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Treatment of Advanced and Metastatic Squamous Non-small Cell Lung Cancer

Eun Kyung Cho

Division of Hemato-oncology, Department of Internal Medicine, Gachon University Gil Medical Center, Incheon, Korea

Lung cancer is a disease with a poor prognosis, and is the leading cause of cancer-related death in Korea as well as the USA.
Unlike non-squamous non-small cell lung cancer (NSCLC), squamous NSCLC rarely harbors epidermal growth factor receptor and
anaplastic lymphoma kinase mutations for which directed molecular targeted therapies are available. Traditional cytotoxic chemo-
therapy drugs, including cisplatin, have been approved for use in the treatment of advanced and metastatic squamous NSCLC. The
second-generation regimens—gemcitabine, paclitaxel, docetaxel, and vinorelbine with cisplatin—are standard first-line treatments
for advanced and metastatic squamous NSCLC. Docetaxel was approved for second-line treatment in 1999. Addition of the anti-
angiogenic agent, ramucirumab, to docetaxel showed improved survival in squamous cell NSCLC patients in the second-line set-
ting compared with single-agent docetaxel. The immune checkpoint inhibitor-programmed cell death-1 inhibitor, nivolumab, is
currently approved for squamous cell NSCLC. Pembrolizumab also received FDA approval for treatment of NSCLC cases in which
tumor tissue is positive for programmed cell death-ligand 1 expression. (Korean J Med 2016;90:1-6)
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M| ZH RIX TS FESto] X727} o] Fo]H o waha] 2
= HAAE Fg7)ele Ad, HEAATAEY 5 24E& F
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2 712]7] o321} 2002 Eastern Cooperative Oncology
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Bevacizumab-2 &3 9 A 32 A A1 R (vascular endothelial
growth factor, VEGF) SJA|A|Z v| A ZH T a5 B
ol ofolut HFAuAH Y= FE T AEAA
S = QIeh §ARgo] AvtE o] FH =] ¢=rH25]. Ramu-
cirumab-> VEGF 2 SA|A|Z cisplating 72 o= 24| &
x| Rl Aljgt A4S 22} A FEE FE X FE ¢l docetaxel/Y
OF 23} docetaxel©]| ramucirumab3- &7}$F H| . 34} REVEL
ArollA ramucirumabe =75t o] AJEES] F7H10.578
A} 9. 1AW} T WERC] ZHASAYL AN
HATH26]. HH oA 2|9 shelt Aol A= A A
E-&°] ramucirumabytol A 9.57]E = |kt 827 HH L} v
u]St Al (hazard ratio 0.88, 95% confidence interval 0.69-1.13)
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Figure 1. Schematic of immune checkpoint mechanism. Tumors
express PD-L1, which interacts with PD-1 on T cells, leading to
suppression of the antitumor T cell response. Anti-PD-L1 and
anti-PD-1 drugs prevent this PD-1/PD-L1 interaction for persis-
tent antitumor T cell activation. Anti-CTLA-4 antibodies bind to
CTLA-4 on T cells to increase the ratio of effector T cells to neg-
ative regulatory T cells for antitumor activity of immune cells.
PD-1, programmed cell death-1; PD-L1, programmed cell death-
ligand 1; CTLA-4, cytotoxic T lymphocyte-associated protein 4.
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S.A5F AL HolZ2rH33]. 1d AL E docetaxel 24%
ol A nivolumab<-& 42%% FFE A4S HolFqih Ae
I} -2 v HBAL v A ZF o A= FoF TR A=
7178 33 %] =21 docetaxel 4.27]| Do) A] nivolumab 2.37]1 <
B2 IATE Hall x]&717to] doj 1d FxE et A
Al AE717HE nivolumabo] A& ou] Q1A Y=
TtH34]. Pembrolizumab™} =2] nivolumab-2 PD-L12] 9¥t& A
Lo A g/ A e WAIZE glof mlA|oFA] 591k nivolumab
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