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[ Abstract] Objective To investigate the protective effect and mechanism of astragaloside N on
monocytes stimulated by lipopolysaccharide (LPS). Methods LPS was introduced into culture medium of
monocytes to come into being inflammation model in vitro. And the optimal concentration of inducing
monoctye apoptosis was investigated. The concentrations of astragaloside N used in this experiment were
1 000, 300, 100, 30, 10, 3 pg/ml, respectively. Then the data of maximum nontoxic dose (TD,), 50% toxic
dose (TDs,), effective dose in 50% (EDs,) and effective dose in 95% (EDg) were calculated by DAS
software. Annexin V -fluorescein isothiocyanate/phycoerythrin (FITC/PI) staining and Hoechst 33258
fluorescence staining were used, and flow cytometry was applied to observe the protective effects of
Astragaloside N on LPS-induced apoptosis. Results The phenomenon of cell apoptosis was significant when
the concentration of LPS in supernatant fluid reached 100 ng/ml, the rate of apoptosis being (43.67 &
7.14)%. The TD, of astragaloside NV on monocytes was higher than 1 000 pg/ml and the datum of TDs, could
not be obtained. The data of EDs, and EDgs of astragaloside N was 27.31 pg/ml and 101.29 pg/ml,
respectively. Astragaloside N (100 pg/ml) could significantly inhibit the occurrence of apoptosis induced by
LPS; the cultured monocytes well adherent to the wall and the phenomena of apoptosis reduced remarkably,
such as, chromatin margination and nuclear condensation; the rate of apoptosis was decreased obviously
(P<<0.01). Conclusion Astragaloside N exhibits the protective effect on monocytes infected by LPS. The
mechanism is related to its inhibitory effect on LPS-induced monocyte apoptosis.
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