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[Abstract] Objective To study the effects of Xuebijing injection (Ift £ ¥t ¥ 5 #) pretreatment on
secretion of cytokines from rat alveolar type I epithelial cells (AT I') induced by lipopolysaccharide (LPS).
Methods AT 1 of primary generation were isolated from adult Sprague-Dawley (SD) rats, purified and
incubated. The cells were randomly divided into eight groups: control group (C group), LPS group,
Xuebijing 5, 15, 45 mg/ml+LPS groups (X1+LPS, X2+ LPS, X34 LPS groups) and Xuebijing 5, 15,
45 mg/ml groups (X1, X2, X3 groups); there were six parallel holes in each group. Xuebijing injection
in corresponding dosages were added to the cells 10 minutes before the addition of LPS in X1 + LPS,
X2+LPS, X3+LPS groups, respectively. The cells were cultured for another 24 hours after LPS was added.
Then the concentrations of tumor necrosis factor-a (TNF-a), interleukin-8 (IL-8) and monocyte
chemo-attractant protein-1 (MCP-1) in the culture medium were measured by enzyme linked immunosorbent
assay (ELISA). Results The concentrations of TNF-a, IL-8 and MCP-1 from rat AT I were significantly
increased in LPS group, X1+ LPS group and X2+4LPS group compared with those in C group (P<0. 05 or
P<C0.01); however, there were no significant differences in above concentrations between C group and each of
the following groups, X3+LPS, X1, X2, X3 groups (all P>0.05). Compared with LPS group, the levels of
TNF-a, IL-8 and MCP-1 from rat AT I in X1+LPS group, X2+4LPS group and X3+4LPS group were further
decreased along with the increase of the dosages of Xuebijing, showing significant dose-dependence (P<<0. 05
or P<0.01). Conclusion Xuebijing injection pretreatment can markedly inhibit LPS-induced up-regulation of
cytokines from rat AT I in a dose-dependent manner; Xuebijing injection does not affect the secretion of
cytokines from rat AT I under normal condition.
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chemo-attractant protein-1; Interleukin-8
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EHREEZHEBRAR,FE 400 U/ke i3, S8
NAEERE LT KR .
12 ATIZE . SBIXBMHIECABEARATI,
ZFsh Bk FE® I (140 mmol NaCl,5 mmol KCI,
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$¥. 2.0 mmol CaCl,, 1.3 mmol MgSO,, pH &
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a TNF-a(ng/L) IL-8(ng/L) MCP-1(ng/L)
c4 58.67+ 8.64 4 958.331180.04 2 448.00+ 9.90
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