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Clinical significance of myeloid-derived suppressor cells in breast cancer tissues

DU Wei-jiao, YU Jin-pu, LI Hui, YANG Li-li, SHEN Chun, YU Wen-wen, XIN Ning, AN Xiu-mei, CAO Shui, REN
Xiu-bao”( Key Laboratory of Cancer Prevention and Therapy of Tianjin; Department of Cancer Biotherapy, Affiliated
Tumor Hospital of Tianjin Medical University, Tianjin 300060, China )

[ Abstract ] Objective:To examine the myeloid-derived suppressor cells ( MDSCs ) in breast cancer tissues and their re-
lationship with clinicopathological characteristics of breast cancer. Methods: Thirty-five breast cancer samples were ob-
tained from Tianjin Cancer Hospital ( from Feb. 2009 to Dec. 2009 ), and single cell suspensions were prepared. The
proportions of MDSCs( Lin ~CD33 *CD13 *CD14 ~CD15 ™ )in breast cancer tissues were determined by flow cytometry. Im-
munohistochemistry was used to detect the expressions of ER, PR, Her-2 proteins in the same tumor tissues. Then we ana-
lyzed the correlation of MDSCs ratio with clinical characteristics of breast cancer. Results: The MDSCs ratio in breast
cancer tissues was correlated with the clinical stage and metastasis lymph node numbers in breast cancer patients, with the
ratio in stage [l breast cancer patients ([ 11.70 £7.85 ]% ) being significantly higher than that in stage [ /I patients
([5.32+4.59 ]% ). Patients with more than 3 metastasis lymph nodes had a higher MDSCs ratio ([ 10.97 +7.87 1% )
than patients with less than 3 metastasis lymph nodes ( [5.86+5.26 1%, P <0.05). MDSCs ratio was not correlated
with ages, pathologic types, tumor diameters, histological grades, or expressions of ER, PR and Her-2 of breast cancer
patients ( P >0.05 ). Conclusion: The MDSCs ratio in breast cancer tissues is correlated with the clinical stage and
lymph node metastasis of breast cancer, and the increased MDSCs numbers may be an important reason of immune sup-
pression in breast cancer patients.
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Fig.1 Proportion of MDSCs in breast cancer tissues
of different stages as detected by flow cytometry
A: Stage | ;B: Stage I ;C: Stage Il
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Tab.1 Correlation of MDSC ratio in breast cancer tissues

with clinicopathologic characteristics of breast cancer

Characteristic po MG e
(x+s,% )
Age( year )
<50 16  6.18+5.77  0.341
>50 19 8.29+6.96
Tumor diameter{ d/cm )
<2 10 7.39%5.77  0.970
>2 25 7.30+6.80
TDLNs metastasis
<3 lymph nodes 25  5.86+5.26  0.032
>3 lymph nodes 10 10.97 =7.87
Clinical stage
I/1 24 5.32+4.59  0.026
m 11 11.70+7.85
Histological grade
/1 22 6.57+4.99  0.410
il| 4 12.78 +12.94

Pathological type

Invasive ductal carcinoma 26  7.52 +6.80 0.760

others 9  6.74£5.58

ER status
(-) 12 5.28+3.95  0.111
(+) 23 8.39+7.27

PR status
(-) 9  8.48+7.33  0.540
(+) 26 6.92+6.21

Her-2 status
(-) 13 5.38+5.18  0.175
(+) 22 8.47 £6.93
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