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Effects of matrine on HepG; cells at metabolism level and gene level
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Abstract Objective To observe the changes of metabolism level and gene level in matrine inhibiting proliferation of HepG; cells for revealing
the functions of matrine to inhibit poliferation of HepG, cells. Methods — After treaiment of HepG: cells with 0~ 1. 5 g/ L matrine for 3 d the pro-
tein expressions of AFP, PCNA, wp53, Rb, N-ras and c-myc were detected with immunocytochemical method mRNA expressions of wp53 c-myc
with in situ hybrdization; cAMP and ¢cGMP with radioimmunoassay; hepatocellular GGT (HSGGT) was isolated with affinity chomatography and the
enzymic activities of HSGGT and GGT were detected. All resulis were quantitatively analyzed with high— fidelity colored picture and processed statis-

tically with Microsoft Excel program. Results  After HepG, cells being treated by matrine, changes of indices related to cellular metabolism were
found: cAMP as well as the ratio of cAMP to ¢cGMP rose but AFP, PCNA, ¢GMP, GGT, HSGGT fell. Changes of the indices related to genes were
alo found: the expressions of anti-oncogenes wpS3 and Rb enhanced whereas the expression of oncogene ¢-myc weakened; no obvious change of the
expresson of N-tas was found in treated cells. Conclusion After the cells being treated by certain dosage of matrine, HepG; cellular proliferation

is inhibited at metabolism level and gene level indicating that matrine can affect cellular metabolism to inhibit proliferation by the regulation of the

expressons of antroncogenes and oncogenes.
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Fig1 Immunocytochemical staining of AFP in untreated HepG, cells (S-PX 200)
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Fig2 Immunocytochemical staining of AFP in 0. 8 g/ L matrine treated HepG, cells (S-P><X200)
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Fig3 Immunocytochemical staining of PCNA in untreated HepG, cells (S-PX 400)
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Fig 4 Immunocytochemical staining of PCNA in 0.8 g/ L matrine treated HepG; cells (S-PX 400)
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Fig 5 Insitu hybridization staining of p53 mRNA in untreated HepG, cells (< 400)
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Fig 6 In situ hybridization staining of p33 mRNA in 0.8 g/ L matrine treated HepG; cells (X 400)

7 HepG,

¢-myc mRNA

(X 400)

Fig 7 In situ hybridization staining of c- myc mRNA in untreated HepG, cells (< 400)
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Fig 8 Insitu hybridization staining of c-myc mRNA in 1. 5 g L matrine-treated HepG, cells (<400
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Fig 9 Changes of GGT activities in matrine— treated HepG; cells
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