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[Abstract] Objective To observe the inhibitory effects of matrine, oxymatrine and sophordine on expression of CD91 and
CD13 and secretion of TNF-q in macrophage RAW264. 7. Methods Macrophages were cultured in 6-hole plate and coverslip
was prepared. Then macropages were cultured one day with different concentrations(0,12.5,25,50,100,200 mg/L) of matrine,
oxymatrine and sophordine; the expression of CD91 and CD13 by immunohistochemical dyeing was analyzed by Image-Pro plus
system (Media Cybemetic, Inc., 6.0 edition). Meanwhile, the levels of TNF-q in the culture medium of macrophages were
examined by ELISA. Results Matrine, oxymatrine and sophordine could all inhibit CD91 and CD13 expression in macrophage
RAW264. 7, and the inhibition varied with the concentrations of matrine, oxymatrine and sophordine; the inhibitory effect of
matrine was the most prominent one. Moreover. matrine, oxymatrine and sophordine also inhibited the secretion of TNF-q.
Conclusion Matrine, oxymatrine and sophordine can greatly inhibit expression of CD91 and CD13 and secretion of TNF-q in
macrophage RAW264. 7.
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Fig 1 Immunohistochemical dyeing for CD91 and CD13 expression in macrophage

RAW264. 7 after treatment with matrine, oxymatrine, and sophordine
K1: Matrine 200 mg/L; K6 Matrine 0 mg/L; Y4: Oxymatrine 25 mg/L; Y2: Oxymatrine 100 mg/L; Y6: Oxymatrine 0 mg/L; H2: Sophor-

dine 100 mg/L; H6: Sophordine 0 mg/L. Original magnification: X 200
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Fig 2 Analysis of immunohistochemical dyeing results
K-CD13: Matrine inhibiting CD13;K-CD91: Matrine inhibiting CD91; Y-
CD13: Oxymatrine inhibiting CD13; Y-CD91: Oxymatrine inhibiting
CD91; H-CD13: Sophordine inhibiting CD13; H-CD91: Sophordine inhib-
iting CD91
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Tab 1 Determination of TNF-q level in culture medium by ELISA

[n=5,r%s,p8/(ng » ml~1)]

Drug concentration .
Matrine group

Oxymatrine group Sophordine group

on/(mg e« L™1)
200 4,71640.412" 14.31040. 923" 6.91040.520"
100 9.924+0, 854" 12.39140. 836" 3.62040. 315"
50 4.99040. 435" 12.66540. 823" 6.08740.502"
25 10. 87640. 867" 14.310%0. 915" 15.608=+0. 986~
12.5 20.066+1.235" 14.584=+1.101" 9.376+0.673"
0 23.081+1.311 19.51241. 214 17.60040. 991

*P<C0.05 vs 0 mg « L~ ! drug group
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