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Clinical Significance of Aneuploid of Chromosome 8 in the Dia-

gnosis for Gastric Adenocarcinoma
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Abstract: [Purpose] To investigate the clinical significance of aneuploid of chromosome 8 in gastric adeno-
carcinoma(GAC) and cancer adjacent tissues,and to investigate the correlation between clinical features and
pathology. [ Methods ] The aneuploid of chromosome 8 was detected by fluorescence in situ hybridization
(FISH) in 127 cases with GAC tissues, 32 cases with adjacent tissues and 5 cases with distal normal tissues.
We selected centromere probe cen8 specific for chromosome 8 ,which frequently amplified in GAC according
to the references. The clinicopathological features in 127 GAC patients were reviewed. Data were analyzed
by SPSS11.5 statistical software for Windows. [Results] The results of FISH showed that 68.5% of cen8
were aneuploid in GAC tissues which was significantly higher than that in adjacent tissues (15.6%) (P=
0.000). No correlation existed between aneuploid of cen8 and gender,age, localization , macroscopic type, tu-
mor size, grade, Lauren classification,lymph node metastasis and clinical stage(P>0.05).The triploid of chro-
mosome 8 was detected in 5 cases with cancer adjacent tissues, which had mild chronic inflammation in
pathological histology, and 2 cases of them with mild intestine epithelium. Five cases with distal normal mu-
cosa were all diploid.[ Conclusions ] Detection of aneuploid of cen8 may be helpful GAC diagnosis in molec-
ular genetics level and early diagnosis.
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Figure 2 Triploid of chromosome 8  Figure 3 Multiploid of chromosome

Figure 1 Diploid of chromosome 8
in gastric carcinoma cells 8 in gastric carcinoma cells

in gastric carcinoma cells

Figure 5 Triploid of chromosome  Figure 6 Triploid of chromosome
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Table 1 Relationship between pathological features and FISH analysis (interphase nuclei) of
chromosome 8 centromere copy number

Chromosome 8

Pathological features n Diploid Ancuploid ¥ P

Gender Male 100 31(31.0%) 69(69.0%) 0.054 0.817
Female 27 9(33.3%) 18(66.7%)

Age <60 55 20(36.4%) 35(63.6%) 1065 0,302
=60 72 20(27.8%) 52(72.2%)

Localization Cardial/body 81 25(30.9%) 56(69.1%) 0.041 0.839
Distal stomach 46 15(32.6%) 31(67.4%)

Size(cm) <6 48 12(25.0%) 36(75.0%) 1509 0219
=6 79 28(35.4%) 51(64.6%)

Gross appearance Local 55 18(32.7%) 37(67.3%) 0.068 0.794
Diffuse 72 22(30.6%) 50(69.4%)

Lauren classification Intestinal 65 16(24.6%) 49(75.4%)
Diffuse 56 21(37.5%) 35(62.5%) 3.314 0.191
Mixed 6 3(50.0%) 3(50.0%)

WHO classification High-grade 2 2(100.0%) 0
Middel-grade 48 10(20.8%) 38(79.2%) 7758 0,051
Low-grade 72 26(36.1%) 46(63.9%)
Mucinous adenocarcinoma 5 2(40.0%) 3(60.0%)

Depth of invasion Muscularis propria or subserosa 8 3(37.5%) 5(62.5%) 1505 0220
Serosa or penetrates serosa 119 37(31.1%) 82(68.9%)

Lymphonode metastasis ~ No 25 6(24.0%) 19(76.0%) 0811 0368
Yes 102 34(33.3%) 68(66.7%)

pTNM classification I 8 4(50.0%) 4(50.0%)
JIi 25 6(24.0%) 19(76.0%)
Ta 44 14(31.8%) 30(68.2%) 2.299 0.681
b 25 9(36.0%) 16(64.0%)
v 25 7(28.0%) 18(72.0%)
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