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Molecular targeting therapies for lung cancer
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Summary

Over the past decade, a multitude of molecular targeting agents have been ex-
plored in the treatment of lung cancer, since the appearance of Gefitinib which
was the first molecular targeting drug for lung cancer. Epidermal growth factor
(EGFR)- tyrosin kinase inihibitors (Gefitinib and Erlotinib) are highly effective
against non-small cell lung cancer harboring specific mutation at EGFR.
Gefitinib is the first-choice agent for the treatment of inoperable non-small cell
lung cancer harboring a mutation at EGFR.

Recently, the major cause of cell growth drive in the context of carcinogenesis
has been given the name “oncogenic driver gene.” Finding the driver gene and
developing the agent to inhibit the function of the driver gene in an individual
cancer plays an important roll in the molecular targeting treatment for lung can-
cer. Among adeno carcinoma of the lung, a multitude of driver genes and target-
ing agents have been found. Crizotinib for the ALK-fusion gene and Ros-1
fusion gene has already been used in clinical practice. The agents for other
driver genes, such as MET, BRAF and K-ras, are under clinical and pre-clinical
trials.

Bevacizumab, another class of molecular targeting drug, improves late re-
sponse and prolongs progression free survival in the treatment of non-squamous
and non-small cell lung cancer when administrated combined with eytotoxic che-
motherapy. Therefore, Bevacizumab is used in the treatment of inoperable non-
squamous and non-small cell lung cancer.

In the treatment of squamous cell and small cell lung cancer, no targeting
drug is available in practice yet.

Keywords : lung cancer, molecular targeting therapy, oncogenic driver gene
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