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Relationship between MYBL2 gene expression and copy number variation and prognosis of patients with

endometrial cancer

Le Lulu, Fu Fen
Department of Obstetrics and Gynecology, the Second Affiliated Hospital of Nanchang University, Nanchang
330006, China

Abstract: Objective To investigate the expression and copy number variations (CNV) of MYB proto—oncogene like 2 (MYBL2) gene in
endometrial cancer, and to evaluate its relationship with clinical characteristics and its influence on clinical prognosis. Methods Totally
140 patients with endometrial cancer with complete clinicopathological characteristics and corresponding genomic data were obtained from
The Cancer Genome Atlas (TCGA) database, and 137 endometrial cancer patients with complete CNV and genomic data of MYBL2 were
downloaded from the c¢Bio Cancer Genomics Portal (cBioPortal) database. The median of each gene expression level was used as the cut—off
value of high and low expression. ¥’ test and Cox regression were used to analyze the correlation between the high expression and CNV of
MYBL?2 and the clinical characteristics of endometrial cancer. Kaplan—Meier curve was used to analyze the relationship between the gene
expression and CNV of MYBL2 and the prognosis of patients. From January 2015 to December 2015, 60 cases of endometrial cancer and
its adjacent tissues confirmed by histopathology were collected from the Second Affiliated Hospital of Nanchang University, and MYBL2
expression was detected by immunohistochemisiry. Results The TCGA database analysis showed that there were statistically significant
differences in pathological type (P=0.034) and histological grade (P<0.01) between patients with high and low expression of MYBL2 in
endometrial cancer. ¢BioPortal database analysis showed that MYBL2 CNV existed in endometrial cancer (P<0.01), and the main form of

variation was amplification, accounting for 26.0%. The expression level of MYBL2 mRNA was up-regulated in patients with MYBL2 CNV
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(P<0.01), and the overall survival and disease—free survival of patients with MYBL2 CNV were shorter (both P<0.05). The proportion of

MYBL2 CNV in type Il endometrial cancer was higher than that in type I endometrial cancer (P<0.01). Conclusions MYBL2 is highly

expressed in endometrial cancer and is associated with poor prognosis. MYBL2 CNV is a poor prognostic factor in endometrial cancer, and

may be an effective biomarker for predicting the clinical prognosis of endometrial cancer.
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Table 1 Relationship between MYBL2 expression and
clinicopathological characteristics of patients with endometrial

cancer in TCGA database (case, %)

MYBL2 fli%i5  MYBL2 m#55

I RAFE 1% (ne63) (ne72) P
AFi 1.000
<60 ¥ 35 17 (25.0) 18 (25.0)
=60 % 105 51 (75.0) 54 (75.0)
2 ZIRAS 0.829
EAEZY) 11 5(7.4) 6 (8.3)
%425 129 63 (92.6) 66 (91.7)
SR ERE R 0.034
17 72 46 (67.6) 26 (36.1)
JIEi1} 68 22 (32.4) 46 (63.9)
Il R 53 18 0.283
11 80 42 (61.8) 38 (52.8)
M~V 60 26 (38.2) 34 (47.2)
HEV <0.01
G1~G2 %% 28 23 (33.8) 5(6.9)
G3~G4 %% 112 45 (66.2) 67 (93.1)

W MYBL2 : 806 20 i 9 5% 3¢ X755 2 W # (MYB proto—

oncogene like 2 )
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Fig.1 Effect of MYBL2 expression on the overall and disease—free survival of patients with endometrial cancer in TCGA database

WY e

" ——— -
FESHLHZ MYBL2 145 (4,
(SPx400)

(HE x 400 )

TE NIREHA g A

2 60 Bl E NI 2 R Hogw 55 21 204 MYBL2 25 H
FIR A LA HE Jefazh i
Fig.2

(HE x 400 )

Immunohistochemical and HE staining results of
MYBL2 protein expression in 60 endometrial cancer tissues and

the adjacent tissues
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Fig. 3 Comparison of immunohistochemical staining scores of

60 endometrial cancer tissues and the adjacent tissues
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Fig. 4 Relationship between the overexpression and copy number variation of MYBL2 gene in patients with endometrial cancer in

cBioPortal database
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Table 2 Relationship between MYBL2 gene copy number
variation and the clinicopathological characteristics of patients

with endometrial cancer in cBioPortal database (case, %)

WA ERIE A5 (n=83) FEUIEGMIN (n=54) P1{A

AFi 0.200
<60 % 27 (32.5) 8 (14.8)
=60 % 56 (67.6) 46 (85.2)

i 2R 0.125
4 ZE i 10 (12.0) 2(3.7)
A2 )5 73 (88.0) 52 (96.3)

SR ER S Y <0.01
17 62 (74.7) 20 (37.0)
B} 21 (25.3) 34 (63.0)

Il R 53+ 48 0.267
L 51 (61.4) 28 (51.9)
I~V 32 (38.6) 26 (48.1)

HEV 0.002
G1~G2 % 24 (28.9) 4(74)
G3~G4 % 59 (71.1) 50 (92.6)
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