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HE . BN FERAGHEEFG 1 (GLUTL) #AHE SLC2A1 Xbal G>T 4= —2841 AST AR $ &k 5
IR K R, ik 2R PCR Aok B 5B AR 112 4] 7T dy iR ABEAE s am JU % % & SLC2A1
H B Xbal G>T fr —2841 A>T $ 51, %t A ARARSEHARME, FHERBELSHBO ARV FEEL
B E u&z\ﬁﬂéﬁakIJ\émﬂbﬂﬁsgg%gﬁlifﬁn%@ﬁgaﬁﬁ% 5 SLC2A1 B Xbal G>T % &MALE GG,
GT. AA B AR E 5 HH 53.6%., 43.8% F=2 2.6%, G, T FALKBIREHH A 75.4% F= 24.6% ; —2841 A>T

AW & AA, AT, TT & B AR E 530 H 50.0%., 41.0% F= 9.0%, A, T F42 K FHIRE 552 71.0% F=
29.0%, AEJEL S E Xbal G>T A= —2841 A>T AR A RS A M EE, 2/ A% FEL (P>0.05),
I AE ) m RO i B 09 Xbal G>T Fe —2841 A>T A B A R S5 K WA R bk, £ F L4 5 & L(P>0.05 ),
it Fh I GEARE MmN R A . KBS Xbal G>T A —2841 A>T 3 AWE A X %,

EHEE . dEmIAAEE  SLC2AT R ; AR S AN T ; Xk
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Association of single nucleotide polymorphisms of SLC2A1 gene
with non small cell lung cancer in Henan Han nationality
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Abstract: Objective To investigate the association of GLUT1 protein Xbal G>T and -2841 A>T gene
polymorphisms with non-small cell lung cancer in Henan Han nationality. Methods The polymorphisms of Xbal
G>T and -2841 A>T of SLC2A1 gene were detected by PCR and gene sequencing in 112 patients with NSCLC.
The genotype and allele frequencies of SLC241 gene were analyzed. The genotype and allele frequencies of adeno-
carcinoma and squamous cell carcinoma were compared, as well as the genotype and allele frequencies of NSCLC
at different stages. Results The genotype frequencies of GG, GT, AA, G and T in Xbal G > T polymorphism loci
of SLC2A1 gene were 53.6%, 43.8%, 2.6%, 75.4% and 24.6% respectively, and the genotype fre- quencies of AA,
AT and TT in -2841 A > T polymorphism loci were 50.0%, 41.0% and 9.0% respectively, and the allele frequencies
of A and T were 71.0% and 29.0% respectively. There was no significant difference in Xbal G > T genotype (P >
0.05) and allele frequencies (P > 0.05) between adenocarcinoma and squamous cell carcinoma. There was no
significant difference in -2841 A > T genotype (P > 0.05) and allele frequencies (P > 0.05) between adenocarcinoma
and squamous cell carcinoma. There was no significant difference in Xbal G > T genotype (P > 0.05) and allele
frequencies (P > 0.05) among different stages of non-small cell lung cancer. There was no significant difference in

-2841 A > T genotype (P > 0.05) and allele frequencies (P > 0.05) among different stages of non-small cell lung
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cancer. Conclusion This study showed that the occurrence and development of non- small cell lung cancer were not
related to the polymorphisms of Xbal G>T and -2841 A>T.

Keywords: carcinoma, non-small-cell lung; SLC241 gene; gene polymorphism; Henan province; ethnic

groups, Han

H B A 1 (glucose transporter 1, GLUT1 )
JENKE R LI GLUT, T A7 E T AR 4 Fha
LT, A 2 U AN TR AR 2
SR, MR EREECSNEER, 40K GLUT]
AES W FRILBG ", JIANG %5 " fF 53R SR/
il B GLUT1 2 I8 % THi , F B DO 48
9T 78 GLUT1 SLC2A1 3£ [H £ 254 5 ili 98 6 3 7
JEAHDE, FRBH SLC2A1 FEH 2350 mT g5 Ak /N4 i fili
FEARAE— E A EE, Xbal G>T (1s841853 ) Fl —2841
AST (rs710218 ) A3 5 AE PN A7 AR = 1) 58 78
R, N, ABFIE%EE Xbal G>T Hl 2841 AST 3
PR 22 5 5 YT g DO A /N2 R it ) DG 3R

1 ENEE

— g TE Rt
VEHL 2018 4F 10 H—2019 4F 3 7 H M K245 —
B 2 By R DU AR /N e AR 112 51,
o, R 67 1], AFS 43 ~ 84 %, F34(61.6+10.0)%
Ve 45 B, AR 41 ~ 79 %, T (64.8+84) %
KA 5L 10 A 2 29 it g 4 42 R K] 43 s o A 7
B> 7 (g BRI AR 4 R e . AR . R ARIE ),
K FH E PR il 1 PR o3 B R G A T R A3 (Il R -1
JT, I, I, V).
1.2 RFIS5HZE
121 DNA #2530 izl A ERE KL 2 ml, 2%
MM 2R (EDTA) Br, ™S BRI & i
PHEHGER A DNA, 5 & [ b R 2249
BHEABRA A,

1.1

122 PCR 5l A ML A YRl A R A ) i
fit, GLUT1 Xbal G>T E KN H B P 18 . EEm 514N

5'-GTGCAACCCATGAGCTAACAA-3', FZIa51¥H 5'-
AACCCAGCACTCTGTAGCC-3' ;5 —2841 A>T FE[H A Bt
PyE . IEAGIHA 5'-TGAGAATGGCCTTCCCTCAAT-
3", I 514 K 5'-TCTGCCTTACTCAGCCCATG-3',
PCR [ W & R B AR FL 50 w1 : 2 x Es Taq Master Mix
(Dye )25 p1,Template DNA <0.5 wg( <0.5 pg/50 pl),
Forward Primer 0.4 . mol/L, Reverse Primer 0.4 w mol/L,

ddH,0 il 2 50 w1, PCR JZ W 2% 14 : 94 °C i A8
2 min, 94°CAM: 30, 60°CIE K 30s, 72°CHEMH 30 s,
31 MG, 72°CHAEM 2 min. 1.5% ~ 2.0% Zifg
WHEEIS L VK A I 25 5 . ph b = o iR A e
ARA BRA T T ERZ0 7 TAE .
1.3 SZIEFE

Bl 7 Hr % H SPSS 21.0 Ge it k. A LR,
FE DR R G b B S R R Y AR xR,
P <0.05 HZEFAGFE L,

2 HR
21 FERNARafiESE SLC2AT REZTMES

SLC2A 1 FEH Z35PENL 5, Xbal G>T Fil -2841 A>T
1) 5 PR3 38 3 15 & Hardy—Weinberg ~F- i 325 0] (P >
0.05), UEHIHEIASER B L T4, AEATIAEIC ] ol s 22
(UL3R 1); Xbal G>T Z8MEN 8 GG GT. AA LK
BRI IR 53.6% . 43.8% F1 2.6%, G T 25 3 K
RIYHIH 75.4% F 24.6% . X 5T ANFER AR 18
W AHE (CBEAR 1008 1] ) " G T S5 o7 JE (K (R 45
R(G=78.1%,T=21.9% ) L , 2R TG 2 L ( x'=
0.807, P =0.397), -2841 A>T £ A1 {7 & AA. AT,
TT KBR300 50.0% . 41.0% F19.0%, A, T %5
IR A 71.0% F129.0%, 5T ANFERA T
RITE I ATE AL T S0 I B4R (G=63.8%,
T=36.2%) i, 2GR L ( x'=4.000, P=
0.05 ).

22 SLC2A1 BEESHMSIE/N AR ERIESR

112 A /INAR L i £ rP iREE 86 1], i 24

*1 WA Xbal G>T 1 -2841 AST EFEE S ELE

Xbal G>T X %I —2841 A>T KK
25
GG GT TT AA AT TT
pUlE-2%) 60 49 3 56 46 10
HLB A 64 41 7 55 47 10
X 1H 3.660 0.020
Py 0.056 0.900
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], ARIEE 2 ], ARJE Xbal G>T 7 45 GG, GT., TT
BRI RUFR AR 52.3% . 44.2% T 3.5% ; 95 Xbal
G>T 7 A5 GG, GT. TT 3 P 45 2 43 5| 2 58.3% .
41.7% 1 0.0%, WML HEE, 2257 gttt XL
( x'=0.991, P=0.609 ) ; i G. T SFALHERATA S}
N 74.4% T 25.6% ;5 53 G T %A 3 R 43 51
79.2% 120.8%, MIZHRI S LL LSS, 2255 oG it X

( x’=0.457, P=0.499 ), W% 2.

JIRJEE —2841 AST 5 AA . AT, TT HE[N RISy
K 48.8% . 40.7% F1 10.5% ; WG 2841 AST £ 5
AA AT TT FER RIS 518 50.0% . 45.8% F1 4.2%,
PR L R, 22 R TE8 T ( x'=1.885, P=
0.390) 5 HRJE AL T 55 0 3% PR3 3 43 1] ok 69.2% Fil
30.8% ; i g AL T 55 A 3 R R 4 5l Sk 72.9% Fil
27.1% , PRAHR RS LE U3, 22 R EGe 22 X (x °=0.249,
P=0.681). W3 3,

TR A5 A 58.1% . 27.3% . 48.0% 1 60.6% ; GT Fk
ISR Z Y 9N 41.9% . 63.6%. 44.0% F139.4% ; TT
F R BUAGR 350 0.0% . 9.1% ., 8.0% Fi1 0.0%, AN
SRR LR, ZRTEGITFE ( x'=549%, P=
0.139 ) 5 G SRR IS0 91.1% ., 59.1% . 70.0%
F180.3%, T S FE RIS H 8.9% . 40.9% . 30.0%
F119.7%, ARSI IR, ZRTEHiTFE X
( x’=5.403, P=0.145), W3 4.

~2841 A>T 137 #5 AA 3 PR B 35 2K 43 1) by 46.5%
54.5% . 32.0% 1 66.7% 5 AT HEPIISFZRI 50 39.5% |
27.3%. 68% Fi127.3% 5 TT F& K BIFH 435 K 14.0%
182% . 0.0% 1 6.0% 3 A 250 DA 343 1) Ky 68.7%
68.2% . 66.0% 1 80.3%, LML IHLES, 225750
2 (x=5.193, P=0.158 ) ; T 2 KRR 51k
21.3%. 21.8%. 34.0% F 19.7%, &AL, 2%
SIGH R L (x°=4.095, P=0251), WL# 5.

2.3 SLC2A1 EEZ&MSIE/NafhED R
ESES £4  ZHEEINABREGE Xbal G>T EE £ AL
I ~ IVIAFE/ N BT A Xbal GST A3 45, GG A
o Xbal G>T JE A% N FEA
xR2 A RIFEBEBIE/NAAaAHE Xoal G>T GG GT TT G T
HEEZ ML 11 25 18 0 68 18
Xbal G>T J A% S FHEA | B3] 3 7 1 13 9
P
CC GT TT G T T3 12 11 2 35 15
iges 45 38 3 128 44 VA 20 13 0 53 13
g 14 10 0 38 10
R5 KHHENMREAGE —2841 AST EE S MR LB
%é 3 xﬁﬁﬂ%ﬁ!ﬂfd\éﬂiﬂﬁﬁﬁiﬁ —2841 A>T —2841 AST %l“_ﬁ]ﬂ %{ﬁ%l‘ﬂ
j“t\l £ Zs ﬁ’ﬁg
%zm riﬁﬁttﬁx AA AT T A T
2841 AST H:H %! S L I 20 17 6 57 29
S LIS
AA AT TT A T 11487 6 3 2 15 7
i 42 35 9 119 53 T3 8 17 0 33 17
0t 12 11 1 35 13 V4] 22 9 2 53 13
TGAAGTCTARAAAGCTC TGAAGTCTABAAAGCTC TGAAGTCTARAAAGCTC
i §
AAR afaf latal MY AT I ﬁl"
AL (U} f', L TR AT A2 R
||| Jllj |![i.' iy ' MUY ||
AUASNAYIARE ARARARNARARAY
A B C
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ACAAGTTCTGCHECCTGTAC

ACAAGTTCTGCHCCTGTAC

ik

rs841853 fiif: A: GTHY; B: GGAY; C: TTAY; rs710218 fiifi: D: ATHI; E: AAK,; F. TT %Y,

1

3 iTig
FEIATARE A I8 1 55— A B A5 TR 5 7 30 1o
ENE s A A M SR is . GLUTL ) 2504 T
NARASFPL UM, HERp LR T U A
ZHANG % "' 3l £ Meta 43871 32 ] GLUT1 {5 3k fiR
i £ TS 2%, A T e, Al RIRE SLCI1AT
LR FR IR FEAR . SLC2AT FEH 2250 SR /N0 i
TR | RIBE G AETEM M — EAAEE R, AT
¥R, Xbal G>T F1 —2841 A>T FEAE/INAH i fii o i 3%
Y 2 AR AR 43l 0.246 F10.290, 5 Pubmed SNP #{
P P P OGR  T EE R AL SS9 T 8 A Y 2 A2 4t
b S

Z AN BF 9T 2 W% Xbal G>T i 5 £ A 5 2 1
Wi RIS BOBE PRI B R 0 kA . KEAESE, DU A& ™ 11
Meta 43 1 i 75 GLUT1 Xbal G>T 22 75 1 0] GE 2 34 /i
EPH A KT T2DM 14 55 &t . S48 Xbal G>T SNP i T
SLC2A 1 RS 2 AN JFATESR B gmid X .
BN NG T2 BHASTREAITFIINA, If
HS5RREMFIRTC, (BN ETFIEHWE LM RE
HFS, AIRES SRR A SR PR B DI . 21
WFFEFA " N T oA ] 5 | R i SR T R T I 2L
M5 | 2 st AR s 1 & 2 . SZAFRANSKI 45 "
R RM, FOXFI S 1 MNETh &A% E
SEVE AT R F CTCF F CEBPB 55 54858 ook, N
T FRA A G1EIZ X 800 bp B2 M S5 CTCF A1
CEBPB Toik4s 4, JH4H FOXF1 ik, AR5 BN
Xbal G>T i s 28 S/ NIt & A4 . RIETC
FHSCHE . E AT Tosm A ) RS S IR
NS NFRZR AL AR S5 2 BRI Z [A] 0 5CHK .

H B ¢ T GULT1-2841 A>T SNP I g 4% ¥ i #F
Y AN ARG, —2841 ASTSNP i T SLC2A1 i [H J5 5
TIPs, HEAERNITHE (HRE) S%AMHE. X6
SRS SR TR, DTSR 5 3l 1R

SLC2A1 £ [# rs841853 F rs710218 & 7541 2 i IE [513 7 [&]

R GLUTI 35 ", ARBF5EH, —2841 AST BYRAE
WS IEE AR R 2 R g F L, IR
S 3E/INR B R B R A TG, Z A T
LRI -2841 AST SE N Z A8 M 57 ™ FaE /N
it 9 B E "F-FDG JE ¢, {H FENG 25 " B 5T %
W] —2841 AST K 2 284 5 my KUK (%) 45 7 9 b 25 AH
Ko AMANN 25 " 57t e B —2841 AST & [H Y AA
TEST SR IR A T B i UL, (EORR RN G
ZE5t. -2841 AST AR RN AR R0 B HLAT 1R 28 A
MG ARIC T o KT AU 5 M M 19 &
AL R G TR B M UESE SRR SE

ZE LR, ARG R R DU AR /N A e 1)
KA KBS Xbal G>T K -2841 AST 225 T XK.
I HRNGI A R, IFRA S S DI Re Rt
%o ZEE R BBAHEERAEA B/ NG A, 7
FEAC R IS5 A DI RB MG R it — 2 U
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