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Abstract ; Kriippel-like factor 4 (KLF4) belongs to an evolutionarily conserved Kriippel-like factor
(KLFs) family that regulates gene transcription by binding specific proteins. It plays an important
role in the cell growth and differentiation. KLF4 is expressed in various tumor cells at different
degrees and is involved in the process of tumorigenesis and development. Recent researches have
revealed that the expression of KLF4 is associated with the clinicopathological features of lung
cancer. Therefore it is of clinical significance to explore its application as a diagnostic marker or
therapeutic target for lung cancer. This article reviews the differential expression of KLF4 in lung

cancer and its underlying molecular mechanism,to provide a reference for further studies.
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Figure 1 Schematic of KLF4 transcription and post-transcriptional regulation ¥
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