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[ Abstract ] Background and objective Lung cancer is the main cause of cancer-related death globally. Single nu-
cleotide polymorphism (SNP) is one of the important factors leading to the occurrence of lung cancer, but its mechanism has
not been elucidated. This study intends to investigate the relationship between SNPs of CDHI, FANCB, APC genes and lung
cancer genetic susceptibility. Methods The case-control study design was used. We collected blood samples from 270 lung
cancer cases in the Department of Lung Cancer Surgery, Tianjin Medical University General Hospital, as well as blood samples
from 445 healthy volunteers as controls, and extracted genomic DNA for genotyping using the Tagman® SNP genotyping kit.
The distribution of three SNP loci of CDHI gene rs20114164S, FANCB gene rs754552650 and APC gene rs149353082 in Chi-

nese population was analyzed. Chi-square test and Logistic regression were used to analyze the relationship between different
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genotypes and the risk of lung cancer. Results The distribution frequencies of AA, A/G and GG genotypes at rs754552650
of FANCB gene in the control group were 27.2%, 52.6% and 20.2%, respectively. The distribution frequencies of AA and A/G
genotypes were 93.7% and 6.3% in the case group, respectively, and no GG genotype was detected. The A/G genotype of the
rs754552650 locus of the FANCB gene was significantly different between the case group and the control group. Compared
with the carriers of AA genotype, the individuals with FANCB rs754552650 A/G genotype had a lower risk of lung cancer
(OR=0.035, 95%CI: 0.020-0.062, P<0.001). CDHI gene 15201141645 A/C and CC genotypes only existed in the control
group. In addition, only 1 sample was found to have APC rs149353082 genotype in the case group. Conclusion In the Chi-
nese population, the lung cancer risk of the individuals with FANCB 15754552650 A/G genotype was significantly decreased
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rs2011416450 FEAYAA . A/CHICCHE KB40 A1 A 4 AE Xof
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Tab 1 Comparison of clinical data between case group and control

group
Variable Control group Case group P
(n=445) (n=270)
Age (yr) <0.001
<60 338(76.0%) 102 (37.8%)
>60 107 (24.0%) 168 (62.2%)
Gender 0.039
Female 243 (54.6%) 126 (46.7%)
Male 202 (45.4%) 144 (53.3%)
Histological type
ADC 200 (74.1%)
SCC 46 (17.0%)
ASC 3 (1.1%)
SCLC 15 (5.6%)
Others 6 (2.2%)

ADC: adenocarcinoma; SCC: squamous cell carcinoma; ASC:
adenosquamous carcinoma; SCLC: small cell lung cancer. Data were
calculated by Logistic regression with adjustment for age, gender

and pathological type, where appropriate.

%2 BESEUSHELFRRIEEXELogistic BT

FANCBI£[Rrs754552650F1APCHE[Frs149353082 (1 5L (K 43
Y55 it 2 SR 22 (R RV AE OGHK . FRATTHE TFANCBAEIA
1754552650107 s [ A /GHE R n] REAE Rl i P R 25
124 Mk, AN E IR CDHI 15201141645 . FANCB
rs754552650 . APC rs149353082 3L K22 254 Sl b Jge bk
Z IR R T 2= 5T

FANCB/Z—FxiEBJE N, % 5 FAMH X . FANCB
EFAROE S — A BEE 4, X FANCLERE 1 Fl
FANCD2iZ /b &% H %, FANCD27Z £1b 2 FAB K 1k
TR OGO 2D BR O, BEAERF R 9RW, /NS FANCB
FEDRI TG 2 i /D BLAR A b I 45335 AR g L A g SR
1M, FANCB5 i i AHOCH 1B 45 /b, A58 A BLFANCB
FEHrs75455265010 a5 55 1l (1) 5y J8ebk SR AAHOG, 7E AR
ATRE RN B A HAR B . BRT, rs75455265000 p 2878 X}
FANCBH K S RERISEMAT) AN A, 75 01 i — 20 i
R KA AT T e & R s

CDH 14 RS E -5 26 2 1, 32 — 0 240 e 17 266 B b 2
1, S IR (= 22 R i i SR R 10020, A 5 224
UERA, B0 8 8 1 I R 2215 38 R 1 AR Y 2
ML, flinsggE . 288 . T AR 22 BRI 5T s B
CDHI1£[Frs261601% CA KL B Flrs 17690554 1) CGHE A Y
5 A RUAH LR VR iE M B AER N R . CDHIG 3T
ISNP 160 C/AZ MBI fa ks R e, Ao, FAT1YL
TEXTEZH AP % PR TCDHIFE R rs20114164507 S HIA/CHICC
LAY, SR EA TR RE 2 M R R R, X EE L
HIBIFSE LR R CDHIFIIERI X 2

Tab 2 Logistic regression analysis of associations between gene polymorphisms and the risk of lung cancer

SNP Control group Case group OR (95%Cl) P OR (95%Cl)* pP*
(n=445) (n=270)
CDH1 (rs201141645)
AA 323 (72.6%) 270 (100%) 1
A/C 50 (11.2%) 0 (0%) 0.997
CC 72(16.2%) 0(0%) 0.996
FANCB (rs754552650)
AA 121 (27.2%) 253 (93.7%) 1 1
A/G 234 (52.6%) 17 (6.3%) 0.034 (0.020-0.057) <0.001 0.035 (0.020-0.062) <0.001
GG 90 (20.2%) 0(0%) 0.996 0.996
APC (rs149353082)
de 445 (100%) 269 (99.6%) 1
C/G 0(0%) 1(0.4%) 0.999

Data were calculated by Logistic regression with adjustment for age, gender, and pathological type. *adjusted by age/gender/pathological type;

SNP: single nucleotide polymorphism; OR: risk factor; Cl: confidence interval.
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Tab 3 Stratified analyses of FANCB (rs754552650) for association with lung cancer risk

Variable Control group (n=445) Case group (n=270) OR (95%Cl) P
Age
<60yr
AA 93 (20.9%) 94 (34.8%) 1
A/G 176 (39.6%) 8 (3.0%) 0.045 (0.021-0.097) <0.001
GG 69 (15.5%) 0 (0%)
>60 yr
AA 28 (6.3%) 159 (58.9%) 1
A/G 58 (13.0%) 9(3.3%) 0.027 (0.012-0.061) <0.001
GG 21 (4.7%) 0 (0%)
Gender
Female
AA 62 (13.9%) 111 (41.1%) 1
A/G 130 (29.2%) 15 (5.6%) 0.064 (0.035-0.120) <0.001
GG 51 (11.4%) 0(0%)
Male
AA 59 (13.3%) 142 (52.6%) 1
A/G 104 (23.4%) 2(0.7%) 0.008 (0.002-0.033) <0.001
GG 39 (8.8%) 0 (0%)
Histological type
ADC
AA 121 (27.2%) 183 (67.8%) 1
A/G 324 (72.8%) 17 (6.3%) 0.249 (0.145-0.426) <0.001
Scc
AA 121 (27.2%) 46 (17.0%)
A/G 324 (72.8%) 0 (0%)
ASC
AA 121 (27.2%) 3(1.1%)
A/G 324 (72.8%) 0(0%)
SCLC
AA 121 (27.2%) 15 (5.6%)
A/G 324 (72.8%) 0(0%)
Others
AA 121 (27.2%) 6(2.2%)
A/G 324 (72.8%) 0(0%)

In the pathological type stratified analysis, the pathological type of the case group was compared with the control group as a whole.

APCHEN FYe ik sqe1-q2 b, BB MNNE T metaMHTRIFRIIAPCIHEN £ 55 CRCIRUE B VA
198,538 ML HER A L7, BEAEWE SR PRI, APCRESH RN T, SR Uk B A A E APCEEA
[ e IR L IR, APCIERI RN R A8 R S ECRCHE 15149353082 C/GIERA, XAl g & FHREAS A 5 5 i
JE () AL Sy B SR, [M]BTAPCH R 2 iwnt 55 LR FEILRAS,

30 B 118 S SR R 1 R0, W R M A A R P B B R A3 A M2, ATBF SR Bon, e E AR, FANCB
AWFFELIRPISNP 1520197200 FiGGHEAITIFECRCHEE  SE[Hrs754552650 KK A /G EE DR U85 7 35 KB i 987 P XU
AR B2 L, ST AR SR CRCIPR IR . — 01 BB RRAIC, 7EMla 00 & Al BE VR AR 4 R 2R (HAHIESY
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