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ABSTRACT Objective: To explore the correlation between different ploidy of chromosome 17 and clinicopathological features of
breast cancer. Methods: 78 patients with breast cancer (breast cancer group) and 78 patients with benign breast tumors (benign group)
were selected from January 2018 to December 2019. All patients' tissue samples were collected and in situ fluorescence hybridization
was used for detection of different ploidy of chromosomes, and were given investigation of clinicopathological characteristics of patients
and correlation analysis. Results: The polyploid rate of chromosome 17 in breast cancer group was 85.9 %, which was significantly higher
than that in benign group (3.8 %, P<0.05). There were no significant difference in the polyploid rate of chromosome 17 in patients of
different ages, genders, locations of pathology, and pathological types (P>0.05). The difference in polyploid rates of chromosome 17 were
statistically significant in lymph node metastasis, histological differentiation, clinical staging, ER positive, PR positive (P<0.05). Pearson
analysis showed that there were correlation between lymph node metastasis, histological differentiation, clinical staging, ER positive, PR
positive, and polyploidy rate of chromosome 17 in patients with breast cancer (£<0.05). Multivariate Logistic regression analysis showed
that histological differentiation, clinical staging, ER-positive, and PR-positive were the main risk factors for the polyploidy rate of chro-
mosome 17 (P<0.05). Conclusion: Breast cancer patients was often accompanied by polyploids of chromosome 17, which were signifi-
cantly related to clinical and pathological features such as lymph node metastasis, histological differentiation, clinical staging, ER posi-
tive, and PR positive.
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Table 1 Comparison of the general information between two groups

Groups n Age (Year) BMI (kg/m?) SPB (mmHg) DPB (mmHg)
Breast cancer group 78 68.92+ 3.10 22.76% 2.14 123.44% 5.60 76.98+ 4.11
Benign group 78 68.30+ 1.99 23.87+ 1.77 125.20% 4.14 77.09% 3.16
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Table 2 Comparison of different ploidy of chromosome 17 between two groups of breast cancer (n,%)

Groups n Polyploid Polyploidy rate
Breast cancer group 78 67 85.9%
Benign group 78 3 3.8

Note: Compared with the benign group, *P<<0.05.
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Table 3 Comparison of different ploidy of chromosome 17 between breast cancer patients with different clinicopathological characteristics (n,%)

The polyploidy rate of chromosome 17

2

Index X P
(n=67)
Age 0.077 0.781
2 60 (n=12) 10(90.4)
<60 (n=66) 57(86.4)
Location of onset 0.055 0.815
Left side(n=40) 34(85.0)
Right side(n=38) 33(86.8)
ER 7.078 0.008
Positive (n=36) 35(97.2)
Negative (n=42) 32(76.2)
Type of pathology 0.188 0.665
IDC (n=54) 47(87.0)
Intraductal carcinoma (n=24) 20(83.3)
Clinical stages 11.110 0.004
I Phase (n=35) 25(71.4)
II Phase (n=25) 24(96.0)
[IT Phase (n=18) 18(100.0)
Lymphatic metastasis 5.031 0.025
Yes (n=22) 22(100.0)
No (n=56) 45(80.4)
PR(n) 14.883 0.000
Positive (n=48) 47(97.9)
Negative (n=30) 20(66.7)
Organizational credit 3.997 0.046
Poorly differentiated (n=22) 22(100.0)
Medium and high differentiation (n=56) 47(83.9)
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Table 4 Correlation between different ploidy of chromosome 17 and clinicopathological features in breast cancer patients (n=78)

Index Lymphatic metastasis ~ Organizational credit Clinical stages ER positive PR positive
r 0.422 0.571 0.344 0.401 0.443
P 0.023 0.008 0.030 0.026 0.020
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Table 5 Multivariate analysis affecting the polyploidy rate of chromosome 17 in breast cancer patients (n=78)

Factor B SE Wald P OR(95%CI)
Lymphatic metastasis 0.323 0.178 34.119 0.000 1.893(1.541-2.386)
Organizational credit 0.627 0.208 34.396 0.000 2.154(1.82-2.737)

Clinical stages 0.525 0.338 23.132 0.000 2.162(1.554-2.771)
ER positive 0.451 0.196 28.175 0.000 2.041(1.885-2.786)
PR positive 0.819 0.344 5.702 0.007 3.298(1.378-8.332)
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