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[ Abstract] Objective: To evaluate the association of single nucleotide polymorphisms (SNPs) in the
adiponectin gene promoter region with the occurrence and development of cervical cancer in Yunnan
Han population. Methods: 395 patients with cervical cancer were enrolled as cancer group, 131 pa-
tients of precancerous lesion as CIN III group and 685 healthy individuals as control group. Three SNPs
in the promoter region of adiponectin gene including rs266730 (G > A), rs266729 (C > G) and
rs16861194( A > G) were genotyped by TagMan method. The haplotypes were constructed and the as-
sociation of these three SNPs and haplotypes with the occurrence and development of cervical cancer

was analyzed. Results; In terms of both the allelic and genotypic frequency, these three SNPs
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(rs266730, rs16861194 and rs1266729 ) showed no statistically significant difference between cancer
group, CIN III group and control group (P >0.05). The frequencies of haplotypes constructed by
rs266730(G > A) , rs266729(C > G) and rs16861194( A > G) also showed no statistically significant
difference between cancer group, CIN III group and control group (P >0.05). Conclusion; These

three SNPs in the adiponectin gene promoter region are not associated with the occurrence and develop-

ment of cervical cancer in the Han population in Yunnan province.
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morphisms ,SNP) v/ #5 7] 58 2% 5 2 3 K] ) BE 1) £
AR SRS A R IR S IR R 2
—Fh EZH A AR AL Z IR, 518
IR G, TP 2 5E PR 14 77 A=, XL 8 AR L
U, T BEL L 3 P g 0 B L RS S AR
TEFR NG B 2Ok - 545 s BHES | Al
ST RTE MR A AR 1 HG XU 7 AE 17 R
5. Harak I Vasseur 25"~ 75 H A F13k [ A
i g ik FE AL 2B, IR IR R IR G sl 7 X A
=AY OSNP g A Bl A - 11426A > G
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>G) 51 W) e AR IE7E 56 [ ABL 2% W] j) 2 Chup://
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HREHED 3 A~ SNPs 37 5 25 37 5 DRI R RN 7
JREAEZH IR T 22 2H M X B A ) LA, 22 53 oS it
FRX(P>0.05) ;WK 2,
2.2 JRWKEFEDP SNPs (07 nd 2 BN F-r A
HEBANT- B 5 M o, S e 25 %) B AT B
15266729 (C > G) 5 15266730 (G > A) 15266729 ( C
>G) 15 1516861194 (A > G) [A|fF FESRIEB (D =
0.870.0.903) 15266730 (G > A) 55 1516861194 ( A
>G) KRIRAWL (D' =0. 665 ) s 7EAEAE 41515 A
AR EL A, 15266729 (€ > G) 55 15266730 (G >
A) 15266729 (C >G) 5rs16861194 (A >G) K

* 1 mpIAE X EAAK3 A SNP ALK
Hardy — Weinberg 7 # %
Tab.1 The test of Hardy-Weinberg of 3

polymorphisms sites in adiponectin gene
promoter in the case group and

the control group

— REE R
X s X P
15266730 2.566  0.109 2.121  0.145
15266729 3.678  0.055 0.331  0.565
1316861194 1.986  0.159 1.104  0.293

®2 BEA JERORRAfEASBKELE B 2 FIX 3 > SNP AL 5 o 3 E SR R E L E A E A
Tab.2 Comparison of genotypic and allelic frequencies of three SNPs in adiponectin gene
promoter in the cancer group, CIN III group and the control group

SNP i i1 215 FERTUHE(n, %) SRR (n, % )

rs266730 AA AG GG A G
Ryl 8 (2.0) 72(18.2) 315(79.7) 88(11.1) 702(88.9)
SRR AR 2 (1.5) 24(18.3) 105(80.2) 28(10.7) 234(89.3)
i HR 4 13 (1.9) 132(19.3) 540(78. 8) 158(11.5) 1212(88.5)

rs266729 CC CG GG C G
SR 218(55.2) 145(36.7) 32 (8. 1) 581(73.5) 209(26.5)
i8I B 20 76(58.0) 42(32. 1) 13 (9.9) 194(74.0) 68(26.0)
X HR 2] 360(52.6) 269(39.3) 56 (8.2) 989(72.2) 381(27.8)

rs16861194 AA AG GG A G
FEAELH 287(72.8) 95(24.2) 12 (3.0) 669(84.9) 119(15. 1)
T AT AL 21 101(77.1) 27(20.6) 3(2.3) 229(87.4) 33(12.6)
i HR 4 493(72.0) 172(25.1) 20 (2.9) 1158(84.5) 212(15.5)
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1s266730( G > A) 5 rs16861194 (A > G) [i] 77 1E 3
HH(D’ =0.906.0.822.0.803) ; EwHiK A 4 5
St R 55, 15266729 (C > G) 5 15266730 (G >
A) | 15266729 (C > G) 55 116861194 (A > G) {71
SREESE (D’ = 0.901.0.999) 15266730 (G > A)
5 1516861194 (A > G) X B R B & (D’ =
0.668) .

2.3 JRIBCER LD 3 11X SNPs o g A% AL
AR A8 3 BN - 7 23 SR A el R TR 2 ik DR 3l 1
[X 3 A SNP fi s iSRG TR A B R AN ok %
S EPR) SNP AL AT R A, 45 R B, M Y A
BRI AEREAE A o B 22 2 RIS B r iy 20 A
ZEFRIGEIH AT (P>0.05) , L& 3 FiFk 4,

k3 MmEeERRRERE 3T X 3 SNP LR iy 2 A AR A 4 5 8 AT R 4L i oA
Tab.3 Distribution of the constructed haplotypes of the three SNPs in adiponectin gene

promoter in the cancer group and CIN III group

X WA WS4 XHRA FEEAL VS xﬂﬁéﬁ TR AL VS xffﬁiéﬂ

LA (%) () (%) g fabs B e fEbs
[95% W] f5IX il ] [95% W] f51X i) ]

1s266730 - 15266729

AC 84.55(10.7)  27.99(10.7) 152.63(11.1) 0.09 0.75 0.956[0.722~1.267] 0.056 0.813  0.950[0.620 ~1.455]

AGY 3.45(0.4)  0.01(0.0) 5.37(0.4)

GC 496.45(62.8) 166.01(63.4) 836.37(61.0) 0.707 0.400 1.081[0.902~1.296] 0.400 0.527 1.092[0.831 ~1.437]

GG 205.55(26.0)  67.99(26)  375.63(27.4) 0.491 0.484 0.931[0.764~1.136] 0.275 0.600 0.923[0.683 ~1.246]
1266729 — 1s1686119%4

CA 468.10(59.4) 161.01(61.5) 777.08(56.7) 2.116 0.146 1.142[0.955~1.365] 2.014 0.156 1.216[0.928 ~1.595]
GA 111.90(14.2)  32.99(12.6) 211.92(15.5) 0.506 0.477 0.914[0.713~1.171] 1.427 0.232 0.787[0.531 ~1.167]

G 200.90(25.5)  67.99(26)  380.92(27.8) 109 0.296 0.899[0.737~1.098] 0.379 0.538 0.910[0.674 ~1.229]

GG 7.10(0.9) 0.01(0.0) 0.08(0.0)

O ARE IR ARSI U R <3% I R TEEH24 007

x4 BEEREEEETE 3 A SNP {347 3 A2 AE 41 FE w R R 409 0 A
Tab.4  Distribution of the haplotypes of the three SNPs in adiponectin gene promoter in

the cancer group and CIN III group

15266730 — 15266729 — 1316861194 BAfTFI  JEAEH (% ) JEHDRAZH (%) ¥ P & B B (95% W] {Z X [a])
ACA 81.30(10.3) 27.99(10.7) 0.007 0.934  0.981(0.623 ~1.545)
ACGYW 3.36(0.4) 0.00(0.0)

GCA 386.99(49.1) 133.01(50.8) 0.046 0.829  0.970(0.733 ~1.283)
GCG 108.34(13.7)  32.99(12.6) 0.328 0.567  1.130(0.744 ~1.715)
GGA 197.37(25) 68.00(26.0) 0.021 0.884  0.977(0.709 ~1.345)
AGAY 3.34(0.4) 0.00(0.0)

GGG" 7.30(0.9) 0.00(0)

O REARCRE R BUR <3% I ARNPEFTEETT AT

B VR I A A R S E T HPV RGN i)
gy o BRI, A 95% LI E ) E S B T kB
T HPV g RE A 8 R IK (AR — DGR
fefd HPV 1) JE 13 A SR O B 8 o SV i K2R
RSN A 5, i 2 B B AL T S0 E S
5 R SRR BRI . BRI, 2R AR

R 2R K P — S8 1 b R B K AR R R DA
T PPl £ LK TR 1 KR AR, e LS
AR IR NRHR R 32 1A, IR 15 R 1) A LR AP ARG
FIIRR o MRIRHE AT S IR F 2 AL & IR
SRR UG 5 e il Bk o IR IE T LA
VM 22 B A A7 22 50 R 5 CUnai /R AT AR 22
KA BB Bt 2T 4 A= S PR 155 ) ok il i r
(osaE " o R R R A0, B i i
LA P A L0 T, A o A L
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