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ABSTRACT Objective: To observe the growth suppression effect of Andrographolide (AD) on non-small cell lung cancer cell line
H3255, and to study the expression of tumor growth associated biomarkers such as vascular endothelial growth factor (VEGF) transform-
ing growth factor 81 (TGF-B1) and the activity of protein kinase C (PKC). Methods H3255 cells were cultured in vitro, and incubated
with 1.0, 2.5 or 5.0 wmol/L AD for 24h. MTT assay was performed to examine cell viability, LDH activity was determined by colorimet-
ric methods. DNA fragmentation, expression of VEGF and TGF-B1 were detected by ELISA. The ATPase activity and PKC activity were
tested by inorganic phosphorus detection method and phosphoryl abevacuation, repectively. Results AD treatments concentration-depen-
dently decreased cell viability, and lowered Na'-K*-ATPase activity (P<0.05). This compound also increased DNA fragmentation and
LDH releasing. It also reduced VEGF and TGF-31 levels, and inhibited protein kinase C activity in H3255 cells (P<0.05). Conclusion
AD can inhibit lung cancer cells growth, and thus it may be a potent anti-lung cancer agent.
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