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[Abstract] Objective To determine the role of infiltrated T cells in the accumulation of myeloid-derived
suppressor cells ( MDSCs) in tumor microenvironment. Methods T-cell-deficient nude mice models were
established using BALB/c mice. Growth of tumors was compared between those with and without adoptive transfer
of T cells. Pathological changes of the tumors were examined with HE histological analysis. The levels of MDSCs
were detected with flow cytometry (FACS). Results Tumor growth was promoted in T-cell-deficient nude mice,
which was accompanied with lower levels of MDSCs compared with BALB/c mice (P<C0. 05). T cell transfer
increased the level of MDSCs significantly (P<C0.05). T cells depletion decreased the level of MDSCs (P<C0. 05).
Conclusion Infiltrated T cells induce the accumulation of MDSCs in tumor microenvironment. and influence tumor
growth.
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Fig 1 Comparison of 4T1 tumor growth (A) and survival time (B) in T cell deficient nude mice and BALB/c¢ mice (n=10)

* P<C0. 05, vs. BALB/c mice group
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Fig 2 Comparison of 4T1 tumor growth after adoptive transfer of T cells (A) and depletion of T cell subsets (B) in mice (n=7)

* P<C0.05, vs. nude mice group; # P<C0. 05, vs. nude mice control group
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Fig 5 Changes in the number of MDSCs in tumor-bearing nude mice with T cell transfer
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Fig4 Impact of infiltrated T cells on MDSCs accumulation in tumor-

Fig 6 Changes in the

3A, 4Ay, 4By, 5A., 5B.: BALB/c mice; 3B, 4A,, 4B,, 5A,. 5B,: Nude mice; 3C, 5A,, 5B,: Nude mice+ T cells; 3D, 6A,, 6B,:
Nude mice+ T cells+ anti-CD4 + anti-CD8; 3E, 6A,, 6B,: Nude mice+ T cells+ IgG; 3F, 6A., 6B.: Nude mice control; 4A, 5A, 6A:T
cells, defined as CD4" or CD8V cells;4B, 5B, 6B: MDSCs, defined as Gr1™ CD11b" cells
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Table The percentage of T cells and MDSCs (%, n=3)

Ch4t T CD8F T

cells cells MDSCs

Tumor-bearing model

Nude mice 0.156* 0.012* 6.732*

BALB/c mice 0.362 0.203 9.647
Adoptive transfer of T cells

Nude mice+T cells 1.576 0.227 8.574

Nude mice 0.097% 0.003# 5.804%

BALB/c mice 0. 347 0.171 7.945
Depletion of T cell subsets

Nude mice-+ anti-CD4 + anti-CD8 0.1824 0.1894A 0.0984A

Nude mice+1gG 2.905 0. 666 0.001

Nude mice control 5.575 6. 790 4.024
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