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ABSTRACT Objective: To explore the association between expression levels of Nucleotide excision repair (NER) proteins and risk
of the squamous cell carcinoma of head and neck (SCCHN) in northwest Chinese population. Methods: The 118 SCCHN patients and 88
cancer-free controls were recruited from northwest part of China. The expression levels of five core NER proteins were tested by
reverse-phase protein lysate microarrays assay. The Chi-square test was used to evaluate differences in demographic variables between
cases and controls. Then, we compared differences in the protein expression levels. The associations of NER proteins expression levels
with SCCHN risk were analyzed by computing ORs and Cls from logistic regression model. To assess the improvement of SCCHN risk
models, we compared the ROC curve among two risk models. Results: Compared with the controls, patients had lower expression levels
of Xeroderma pigmentosum complementation group B (XPB) (P = 0.013). After dividing the subjects by controls' median expression
levels, we found an association between an increased risk of SCCHN and low XPB expression levels [OR and 95% CI: 1.74 and
0.99-3.06, compared with the lower expression level; P, = 0.042]. When we assessed prediction models integrating demographic
variables and protein expression levels on SCCHN risk, the sensitivity of the expanded model was significantly improved with the model
including XPB expression level (P = 0. 048). Conclusion: Reduced XPB expression levels were associated with an increased risk of
SCCHN in northwest Chinese population.
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Table 1 Distributions of demographic variables between cases and controls

Variable Case (n=118) Control (n = 88) P*
Age
Median (range) 64 (58-83) 64 (58-79)
< 64 61(51.7) 46 (52.3) 0.935
> 64 57 (48.3) 42 (47.7)
Sex 0.326
Male 84 (71.2) 68 (77.3)
Female 34 (28.8) 20 (22.7)
Smoking 0.065
Never 41 (34.8) 39 (44.3)
Former 49 (41.5) 39 (44.3)
Current 28 (23.7) 10 (11.4)
Drinking 0.365
Never 35(29.7) 34 (38.6)
Former 37(31.3) 22 (25.0)
Current 46 (39.0) 32 (36.4)

SCCHN = S gz

. * @3t Chi-square I fEHHIA TR RA Z BER] | Fi  RIERUGEIR SN 2R ER.

Note: *Chi-square tests for the distributions comparison of the demographic variables between cases and controls.

%2 fRHIAFNTEE A NER & B RIAKERLLE

Table 2 Comparison of expression levels of NER proteins between the cases and controls

Mean+ SD Median
Protein 7z* Pr*
Case Control Case Control
ERCC1 0.038 £ 0.005 0.038 = 0.005 0.038 0.038 0.55 0.578
DDBI 0.013+ 0.006 0.015 0.016 0.011 0.011 0.85 0.394
XPB 0.705 = 0.096 0.731 0.077 0.717 0.741 247 0.013
XPF 0.203 = 0.023 0.202+ 0.022 0.204 0.204 -0.39 0.699
XPG 0.388 = 0.048 0.398 £ 0.040 0.394 0.399 1.40 0.161

SD = friE 2 ; SCCHN = L FE8E ; NER= #ZFHER BT P1{E & ; *Wilcoxon #kFN#& 3% Z {8, Z value in Wilcoxon rank-sum tests ; **Wilcoxon X F14I& P

{&, P value in Wilcoxon rank-sum tests.
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Table 3 Association between the expression levels of NER proteins and SCCHN risk

Proteins Median Levels*** Case No. (%) Control No. (%) OR* (95% CI) pr*
< 0.038 56 (47.5) 44 (50.0) 1.00 (Ref)
ERCC1 0.283
>0.038 62 (52.5) 44 (50.0) 0.94 (0.53-1.67)
< 0.011 65 (55.1) 44 (50.0) 1.00 (Ref)
DDB1 0.251
>0.011 53 (44.9) 44 (50.0) 1.23(0.71-2.13)
< 0.741 75 (63.6) 44 (50.0) 1.00 (Ref)
XPB 0.042
>0.741 43 (36.4) 44 (50.0) 1.74 (0.99-3.06)
< 0.204 56 (47.5) 44 (50.0) 1.00 (Ref)
XPF 0.766
>0.204 62 (52.5) 44 (50.0) 1.27(0.73-2.21)
< 0399 66 (55.9) 44 (50.0) 1.00 (Ref)
XPG 0.094
>0.399 52 (44.1) 44 (50.0) 1.70 (0.97-3.00)

NER = ZHEHBRE11EE ; SCCHN = 384 ; OR = L #LL; CI = F{E X5

** BARBKFEAESTEREEELN W PE
**Pvalue in trend test by continuous protein expression levels

e REXT ARG, BRIAKFEZHE

***Expression levels by median based on the median values of control subjects.
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Fig. 1 ROC Curve
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Note: The AUC was significantly improved included the effect of XPB
expression level (0.6377, P=0.046, compared with the model that did not
(0.6032).
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