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[ Abstract] Objective To investigate the correlation of MDS1-EVI1 gene polymorphism rs6774994 with
nasopharyngeal carcinoma in Yunnan population. Methods The allele frequencies of the genotypes of rs6774994
were detected by utilizing real—time fluorescent PCR method based on TaqMan probe. Results (1) There was no
significant difference in the genotypes (P = 0.843) and allele frequency (P =0.784) of MDS1-EVII 156774994
between the nasopharyngeal carcinoma group and the control group (P> 0.05) .2) In nasopharyngeal carcinoma
patients with MDS1-EVI1 rs6774994, the GG genotype of patients with a family history was significantly higher
than that of patients with no family history ( P <0.001) , and the GG genotype of patients with no
poorly—differentiated squamous cell carcinoma was significantly higher than that of patients with poorly—differentiated
squamous cell carcinoma ( P <0.001) . Conclusion MDS1-EVIl1 1rs6774994 may be not associated with
nasopharyngeal carcinoma in Yunnan population. The GG alleles with MDS1-EVI1 rs6774994 may be related to
family history of genetic and pathological differentiation type.
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TR ZAMEREE R (20x) 125 ul, /T
JHJC DNA/RNA i 7K i B Wk B2 24 100 ng/pl A A
11.25 pL; BHIRATRF A 96 FLAR. i &
. 95 CA£4F 10 min, PCR (50 fE¥F) : 92 CH#
HE 15 sec, J& 60 CIEAH 90 sec. LR H I E IR
f£.
1.5 Gt

JIT A GRER A SPSS Bt v B 1. AR
I PR Y 10345 2 ik R TR 01 % I S o JE PR, R
F x KEIEAHT AL G S0 JE PR 45 35 R B AR R 43
MZES, AT BER/ N R AR R, P<
0.05 HERAGITFRE L.

2 &R

2.1 MDS1-EVI1 & rs6774994 Tyt 18 ih 2k
Bl 1 s R TE AR 25 X B (no template
control, NTC) FJSERT PCR e ek fEAsprft R
PCR AT TR EH , YA brft RIS R &,
EIrhise . 2o nliaR VIC A FAM %56
RHIZE, #5E ROX FRic M2 YEHREVE R 1k Al
WS, B—PREARREI AR hgk, —
0 VIC BT RN, 73— %02 FAM #5841 O
k. KD E S A PCR OV ATy
JolhEr, M NTC. K2 iR halifF5E0) PCR 2
NpHZR, AA KR RIREAS 1 vy th 26 SR B0 0y B &
PCR 4T, VIC bric BIERER =4 2 S s 5 3
58, 1M FAM FRic 4RE JC0E0A5 5 sl R RARH
WefES. B 3 PR N AE FSEEE PCR U
2k, AG FERRIAY I N i ZR BN B PCR B iE
17, FAM FRiCHIERER I VIC FRic B4R 77 4R 98 %
FEBE, HIEmEATIT 3. B4 FRHR
Ui 5 FSLm) PCR O ZR, GG JERFUREA 1 [ g
ML RIMBEE PCR RN HEAT, FAM ARici4REr
FRAESEGAE SIER, T VIC R0 I IRE TP
S ECE R E .
2.2 MDS1-EVI1 E[A rs6774994 ERFE 4 E



5 6 1]

M5 hli, 5. MDSI1-EVI1 RN 2251k S TS 87

ST RANE 5 frs . ABI=7500 B5¢ 5% 2 i
PCR U, SNP 45 3 ik 25407 3 DR 2 1 Pl i3
hE—NMES (O, O, O, A, x) fRFE—1HE
oh, BEARRR X AU VIC ZE8(ES, Hhaktn Y LR
FAM 9 56(5 %, IEWBES bk 4 4,
“OI7” %5 AL NTC (Tt 25 [ % B
“O” FEIL X HiiyJE VIC (55, 2 VIC F50
WA TR N LR A A 1 (RD AA JERAD) 5
O FEIE Y BHIJE FAM {55, 2 FAM 55
B BREF TR M LR 47 (B GG &N
B s AT REEXHALA B RESBRASA VIC

Ceenpanmnt

B

1 ZERZFEXNBEERRNESY %
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XTHEAE A G QRIS , 2R gt ¢ 8 L
(P>005 , W3 1; (2) MDSI-EVII %t A
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Tab. 1 The distribution of genotype and allele frequency of MDS1-EVI1 gene rs6774494 in NPC group and

normal control group (%)

FEWE (n)

FEPHFAR (%)

Mo
AA AG GG A G

NPC 34(39.1) 44(50.6) 9(10.3) 112(64.4) 62(35.6)
1EH X BE 39(39.0) 48(48.0) 13(13.0) 126(63.0) 74(37.0)

X2 0.342 0.075

P 0.843 0.784

%2 BRESEE MDS1-EVH £E rs6774494 ZBEEBIE ARG R LI
Tab. 2 The comparison of basic information in each genotype of MDS1-EVI1 gene rs6774494 of NPC patients
— P W el PR e A 7349 ot i
& = i = i A T W i {258 i C A | Y 3
AA 22 12 15 19 9 25 2 31 8 26 30 3
AG 31 13 20 24 15 29 1 43 14 30 37 7
GG 8 1 6 3 2 7 3 AN 1 8 5 5648
P 0.37 0.46 0.666 0.000 0.389 0.000
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