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Abstract

AIM: To investigate the possible association
between CCND1 gene A870G polymorphism
and susceptibility to colorectal cancer (CRC) in
Shanghai population.

METHODS: CCND1 gene A870G genotypes
were determined using real-time PCR technol-
ogy with TagMan MGB probes in 104 CRC cases
and 205 sex-, age-matched controls.

RESULTS: The frequencies of A and G alleles
were 0.601 and 0.399 in CRC cases, and 0.524
and 0.476 in controls, respectively. The A allele
was marginally associated with CRC (P = 0.057)
and had an increased risk for CRC (95%CI =
0.99-1.97) as compared with the G allele. Com-
pared with GG genotype, GA genotype had a
1.99-fold increased risk (95%CI = 0.94-4.20, P =
0.070), whereas AA genotype had a 2.46-fold
increased risk (95%CI = 1.09-5.56, P = 0.031) for
CRC. The A-allele carriers (GA or AA geno-
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types) had a significantly elevated CRC risk (OR
= 2.13, 95%CI = 1.03-4.39, P = 0.040) when as
compared with GG genotype.

CONCLUSION: The A allele of CCND1 A870G
is associated with the occurrence of CRC, which
may serve as an index for screening high-risk
population in Shanghai.
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1 MRRTSA
1.1 #4F AB£2003-20064-CR CH: B i34 104451,
B MU0 H 22 o . Horh 5554490, 450
B, HBEE R 32-83(°F1460.7+£13.3)%) . CRCLX}
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PETagManff4l, 5-FAM-TGA CCC AGT AAG
TGA G-MGB-3"; 254 3 [ G P TagMan 4T,
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R B 63 bp. PCRY IR (25 uL)H 4 1
X TagMan PCR master mix(Applied Biosystems,
Foster City, CA), 1 pL(50 mg/L)JE[KZ4IDNA, 1
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ZH: 50°C T2 min, 95°CHIAEME10 min, A5
95 CAFMEL5 s, 62°CH ML min, FLA0MEFF. Bt
JEAEABIT 7900 LAl 52 645 5. JE R L 53 B 45
R Sequence Detector System 2.0%44-(Applied
Biosystems, Foster City, CA) H zhE (& 1).
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GAFIA AL R BB 53 7 220.0% - 55.1%Fi
24.9%, fF{rHardy-Weinbergist /& V-1 2 (P =
0.162), MCRCAFFHEFTHZE GG 10.6%-
GA 58.7%HI1AA 30.8%. #5bit47, CRC4LH A%
R FHE PRI 460.1%, 1y 10 B 1K)52.4%, AlF)
CRC &I A& £ GIF) 1.40£%(95% CI = 0.99-1.97,
P =0.057). 5GGHERI AL, GAKEK W
CRC A& N 421.996%(95% CI = 0.94-4.20, P =
0.070), TMTAAJLPK A (FJCRCKS it 25 B 422,46
£%(95% CI=1.09-5.56, P = 0.031). ¥4GA. AAKE
RIS IR B, L CRC R I3 UG 5 G GHEPR 7R
AH L S AHACL ) 225 PR IN(OR = 2.13, 95% CI =
1.03-4.39, P = 0.040, %2).
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4348 L5 TR (%) IS E CRCRIEE
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WHR 205 98(47.8) 107(52.2) 99(48.3) 106(51.7) 151(73.7) 54(26.3) 168(82.0) 37(18.0) 184(89.8) 21(10.2)
CRC 104 50(48.1) 54(51.9) 50(48.1) 54(51.9) 75(72.1) 29(27.9) 79(76.0) 25(24.0) 101(97.1)  3(2.9)
1 0.002 0.001 0.084 1.543 5.216
PE 0.964 0.971 0.772 0.214 0.022

CCND1 A870G XSIR4B (7 = 205) CRC4R(7 = 104) OR(95% CI)™ P

2=t

GG 41(20.0) 11(10.6) 1.00

GA 113(55.1) 61(58.7) 1.99(0.94-4.20) 0.070

AA 51(24.9) 32(30.8) 2.46(1.09-5.56) 0.031

GA +AA 164(80.0) 93(89.4) 2.13(1.03-4.39) 0.040

EER

G 195(47.6) 83(39.9) 1.00

A 215(52.4) 125(60.1) 1.40(0.99-1.97) 0.057
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