the species level.

Figure 2 Featured microbes in the comparison of VDR (+) group and VDR (-) group
with controls
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