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[ Abstract ] Background and purpose: Lung cancer is one of the leading causes of cancer death in the world.
The aim of this study was to evaluate whether Fas-670 G>A and Fasl-844 T>C polymorphisms were associated with
the risk of lung cancer. Methods: Data from 400 lung cancer patients with specific histological diagnosis were collected
from 2010 to 2015. Meanwhile, data from matched healthy controls with the same gender and +5 years were also
collected. The genotypes of Fas-670 G>A and Fasl-844 T>C polymorphisms were determined by TagMan fluorescent
probe method, and the results were analyzed using SPSS 16.0 software. Results: A total number of 386 cases and 394
controls were successfully genotyped. Compared with AA genotype of Fas gene, the GA and GG genotype carriers
had no significantly increased risk of lung cancer. The OR values were 1.05 (95%CI: 0.77-1.44) and 0.77 (95%CI:
0.81-1.99) respectively. Compared with TT genotype of Fas/ gene, the CT and CC genotype carriers had significantly
increased risk of lung cancer. The OR values were 1.37 (95%CI: 1.01-1.86) and 1.74 (95%CI: 1.09-2.77), respectively.
Conclusion: Fasl-844 T>C polymorphism may be involved in lung cancer risk but not Fas-670 G>A polymorphism.
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Tab.1 The probes and primer sequences in detecting gene polymorphisms of Fas-670 G>A and Fasl-844 T>C

Gene polymorphism Probe

Primer sequence

5’-FAM-CATTCCAGAAACGTC-3’

Fas-670 G>A

5’-VIC-CATTCCAGGAACGTC-3’

5’-FAM-CTTTGTATTTCACAATGTT-3"

Fasl-844 T>C

5’-VIC-TTTGTATTTCGCAATGTT-3’

5’-CTATGGCGCAACATCTGTACTTTT-3’

5’-GTCCATGTTGTGGCTGCAA-3’

5’-CCTGGGTGACAGAGTGAGACT-3’

5’-AGGCTGCAAACCAGTGGAA-3’
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Fig.2 The characteristics of the patient group and control group

Parameter Patient group Control group v P value
Total n 386 394
Age/year X+s 58.1+£8.5 57.0+£9.4 1.73 0.08
Gender n(%)
Male 274(71.0) 286(72.6)
0.25 0.62
Female 112(29.0) 108(27.4)
Smoking n(%)
No 100(25.9) 159(40.4)
18.35 <0.01
Yes 286(74.1) 235(59.6)
Pathological type n(%)
Squamous carcinoma 255(66.1)
Adenocarcinoma 103(26.7)
Others 28(7.3)
Staging n(%)
I 116(30.1)
I 95(24.6)

I, 175(45.3)
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Fig.3 The relationship between the distribution of Fas-670 A>G and Fasl-844 T>C, and lung cancer susceptibility
n(%)
Parameter Patient group Control group OR(95%CI) P value OR(95%CI)" P value’
Fas-670 A>G
AA 147(38.1) 159(40.4) 1.0
GA 180(46.6) 184(46.7) 1.06(0.78-1.43) 0.72 1.05(0.77-1.44) 0.74
GG 59(15.3) 51(12.9) 1.25(0.81-1.94) 0.31 1.27(0.81-1.99) 0.29
AA+GA 327(84.7) 343(87.1) 1.0
GG 59(15.3) 51(12.9) 1.21(0.81-1.82) 0.35 1.24(0.82-1.87) 0.32
Fasl-844 T>C
TT 167(43.3) 207(52.5) 1.0
CT 164(42.5) 147(37.3) 1.38(1.02-1.87) 0.04 1.37(1.01-1.86) 0.04
cC 55(14.2) 40(10.2) 1.70(1.08-2.69) 0.02 1.74(1.09-2.77) 0.02
CT+CC 219(56.7) 187(47.5) 1.45(1.09-1.93) 0.01
*: Adjusted by age, gender, and smoking condition
& 4 Fas-670 A>GFFasl-844 T>CEt&1EA
Tab.4 The function of the combination of Fas-670 A>G and Fasl-844 T>C
n(%)
Fas-670 A>G Fasl-844 T>C Patient group Control group OR(95%CI)" P value
AA+GA TT 152(39.4) 183(46.4) 1.0
AA+GA CT+CC 175(45.3) 160(40.6) 1.32(0.97-1.78) 0.08
GG TT 15(3.9) 24(6.1) 0.75(0.38-1.49) 0.41
GG CT+CC 44(11.4) 27(6.9) 1.96(1.16-3.32) 0.01

*: Adjusted by age, gender, and smoking condition
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