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Salidroside regulates DC through TLR4 to increase the lethality of T cells to lung
cancer 3LL cells

ZHANG Xuewei', ZHANG Yanli', WEN Zexin?, LI Pengfei', CUI Lin', ZHANG Min'(1. Basic Laboratory of the Life Sciences of the
Tibet Autonomous, Department of Medicine of Xizang Minzu University, Xianyang 712082, Shaanxi, China; 2. Clinical School of
Medicine, Medical School of Fujian Medical University, Fuzhou 350004, Fujian, China)

[Abstract] Objective: To investigate the effect of salidroside (SAL) on the phenotype of dendritic cells (DCs) and the antitumor ability
of cytotoxic T lymphocytes (CTL). Methods: Lewis lung cancer cell line 3LL, wild type (WT) C57BL/6 mice and TLR4" C57BL/6
mice were chosen for this study. Mice bone marrow derived DC precursor cells were obtained to differentiate into immature DCs,
which were harvested on the sixth day of culture. CD11c¢” DCs were obtained by magnetic beads screening, and further divided into
PBS group, SAL group and lipopolysaccharide (LPS) group. After being cultured for 48 h, the effects of SAL on surface molecules and
phagocytosis of DCs as well as the efffect of TLR4 pathway on the killing effect of T cells were detected by Fow cytometry. Results:
Compared with PBS group, expressions of DC surface molecules CD80, CD86 and MHC II significantly increased (all P<0.05), phago-
cytosis significantly decreased (P<0.05), and TLR4 expression level significantly increased (P<0.01) in SAL group; Compared with
WT group, after being treated with SAL or LPS, the expressions of DC surface molecules CD80, CD86 and MHC II decreased signifi-
cantly in TLR4™" group (all P<0.05); Compared with PBS group, the activated CTL in SAL group exhibited a significantly elevated killing
effect against lung cancer 3LL cells (P<0.05). Conclusion: SAL can induce DC maturation by regulating TLR4, thus improving the kill-
ing ability of T cells.
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Fig.1 Effects of SAL at different mass concentrations on DC

proliferation activity in vitro
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Fig.2 Effects of SAL (0.05 mg/ml) on DC phagocytosis
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