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Experimental study of shikonin reversing cisplatin resistance of human lung adenocarcinoma”
ZHOU Juan',ZHONG Xunlong' , HUANG Suchao® , ZHONG Hongming® ,LU Linlin*
(1. Department o f Pharmacy ,Second A f filiated Hospital of Guangzhou Medical University ,
Guangzhou,Guangdong 510260,China;2. International Institute for Translational Medicine
of Chinese Medicine ,Guangzhou University of Chinese Medicine ,Guangzhou,Guangdong 510006 ,China)
[Abstract] Objective To study the reverse effect of shikonin (SHK) for the cisplatin (DDP) resistance
of human lung adenocarcinmaA549 cells. Methods The cytotoxicity of SHK to A549 cells and A549/DDP re-
sistance cells was detected by MTT assay respectively. The xenograft nude mouse model of A549/DDP DDP-
resistance was established. The in vivo growth inhibition rate of SHK on DDP resistant A549 cells was investi-
gated. The successive generation drug resistance screening test was adopted to investigate whether SHK pro-
ducing the cisplatin-like resistance reaction. Results Compared with A549 cells (I1C;,2. 28 pmol/L), SHK
had higher killing effectiveness on A549/DDP DDP resistance cells (IC5, =0. 95 pmol/L. Meanwhile,compared
with the DDP group,SHK could effectively block the in vivo growth of A549/DDP resistance cells(tumor inhi-
bition rate 35. 91% , P<C0. 05). Moreover,the combined medication with DDP could more significantly increase
the sensitivity of A549/DDP cells on DDP( tumor inhibition rate: combined group 46. 19% wvs. DDP group
13.98% ,P<C0.01). Compared with DDP,CHK was easy to generate the drug resistance,and the long time in-
tervention of CHK did not significantly increase the cytotoxicity of A549 cells resistant to CHK. Conclusion
The in vivo and in vitro experiments show that SHK can effectively reverse the DDP-resistance of lung adeno-
carcinoma, moreover has no secondary drug resistance.
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