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ABSTRACT Objective: To investigate the correlation of rs10983755 A/G SNP of TLR4 with non-small cell lung cancer (NSCLC)
susceptibility in a population in Shaanxi province. Methods: Based on case-control study, MassARRAY platform which based on
MALDI-TOF mass spectrometry technology was used to identify the genotypes of rs10983755 of TLR4 gene in 160 cases of NSCLC
patients and 160 cases of healthy control in a population in Shaanxi province. Then, we did statistics analysis with epidemiological data
and clinical data to find the association of SNP with NSCLC susceptibility. Results: There was a significant difference in the genotypes of
the TLR4 SNP rs10983755 between the NSCLC patients and controls (P<0.05). NSCLC patients with the A allele showed a significantly
higher risk of NSCLC (P<0.05) compared with the G allele, indicating that the A allele SNP rs10983755 was associated with NSCLC risk
(OR=1.821, 95% CI=1.124~2.906). Compared with GG genotype, AA+AG genotype was significantly associated with increased risk of
NSCLC (OR=2.103, 95% CI=1.118~3.898). Conclusion: The single nucleotide polymorphism of the rs10983755 of TLR4 gene was
correlated with NSCLC susceptibility in a population in Shaanxi province,and the allele A was a risk allele.
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Table 1 Comparison of the distribution of demographic characteristics between NSCLC cases and control participants

NSCLC cases Control participants
Variables P values
n=160 n=160
Age (%)
Mean age 61.07+ 12.37 59.16x 10.59 0.726
<60 years 81(50.54%) 83(51.69%)
> 60 years 79(49.46%) 77(48.31%)
Gender (%) 0.894
Male 124(77.58%) 123(76.89%)
Female 36(22.42%) 37(23.11%)
Smoking (%) 0.031
Non-smokers 56(35.45%) 75(46.68%)
Former smokers 15(9.08%) 48(29.80%)
Current smokers 89(55.47%) 37(23.52%)
Family history of cancer 0.059
No 149(93.37%) 156(97.13%)
Yes 11(6.63%) 4(2.87%)
Histologic type (%)
Squamous cell carcinoma 88(54.78%)
Adenocarcinoma 52(32.39%)
Other carcinoma 40(12.93%)
3% 2 TLR4 E[H SNP {if fx rs10983755 A H F FnE F BRI LR
Table 2 Comparison of the genotype and allele frequencies of the rs10983755 A/G locus in TLR4 gene
Group (n)
Variables P OR(95% CI)
Case Control
70 48 0.011a 1.821(1.124~2.906)
Allele
90 112
AA 15 7 0.039%b
Genotype AG 40 34 0.023c¢ 2.103(1.118~3.898)
GG 25 39 0.064d 2.415(0.932~6.326)

ERIEEZSREER MR BUEER R IEREE,

Note: Adjusted for age, sex, smoking status, and family history of cancer.
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