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[ Abstract] Objective To investigate the clinical significance of endothelial progenitor cells ( EPCs)
in peripheral blood of breast cancer patients. Methods Peripheral blood from healthy volunteers ( control
group, n=68) , breast fibroadenoma patients ( benign group,n=61) and patients with invasive ductal breast
cancer (n=70) in Jilin Cancer Hospital from March 2014 to March 2015 were collected for a prospective
study. The concentration of EPCs ( marked by CD34, CD133 and VEGFR-2 positive) was determined by flow

cytometry. Fisher’s exact probability test and Kruskal-Wallis H test were used to compare the positive rate of
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EPCs and the expression of CD34, CD133 and VEGFR-2 among three groups. Fisher’s exact probability test
was used to analyze the relationship between the positive rate of EPCs and clinicopathological features in breast
cancer patients. The expression of CD34, CD133 and VEGFR-2 (surface markers of EPCs) was compared in
the patients with different clinical stages and lymph node metastasis status by ¢ test. Results The positive rate
of EPCs and the expression of CD34, CD133 and VEGFR-2 presented a significant difference among three
groups (x°=12.811,P<0.001; F=15.275, P<0.001). EPCs were not detected in control group and benign
group. The expression of CD34, CD133 and VEGFR-2 in breast cancer group was 0.006% (0.003% -
0.008% ) [ M(Pys—P,5) ], significantly higher than that in control group or benign group (P=0.002 and P=
0.003). The positive rate of EPCs was significantly higher than that in control group or benign group [ 11. 4%
(8/70) vs 0 (0/68), P=0.006; 11.4% (8/70) vs 0 (0/61), P=0.007]. The positive rate of EPCs was
not correlated with patient age, ER, PR and HER-2 status (all P>0.05). In eight breast cancer patients with
EPCs positive, the expression of CD34, CD133 and VEGFR-2 in stage I breast cancer was significantly lower
than that in stage Il -1V breast cancer [ (0.300+0.162)% wvs (1.130+0.318)% , t=4.640,P=0.004) ,
and the expression of CD34, CD133 and VEGFR-2 in patients with lymph node metastasis was significantly
higher than that in patients without [ (1.062+0.424)% vs (0.370+0.287)% , t=2.700, P=0.040].
Conclusion CD34, CD133 and VEGFR-2 ( surface markers of EPCs) have high expression in peripheral
blood of breast cancer patients, so EPCs might serve as a potential biomarker and a therapeutic target.
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