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[ Abstract] Objective: To investigate the correlation of the singe nucleotide polymorphisms (SNP) of
natural-killer group 2, member D (NKG2D) gene with non-small cell lung cancer (NSCLC) in a
Yunnan Han population. Method: TagMan asssy was used to study genotype 2 SNPs (rs2255336 F
1s2617160) in NKG2D gene in 467 NSCLC patients (including patients in [ + I[ and Il + [V stages,
namely group [ + Il and group Il + IV) and 490 healthy people ( control group). The distribution of
alleles, genotypes and the constructed haplotypes were analyzed. Results; The allelic and genotypic
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frequencies of the 2 SNPs were not significantly different between [ + Il , and control group, and be-

tween [l + IV and control group (P >0.05). While results of inheritance mode analysis showed that

the best fit inheritance model for rs2255336 and rs2617160 in 2 lung cancer groups was recessive mod-
el. The CC-CT genotype of rs2255336( P =0. 040,0R =0.26, 95% CI:0. 06 — 1. 17 ) and the TT-AT
genotype of 152617160 (P =0.045,0R =0. 60, 95% CI.0. 36 — 1. 00 ) might be the protective factors
against NSCLC development. Conclusions: Polymorphisms (rs2255336 and rs2617160) in NKG2D
gene might correlate with NSCLC in this Yunnan Han population.

[ Key words] gene; NKG2D; single nucleotide; polymorphism; lung tumor; initiation and develop-

ment; Yunnan province; Han population
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Tab.1 The allelic and genotypic frequencies of the two SNPs in groups T + I, Tl + IV, and control
ZH FAER it (n, % ) pugiiEil Lk S HE A SR
7 15, -JEHRA T+ M M+IVE (n,%) - P OR(95% CI) P
C 247(0.823) 471(0.767) 582(0.782)
I + IVSXfEE  0.138 1.30(0.92~1.83) 0.243
T 53(0.177) 143(0.233) 162(0.218)
rs2255336 C/C 99(0.660) 179(0.583) 223(0.599)
I +IIVSII +IV 0.052 0.71(0.50~1.00) 0.087
C/T 49(0.327) 113(0.368) 136(0.366)
/T 2(0.013)  15(0.049) 13(0.035) TI +IVVSXH  0.505 0.92(0.71~1.184) 0.648
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