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prostate cancer or benign prostatic hyperplasia were included in this study. The expressions of I1L.-10 and Ki-67 proliferation
indexwere analyzed by immunohistochemistry; Flow cytometry was used to measure the proportion of CD19" IL-10" Breg in
peripheral blood; MTT test was used to detect the proliferation of prostate cancer cells; Transwell invasion test was used to
test the invasion ability of prostate cancer cells. The results of immunohistochemistry showed that the average optical density of
IL-10 was 12.60=%2. 72 and the proliferation index of Ki-67 was (3. 0040, 84) % in benign prostatic hyperplasia, the average
optical density of 11.-10 was 86.10+11. 49 and Ki-67 proliferation index was (45. 30+4.11) % in prostate cancer tissue (1=
6.23, P <C0.000 1; t=10.08, P << 0.000 1). The results of flow cytometry showed that the proportion of Breg in peripheral
blood of patients with benign prostatic hyperplasia was (0. 14 £0.03) %, and that in the patients with prostate cancer was
(0.4140.04)% (t=5.082, P < 0.000 1). Correlation analysis showed that the proportion of Breg cells in peripheral blood of
both patients with prostate cancer and benign prostatic hyperplasia had significant positive correlation with IL.-10 expression and
Ki-67 proliferation index (r=0.701 9, P=0.000 6; r=0.784 3, P < 0.000 1). MTT and Transwell experiments showed
that Breg promoted proliferation and invasion of prostate cancer cells, and 11.-10 played an important role in these processes. In
conclusion, the proportion of Breg in the peripheral blood of prostate cancer patients is significantly higher, and Breg promotes
the proliferation and invasion of prostate cancer cells through the secretion of IL-10. Our study provides a new target for the
immunotherapy of prostate cancer.
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