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[Abstract] Objective
the A549 lung cancer cells. After HuaChan element and cyclosporine A(CsA), safi rhzomorph A (SfA) role in the

Explore the potential of Huachan element resistance to lung cancer. Methods Cultivate
A549 lung cancer cells, testing cell survival and cell death, cell apoptosis rate and mitochondrial membrane potential
(MMP). Establish the mice transplanted tumor model, After HuaChan element role in the mice transplanted tumor
model, testing the tumor volume and the survival rate of mice. And collates data for statistical analysis. Results By
mice transplanted tumor model, Data show that cyclophilin D (Cyp,cyclophilin D-D) rely on mitochondrial permeabil-
ity transition pore (mitochondrial permeability transition pore,mPTP) open the adjustable by Huachan induced lung
cancer non apoptotic cell death. Cyp inhibitors-D part of spore element-A (cyclosporine A,CsA),the blocker mPTP

safi rhzomorph A (sanglifehrin A, SfA) extremely significantly hindered by Huachan induced mitochondrial mem-

brane potential (mitochondrial membranepotential, MMPs) fall and A549 cell death (apoptosis). Conclusion The

study found that Huachan inhibit the growth of the A549 lung cancer cells in the body. Research results show that

HuaChan element is worth further study,as a new type of lung cancer drug resistance.
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