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Immunological characteristics of CD103% T cells in the lung tissues of
C57BL/6 mice

ZHAO Yi', QU Jia-le*, FENG Yuan-fa®, JIN Chen-xi’, HUANG Jun®, XIE Hong-yan® (1. Sino-French Hof f-
mann Institute, School of Basic Medical Sciences, Guangzhou Medical University , Guangzhou 511463, China;
2. School of Basic Medical Sciences, Guangzhou Medical University, Guangzhou 511463, China)

Abstract ; We aimed to explore the immunological characteristics including distribution, phenotype and function of CD103" T cells in the
lung tissues of C57BL/6 mice. C57BL/6 mice lung tissues were removed and frozen sections were prepared for immunofluorescence
staining. The expression and distribution of CD103 were detected in lung tissues. Single cell suspension was prepared and flow cytome-
try was used to detect the phenotypic characteristics of CD103" T cells and the expressions of cytokines IL-4, IFN-y, 1L-9 in the lung
tissues after the stimulation with irritant. Data showed that CD103 in the lung tissues was mainly expressed in CD8" T lymphocytes.,
the proportion was as high as (51.28+10. 37) %. In CD8" CD103™ T cells, the expression of CD62L was (79. 63+2.87) % , which
was significantly higher than in CD103™ cells [ (47.8349.55) %, P << 0.01]. However, CD103~ T cells expressed higher levels of
IFN-v and IL-9 than CD103" T cells(P < 0. 01, P <C 0. 05). Our findings suggest that a population of phenotypically and functionally
independent CD103™ T cells exist in the lung tissues of C57BL/6 mice.

Key words: lung; T cell; CD103

(E#% 114 30

Expression of PD-1, CTLA-4 and MMP9 on exosomes in patients with
breast cancer with or without lymph node metastasis

WANG Ai-hong',ZHAQO Ju-mei' , WANG Ming-quan® (1. Medical School of Yan'an University ,Yan an
716000,China;2. Department of Interrelation Radiology , Yan'an University Af filiated Hospital ,Yan’
an 716000, China)

Abstract: To investigate the expression of PD-1, CTLA-4 and matrix metalloproteinase 9 (MMP9) on exosomes of breast
cancer patients with or without lymph node metastasis, hospitalized female breast cancer patients were collected and divided in-
to control group(without lymph node metastasis) and metastasis group (with lymph node metastasis). And healthy women
served as healthy controls. The expression of PD-1, CTLA-4 and MMP9 in the breast tissues was detected by immunohisto-
chemistry. The exosomes in peripheral blood was separated and the expression of PD-1, CTLA-4 and MMP9 was detected by
flow cytometry. The results showed that the optical densities of PD-1 and CTLLA-4 in breast cancer tissues of the control group
were 63.546.9 and 56.416. 2 respectively, and those in the metastasis group were 79.2412. 8 and 71. 1£12. 1 respectively
(P>0.05). The optical density of MMP9 in the control group was 98.4410. 7 and that in the metastasis group was 153. 14
16.8 (P=0.013). The results of flow cytometry showed that the proportions of PD-1" exosomes in the control group and the
metastasis group were (0. 78240.090) % and (0. 816=+0.011) % respectively, which were significantly higher than that in the
healthy group [ (0. 269 +0.049) %, P<C0.001]. The proportions of CTLA-4" exosomes in both control group and metastasis
group were (3. 99540, 233) % and (4.122+0.197) % respectively, which were significantly higher than that in the healthy
group [ (2.31040. 200) %, P < 0. 001]. There was no significant difference between the control group and the metastasis
group in PD-1" and CTLA-4" exosomes (P > 0.05). The proportion of MMP 9" exosomes in the healthy group was (0. 515
+0.083) %, whereas those in the control group and the metastasis group were (0. 874=40.083) % and (1.290+0. 108) % re-
spectively. Compared with the healthy group, there were significant differences (P<C0. 05). The proportion of MMP9™" exo-
somes in the metastasis group was significantly higher than that in the control group (P=0. 006). These results indicate that
the expression of PD-1 and CTLA-4 on exosomes could be used for early diagnosis of breast cancer and the expression of MMP9
on exosomes could be used as an effective target for early warning and postoperative monitoring of breast cancer metastasis.

Key words: breast cancer; exosomes; metastasis; programmed death-1;cytotoxic T lymphocyte antigen 4; matrix metalloproteinase





